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- FOREWORD

[ feel honoured to write the foreword to this
2" edition of the National Standard
Treatment Guidelines (N5TG) for the
Healtheare delivery system of Nigeria, [ am
aware that the process for the review of the 1°
edition started in 2014 involving support,
recommendations and contribubions from
expert clinicians of various Tertiary Health
Institutions and relevant stakeholders in the
health care sector. For the NSTG to maintain
its relevance in the healthcare delivery system
in treating prevalent diseases, there is need
forregularreview.

The MNSTG consists of systematically
developed statements designed to assist
practitioners and patients in making
decisions about appropriate healthcare in
clinical practice. The document also
identifies, evaluates, summarizes the highest
quality of evidence and provides the most
current information on the diagnosis, therapy
with appropriate dosage of medications
including its risk/benefit and cost
effectiveness. It also provides information on
the prognosis and importantly the prevention
of diseases.



The document has additional objectives such
as to standardize medical care, to raise quality
of care, to reduce several kinds of risks and to
achieve the best balance between cost and
medical parameters.

It is expected that this document will be well
utilized by every Healthcare Provider at the
designated levels of our Healthcare system
including the private sectors.

[ am also aware that the process for the
development of this document strictly
followed due process where conflict of
interest forms were filled by the experts prior
t the review exercise. Wider consultations
and series of rmeetings were carried out
involving various stakeholders and interest
groups where inputs and submissions were
considered for inclusion into the current
NSTG. Without doubts, this document will be
utilized as a quick guide and reference in the
management of patients by Doctors and
equally serve as a training rmanual for medical
students and other Healthcare Providers
towards improving the Health indices of
Migeria.

I feel proud to commend the Committee,
Experts and the Secretariat who worked day
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and night, driven by real commitment
towards the completion of the 7™ edition of
NSTG, And appreciation goes o World
Health Organization (WHO) and Clinton
Health Access Initiative (CHAI) as well as
other partners for supporting the review
EXercise,

Finally, I wish to assure all, of the Ministry's
support regarding the wide circulation of this
document for use by Healthcare Providers.

Prof. Isaac .F. Adewole, ras esesr, rRros, Dsc ians)
Heomourable Minister of Health

Federal Ministry of Iealth

Nigeria,

June, 2016,






FREFACE
—a

This is the second edition of the Nigerian Standard
Treatment Guidelings, the revision coning up
eight years after the first edition due to logistic
regsons. The guidelines provide the standard of
care for the Nigerign population taking elso into
considevation in a holistic manner the peculiorities
and local circumstances in the health sector, the
persornel s well as the resowrces auailable for
provision of healthcare.

As was the case for the first, enorinous effort has
been matde to improve the standard and appeal of
this edition, Expert clinicians have taken time and
painstaking effort fo update the various sechons
ensuring evidence based, state of the art and
internationgl best practices. In order to
accommodate the tertingy leel of lenltheare, due
consideration has been given to o number of
inedicines so as fo cover the scope of medicines seen
at fhis level of core. These medicines will be
reflected in the appropriate section of the National
Essentinl Medicines list fo prepent irvational wse.
Furthermore, the choice of medicines have been
based on coidence of effechiveness, safety and cost
considerations in as much as this does not
cotpromise the health of Nigerians.

In this revision the Chapters hawe been incrensed to
include gerintric medicing —a specialty of growing
importance with the aging population, a separate
chapter for mental health, fmportant concerns in



therapentics and toxicology and velevant
infornation in the appendizes. Mew infornation
Jollowring paradigm shifts nill be found in chapters
covering endocrinology, infectious diseases,
tespiratory medicine and rheumalology, Due
abtention have Leen given to the public health
programmes and the dynamics of their therapy

The need for adequate distribution and use of this
guideline to foster valtional wse of medicines 5
paranount and should be encouraged at all levels
of healthcare. Healthcare providers should also
note that wikle the guidelines provide a schema for
practice, e need to individuslize thevapy when
fhe weed avises mrusk be borne in mind wifh 7 sense
of responsibility and without amy prejudices, The
Committee tnke due responsibility for any
shorbcomitigs and request o be dudy informed fo
ensure corvection ond improvement of lnter
editions.

I note with due gratibude the support of the
Honourable Minister of Heal th to fhe Commitlee. T
appreciate with thanks the contribution of the
various experls and programme managers,
directors and other relevantstaffin the Ministry of
Health. The support of the World Henlth
Organisgtion, the Clinton Health Tnitiative is
appreciated with thanks,

Professor Awnibrose O, Isah MBBS, FMCP,

FIWACP, FRCP (Edin.), MD (LK)

Chairman, Notional Formulary and Essertial
[rugs Review Commiltee.
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CHAPTER

CASTROINTESTINAL AND
HEPATOBILIARY DISORDERS

AMOERIASIS

Introduction

A commen parasitic infection of the
gastrointestinal system caused by the
profozoan Enfemoeba histolyfion

Arquired through fasco-oral transmission.

Clinical fealures

[t may presentas:

Amoebic dysentery

Persistent mucoid/bloody diarrhoea
Abdominal pain

Fever/chills

Ainoebic abscess

This can occur in any of the following forms as

aresultof spread via the blood stream:

Liver abscess; swelling, pain in the right sub-

costal area

Intracranial space-occupying lesion
Lungs: cough and blood stained sputum

Amoeboma: swelling anywhere in the

abdomen
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Anal ulceration: may occur by direct
extenision from the intestinal infecton

Chronic Carriers
Symptom-free

Differential diagnoses

Bacillary dysentery

Anyother cause of bloody diarrhoea
Cancer of the liver

Other cawsesof liver enlargement

Complications

Rupture of abscess into the lungs,
peritoneum, spacespace-occupying lesion in
the brain, right inguinal mass

Investigalions

Stool: microscopy for cysts and motile
arganisms (amoebic dysentery)

Full Blood Count

Serology: amoebic precipitin (if available)
Chestradiograph

Abdominal ultrasound scan {in amoebic liver
abscess)

Treatment objectives
Rehydrate adequately
Eradicate the protozoa

Drug treatment
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Amoebic dysentery

Correct dehydration (see section on
rehydration)

Metronidazole

Adult: 500 mg 8 hourly for 5 days

Child: 30 mg/kg/ day in 3 divided doses for 5
days

Or

Tinidazole
Adult: 2 g daily orally for3 days (with food)
Child: 50-60img/ kg daily for 3 days

Amoebic liver abscess

Metronidazole

Aduit: B00mg 8 hourly for 10 days

Child:50mg /kg/day in 3 divided doses for 7-
10days

Tinidazole
Adult:2 g daily arally for 3 days {with food)
Child: 50-60mg/ kg daily for 5 days

Non-drug treatment

Aspiration is indicated to prevent
spontancous ruphure of abscesses.

Consulta surgeon,

Asymptomatic cyst carriers
Treat cyst carrier if patientis a food handler:

03
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Diloxanide furoate

Adujt: 500mgevery 8 hours for 10 days

Child: over 25 kg -:20 mg/kg orally every 8
hours for 10 days;under 25kg( I month - 12
years)- G.0mg,/ kg every & hours for & -10
days; 12 years - 18 yeas-500mg every 8 hours
for10days

Notable aduerse drmig reactions, caution
Metronidazele is contraindicated in
Pregnancy.

Awoid aleohol during and at least 48 hours
after treatment.

Prevention

Provision of safe drinking water, sanitary
disposal of faeces, regular examination of
food handlers and appropriate treatment
where necessary.

BACILLARYDYSENTRY

Introduction

An important cause of colonic diarrhoea in
developing counlries,

Caused by pathogenic species of Shigella A-D
(dysenters, flexneri, boydii and sonnei).
Transmitted via the fasco-oral route.

Clinical features

Mucoid bloody diarrhoea associated with
gevere central and lower abdominal pain,

4
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tenesmus

moderate-grade pyrexia

Sometimes only mild, self-limiting diarrhoea
lasting for 23 days

Articular features occasionally

Septicaemic spread with mulbi-system
invnlvemenl:ncmsiunaﬂ}r.

Differentinl diagnoses

Amoebic dysentery

Idiopathic enterocolits (ulcerative)
Canpylobacter fefuni infection
Colorectal cancer

Complications
Septicaemia/bacteraemia
Severerectal bleeding

Intestinal perforation

Reiter's syndrome

Investigations

Stool microscopy, culture and sensitivity
Full Blaad Count

Utrea, Electrolytes and Creatinine

Treabinentobjectives
Adequaterehydration.
Eradicale bacterial pathogens

Drug treatment
Oral Rehydration Therapy (see rehydration
under diarrhoea)



Y ATTR G TESTAR A 19D MEPATEAILARY DS ADEES

Parenteral hydration therapy (see
rehydratrion under diarrhoea)

Antibacterial drugs are not usually
necessary: even diarthoeas resulting from
bacterial infection are usually self-limiting,
Appropriate systemic antibiotics are however
required when systemicinfections occur.

- Ciprofloxacin 500 mg - 1 g orally 12
hourly for 5 days

- Azithromyein 500 mg daily for 3 days for
resistant strains

For Children give

Cotrimoxazols:

bweeks - 12 years; 2Mme /g every 12
hours

fweeks - 6months:120mg every 12hours

tmorths- &years: 24lmg every 12
hours
fyears - 12years: 480mg every 12
hours
12years- 18 years: S60mg every 12

hours

Notable adverse drugreactions
Ciprofloxacin may induce tendinitis
especially in children.

Precaution

Ciprofloxacin is not recommendad for use in
children less than 18 years.

6
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Antdiarrhoesal medicines are not advised.

Prevention

Safe drinking water
Sanitary disposal of human waste material

CHOLERA

Introduction

An acute severe diarrhoeal illness of
worldwide importance; endemic in many
developing countries,

Caused by Vibrio cholerse bacilli (classical and
El Torspecies)

Excesgive secretion of fluid iz mediated by
the release of enterotoxin (released by the
bacilli), which acts on the enterocytes of the
small intestine via cyclic AMI,

Highly infectious; spread by faeco-oral route.

Clinical features

Mild watery diarrhea, severe life-threatening
diarrhea leading to hyvpovolaemic shock if
unitreated.,

Oecasionally, vomiting,

Complications

Hypovoelaemic shock with multiple end
organ failure leading to death
Hypoglycaemia

Paralyticilaus
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Investigations

Stool micrascopy, culture and sengitivity
Full Blood Court

Trea, Electrolytes and Creatinine

Treatment objectives

Rehydrate adequately and rapidly.
Eradicate the infective organism.
Preventspread of the infection

Diyugireatment

Intravenous Kinger's lactate/Darrow's
solutions,

Oral Behydration Therapy

Antibiotic therapy

Tetracycline:

Adult: 500 mg orally every 6 hours for5 days

O

Doxycycline:

Adult: 200 mg orally once daily for 5 days
Child: 12 - 18 years, 200 mg on first day, then
100 mg daily

- Severeinfections, 200 mg orally daily

Erythromyein:

Adult and child coer 8 years: 250 - 500 mg orally

every & hours for 5 days or 500 mg -1 g every
12 hours

Child up to 2 years:125mg every 6 hours; 2- 8

years: 230 mg every 6 hours

oé
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- Daosesdoubled insevere infection

O

Sulfamethoxazole-trimethroprim (Co-
trimoxazole)

Adult: 960 mg orally every 12 hours for 5 days
Child: & weeks - 6 months 120 mg 12 hourly; 6
months - 6 years 240 mg; 6 - 12 years 480 mg;
12-18 years 960 mg orally every 12 hoursfor 5
days

Supportive measures
Momitor fluid intake and output (vomitus,
urine and stoal)

Prevention

Provide access to safe drinking water
Food hygiene

Safe disposal of human waste
Cholera vaccine

CONSTIPATION
Introduction

A clinical condition characterized by
infrequent bowel opening and/or passage of
hard stools.

Aetiology
Inadequate fibre in diet (simple constipation)

Drugs e.g. antidepressants, narcotic
analgesics, etc
Diseases of the anus, rectum and colon e.g.
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fissures, haemorrhoids, cancer

Functional: irritable bowel syndrome
Metabolic diseases e.g. hypothyroidism,
hypercalcaemia

Clinical features

Stools are often hard

Abdominal bloating

Excessive flatulence. Relevant associated
history to determine aetiology should be
vigorously pursued

Physical examination should be thorough,
and must include arectal examination

Complications
Megacolon
Analfissures/ tears
Haemomhoids
Rectal bleeding

Investigations

Stool examination including microscopy.
Proctoscopy/sigmaidoscapy.

Barium enema

Serum hormonal levels eg. thyroxine,
triiondotyronine, thyroid stimulating
hormone to exclude hypothyroidism

Treatinent objectives
ldentify and eliminate cause(s)
Evacuate hard faecal matter

10
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ications far o] tives
Situations where straining will exacerbate
pre-existing medical /surgical conditions
- Angina
- Riskofrectal bleeding
- Increased risk of anal tear

Otherindications

- Drug-indured constipation

- To clear the alimentary fract before
surgery orradiclogical procedures

Nown-drug treatinent

Avoid precipitants

IHigh fibre diet (including fruits and
vegetables),

Adequatefluid intalke,

Megacolon: Saline enema

Surgical: resection of large bowel

Drug treatment

Stimulant laxatives
- Senna 7.5 mg tablet (as sennoside B)

Adult: 2-4tabletsatnight

Child 6-12vears: 1 -2 tablet stat at night (orin
the morning if preferred)

12-18years: 2-4 tablets atnight

Or:
Bisacodyl tablets 10 mg orally at night
suppositories 10 mg per rectum at night

11
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Caution

Laxatives should generally be avoided. Most
times these drugs are needed for only a few
days

In children, laxatives should be prescribed by
a healthcare professional experienced in the
management of constipation inchildren.

DPIARRHOEA (Acute)

Introduction

A very common clinical problem the world
over, particularly in developing countries.
Accounts for significant morbidity and
maortality, especially inchildren.

Infective agents are recognized in about 70%
of cases and are ransmitted by the faeco-oral
route.

Viruses (particularly Rotavirus) are
responsible for over 70% of diarsheeas in
children below 2 years.

Many bacteria and some parasites are also
important aetiologic agents, particularly in
adolescentz and adults.

Endemic and epidemic presentations can
occur, Contamination of food and water by
bacterial toxins can also lead to acute
diarrhoesa, sometimes with associated
vomiting (i.e. food poisoning). This is usually
self-limiting.

Clinical features
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Watery diarthoea of varying volumes,
sometimes with vomiting: this is the
commuonest presentation, and suggests
pathology inthe small intestine.

Bloody mucoid stools: suggests disease in the
enlon

Fever, abdominal pain and dehydration

Fast and small volume pulse with low blood
pressure: indicates significant fluid loss

Complications

Hypovolaemic shock with multiple organ
failure

Septicaernia

Intestinal perforation

Gastro-intestinal bleeding

Paralyticileus

Differentinl diagnoses

Non-infectious diarrhoea e.g. dmg-induced
Gutallergy (e.g. gluten).

Psychogenic stress.

Metabolic and endocrine causes (e.g.
thyrotoxicosis, uraemia, diabetes mellitus)

Investigations

Stool examinaton including microscopy,
culture and sensitivity

Full Blood Count

Utrea, Electrolytes and Creatinine

Serology (e.g. Widal test)

13
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Treabmentobjectives

Achieve adequate hydration,

Eliminate infectious agent (where possible).

Treat complications

Drugtreatment

Rehydrate with:

Oral Rehydration Therapy - ORT (low

osinolarity) for mild to moderate dehydration

- 500 mL orally over 2 - 3 hours, 3 -4 times
daily

Intravenous sodium chloride 0.9%

- 1litre 2 - 6 hourly for moderate-to- severe
dehydration

- Alternate with Darrow's solution
depending on serum potassium

Children: Use of zine supplementation

- 20mgperdayforl0-14 days

- Under&months old: 10 mg per day

Specific anti-infective agents for infectious
diarrhoeas e g. metronidazole for amoebiasis,
giardiasis

Supportive measires
Monitor fluid intake/ output

Notuble adverse drug reactions
Heart failure: from overhydration. Initial
increase in diarthoea with ORT: this is self

Hyperkalaemia: from excessive use of

14
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potassiume-containing fluids

Prepention

Provide access to safe drinking water
Sanitary disposal of human waste

Personal hygiene: hand-washing, care in
food-handling

GASTRITIS

Introduction

Inflammation of the gastric mucosa.Can be
acute or chronic. The most important risk
factors for acute gastritis include use of drugs
(NSAIDs in particular) and alcohol.

Hpylovi infection is the mast important risk
factor for chronic gastritis

All agents of gastritis work through the
common path of distupting the protective
mucosal barrier of the stomach.,

Acute gastritis may evoke pain that mimics
peptic uleer disease. Chronic gastritis is a
precursor of peptic ulcer disease (type b
gastritis) and gastric cancer (type A gastritis).

Clinical features

Chronic gastritis is essentially asymptomatic.
Acute gastritis evokes acute abdominal pain
that mimics peptic ulcer disease (see peptic
ulcer disease)

Occasionally acute gastritis may be
haemorrhagic with melaenal stools or rarely

15
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hzematemesis

Complications

Acute gastritis: haemorrhage.

Chronic gastritis: peptic ulcer disease; gastric
cancer

Differential diagnosis

Peptic ulcer disease (acute gashritis)

Investigations

Endoscopy (macroscopic diagnosis).
Histology of gastric biopsy for definitive
diagnosis

Treatment objectives

Eliminate pain (acute gastritis)

Prevent progression to peptic ulcer disease or
gastric cancer

Re-establish normal histology

Drug treatment

Acute Gaslritis:

Antacids

- Magnesium trisilicate 1 - 2 tablets or
suspension 10 mL orally three times daily
orasrequired

Chr:
Hreceptor antagonist 2
- Ranitidine 150 mg orally once daily as

required

la
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Or:
Proton pump inhibitors
- Omeprazole 20 mg orally once daily as
required
Type A gastritis:
Endoscopic surveillance every 2 - 3 vears for
early detection of cancer
Type B gastritis: Eradication of H.pylor using
triple therapy with
- Clarithromycin 500 mg orally twice daily
for7 days
Plus:
- Amoxicillin 1g orally every 12 hours for 7
days
FPlus:
- Omeprazole 20 mg orally every 12 hours
tor7 days

Prevention
Acroid nisk factors (INSAID =, alcohol, etc)

GIARDMASIS

Introduction

A parasitic infection caused by Ginrdin lamblin.
Worldwide in distribution but mare common
in developing countries. Spread by the faeco-
oral rovite.

Pathogenesis

Invasion of the upper small intestine by the
parasite evokes inflammation, leading to

17
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progressive villous atrophy.

Clinical features

Acute disease: watery diarrhoea with
abdomingal bloating

Chronic disease: diarrhoea, steatorrhoea and
weight loss from malabsorption syndrome-
with lactose intolerance, xylose

malabsorption and vitamin B deficiency

Complications
Diseases related to Vitamin B deficiency

Differential diagnoses

Other causes of upper gastrointestinal
malabsorption such as coeliac disease and
tropical sprue

Investigalions

Full blood count

Stool microscopy and faecal fat assessment
Jejunal biopsy

Treatment objectives

Rehydrate adequately

Eradicate parasite

Replace malabsorbed (deficient) nutrients -
i

Drug treatment

Metronidazole

Adult: 2g orally daily for 3 days or 400mg 8

18
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hourly for 5 daysor 500mg twelve hourly for 7
-10days

Child: 1- 3 years 500 mg orally daily; 3- 7 years
600 500 mg daily; 7-10 years 1 g daily for 3
days Tinidazole

Adult; 40 mg/ kg orally as a single dose:or 2g
stat, repeatafter 1 week,once if necessary
Child: 50 to 75 mg/kg as a single dose; repeat
after 1 week

Supportive
Vitamin B supplementationl2 Avoidance of
milk

Notable aduerse drug reactions
Metallic taste and vomiting from
metronidazole

Prevention

Good sanitary habits,proper hand washing
and / or use of alecholic hand sanitizers
Uncontaminated water and food supplies

HAEMOREHOIDIS

Introdnction

Enlarged or varicoze veins of the fissues at the
anus orrectal outlet

Engorgement of the vascular complex or
thrombus often leads to the symptoms of
disease,

The pathophysiologic mechanisms are
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complex and vary with the subject. May be
external or internal.

Clinical features

Internal haemorrhoids: typically painless but
present with bright red rectal bleeding

May become thrombosed and protrude into
theanal canal

External haemorrhoids when thrombosed
cause acute perineal pain with or without
necrosis and bleeding, Fibrosed external
haemorrhoids present as anal tags

Differential diagnoses
Colorectal cancer.
Adenomatous polyps.
Inflammatory bowel disease

Complications
Bleeding, necrosis, perineal sepsis, mucus
discharge

Tnvestigations
Anoscopy
Full blood count ncluding blood film

Treatinent objectives
Relieve pain and prevent complications

Non-drug treatment
Increase fibre in foods
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Increase fluid intake

Avoid foods that cause constipation

Stool softeners

Regular exercise

Drug treatment

Suppositories/ointments of preparations
containing hydrocortisone acetate with or
without lidocaine hvdrochloride plus
astringent(s)

Surgery

Elastic band ligation

Sclerosis, photocoagulaton, cryosurgery,
excisional haemorrhoidectomy

Caution
Each drug treatment course should not
excead 7 days

PANCREATITIS

Introduction

A state of inflammation of the pancreas,
which can be acute or chronic,

Aetiology

Varied, but most important are: Gallstones,
alcohel ingestion, abdominal, trauma,
Infections

[diopathic in as many as 20-30% cases
Oecurrence is worldwide, but commoner in
areas of the world where gallstones and

21



Y ATTR G TESTAR A 19D MEPATEAILARY DS ADEES

alcohol ingestion are common.

Pathoplysiology

Antolysis of pancreatic tissue by pancreatic
enzymes as a result of "secretory block" in the
pancreatic bed (often caused by stones).

Clinical features

Acute pancreatitis:

Epigastric pain which may radiate too the back
inowver 50% of cases

MNausea, vomiting, abdominal distension,
severe abdominal tenderness with features of
hypovolaemia insevere cases

Differential dingnoses
Peptic ulcer disease.
Cholecystitia

Investigalions

Serum amylase: raised in 80% of acute cases.
Serum lipase: if raised is more specific than
serum amylase

Alanine aminotransferase: a rise above 3-fold
suggests pancreatitis of gallstone origin,

CT scan

Abdominal ultrasound: least useful in acute
pancrealitis

Complications
Hypovolaemic shock
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Acuterenal and respiratory failure

Phlegmos

Gastrointestinal bleeding

Electrolyte imbalance (hvpo &
hypercalcacmia)

Pancrealic pseudocysts

Treatment objectives

Relieve pain

Preventcomplications

Non-drug treatment

Renal failure: haemodialysis.

Respiratory failere: mechanical ventilation.
Gallstones: Endoscopic Retrograde
Chalangio Pancreatography (ERCP) with
gphincterotomy. Pancreatic pseudocyst:

surgery

Drug treatment
Analgesics
Treat specificcomplications

Supportive measires

Bed rest

Monitor vital signs; fluid intake / output
Masogastric tube suctioning,

Decrease pancreatic inflammation.
Prevent, identify and treat complications

Caution
Avoid narcotic analgesics, which may cause
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spasm of the sphincter of Oddi and worsen
pancreatitis

Prevention
Control alcoholingestion

PEPTICULCER DISEASE

Introduction

Caused by peptic ulceration that involves the
stomach, duecdenum and lower
oesophagus. An increasingly comman
problem in developing countries.

Most ulcers are duodenal

Aetiologqu/Predisposing factors
H pylori gut infection

Useof NSAIDs

Smoking

Clinical features

Recurrentepigastric pain
Often radiating to the back

- Worseatnight

- Improved by antacids

- May be made worse by some food types
(general better with bland diel)

Complications

Upper gastrointestinal bleading
Perforation

Penetration
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Gaslricoutlet ohstructon
Gastriccancer

Investigations

Full Blood Count

Liver Punction Tests, Urea, Electrolytes and
Creatinine

Occult blood test. Stool microscopy
Endoscopy, Double contrast barium meal
Direct/indirect detection of L pylori (by CLO
testor by CO, breath test)

Differentinl diagnoses
Gastritis

Duodenitis

Non-Uleer Dyspepsia
Gastro-duodenalmalignancy
Qesophagitis

Gall bladder diseases

Treatment objectives
Relieve pain

Promote healing of uleers

Eradicate H. pylori

Prevent/ reduce recurrence

Dirug treatment

Symptomatic reatment with anfacids may be
used prior to confirming the diagnosis of

peptc ulcer disease

H. pylori eradication
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Triple therapy with:
- Clarithromycin 500 mg orally every 12
hoursfor 7 days
Plus:
- Amoxicillin 500 mg orally every 8 hours
for7 days
Plus:
- Omeprazole 20 mg orally every 12 hours
for 7 days

Adjunct therapy
Magnesium trisilicale suspension 15 mlL
orally three Hmes daily as required

Supportive therapy

Repgular meals

Avoidance of provocative factors (NSAIDs,
alcohol, spicy foodsetc.)

Notable adverse drug reactions

Gastric irritation, diarrhoea from triple
therapy

Diarrhoea/constipation from adjunct
therapy

Treatment of complications

Mild upper gastroirtestinal bleeding
Intravenous omeprazole 20 mg 12 hourly for 5
days then standard triple therapy

Severe upper gastrointestinal bleeding
Interventional endoscopic treatment
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Blood transfusion

Surgery Perforation

Surgery Gastric outlet obstruction
Rest the gut

Surgery

HEPATICAND BILIARY DISORDERS

HEFPATITIS

Introduction

Inflarmnmation of the liver that can be caused
by infective agents, drugs and other toxins
The most predominant and important
presentation of liver disease worldwide

The suffixes acute, chronie, wviral,
autoimmune, alcoholic ete. define the agents
causing hepatic injury or their duration as the
case may be

Aetiology

Varies, depending on geographical
regionHepatitis A, B and C Viruses, alcohol
and drugs are the commonest aetiologic
agarils

Importantrisk factors

Family history

Aleohol ingestion
Previous blood transfusion

Contamination of food and water by sewage
Drugingestion
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Sexual contact
Exposure to contaminated sharp
objects /instraments

Clinical features

Acute hepatitis:

Mild-to-moderate jaundice

Vagueright upper quadrant discomfort

With or withoutmild fever

There may be enlargement of the liver below
the costal margin with varying consistency
(depending on the stage of the liver disease)
Chronic hepatitis:

Re-octurence of jaundice may suggest a
chronicillness

Differential diagnoses

Liver abscess

Metabolicliver disease/ disorder
Primary or secondary liver cancer
Cholecystitis

Complications

Fulminant hepatic failure

Bleeding tendencies

Investigations

Liver Function Tests

Serologic markers of Hepatitis A, B, C, D and
K
Abdominal ultrasonography
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Treatment objectives

Provide supportive measures
Prevent progression to chronic phase
(applicable to Hepatitis C virus
only)

Now-drug treatinent

High carbohydrate and low protein diet
Discontinuation of hepatotoxic medication
Bed rest

Divug treabment

Hepatitis A

Self-limiting disease,

No specific drug treatment

HepatitisB

Acute:

Self-limiting to fulminant

Treatmentis supportive

Chironie:

Treat only those with viral load exceeding
2000 International Units/ml for e antigen
negative patients or 20000 International
Units/ ml for e antigen positive patients.
Monitor those not meeting treatment criteria
with bi annual viral load.

Pegylated interferon alfa -2b:180 microgram
subrutaneously weekly for 48 weeks.
Tenofovir 300 mg daily for 2-5 years (used
when patient has liver failure)

Liver transplant
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Chronic Hepatitis C:

Pegylated

interferon alfa -

2b:180 microgram

subcutaneously

weekly for 48

weeks,

Plus:

Ribawirin

- 400 mg orally twice daily for adults with
body weight less than 65 kg; 400 mg in the
morming and 600 mg in the evening for
adults weighing 65-85 kg 600 mg twice
daily for adults weighing over 85 kg

Hepatitis 1

Interferon alfa -2b: 3 million units
subcutaneously 3 times weekly for 4 months
Plus:

Lamivudine: 100 mg orally once daily for 4
manths

Hepatitis E

Largely supportive

Notable adverse drug reactions

Interferon alpha 2b and Ribavirin reduce
haematopeiesis

Flu-likeillness

Leucopenia

Psychiatric-like symptoms

Development of early resistance if therapy

i
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exceeds one year

Prevention

Prevention of faecal contamination of food
and water

Screen blood and blood products for
hepatotrophic viruses

Immunization against hepatitis A, B
Reduction of drug misuse /abuse
Pre-exposure prophylaxis (asfor NP1/ EPT)
Post-exposure prophylaxis.

Avoid exposure to unsterilized sharps

JAUNDICE

Introduction

A common clinical state of varying
aetiologies.Classified as haemolytic, hepatic
ar obstructive Clinical jaundice occurs when
the level of serum bilirubin exceeds 2.5
mg/dL. The bilirubin may be conjugated,
unconjugated or mixed

Important canses

Diiseases of the liver and the biliary tract
Conditions that cause excessive red cells
haemalysis: infections, haemoglobinopathies

Clinical features

Dizcolouration of the sclerae and other mucus
mermbranes

Associated general pruritus (especially
with cholestatic jaundice)

|
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Assoriated features of the underlying disease

Investigalions

LFTs; determine levels and nature of
bilirubin, liver enzymes (AST, ALT, Alkaline
phosphotase)

Abdominal wltrasound sean: look out for
canalicular dilatations, biliary stones

Treatinent objectives
Treat underlying cause
Preventcomplications

Drugtreatment

Specific lreatment depends on the identified

cause

Colestyramine:

- 3-6g orally 6 hourly in severe obstructive
jaundice

Phenobarbital inneonatal jaundice:

- 5-8mg/kgorallydaily

Notable adverse drug veactions
Colestyramine: diarrhoea

Phenobarbital may cause dose-dependent
respiratory depression

Surgical treatment
Obstructive jaundice

ERCP sphincterotomy with stone removal
Stent insertion
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Pancreatic head/ duodenal head realignment

Supporfive measures
Reassurance and monitoring
Phototherapy inneonatal jaundice

LIVER CIRRHOSIS

Introduction

An advanced stage of chronic Liver diseaze
associated with permanent distortion of the
liver architecture and replacement of some
destroyed hepatocytes with fibrons tissue
Accompanied by some loss of liver funcion
leading to certain recognized symptoms and

signs

Aetiology
Similar to some causes of acute liver diseases
No known aetiology in up to 30% of cases

Clinical features

Varies with the extent of liver damage:
Fatigue

Ascites

Pedal cedema

Haematemesis

Liver may be shrunken or enlarged below the
costal margin; itis typically firm
Differential diagnoses

Granulomatous lesion of the liver

Primary or secondary neoplasms of the liver
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Complications

Intractable cedema

Upper gastrointestinal tract bleeding
Coagulopathy

Hepatic encephalopathy
Hepato-renal syndrome

Inwestigations

LFTsand Serum proteing

PT,PTTE,

Liver biopsy

Uhtrasound examination of the liver
Screening for aetivlogic factors in chronic
liver diseasze e.g. viral markers for

hepatotrophic viruses (e.g. Hepatitis B & C)

Treatment objectives

Preventfurther liver damage

Prevent deterioration of liver function
Symptomatic relief from anaemia, fatipue
and cedema

Nown-drug treabiment

Encourage high fibre and low salt diet

Enhance opening of bowel

Correction of anaemia

Reduce cedema and ascites

Drug treatment
Ascites and pedal cedema:
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Spironolactone tablets 25 - 100 mg orally 12
hourly

Furosemide 20- 80 mg orally 12 hourly
Salt-poor albumin for intractable ascites
Prevention of variceal bleeding:
Propranolol 40- 80 mg orally daily

Isosorbide mononitrate 10mg orally thrice
daily

Replacemment of damaged liver:

Liver transplait

Pravention of encephalopathy

Institute measures as outlined in section on
hepaticencephalopathy

Prevention
[mmunization againsthepatitis B, C
Abstinence frorn alcohol

NUTRITIONAL DISORDEES

KWASHIORKOR AND MARASMUS

Introduction

Adequate nutrition is the intake and
utilization of energy-giving and body
building foods and nutrients in the right
proportions o maintain well-being, and
productivity.
Malnutrition manifests as stunting,
underweight, wasting (kwashiorker and
marasmus), obesity as well as deficiencies of

#
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micronutrients.

Epidemiology
High prevalence in under-developed
countries, especially sub-Saharan Africa

Clinical features

Kwashiorkor: Growth retardation, muscle
wasting, anaemia, apathy, moon face, lack-
luster skin easily plucked hair, pedal cedema,
hypo-pigmented skin patches, exfoliation,
diarrhoea Marasmus: Thin; protruding
bones, hungry-looking 'old-looking face,’
whimpering cry

Inwestigations

Full Blood Count, ESR

Stool microscopy, Urinalysis, Serum proteins,
Chest radiograph, Mantoux test

Non-drug treatment

Nutriticnal counselling

Adequate nutrient intake: may require
assistance and special preparations eg.
nasogastric feeding, Periodic growth
monitoring

Dirug treatment
May be indicated where there are specific
infections/infestations

i
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MICRONUTRIENT DEFICIENCIES
Definition

Deficiencies of minerals (iron, iodine, zinc,
caleium, phosphorus, magnesium, copper,
potassium, sodium, chloride, fluoride etc);
folic acid and vitamins

Actiology

Inadequate dietary intake

Increased requirernerits

Increased loss (e.g. worm infestation)

Epidemiology
Global; high prevalence in under-developed
countries, especially sub-Saharan Africa

Clinical features

[ror: anaemia

lodine: goitre

Zinc, copper: manifestations of enzyme and

insulin deficiencies

Calcium: rickets, osteomalacia

Phosphorus and fluoride: teeth and bone

abnormalities

Vitamins

- A keratomalacia, corneal xerosis, night
blindness

- B{(thiamine): beri-beri

- B (riboflavin): scrotal and wulwval
dermatoses, angular stomatitis, scars,
magenta tongue, cheilosis
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- B (niacin): scarlet and dry tongue,
pellagra 6

- Ascorbic acid: scurvy, petechiae and
musculo-skeletal haemorrhages

- D¢ rickets, epiphyseal enlargement,
muscle wasting, bossing of skull bone,
‘thoracic rosary', persistently open
anterior fontanelle, genu valgum or
yaruam

Investigntions
Blood, urine and stool tests., Other
investigations as appropriate

Treatment objectives
Correct nutrient deficiencies
Ensure adequate intake
Freventcomplications

Treatinent

Administration of specific nutrients (as
concentrates in foods)

Food supplementation

Treatunderlying diseaszes

Prevention

MNutritional counselling

Optimal breastfeeding and appropriate
weaning prachces

Adequate intake of locally available,
nutritious foods
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Personal/food /water hygiene
Prophylactic therapies for malaria

OBESITY

Introduction

A major component of the metabolic
syndrome,

Being owverweight or obese significantly
increases the risk of morbidity and mortality
from Type 2 diabetes and its co-morbidities.
Successful weight reduction has a positive
impact onmorbidity and mortality outeomes,
Constitutional obesity is a result largely of
diet and lifestyle.

Measurements for evaluation

Body mass index (BMI): calculation for
ovarall obesity

BMI = weight in kg divided by height in m’,
expressedaskg/m’

Waist circumference: determination of
central fat distributon

Classification of BM1

Underweight: <18.5kg/m’

Normal weight: 18.5-24. 9kg,/m’

Overweight: 25-29.9kg/ m*

Obesity (Class1):30-34.9kg/m’
Obesity (Class2):35-39.9kg/m’

Extreme obesity (Class 3): > 40kg/m’

The pattern of distribution of fat in the body

£



Y ATTR G TESTAR A 19D MEPATEAILARY DS ADEES

(whether mostly peripheral or central) is
assessed by the wvse of the waist/hip ratio
(WIIR)

Waist/Hip ratio=Waist citoumference (in cin)
divided by Hip circumference {in cm)

Waist circumference: measured midway
between tha lower rib margin and the iliac
crests

Hip cireumference: the largest circumference
of the hip

Waist circumference better depicts central or
upper body cbesity than waist/ hip ratio
Upper limits: 102 cm and 88 cm in men and
women, respactively

Investigalions

Moan-specific

- Always bear in mind the possibility of an
underlying cause: although these may
not be common, specific therapy may be
available

- Clinical presentation may therefore
require specific investigations to exclude
conditions such as hvpothyroidism,
hypercortisolism, male hypogonadism,
insulinoma and CNS diseases that affect
hypothalamic function

Complications
Cardiovascular: Coronary arfery disease
Stroke
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Congestive heart failure

Pulmonary:

Obstructive sleep apnoea, 'Obesity
hypoventilation syndrome’

Endocrine: Insulin resistance and type 2
diabetes mellitus

Hepatobiliary: Gall stones

Reproductive: Male hypogonadism;
Menstrual abnormalities; Infertility

Cancers:

In males, higher mortality from cancer of the
colon, rectum and prostate

In females, higher mortality from cancer of
the gall bladder, bile ducts, breasts,
endd ometrium, cervix and ovaries

Bone, joint and cutaneous disease:
Ostecarthritis

Goutk

Acanthogis nigricans

Increased risk of fungal and yeast infections
Venous stasis

Treabinentobjectives

To educate patient and care givers

Achieve an ideal body weight
Prevent complications

i
Management -

Assess dietary intake, level of physical
activity, BMI (total body fat) and waist
circumference (abdominal fat) on
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presentationand at regular monitoring
Assegs efficacy of weight loss measures
Integrate weight control measures into the
overall management of diabetes mellitus and
co-morbidities if BMI is =25, and Waist
circumference is more than 102 cm and 88 cm
inmen and women respectively

Educate patients and other family members
Setrealistic goals

Use a multi-disciplinary approach to weight
cortrol

Dietarv changes and increased level of
physical activity are the most economical
means to loose weight

Maintain records of goals, instructions and
weight progress charts

Surgical intervention may be required in
exireme cases
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CHAPTER @5

HAEMATOPOIETIC SYSTEM
DISORDERS
ANAEMIAS
Introdnction

Anaemia is a reduction in the
haemoglobin concentration in the peripheral
blood below the normal range expected for
the age and sex of anindividual

The determination of haemoglobin
concentration should always take the state of
hydration and altitude of residence of the
individual into consideration

Anaemia can be classified on the basis of red
cellmorphology and aetiology/ pathogenesis

Muorphological classification
Macrocytic Megaloblastic:
- Folicacid deficiency
- Vitamin B deficiency 12
- Inherited disorders of DN A synthesis
- Non-megaloblastic:
- Accelerated erythropoiesis
- Increased membrane surface area
Obscure
Hypochromic-rmicrocytic:
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Iron deficiency
Disorders of globin synthesis
Orther disorders of iron metabolism
MNormoechromic-normocytic:
ERecentblood loss
Haemolytic anaemias
Hypoplastic bone marrow
Infiltrated bone martow
Endocrine abnormality
Chronic disorders

- Renal diseasze

- Liver dissase

Classificalion based on actiology and
pathogenesis
Bload Loss: Acute
Chronic (leads to iron deficiency) Increased
red cell destruction (haemolytic anaemias):
Corpuscular defects (intracorpuscular or
intrinsic abnormality)
Disorders of the membrane e.g.
elliptocytosis, spherocytosis
Disorders of metabolism eg. Glucose-6-
Phosphate dehydrogenase deficiency,
Haemoglobinopathy e.g. sickle cell disease
Paroxysmal nocturnal haemoglobinuria.
Abnormal haemolytic mechanisms (extra-
corpuscular or intrinsic abnormality)
Autoimmune
Rhesus-incompatibility, mismatched
transfusion, hypersplenism
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Infections e.g. malaria, Closfridium welchii,

drugs and toxins

Others e.g. burns decreased red cell

production

Nutritional (due to deficiencies of

substarnces essantial for evythropoiesis)

- Irom

- Folate

- Vitamin B12

- Various deficiencies e.g. protein, ascorbic
acid

Bone marrow stem cell failure:

Primary (idiopathic):

- Aplasticanaemia

- Purered cell aplasia Secondary:

- Drugs (phenylbutazone, cytotoxic
agents, etr)

- Chemicals

- Irradiation

Anaemias associated with systemic

disorders:

Infection

Liver dizeaze

Renal disease

Connective tissue disease

Cancer (including leukaemia)

Marrow infiltration

Thyreid or piluitary disease

Clinical fealures
Depend on the degree of anaemia, severity

45



B HAFMATOTIFTE SySTTed DISORIFRS

of the causative disorder and age of the
patient

The clinical effects of anaemia are due to
anasmiaitself and the disorder(s) causing it.
Common:

Tiredness, lassitude, weakness, dyspnoea on
exertion, palpitations, pallor

Less common;

Angina of effort, faintness, giddiness,
headache, ringing in the ears, high output
state congestve cardiac failure,

Differential diagnoses
Cardiac failure
Respiratory failure

Complications
Cardiacfailure

Investigations

Haematologic: Haematocrit, haemoglobin
concentration, red cell indices, reticulocyte
count, total leukocyte and differential counts,
platelel count

Erythrocyte sedimentation rate, Blood film
examination for morphology of cells, thick
and thin films formalaria parasites.

Urine analysis: Colour, pH, clarity, and
specific gravity, microscopic examination of
{resh urine specimen, protein, glucose, oconlt
blood
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Stool: Colour, consistency, examination for
ovaand parasites, occult blood

Plasma: Blood Urea Nitrogen (BUN), Total
protein and albumin bilirubin, creatinine (if
BLUIM is abnormal)

Others:

Coombs test for the presence of antibodies to
red cells

Ham's test (acidified serum test)

Bone marrow aspiration and trephine biopsy
Hacmoglobin electrophoresis

Sickling test (metabisulphite and solubility)
Family studies

Treatment objectives

Restore haemoglobin concentration to
normal levels.

Prevent/treatcomplications

Supportive measures

Bed rest in severe cases: initially necessary,
especially when cardiovascular symptoms
are prominent,

Treat cardiac failure by standard measures,
Balanced diet with adequate protein and
vitamins,

Correct dietary deficiencies (e.g. iron, folic
acid)

Blood transfusion: a very important measure
in the freatment of anaermia, but should not be
used as a substlute for investigation, or
specific reatment of the cause
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Arrestblood loss

Treat any underlying systemic digorder.
Remove any toxic chemical agent or drug,
Correct anatomical gastro-intestinal
abnormalities

Drug treatment

Haematinics e.g. iron, vitamin By, folicacid.

The specific haematinic indicated should be

givenalone

Response to adequate treatment is important

inconfirming diagnosis

Iron deficiency:

Oraliron therapy:

- Ferrous sulfate 200 mg (containing 65 mg
ofiron) tablet 2-3 times daily

Treat for 3- 6 months to correct deficits in

haemaoglobin

Parenteral therapy:

Mot necessary unless there is intolerance to

oral iron

Indications for parenteral iron:

Anaemiadiagnosed inlate pregnancy.

Correction of anaemia just before an

operative procedure

Haemorrhage expected to continue unabated

[ron preparations:

Iron dextran given as "total dose" infusion

By deep intramuscular injection into the

gluteal muscle or by slow intravenous

injection or by intravenous infusion,
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calculated according to body weight and iron
deficit dose in mL (of 50 mg/mL
preparations) = [Patient's wt. inkg X (14 Hbin
g/dL)J-10

Periodic hematologic detcrmination of
haemoglobin and hematocrit is a simple and
accurate technique for monitoring
haematological response and should be used
as a guide in therapy. Evidence of therapeutic
response can be seen in a few days as an
increase inreticulocyte count

Netable mdverse drug reactions, caulion
Oral iron preparations:
MNausea, epigastric pain, diarrhoea,
constipation, sldn eruptions
Reduce dosage and frequency of
administration to reduce these effects
Parenteral iron:
Local reactions: phlebitis and
lymphadenopathy
Systemic reactions: may be early ar late-
headache, fever, vomiting; general aches and
pains, backache, chest pain, dyspnoea,
syncope; death from anaphylaxis

Test doses are no longer recommended but
caulion is needed with every dose of
intravenous iron Patients should be
monitored for signs of hypersensitivity
during and for at least 30 minutes after every
administration
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Total-dose infusion should be avoided in
patients with history of allergy

Mot recommended for children under 14
years

Avoid in first trimester and use in the sccond
and third trimesters only when the benefit
outweighs the potential risks for bath mother
end fetus

Anaphylaxis and other Hypersensitivity can
occur with parenteral iron and facilities for
cardiopulmonary resuscitation must be
available; Discontinue oral iron prior to
administration of iron dextran injection.

Oral iron should not be given untl 5 days
after last injection

Megaloblastic anaemia
Response to therapy is satisfactory if
administered dose iz limited to the minimal
daily requirement
Treatment with witamin Byfcobalamin) to
replace body stores
- 5ix-1000 micrograms intramuscular
injections of hydroxocobalamin givenat 3
-7 day intervals
Maintenance therapy: patients will need to
take vitamin By, for life
- 1000 micrograms hydroxocobalamin
intramuscularly once every 3 months

Notable adverse drug veactions, caution
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Toxic reactions are very rare and are usually
notdue to cobalamin itself

Pharmacologic doses of folic acid produce
haematological response in wvitamin By
~deficient

patients but worsen the neurological
complications

Large doses of vitamin B, also give
haematological resporse in folate-deficient
patients

Prevention
Balanced diet
Prompt treatment of all illnesses

BLOOD TRANSFUSION

Introduction

Blood transfusion is the administration of
blood for therapy

It is potentially hazardous: blood should be
given only if the dangers of not [ransfusing
outweigh those of transfusion.

Indication{s) must be clearly established.
Transfusionn of whole blood or red cell
concentrates is important it the treatment of
acute blood loss and of anaemia,

Red cells can be stored at 4°C for 5 weeks in
media that are specially designed to maintain
the physical and biochemical integrity of the
erythrocytes and which maintain their
viability aftertransfusion.
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Citrate Phosphate Dextrose with Adenine
(CPDA) is commonly used for collections of
whale blood.

The use of whole blood as a therapeutic agent
has been almost completely replaced by the
use of blood fractions.

Types of blood transfusion

Autologous blood transfusion: Transfusion of

the patient's own blood to him/her

- Safestbleod for patients

The three main typas are:

- Pre-depositautologous transfusion

- Immediate pre-operative phlebotomy
withhaemodilution

- Intra-operative blood salvage

Exchange transfusion:

To remove deleterions material from the

blood, for example, in severe jaundice

resulting from haemolytic disease of the

newhorm

Alternatives tored cell transfusion:

Perfluorachemicals such as Fluosol-DA

Polymerised haemoglobin solutions with

good intravascular recovery

Indications for blood transfusion
Symptomatic anaemias:

- Rerurrenthaemorrhage

- Haemolysis

- Bonestemcell failure
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- Pureredcell aplasia

- Severe anaemia of chronicdisorders

- Haematological malignancies (e.g.
leukaemia, lymphoma)

- Chemotherapy complicated by anaemia

Inneonates:

- Severe acute haemorrhage

- Haemolytic disease of the new born

- Septicaemia

- Prematurity bleeding disorders:

- Congenital ¢.g, haesmophilia

- Acquired e.g. disseminated intravascular
coagulopathy

Prevention or treatment of shock:

- Clinical situations in which there is need
to restore and/or maintain circulatory
volume e.g. trauma, haemorrhage

To maintain the circulation (as in

extracorporeal or cardiac by-pass shunts)

Whole blood preparations; Should be limited

ta correction or prevention of hypovolaemia

in patients with severe acute blood loss

Fresh Blood: Justified by the recognition that

there is a relatively rapid loss of platelets,

leucocyies and some coagulation factors with
liquid storage.

There is also progressive increase in the levels

of undesirable products such as potassium,

ammonia, and hydrogen ions

Erythrocyte preparations

Four types arein common use;
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- Packed red blood cells

- Washed red blood cells

- Leucocyte-reduced red blood cells

- Frozenred blood cells

Washed red blood cells:

Obtained from liquid-stored blood by saline

washing using a continuous-flaw cell

separator or from frozen erythrocytes
extensively washed to remove the
cytoprolective agents

Leucocyte-reduced red blooad cells:

Best prepared by passing whole blood or

packed cells through specifically designed

filters.

Three main reasons for the use of leucocyte-

reduced red blood cells:

- To prevent non-haemolytic febrile
reactions to white cell and platelet
antibodies in recipients exposed to
previous transfusions or pregnancies

- To prevent sensitization of patients with
aplastic anaemia who may be candidates
for bone marrow transplantation

-  To minimize risk of wansmission of
viruses suchasTIIV or eytomegalovirus

Transfusion therapy

Informed consent should be obtained from
patients except in life-threatening
EMErgencies

The risks and benefits of the proposed
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transfusion therapy should be discussed with
the patient and documented in the patient's
medical records

Blood for emergencies:

There may be no time available to type, select
and cross-match compaltible blood

A rare occurrence, except for

- Trauma

- Unexpected intra-operative haemorrhage
- Massive gastro-intestinal bleeding

- Ruptured aneurvsm

Uncross-matched or partially cross-matched
blood 1z admimstered; routing cross-match
should be carried out retrospectively to
identify any incompatibility

Complications of blood transfusion
Immunological:
Sensitization tored cell antigens

Haemolytic transfusion reactions

- Immediate

- Delayed

Reactions due to white cell and platelet
antibodies

- Pebrile transfusion reactions

- Post-transfusion purpura

Reactions due to white cell and plasma

protein antibodies

- Urticaria

- Anaplylaxis
Non-immunological:
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Transmission of disease

ReactHons due to bacteria and bacterial
PYyrogens

Circulatory overload

Thrombophlebitis

Adrembolism

Transfusion haemosiderosis

Complications of massive transfusion

Tests of Compatibility

A minimum of three major procedures must

becarried outl:

- Determine the recipient's ABO and
Rhesus groups

- Selectcompatible donor bload

- Cross-match doner cells against
recipient's serum

Donor blood should be screened for infective

agents: HIV, hepatitis B, and Cviruses

Otherinvestigations

Haemoglobin concentration, haemalocrit

Red cell indices: MCH, MCV, MCHC

Total lencocyte and differential counts

Reticulacyte count

Erythrocyte sedimentation rate

Platelet count

Treatinent objectives

To raise haemoglobin concentration and
other blood parameters to normal levels
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To prevent blood transfusion complications

Non-drug freatment

Transfusion of red blood cells, platelet
concentrates or platelet rich plasma as
Tequired

Provision of fresh frozen plasma or other
blood products as hecessary

Drug treatment

Furosemide 40 mg on administration of one
unit of blood

In the event of transfusion reactions, stop the
transfusion immediately and administer the
following:

Promethazine 25 mg intramuoscularly or
intravenously

Epinephrine 0.5 mL of 1:1000 solutions to be
administered subcutaneously
Hydrocortisone sodium succinate 100 mg
injechon intravenoushy

Supportive measures
Appropriate nutrition
Adequate hydration

Notable adverse drug reactions, caution
Farosemide: dehydration and
hypersensitivity

Promethazine: drowsiness, hypersensitivity
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Prevention

Avoid/ preventaccidents

Prompt treatment of illnesses that could be
cotnplicated by anaermia

Regular medical checle-ups

HAEMOSTASIS AND BLEEDING
DISORDERS - refer for specialist care

LEUKAEMIAS

Introduction

A heterogeneous group of diseases
characterized by infiltration of the blood,
bone marrow and other tissues by neoplastic
cells of the haesmatopoietic system

Twomaintypes
- Myeloid leukaemia
- Lymphoid leakaemia

Eachis further divided into acute and chronic

Acute lenkaemias are defined pathologically
as blast cell leukaemias or malignancies of
immature haematopoietic cells. The bone
marrow shows > 30% blastcells

Twomain groups of acute leukaemias

- Acutemyeloid leukaemia (AML)

- Acute lymphoblastic leukaemia (ALL)
Childhood leukaemias: patbents aged <15
years
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Adultleukaemias: patients aged >15 years
Leukaemias in adults aged > 60 wyears: an
important group because their responses to
current treatment protocols both for ALL and
AML are inferior. These patients are not
usually considered for more radical treatment
approaches such as autologous or allogeneic
bone marrow transplantation

80% of adult cases: AML

Epidemiologw/predisposing condifions

Acute lymphoblastic leukaemia (ALL) and
Acute myeloid leukaemia (AML)

More common in industrialized than rural
areas.

Environmental agents implicated in the
induction of certain types of leukaemia:
[onising radiation: X-ravs and other ionizing
1ays

Chemical carcinogens

- Benzene and other petroleum derivatives
- Alkylating agents

Host susceptibility eg genetic disorders:
Bloom's syndrome

Fanconi's anaemia ( AML)
Ataxiatelangicctasia (ALL)

Down's syndrome

Blast transformation in pre-existing
myeloproliferative disorders:

Aplastic anaermia (ALL)

5



B HAFMATOTIFTE SySTTed DISORIFRS

Oncogenicviruses:

HTLV-1 (Human T-cell Lymphotropic virus
1) implicated in adult T cell leukaemia
/lymphoina

Climical features

General symptoms of anaemia

Bleeding

Infections

Anorexia

Weightloss

Lymphadenopathy (not common in AML
exceplin the monocylic variant)

Skin: Macules, papules, vesicles, pyoderma
gangrenosum, neutrophilic dermatitis,
leukaemic cutis, granulocytic sarcoma

Differentinl diagnoses
Septicaemia

Miliary tuberculosis
Malignant histiocytosis

Complications
Worsening ill- health

Investigations

Full blood count with ESE, reticulocyte count,
Coomb's test

Bone marrow examinabon

Biochemical tests: serum electrolytes, ures,
creatinine, uric acid, liver function tests
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Prothrombin time, partial thromboplasnime
human leucocyte antigen typing
HIVIand 1T
Cytochemical tests:

- Peroxidase

- Sudan Black B-Men-specific esterase
reaction e.g. alpha napthyl acetate
esterase

- Bone marrow cultures

- Cytogenetic studies

Electron microscopy

Cell markers e.g. using a panel of antibodies

combined with flow cytometric analysis or

the alkaline phosphase-antialkaline

phosphate (APAAP) technique to classify the

blasteells into lymphoid or myeloid lineages

Abdominal ultrasound,/ CT scans

Immunological classification

Terminal deoxynucleotidyl transferase

demonstration in nuclei of B and T

lymphocytes

Treatment objectives

Induce remission to achieve complete
remission

Maintain disease-free state

Newu-drug treatment

Appropriate nutrifion

Adequate hydration (at least 3 litres/24
hours)
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Erythrocyte transfusion as required

Platelet concentrate transfusion as required
Maintain electrolyte balance

Drrug treatment

Acute lymphoblastic leulcaemia

Allopurinol 300 mg daily orally DVP Regime
Daunorubicin 30 mg/m'intravenously on
days8,15,22and 29

Vineristine 1.4mg/ m' to a maximum of 2 mg
intravenously ondays 8,15, 22 and 29
Prednisolone 60 mg orally once daily from
day1-28

L-asparaginase 1000 IU/rm intravenously on
days12,15,18,21,24, 27,30 and 33

Or:

COAPRegime

Cyclophosphamide 650 mg,/ mintravenously

ondays]and & 14 and 22

Vincristine 14mg/ mintra venously to a

maximumof 2mg: days 1 and 8; 14 and 22

Cytosine Arabinoside 50

mg/ m’subcutaneously 12 hourly for 12 days

or bolus intravenous injectiom 100

mg/m’daily for 7 days

Prednisolone 40 mg/ m'oral for 14 days

- Drugs are given every 28 days for 3
COULSes

Mervous system prophylaxis

- Metholrexate 12.5 mg/m’ intrathecally
twice weekly toamaximumof 15mgie. 5
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doses over 3weeks.
Congolidation:
Tobe given on day 29
COAP regime to be given once provided
WBC count is = 1x10s,/ L and platelet count is
=100x10VL
Maintenance:
6-Mercaptopurine 75 mg,/ m’orally daily
Methotrexate 20 mg/ m'orally weeldy
- For 3 years if remission is maintained,
otherwise reassessment
Pulse therapy (Intensification). To be given
every 3 months with
- Vincristine 1.4 mg/mmta a maximum of
2mgweekly ondaysl and 8

Acute myeloblasticleukaemia

Either TAD or COAP as shown below:

TAD:

Cytarabine 100 mg/m'(continuous infusion)
on days 12 and 2, and 100 mg/m every 12
hours by intravenous infusion owver 30
minutesondays3-8

Thioguanine 100 mg/m® every 12 hours
orally ondays3-9

Daunorubicin 60 mg/m’by intravenous
infusion over onehourondays3-5

O
COAP:
Cyclophosphamide 650 mg,/m'intravenously

il
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ondays]and8

Vincrigtine 1.4 mg/m’ intravenously to a

maximumof2mg ondays1and 8

Cytarabine 50 ing/m” subcutaneously every

12 hours for 7 davs

Prednisolone 40 mg,/ m’orally for 14 days

- Mervous system prophylaxis is not
required

- Assessfor remission after 3 courses

Maintenance

COAFR every G weeks {or 2 years

Intrathecal treatment as for ALL if there is

NS disease of the monocytic type

Chronic Myeloid Leukaemia (CML)

Also Chronic Myelogenous Leulkaemis;
Chronic Granulocylic Leukaemda (CGL)

A clonal disease that results from acquired
genetic change in a pluri-potential
haematopoietic stemn cell

Altered stem cell proliferation generates a
population of differentiated cells, and a
greatly expanded total myeloid mass

Classification

Majority of patients have relatively

homogenous disease characterized by:
Splenomegaly

- Leucocytosis

- Presence of Philadelphia (Ph)
chromosone in all leukaemia cells
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Minority of patients has less typical disease
(atypical CML)
- Thesevariants lack Phchromosome,
Examples;
- Chronic myelomonocytic leukaemia
- Chronic neutrophilic leukeamnia
- Juvenile chronic myeloid leukaemia

Epidemiology, actiology and natural istory
Rare below the age of 20 years but accursin all
age groups

Increased risk of developing CML with
exposure to high doses of irradiation

A biphasic or triphasic disease, usually
diagnosed in the initial "chronic” or stable
phase Distinguishing features between
phases of CGL

Chronic phase.

Untreated patient: <12% blast cells in blood or
ATTOW

Treated patient: Normal or near-normal
blood count without immature granulocytes
in peripheral blood

Accelerated phase

Rising leucocyte count despite treatment
Rapid leucocyte doubling time

Immature granulocytes inbload

Blast cells =5% but <30°/ o in marrow
Anaemia (Hb <10 g/dL) not attributable to
reatment

Thrombocytosis (>1000x109/1)

&5



B HAFMATOTIFTE SySTTed DISORIFRS

Acquisition of specific new cytogenetic
abnormalites

Inecreasing marrow fibrosis

Blastic transformation

More than 30% blasts

O
Blasts plus promyelocytes in blood or bone
TATTOW

Clinical features

Asymptomatic Abdominal swelling/pain
Lethargy

Shortness of breath on exertion

Weight loss

Unexplained haemorrhage at various sites
e.g. pums, intestinal / urinary tracts

Increased sweating

Visual disturbances

Goul

Priapism

Splenomegaly

Amnaernia

Haemorrhage

Fewer

Lymphadenopathy (rare in chronic phase)

Complications
Blastic transformation
Death
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Investigations

Az above for acute leukaemia

plus:

Determination of Philadelphia chromosome
Lactic dehydrogenase

Serum calcium

Treatment objectives

Induce remission to achieve complete
Temission

Maintain disease-freestate

Achieve absence of Philadelphia
chromoesome

Non-drug treatinent
Appropriatenutrition
Adequate hydration
Electrolyte balance

Drugtreatment

Hydroxycarbamide (hordroxyurea)

Adult; 20-30 mg/ kg orally daily or 80 mg/kg

every third day

Child: Mot recommended

Interferonalpha

Adult; 9 million units subcutaneously or
intravenously thrice weekly for 6- 12 months

O
Imatinib mesylate
- 400mg orally daily

v
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- To be used strictly wunder specialist
SHpervision

Notable adverse drug reactions, caulion

The above drugs (except the steroids) all
cause profound myelosuppression

Profound nausea, vomiting, diarthoea and
abdominal discomfark

Secandary malignancies

Steroids: Cushing's syndrome, hypertension,
diabetes mellitus, immunosuppression,
infections Vincristine: neurotoxicity
Cylophosphamide: alopecia, haemorrhagic
cystitis

Daunorubicin: myelosuppression, alopecia,
cardiotosdeity

All are contraindicated in patients with
history of hypersensitivity reactions to the
Tespective medicines

Prevention
Avoid exposure to ionizing radiation
Early detection and treatment

Chronic Lymphocytic Leukaemia
MNeoplastic proliferations of mature
lymphecytes

The dizseases involve the blood bone marrow
and other tissues

Characterized by accumulation of small
mature-looking CD5+ B lymphocytes in the
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blood, marrow and lymphoid tissues

B-cell disorders are more common

B-cell CLL is move common in males than

females

- Accounts for 60% of cases

- Rarely diagnosed below the age of 40
VEears

Clindcal features

Asymptomatic (30% of cases)
Symptoms of anaemia

Lymphnode enlargement (paitless)
Rare: pyrexia, sweating or weightloss
Severe chestinfection/ preumonia
Splenomegaly (50% of cases)
Hepatomegaly (not [requent)

Differential diagnoses

Lowgrade non-Hodgkin's lymphomas with
frequent bloed and bone marrow
involvement (leukaemia / lymphoma
syndromes)
Tuberculosis
Viral infections
Toxoplasmosis

Complications
Richter transformation
Progression of disease

Investigations
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Cell morphology:

Size

MNuclear: eytoplasmic {IN: C) ratio

Regularity or irregularity of the nuclear
outline

Characteristics of the cytoplasm (presence
and length or absence of azurephil granules)
Degree of nuclear chromatin condensation
and its pattern

Prominence, frequency and localization of the
nucleolus

Investigalions
A5 for anaemia and other leukaemias

Treatiment objectives

Induce remission to achieve complete
remission

Maintain disease-free state

Non-drig treatment

Appropriate nutrition

Adequate hypdration

Maintenance of electrolyte balance

Bone marrow ransplant

Red cell and platelet concentrate transfusion
asrequired

Drug treatment

Chronic Lymphocytic Leukaemia

Allopurinel 100 mg orally every 8 hours
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Chlorambucil 5mg/ml orallvondavs 1 to 3
Prednisolone 75 mg orally on day 1; 50 mg
orally oniday 2and 25 mg orally on day 3
- Repeatevery 2weeks
Or;
Fludarabine 25 - 30 mg intravenously over 30
minutes on days 1-3
- Repeatevery4d weeks
Or:
Combination chemotherapy
- Cyclophosphamide 400 mg,/m’
- Vincristine 1 4mg/m’
- Prednisolone 100 mg orally days 1 - 5
Repeatevery 3 weeks

Or:

TFludarabine 30 mg/ mlirrl-ravemusly over 30
minutes ondays1-3
Cyclophosphamide 250 - 300
mg/m'intravencusly over 30 minutes on
days1-3

- Repeatevery4weeks

Supportive measitres
Appropriate nutrition,
Adequate hydration

Notable adverse drug veactions, caution
Same as for other leukacmias

Prevention
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Avoid chemicals on body (e.g. benzene)
Avoid ionizing radiation (X ravs)
Early detection and treatment

LYMPHOMAS
Introduction
Solid neoplasms that originate in lymph
nedes or other lymphatic tissues of the body.
A heterogeneous graup of disorders
- Canariseat virtually any site
- More often occurs in regions with large
concentrations of lymphoid tissues, e.pg.
lymph nodes, tonsils, spleen and bone
MATTOW

Twomain groups:

- Hodgkin's discase

- Non-Hodgkin'slymphomas

Hodgkin's disease

characterized by Reed-Sternberg cells (large
binucleate cells with vesicular nuclei and
prominent eoginophilic nucleoli)

- Reed-Sternberg cells are occasionally
found in other clinical conditions e.g.
hyperplastic or inflammatory lesions of
lymphnodes

Non-Hodgkin's lymphomas: a
heterogeneous collection of lymph
proliferative malignancies

- Vary widely according to histological
subtype, stage and bulk of disease
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Investigations

Mandatory

Full Blood Count (i.e. haemoglobin,
haematocrit leucocyte and differential
counts; red cell indices, reticulocyte count)
Erythrocyte sedimentation rate

Coombs kest

Bone marrow aspiration and needle biopsy
Serum Urea, Electrolytes, Serum Uric acid
Liver Function Tests: transaminases-ALT,
AST, ALP; bilirubin; serum proteins HIV
screening Immunoglobulins, Chest X-ray

Optional

Examination of post-nasal space
Serum coppet level

Meutrophil alkaline phosphatase
Tomograms of lung or mediastinum
Skeletal X-ray

Abdominal ultrasound scans
Intravenous pyelography

CT scans of chest and abdomen
Supplementary node biopsy

Treatment objectives

Induce remission

Restore patient to disease-free state
Maintain state of well-being

Nou-drng treatment
Appropriate nutrition
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Adequatehydration
Red cell and platelet concentrate transfugions
asrequired

Drrug treatment

Malaria prophylaxis: proguanil 200 mg orally
daily

Antibiotics as indicated

Allopurinol 300 mg orally daily {(when urie
acid ishigh)

Non-Hodgkin's lymphomas

CHOP (3 weekly):

Cyclophosphamide 750 mg/m?2
intravenously onday 1

Doxorubicin 50 mg/m’ intravenously on
dayl, 2

Vincristine 14 mg/m” (maximwm of 2 mg)
intravenously onday 1

Prednisolone 100 mg orally on days 1 - 5
CHOP (4 weekly):

Cyclophosphamide 750 mg,/ m'intravenously
ondayslandd

Doxorubicin 25 mg/ m'intravenously on days
1and 8

Vincristine 1.4 mg Jm'(maximum 2 mg} on
daysland8

Prednisolone 100 mg orally ondays1-58

Hodglcin's lymphoma
MOPP
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Mechlorethamine 6 mg/m’intravenously on
daysland¥

Vincristine 14 mg/m’ (maximum 2 mg)
intravenously ondaysland 8

Procarbazine 100 mg/ m’orally on days 1 and
4

Prednisolone 40 mg orally ondays1- 14

ChiIVEE
Chlorambucil 6 mg/m’orally on days 1 and
14
Vinblastine 6 mg/m’ (maximum 10 mg)
intravenously ondays land 18
Procarbazine 100 mg,/ m’orally on days 1 and
14
Prednisolone 40 mg orally ondays1-14
Supportive measures
Appropriate nutrition
Adequate hydration

Notable adverse r:fmg teactions, caution

All the drugs are contraindicated in patients
with hypersensitivity reactions to the
respective medicines

Profound nausea, vomiting, diarthoea and
abdominal discomfort

Secandary malignancies

Myelosuppression (except the steroids)
Steroids (prednisolone) may cause Cushing's
syndrome, hypertension, diabetes maellitus,
suppression of immunity, infections
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Vincristine: neurotoxic
Cyclophosphamide: alopecia and
haemorrhagic cystitis

Doxorubicin: cardiotoxic

Prevention
Avoid unnecessary exposure bo frradiation
and chemicals

SICKLECELLIMSEASE
Introduction
A group of conditions with pathological
processes resulting from the presence of
Haemoglobin S Usually inherited from the
parents who have themselves inherited
haemoglobinS

The principal genotypes include:
- Homozygous sickle cell disease (S5)
- Sickle cell-haemoglobin C disease (SC)
- Sicklecell-B thalassaemia (5B thal)
Sickle cell-B+ thalassaemia Type I (SB+thal.
Typel)

Sickle cell-B+thalassaemia. Type IL (SB+thal
Typell)
Sickle cell-B+thalassaemia. Type IIL (SB+thal.
Typelll)

Sickle cell brait
Inheritance of one normal gene controlling
formation of B Haemoglobin (FHbA), and a

sickle gene (HBS)
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Total haemoglobin A is more than
haemoglobin S Normal haemoglobin F

Sickle cell disease

Inheritance of two abnormal allelemorphic
genes controlling formation of B chains of
haemoglobin, at least one of which is the
sickle gene

Polymerization of the sickle haemoglobin
meay lead to vaso-occlusion

Pathophysiolagy

Red cells have reduced deformability and
easily adhere to vascular endothelium,
increasing the potential for decreased blood
flow and vascular obstruction.

Abnormalities in coagulation, leucocytes,
vascular endothelium, and damage lo the
membranes of red cells contribute to sickling
Haemolytic anaemia and vasculopathy are
the result of the various pathophysiologic
processes

Organ damage is on-going and is often silent
until far advanced

The course of the disease is punctuated by
episodes of pain

Clinical features

Vary widely from one patient to another:
Persistent anaemia/pallor, growth
retardation (variable); Jaundice (variable);

7
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Bone pains (recurvent)
Prominent facial bones due to increased bone
marrow achvity
Leaner body build and less weight (on
average)
Some fingers are shortened as a result of
infarction (destructon due to blackage of
blood supply)
Hand-foot syndrome (painful and swollen
hands and feet) in childhood
Life span on average shorter than normal
Sexual development is delayed in both sexes:
menarche occurs at 2 mean age of 15.5 years
(range 12 - 20 years) compared to non-sicklers
(mean 13 Zyears)
Impotence can occur from prolonged
priapism

High foetal loss in pregnancy

Sickle cell erises

Patient has acute symptoms/signs
attributable directly to sickie cell disease
Twomaintypes:

Pain (vaso-occlusive) crisis

Anaemiacrisis

Vaso-occlusive crises
Painful

Tender, swaollen bones
Acutehepatopathy
Acute chestsyndrome
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Priapism

Painless

Haematuria

Cerebrovascular disease {accident) - in
descending order of prevalence

- Thrombatic stroke

- Seizures

- Haemorrhage

Retinopathy (commonestin 5C patients)

Anaemiccrises

Acute splenic (or hepatic) sequestration
Hyper-haemolvtic (e.g. precipitated by
malaria}

Megaloblastic (folic acid deficiency)
Hypoplastic (due to infection or renal failure)
Aplastic (e.g. due to epidemic parvo virus
B19)

Differential diagnoses

Connective tissue disorders e g. rtheumatoid
arthritis

Liver disease

Qther causes of failure to thrive

Complications

Kidneys:

- Hyposthenuria (reduced ability to
concentrate urine/ conserve body fluids)

- Hasmaturia

= Albuminuria
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- Reduced kidney function

Legulcers:

- Oeeurarcund ankles

- Healslowly and tend to recur

Bones and Joints

- Osteomyelilis

- Awascularnecrosis

These may cause:

-  Hippain

- Limping gait

- Kyphoscoliosis when necrosis affects
spinal vertebral bones

Infectons:

- Salmonella osteomyelitis

- Prneumococeal pneumonia

- Pneumoccoeccal meningitis (rare in
adolescents and adults)

- Tonsillitis and pharyngitis

Brain and nerves:

- Strokes, seizures (notcommon inadults)

- Meningitis (not common inadults)

- Cerebral haemorrhage

- Mental neuropathy (rare)

Cardiovascular/respiratory:

- Heartfailure

- Pulmonary hypertension

- Arutechestsyndrome

Investizations
Full Bload Count (haemoglobin, haematocrit,
total leucocyte count and differential counts,
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plateletcounts)

Erythrocyte sedimentation rate

Red cell indices (MCH, MCIHC, MCV)

Reticulocyte count

Sickling tests: solubility test; metabisulphite

test

Haemoglobin electrophorasis

- Using cellulose acetate paper at pH 8.4
(alkaline) or citrate agar gel at pll 5.6
(acidic)

Serum Electrolytes, Urea and Creatinine

Liver function tests (bransaminases, bilirubin,

serum albumin, alkaline phosphatase and

prothrombin fime)

(Others as may beindicated:

Urinalysis; microscopy, culture and

sensitivity:

Sputum

- Acid FastBacilli

- Microscopy, culture and sensitivity

Stool:

- Owaand parasites

- Occull blood

Ultra sound scan:

- Abdomimalultrasound scan

- Transcranial Doppler ultrasonography
Chestradiograph

Treatment objectives
Maintain (or restore) a steady state of health
Preventand treat complications
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Provide accurate diagnosis, relevant health
education and genetic counselling to patients,
relatives and heterozygotes

[mprove quality of life

Provide a positive sell-image in affected
Persans

Treatmnent strategies

Counselling and health education
Encouraging membership of support groups
Providing infection prophylaxis
(antimalarial; anti-pneamococeal, hepatitis B
virus vaccines)

Providing folate supplementation

Avoiding pain-inducing conditions
Providing prompt treatment of symptoms
Advising on contraception

Supervising pregnancy/ Labour

Providing regular health checks

Limiting family size

Noun-drug treatment
Balanced diet
Adequate fluid intake (at least 3 litres/24
hours)
Avoidance of pain-inducing conditions
- Strenous physical exertion or stress
- Dehydration
- Sudden exposure to extremes of
temperabure
- Infectionse.g. malaria
Emotional stress
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Adjunct treatment

Blood transfusion (especially red cell
transfusion)

Anti-pneumococcal vaccine

Drugtreatmment

Steady state{when patient is well with no
complaints):

Proguanil

Adult:200 mg orally daily

Child: under 1 year 25 mg daily; 1 - 4 years 50
mg; 5-8 years 100 mg; 9 - 14 years 150 mg
orally daily

Plus:

Folic acid 5 mg orally daily

Pain crises

Mild pain

Paracetamol

Adult: 1 g, every 4 - 6 hours to a maximum of
4 daily

Clhild: 1-5 years120-250 mg; 6-12 years 250-500
mg; 12-18 vears 500 mg every 4 - 6 hours
(maximum4 doses in 24 hours)

Or:

Aspirin (acetylsalicylic acid) 600 mg orally
every 8 hours daily

- Naot recommended for children under 16

Years
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Or:

Ibuprofen 200 mg every & hours daily (or

other non-steroidal anti-inflammatory drugs)

- Not recommended for children under 16
Vears

Moderate-to-severe pairful crises

Parenteral therapy:

Diclofenac sodium

Adult: 75 mg or 100 mg intramuscularly  (as

recessary)

- Notreconmmended for children

Oral therapy:

Paracetamol

Child: 1 -5 years 20mg/kg every 6 hours

(maximum %0 mg/ kg daily in divided doses)

for 48 hours or longer if necessary and if

adverse effects areruled out

Then:

15 mg/ kg every 6 hours (maintenance)

f - 12 years: 20 mg/kg (maximom 1 g} 6

hourly (maximum 90 mg/ kg daily in divided

doses, not to exceed 4 g for 48 hours or longer

if necessary and il adverse effects are ruled

ot

Then:

15mg/ kg every 6 hours (maximum4 g daily)

12 - 18 years: 300 mg - 1g every 4 - 6 hours

(maximum 4 doses in 24 hours)

Diclofenac potassium 50 mg every 12 hours
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Or:

Diclofenac sodium 100 mg once daily
Or:

Morphine15mgevery §-12hours daily

Antimalarials
Artemisinin-based combination therapy (see
section onmalaria)

Supportive measitres
Counselling and health education
IMembership of support group
Regular health checks

Netable adverse dvug reactions, cantion and
cortratndications

Paracetamol should be used with caution in
patients with hepaticimpairment

Opioid analgesics cause varying degrees of
respiratory depression and hypotension.
They should be avoided when intracranial
pressureis suspected to be raised

Prevention

Advice on the risks involved in marriages
between carriers, and between sicklers
Anti-pneumoceccal vaccine (once every 5

years)
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MULTIPLE MYELOMA

Definition:

A malignant proliferation of plasma cells
derived from a single clone. The terms
multiple myeloma and myeloma may be used
interchangeably. The tumour, its product,
and the host response to it result in a number
of organ dysfunctions and symptoms of bone
pain or fracture, renal failure, susceptibility to
infection, anaemia, hypercalcemia, and
occasionally clotting abnormalities,
neurologic symptoms, and wvascular
manifestations of hyperviscosity.

Clintical features

Classified as asymptomatic or symptomatic,
depending on the absence or presence of
myeloma related organ or tissue dysfunction,
including hypercalcemia, renal insufficiency,
anacmia, and bone disease

Bone pain is the most common symptom in
myeloma, affecting about 70% of patients.
Usually involves the back and ribs,

The pain of myeloma is precipitated by
mevement (Unlike the pain of metastatic
carcinoma, which often is worse atnight)
Persistent localized pain in a patient with
myeloma usually signifies a pathologic
fracture.

The bone lesions of miyeloma are caused by
the proliferation of turmour cells and the
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activation of the osteoclasts that destroy the
bone.
The next most common clinical problem in
patients with myeloma is susceptibility to
bacterial infections.
Anaemia ocours in about 80% of myeloma
patients:
- usually normocytic and normochromic
- related both to the replacement of normal
marrow by expanding tumour cells and
to the inhibition of hasmatopoiesis by
factors made by the tumour.
Bony lesions develop in almost 80% of
patienits with newly diagnosed disease; in one
study, 58% of patient reported bone pain.
Renal impairment occurs in 20 - 40% of
patients with newly diagnosed disease,
mainly as a result of direct tubular damage
from excess protein load, dehydration,
hypercalcemia and the use of nephrotoxic
medications.
The risk of infection is increased with active
disease but decreases with response to
therapy.

Diagnosis

Based on the presence of at least 10% clonal
bone marrow plasma cells and monoclonal
proteinin serum or urine.

In patients with true nonsecretory myeloma,
the diagnosis is based on 30% monoclonal
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bone marrow plasma cells or a biopsy proven

plasmcytoma.

The recommended test for diagnosis of

myelomiainclude:

- the taking of a detailed medical history
and physical examination,

- roufine laboratory testing :

-

Complete blood count,

Chemical analysis,

Serum and wurine protein
electrophoresis with
immunofixation, and qualification of
monoeclonal protein

Bone ;marrow examination (trephine
biopsy plus aspirate of cytogenetic
analysiz or fluorescence In situ
hybridization[FISH]).

Conventional radiography of the
spine, skull, chest, pelvic, humeri,
and femoral remains the standard to
identify myeloma related bone
lesions.

Magnetic resonance imaging (MRT) is
recommernded to evaluate symptoms
in patients with normal results in
conwventional radiography and in all
patients with radiographs
suggesting the presence or solitary
plasmacytoma of the bone.
Computed tomography and MEIare
the procedures of choice to asses
suspected cord compression and
should be performed on an urgent
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basis.

Treatment

About 10% patients with myeloma will have
an indolent course demonstrating only very
slow progression of disease over many years.
The vast majority of patients with myeloma
require therapeutic intervention. In general
such therapy is of two sorts: systemic
chemotherapy to control progression of
myeloma, and symptomatic supportive care
to prevent serious morbidity from the
complications of the disease,

Treatment objectives
Reduce total mass of tumour
Maintain this by continuation therapy

Induction therapy(3-4 weeks)

Chemotherapy of cancer is complex and
should be confined to specialists in oncalogy
and in line with National Guidelines on
Cancer Chemotherapy.

Due to the complexity of dosage regimens in
the treatment of malignant diseases, dose
statements have been omitted from majority
of the entries in this guideline

Single agent combination

Melphalan/ prednisolons.

Combination chemotherapy

VMCP (vincristine, melphalan,

g



B HAFMATOTIFTE SySTTed DISORIFRS

cyclophosphamide, prednisolone)

WVAD regimen (Vincristine, adriamycin, high
dose dexametasone)

VAMP-use of mnethyl prednisolone in place of
dexametasone

Alpha interferon (3mu)

Movvel Therapies

Thalidomide (FOLLOW THE GUIDELINES
STRICTLY) and dexamethazone

Adverse effects: sedation, constipation,
fatigue, Perpheral Neuropathy, DVT
Treatment

Transplantation

Allogeneous and autologous stem cell
ERadiotherapy

Caution

Cytotoxic medicines have both anticancer
activity and the potential to damage normal
tissue; most are teratogenic

All evtotoxic medicines cause side effects and
a balance has to be struck between likely
benefit and acceptable toxicity

Trained personnel should reconstitute
cytotoxics in designated pharmacy areas
Pregnant staff should aveid exposure to
cytotoxics

Prescriptions should not be repeated except
on the instructions of a specialist
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CHAPTER

CARDIOVASCULAR SYSTEM
DISORTYERS

CORONARY ARTERY DISEASE (CAD)
Introduction

A condition due to imbalance in oxygen
demand and supply resulting predominantly
from atherosclerotic disease of the coronary
artery. Its incidence is on the rise in Migeria as
a result of epidemiologic transition from
communicable to non-communicable
diseases,

Traditional risk factors

- Diabetes mellitus

- Hypertension

- Cigarette smoking

- Obesity

- Dwyslipidaernia

- Advanced aging

- Malegender

Pathogenesis
Atherosclerosis is the major underlying
pathogenic factor (See diagram below)
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Endothelial dysiunction
LDL Oxidation

Foam cells

Fatty Streak

Atherosclerosis Fibrous plaque

AsymptomaticStable Angina ACS

& VN

LLA NSTEMI STEMT

Pathogenesis of Coronary artery disease

Epicardial coronary artery stenosis:

= 60% occlusion is compensated for at

60%-90% occlusion causes ischaemia
when thereis increased oxvgen demand
90% occlusion resulis in ischaemia even
atrest

CHRONIC S5TABLE ANGINA (ANGINA
PECTORIS)

Clinical features

Symptoms

Tvpically retrosternal chest pain or
heaviness worsened by exerfion that
radiates to the leftupperarm

Angina equivalents include:

Drwspnoca
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- Palpitation

- Giddiness

- Fatigue

- Silent ischemia may occur in the
diabetics & elderly

Signs

There may be no specific abnormal finding,
Nicotine stain of the nails and cardiomegaly
may beobserved

Differential diagnoses

Pulmonary embolism
Gastro-esophageal reflux disease
(GERDY)

Pericarditis

Aortic dissection

Mitral valve prolapse syndrome
Esophageal spasm

Costochondritis

Inwestigalions
Resting ECG:

=

MNormal in 50% of patients

ST depression

May show Q wave of previous M1
Exercise stress ECG: Positive test
evidenced by ST depression 2 1 mm
(planar or down sloping)

MArrhythmias or fall in BP

Sensitivity (68 %); Specificity (77%)
Echocardiography
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Laboratory evaluation:

- Fasting Blood Glucose

- Lipid profile

- Electrolytes, urea & creatinine

Coronary angiography: Geld standard
invasive, expensive & done only when
coronary artery bypass graft CABG or
angioplasty is planned.

Treatment

Antipatelet therapy:
- Acetyl salicylic acid: 75 mg orally daily

Or:
- Clopidogrel 75 mg orally daily

Lipid lowering drugs:
- HMG-CoA reductase inhibitors
- Atovarstatin10-20 mgorally daily

Nitrates:

Short acting Glycerin Trinitrate tablets 0.3-
Img sublingually, repeated as required; 400
microgramspray,/ metered dose 1-2 doses
under tongue

OR
Intravenous infusion, 10-200
micregrams/minute, adjusted according to

response; max. 400 micrograms;/ minute

Lig
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Long acting (Isosorbide dinitrate 30-120 mg
three imes daily, and up to 240 mg if required
Or

Intravenous infusion, 2-10 mg/hour, higher
dosesup to 20mg/ hourmay berequired

Beta blockers:

- Cardioselective (atenolol 30-100 mg
daily; metoprolol 50-200 mg daily).

- Target pulse rate of 55-60 bpm. Taper
over3-10 days

Calcium channel blockers
Dihydropyridine-
- Amlodipine 5-10 mg daily

Or

- Nifedipine 20 -60 mg daily

O

Non-dihydropyridine:

- Verapamil 80-120mg 8 hourly

Angiotensin converting enzyme inhibitor:

- Captopril 625 - 125 mg daily. Other
ACEIz may be used in patients with
hypertension

Angiotensin receptor blockers:

- Valsartan §0- 160 mg daily

Revascularization:
Percutaneons coronary intervention
Coronary artery bypass graft

Y5
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ACLTE CORONARY SYNDROME
Introduction

Spectrum of CAD comprising myocardial
infarction with ST segment elevation
(STEMI), or without 5T segment elevation
(NSTEMI} and unstable angina (UA)
depending on clinical, ECG and enzyme
changes Guidelines for management of ACS
areissued by ACC/AHA and ESC.

STEMI: Angina, ST 21 mun (in=2 adjacent
Limb leads) or = 2mm in = 2 contiguous
praecordial leads or New onset LBBE and
Elevated Troponin

MNSTEMIL: Angina 5T depression = Imm
or T wave abnormalities, Mo ST segment
elevation, Elevated Troponin level
Unstable angina: Rest Angina, ST or T
wave abnormalities, No ST segment
elevation, Norise in Troponin Jevel

Clinical features

Focused history

Chest pain similar in character to angina
pectoris but greater in severity, longer in
duration (=30 mins), not relieved by
nitrates, not specifically provoked by
exercise or relieved by rest

Autonomic disturbance: diaphoresis,
vomiling, giddiness & anxdely

History of risk factors, previous
MI/intervention,
stroke/ asthma /bleeding tendencies.

)
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- F u 1 s e :
Tachycardia/ bradycardia/ arrhythmia

- BP: Normal/transient
elevation/hypotension

- Pulmonary cedema

Differential diagnosis

- Acute pulmonary embolism

- Acute Pericarditis

- Acuteaortc dissection

- Esophagealspasm

- Pepticulcer diseaze

Complications

- Arrhythmia

- Pulmonary cedema

- 5Septal/chordae/myocardial wall
Tupture

- Stroke

- Ventricular aneurysm

- Pericarditis

Investigations

- 12 lead BCG within 10 minutes of
presentalion with cheat pain.

- Serial BECG if there is diagnostic
uncertainty or change in clinical status.

- Ininferior wall MI: do a right sided ECG
(4VR) to exclude RV infarct (ST elevation
=71 mum)

- ECG diagnosis of STEMI in a setting of
preceding LEBE is difficult but the
followings are useful:

- 5T changes in the same direction
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- 5T segmentelevation=7-8 min

- Coving of 5T segmaernt

- Pathological O wave in 2 consecutive
leads and
Reciprocal changes

Cardm-c ENZYVmes:

-  Cardiac troponin | & T are releaged
within 4 hrs of MI and remain
elevated up to 2 weeks & is the most
sensitive marker of myocardial
damage. Usefulin late presentation

- MB-CK rises within 4-6 hour, peakin
a day and disappears by the second

Blood chemistry: Blood sugar,
electrolytes (Na, I, Cl, Ca, Mg), urea, Cr,
lipid levels, arterial blood gas

C-X ray: Cardiomegaly & Pulmonary
pedearma

Echocardiography: Regional wall motion
abnormality, Pericardial effusion,
septal /chordae/ papillary muscle
ruptare, MR, LV functon, BV function,
PAFP

Coronary angiography: Delineate site(s)
of lesion &mumber of vessels involved.

Management of ACS

General

Oxeygen (100% 24 L/min) via nasal
prongsif 5a02 < 80%

SetupanIV line

Dal antiplatelet therapy: ASA 300 mg

S8
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stat; 75 mg daily + Clopidrogel 300 mg
stat; 75 mg daily.

Short acting nitrates: Route: Sublingual
(0.4 mg); Buccal (1-5 mg 6 huly); Aerasol
(100 ug per spray)

Long acting nitrates: Iso-sorbide dinitrate
10-20 mg tds. IV route: IV nitroglycerin
(5-10 g/ min)

Morphine: (2-4 mg) given slowly through
IV canula

Lipid lowering drugs: statin 10-40 mg
daily

ACEIL: Captopril (6.25-12.5 mg daily),
Lisinopril (2.5-10 mg daily depending on
blood pressure status)

AREB: Valsartan (80 mg daily), lorsatan
(12.5-25 mg daily) There is increased risk
of hyperkalaemia, hypotension, and
impaired renal function when
angiotensin-Il receptor antagonists are
taken with ACE Inhibiters

EBeta blocker: Carvedilal (6.25-125 mg
daily) Metoprolol (25-50 mg daily).

CCE: Rate limiting such as verapamil (40-
80 mg tds) & diltiazem (30-60 my tds).
Non rate limiting such as amlodipine
(2.5-10 mg daily)

Anxiolytics: Diazepam Smg daily

Stool softener: Liquid paraffin 15-30 mis
nocte

Anticoagulant therapy

Heparin: Bolus of 60 units/Kg body
weight followed by 12 units /K g/ b

e
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-  Heparin should not be given with
streplokinase

LMW 1 mg/Kg given twice daily

Bed rest within the first 24 hours

Management of STEMI

Reperfusion therapy (pharmacelogical)

Indicated only in STEMI

Patientaged <75 years

Best benefit if given within 1-3 hours of

AMI (“GOLDEN HOUR"). May be tried

if patient report within 6-12 hrs though

benefits after 6 hrs is uncertain

Chances of successful reperfusion is

about50%

Streptokinase

- Activates fibrinolytic system

- Antigenic & dosage rvannot be
repeated until after atleast 1 year

-  Dose 1.5 million units in 100 mls of
normal saline given over 30-60 mins

Recombinant tissue plasminogen

activator ({PA)

- Superior to and more expensive than
streptokinase

- Motantigenic

- Preferred to SK if there is
hypotension

- Higher risk of intracerebral
haemorrhage

Alteplase

-~ Daose 13 mgstal;

- then 0.75 mg/Kg (max: 50 mg) over
30 mins; then 0.5 mg/Kg (ma: 35
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mg) over 60 mins

Contraindicatons

Absolute contraindications: Active
bleeding, bleeding diathesis, stroke
within 3 months, intracranial turnour,
Relative contraindications: Severe
hypertension (= 180/110mm Hg), recent
trauma/CPR/c surgery, Active peptic
ulcer, Oral anticoagulant therapy,
Advanced liver diseases, Active
cavitation PTE and Pregnancy and within
1 week post-partum

Medical intervention

Refer to centres for percutaneous
coronary intervention where available
and affordable: Ballon angioplasty,
Stenting (Bare metal Thrombectomy
Surgical intervention;

Refer for Coromary artery bypass graft
(CABG) where available and affordable
Indicated in: Triple wvessel disease,
Proximal Left main coronary artery
disease, Double wvessel disease with
proximal LAD lesion & Calcification

Adverse drugreactions

Nitrates may cause headache and
tolerance, Contraindicated in
bradycardia and when5BP < 20 mmig
Beta blockers may precipitate
bradycardia, Heart Failure, asthma and
hypotension
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- Thrombolytic agents may cause bleeding
-~ Heparin may induce thrombocytopenia

Prevention
- Life style modifications including regular
exercise, optirmum weight, high fibre and
low saturated fat diel; cessation of
cigarette smoking and moderate aleohal
intake
—  Treatment of hypertension, diabetes and
hyperlipidaemia
-  Others
-  Educate on benefits, ouwtcome and
complications of patient's condition
and treatment modalities
- Emphasize primary and secondary
preventive measures as essential
irrespective of eatment modality
offered

CARDIACARRHYTHMIAS

Introduction

Abnormalities of cardiac thythm

Usually complicate acquired and congenital
heart diseases

Classification:

Supraventricular such as atrial fibrillation
which is the commonest cardiac arrhythmia
in Nigeria

Ventricular such as ventricular tachycardia
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Clinical features

Mild arrhythmias might go unnoticed
May presentwith:

Palpitations

Suddencollapsa

Dizziness

Synrope

Mear-syncope

Features of complications / underlying
causes(s): cardiac failure, stroke, structural
heart diseases, etc

Differential diagnoses

Anxiety

Complications

Cardiac failure

Stroke

Peripheral embolic phenomena
Suddendeath

Investigations

Electrocardiograph (resting, 24 hour Holter, 1
month Holter monitoring)

Atrial fibrillation is characterized by absence
of p waves, presence of fibrillary wawves and

varying RE interval.

Electrolytes including K and Mg; Urea and
Creatinite

Echorardiography

Electrophysiclogy
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Treatment objectives
Abolish the arrhythmias
Treatunderlying cause
Treat complications
Prevent further arrhythmias

Nown-drug treatment

Pacemaker insertion

Ablation (electrophysiclogy)
Cardioversion: acute arrhythmmias

Dirug treatment

Depends on the type of arrythimia
Atrial fibrillation

Rate Contral:

- Digoxin (0.125-0.375 mg daily} is the drug
of choice inchromic atrial fibrillation.

- Beta blockers {atenolol 50-100 mg)

- Calcium channel blocker (Verapamil 40-

120 mg daily)

Bhythmm control: External cardioversion
Prevention of atrial fbrillation: Amiodarone

100-400 mg daily

Anticoagulation (Warfarin 5 mg daily;

Maintain Target INR 2-2.5)

Refer cases to a specialist for appropriate

management

Supportive measures
Patienteducation
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Efficient systems to facilitate patient recovery

Notable adverse drug reactions
Anti-arthythmias are pro-arrhythmics
themselves

Cardiacfailure (all anti-arrhythmics)
Blindness (amiodarone)

Prevention

Prevention and prompt management of
predisposing conditions such as
hypertension, rheumatic heart disease,
diabetes mellitus, ischaemic heart discase,
congenital heart diseases etc

DEEP VENOLS THEOMBOSIS

Introduction

Formation of blood clot(s) in the deep veins of
the calf muscles or pelvis

It has the potential of being dislodged to the
lungs, causing pulmonary embaolism
Predisposoing factors:

Old age

Obesity

Hyper-coagulable states

Long periods of immobilization e.g. cardiac
failure, following surgery, long-distance
fravel, etc

Varicose yveins

Pregnancy and pueperium

Malignancies
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Clinical features
Could be asymptomatic
Painand swelling of the leg (calf muscles)

Differential diagnoses
Cellulitis

Infarctive crisis in sicklers
Abscess (pyomyositis)

Complications
Pulmonary embolism

Inwestigations

Full Blood Countand differentials
Prothrombine time

KCCT

Doppler of the leg/ pelvicvessels (veins)
Echocardiography
Electrocardiography
Venography (pelvic or calf veins)
Treatnent objectives

Lysethe clot

Preventclot from being dislodged
Believe inflammation

MNow-drug treatinent
Axroid stasis

Drug treattnent
Achieve APTT of 1.5t0 2.5 of contral:
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Heparin 53000 - 10,000 units by intravenous
injection tallowed by subcutaneous injection
of 15,000 units every 12 hours or intravenous
infusion at 15 - 25 units/kg/hour, with close
laboratory monitoring,

Warfarin 1-5mg orally daily for 6- 12 weeks.
Maintain TargetINRat 2-25

Notable adverse drug reactions
Bleeding from heparin, warfarin
Osteoporosis (heparin)

Prevention

Low molecular weight heparin 5000 units
subcutaneously every 12 hours

Early mobilization

HEARTFAILURE

Introduction

A clinical state (syndrome) in which the heart
is wnable to generate enough cardiac output
to meet the metabolic demands of the body or
does soatanincreased filling pressure

The common causes in Nigeria include
hypertension, dilated cardiomyopathy and
theumatic heart disease.

Cardiac [ailure may be acute or chronic with
the latter being the most frequently
encountered in the Nigerian setting because
of late presentation
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Clinical features

Major Diagnostic criteria:

Paroxysmal nocturnal dyspnoea

Orthopnoea

Raised jugular venous pressure

53

Pulmonary edema

Minor diagnostic criteria

Signs include:

Cough productive of frothy sputum

Leg swelling

Abdominal swelling

The prominence of particular symptoms will
depend on which side is affected

Oedema

Tachycardia (about 100 beats per minute)
Displaced apex

Abdomen: hepatomegaly, Ascites

A diagnosis of heart failure requires 2 major
or I major and 2 or more minor criteria

Differentinl dingnoses

Bronchial asthma

Chronic obstructive airways disease (COAT)

Chronic kidney discase
Chronic liver diseazse

Complications

Thrombo-embolic phenomena: stroke,
pulmonary embolism

Pre-renal azotaemia
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Arrhythmias

Investigations

Chest radiograph

Electrocardiography

Echocardiography Urea, Fleclrolytes and
Creatinine

Fasting blaoad glucose

Urine micro-analysis

Full Blood Countwith differentials

Treatinent objectives
Relieve symptams

Treat cause where feasible
Treat precipitating factors
Enhance quality oflife
Preventcomplications
Prolong life

Noun-drug treatment

Bed rest

Low salt diet

Exercise (within limits of tolerance)
Stop cigarette smoking

Avoid excessive alcohol

Drug treatment

Diuretics

- Furosemide 40 - 160 mg intravenously or
orally

- Spironolactone 25 daily
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Potassium supplements

- Potassium chloride 600 mg orally once,
every & — 12 hours daily depending on the
serun levels of potassium

Vasodilators

- Angiotensin converting enzyme
inhibitors (ACEls)

Captopril 625 - 25 mg every 12 hours

preferably at bedtime

O

Lisinopril 2.5 - 20 mg daily especially if there

is hypertension

Cardioselective blockers (moderate to severe

cardiac failure)

- Carvedilol 3.125 - 25 mg daily. Initially
3.125 mg once to twice daily(with food);
dose increased at intervals of at least 2
weeks to 6.25 mg twice daily, then to 12,5
mg twice daily, then to 25mg twice daily;
increase to highest dose tolerated, max.
25 mg twice daily in patients with severe
heart failure or body weight less than 85
kg and 50 mg twice daily in patients over
85kg

Or

- Metoprolol 25-130mg daily

Venodilalors

- Nitrates

Glyceryl trinitrate 0.3 - 1 mg sublingually and
repeated asrequired
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lonotropes

Digoxin

- 125 - 250 micrograms daily (the elderly
may require 62,5 - 125 micrograms daily)

- Dopamine 2 - 5 microgram/keg/minute
by infravenous infusion

Antcoagulants

- Warfariny monitor INR 2-2.5

- Importantinatrial fibrillation

Supportive measires
Pacemakers for arrythmias
Ventricular assist devices

Netable aduerse drug reactions

Digoxin: arrhythmias

Potassium-sparing drugs: hyperkalaemia
ACEIs: hypotension, hyperkalaernia

Do wnot combine polassivm supplements with
potassium-sparing drugs

Precawtions

The dose and infusion rate for dopamine are

critical

-  Low dose infusion rates will cause
excessive hypotension .

- Higher infusion rates will elevate the
blood pressure

The use of P blockers, atrial natriuretic

peptide analogues and endothelin receptor

antagonists should be reserved for specialist
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Care

Pregention

Adequate treatment of hypertension and
diabetes mellitus

Good sanitation and personal hygiene (to
preventrheumatic fever)

HYPERLIEIDAEMIA

Irtroduction

Anincreasein plasma lipid levels:
Cholesterol, or its fractions, or
triglyceridaemia can be primary (hereditary)
or secondary with underlyving diseases
especially diabetes mellitus and hypertension
A major risk factor for ischemia heart disease

Clinical features

Patients present with ischaemic heart dizease
or the underlying cause hyperlipideaemia
Signs include xanthomata, xanthelasmata,
and corneal arcus

Differential diagnoses

Primary hyperlipidaemia

Secondary hyperlipidaemia: diabetes
mellitus,

Mephroticsyndrome

Complications
lschaemic heart disease
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Peripheral vascular disease
Stroke,
Hypertension

Investigations

Lipid profile

Urea, Electrolytes and Creatinine
Fasting bload glucose

Urine proteins
Serum proteins (total and differential)

Treatinent objectives

Lower lipid levels

Preventor treat complications
Treat underlying causes

Now-drug treatment
Stopsmoking

Reduce weight

Exercise moderately and regularly
Water soluble fibre: oat, bran

Drug treatrment
Atovastatin

Notable adverse drug reactions, caution and
contraindications

Caution in patents with history of liver
disease, high aleohol intake
Hypothyroidism should be adequately
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managed before starting treatment with a
stafin

Liver function tests mandatory before and
within 1 - months of starting treatment;
thercafter at intervals of 6 months for 1 vear
Statins may cause reversible myesitis,
headache, diarrhoea, nausea, vomiting,
constipation, flatulence, abdominal pain;
nsominia

Prevention
Dietary manipulation
Early identification of individuals at risk

HYPERTENSION

Introduction

A persistent elevation of the blood pressure
above normal values (=140,/90 mmllg) taken
2-3 timmes onatleast two different occasions
The commonest non-communicable disease
inMigeria

Clinical features

Largely asymptomatic until complications
arise {"silent killer")

Symptoms and signs of target organ diseases
e.g. cardiac failure, stroke and chronic kidney
disease

Complications
Heart: Heart failure, ischaemic heart disease
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Brain: Stroke (ischaemic, hemorrhagic)
Eye: Hypertensive retinopathy
Kidney: Renal failure

Peripheral artery disease

Investigations

Urinalysis; urine microscopy
Electrolytes, Urea and Creatinine. Uric acid
Fasting bload glucose

Lipid profile
Chestradiograph
Electrocardiography

Others as may be indicated;
Echocardiography
Abdominal ultrasound
Renal angiography

Treatment objectives

Educate patient about disease and need for
treatiment adherence

Reduce blood pressure to acceptable levels
Prevent complications (primary, secondary,
tertiary)

Mon-drug treatinent (lifestyle modification)
Low sall diet: Mot more than 1 leve] teaspoon .
of salt per day; No added salt; Avoid food
preserved with salt
Achieve/maintain ideal body weight (BMI
18.5-249Kg/m’)

Stop smoking years
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Reduce aleohol intake
Regular exercise

Reduce polysaturated fatty acid irtake

Drug treatment
Principles of drug treatment

Treatment should be individualized
Most patients will require combination
chemotherapy using drug from different
classes

Fixed dose combination is desirable
when 2 or more drugs are required
Drugs with at least 24 hours duration of
action to ensure once daily dosing
Diuretics should be included unless
confraindicated

ACEI and beta blockers are ineffective
when used as monotherapy in blacks
Treat coexisting cardiovascular risk
factors

All patients require lifestyle
modifications

Choice of drugs
Diuretics: years:
Thiazides

.D.r.

Bendrofliumethiazide 2.5 - 10 mg orally
daily :

- Hydrochlorothiazide 12.5- 50 mg orally

O

daily

118



Bl CARDENASULAR SYSTEM DISURLIERS

-  Hydrochlorothiazide /amiloride 25/2.5
mg daily

Beta Blockers:

Atenolo] 25 - 100 mg orally daily

Calcium chanmel antagonists:

Nifedipine retard 20 - 40 mg orally once or

twice daily

Or:

Amlodipine 2.5 - 10 mg orally once daily

Angiotensin converting enzyme inhibitors:

Captopril 6.25 - 50 mg orally once or every 8 -

12 hours

Or:

Lisinopril 2.5 - 20'mg orally once daily
Angiotensin receptor blockers:

Losartan 50-100 mg orally daily

Valsartan 80-160 mg daily

Other vasodilators;

Hydralazine 25 - 100 mg orally once daily or
every 12 hours

Or:

Prazosin(0.5-1 mg orally daily

Centrally acling drugs:

Alpha methyldopa 250 - 500 mg orally twice,
three or four times daily

Ilypertensive emergencies

Treatment should be done by the experts:
Involves the administration of
antihypertensives by the parenteral route
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(usually intravenous hydralazine or sodium
nitoprusside)

Supportive measires

Patient/ care giver education

Notable adverse drug reactions, caution and
contraindications

Angiotensin converting enzyme inhibitors,
angiotensin receptor blockers: angicedema;
dry cough with ACFEIs.

Alpha methyldopa, thiazides and potentially
other ant-hypertensive drugs may cause
erectile dysfunction

Alpha methyl dopa may cause postural
hypotension

SLE-like syndrome: hydralazine

Do not use beta blockers in asthmabcs and
heart failure

Prevention

Weightreduction

Exercise moderately and regularly

Publiceducation

Individual and Population based approaches

Advocacy for the positive lifestyle change

Targel blood pressure: BP< 140/90 mmHg for
general population. BP < 130/80 mmHg for
patients with diabetes or end stage renal
disease
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Hypertension in pregnancy

ACEI and ARB are terratogenic,
contraindicated in pregnancy & to be used
with caution in women in reproductive age
group. Alpha methyl dopa, hydralazine,
calcium channel blockers are safe in
pregnancy. Diuretics are relatively safe.

INFECTIVE ENDOCARDITIS

Intvoduction

A microbial infection of the endocardium and
diseased heart wvalves (rheumatic heart
disease, congenital heart disease, shunts, and
prosthetic valves).

May be acute or sub-acute

Some acute cases occur in normal valves in
intravenous drug users or may be part of
systemicillness

Sub-acute form usually occurs on diseased
valves

Causative organisms include:

Streptococci, Staphylococei, Enterococei;
Haemaopliilus, Acttnobacillus, Cardiobacterium,
Eikenella, and Kingells species ('Hacck'

Organisms)

Clinical features
Acute:

High fever withrigors
Delirium

Shock
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Development of new murmurs
Severecardiac failure
Abscesses may form in many parts of the
body (e.g. brain)

Subacute;

Low-grade fever

Signs of carditis

Finger clubbing

Arthralgia

Splenonegaly

Osler'snodules

Janeway lesions

Rothspots

Differentinl diggnoses
Myocarditis
Rheumatic heart disease

Complications

Cardiacfailure

Destructon of heart valves

Systemic embolism (could be infective)

Inwestigations

Full Blood Countand differentials; ESR
Urinalysis; urine micrascopy

Blood cultures X 3 (the vield is higher at the
time of pyrexia)

ChestX-ray

ECC

Echocardiography
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Treatment objectives

Stop the infection

Treat cardiac failure
Preventcoagulation disorders

Now-drug treatinent
Bed rest
Low salt diet

Drug treatrment

Initiate therapy (culture results awaited)

with:

Benzylpenicillin 7.2 g daily by slow

intravenous injection or intravenous infusion

inb divided doses for 4-6 weeks

- May be increased up (o 144 g daily if
necessary (e.g. inendocarditis)

Plus:

Gentamicin 60 - 80 mg intravenously 12
hourly for 2 weeks

Following bacteriological confirmation insfitufe
appropriateantinncrobial therapy

Staphylococct:

- Flucloxacillin: 250 mg - 2 g intravenously
every 6hours [or 4 - 6 weeks

-  Vancomycin: 1 gm intravenously 12
hourly; Gentarnicin 60-80 mg intravenously
12 hourly far 2 weeks

Erterococct:

Amoxicillin 2 gm intravenously 4 hourly;
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intravenously Gentamicin 60-80 mg 12 hourly
Candida: Systemic antifungals

Notable adverse drug reactions

Penicillin: rashes, anaphylaxis Gentamicin:
nephropathy

Monitor patients on gentamicin and
vancomycin carefully

Prevention
Prophylactic antibiotics for patients at risk
who are undergoing:

1.

Drental procedures
Under local or no ansesthesia, for fose who
have NOT had endocarditis, and have NOT
received tnove Hhan o single dose of penicillin
in the last one month:

Amoxicillin Adult: 3g orally 1 hour
before procedure
Child under 5 years: 750 mg orally 1 hour
before procedure; 5-10years: 1.5 g
For penicillin-allergic patients or patients
who have received more than a single
dose of a penicillin in the previous one
maonth:
Azithromyecin
Adult: 500 mg orally one hour before
procedure

Child under 5 years: 200 mg orally: 5 - 10
years: 300 mg Patients who have had
endocarditis:
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- Amoxicillin plus gentamicin
intravenously as for procedures under
general anaesthesia (see below)

Dental procedures under general anaesthesia, and
o spectal risk:

Amoxicillin

Adult: 1 g intravenously at induction of
anaesthesia; mg orally 6 hours later

Child under 5 years: a quarter of adult dose; 5 -
10half adult dose

Or:
Adult: 3g orally 4 hours before induction, then
3gassoon as possible after the procedure
Child under 5 years: a quarter of adult doge; 5 -
10half adult doze
Special risk. e.g. previous infective
endocarditis, or patients with prosthetic
valves:
Amoxicillin plus gentamicin intravenously
Adult: 1 g amoxicillin plus 120 mg
gentamicin at induction
- Then oral amoxicillin 500 mg 6 hours after
procadure
Child under 5 years: a quarter of adult dose of
plus 2 mg/ kg gentamicin intravenously at
induction 5 - 10 years: half adult dose for
amoxicilling 2 mg / kg gentamicin
Patients who are penicillin-allergic or have
received more than a single dose of a
penicillin in the last one month:
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Vancomycin
Adult: 1g intravenously over at least
100minutes
Plus
Gentamicin
Adult: 120 mg intravenously - Given at
induction or 15 minutes before procedure
Child under 10 years: Vancomycin 20
mg,/ kg gentamicin2 mg kg
2. Genito-urinary tract manipulation
As for special risk patients undergoing
dental procedures under general

anaesthesia
3. Obstetrics, gynaecological and
gastrointestinal procedures

As for genitourinary tract manipulation

MYOCARDITIS

Introduction

Acute inflammatory process affecting the
myocardiwm that may occur in association
withendocarditis and pericarditis.

Possible causes:

Infections: wiral including HIV, bacterial,
protozoa
Toxins e.g. scorpion sting

Poisonse.g. aleohol

Drrugs/Allergy e.g. penicillin

Deficiencies e.g, thiamine

Physical agents e.g. radiation
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Clinical features

Largely asymptomatic

A few may present with palpitations;
symptoms of cardiac failure

Physical examination:

Arrhythmias

Tachycardia

Raiged JVP

Cardiomegaly

53 or 54 (with or without murmurs of
regurgitation in the mitral / tricuspid areas)

Differential diagnoses
Other forms of cardiac failure, e.g.
peripartum cardiomyopathy

Complications
Cardiacfailure
Arrhythmias
Thrombus formation

Investigations

Electrocardiography

Echocardiography

Full Blood Cournt and differentials, ESK
Urea, Electrolytes and Creatinine .
Cardiacenzymes

Endomyocardial biopsy

Treatment objectives
Eliminate/ withdraw the offending agent(s)
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Treat the effect on the heart
Treat complications

Noun-drug treatment
Bed rest

Drugtreatment

Treat underlying cause(s)

Anti arrhythmics (depends on the type of
arrhythmias)

Anticoagulant: warfarin

Anti-cardiac failure: digoxin, diuretics,
potassium supplements

Steroids: prednisolone (notin all cases)
Multivitamins

Anti~-oxddants: ascorbic acid (vitamin C),
vitamin B

Notable adverse drugreactions
Antiarrhythoics may be pro-arrhythmic
Anticoagulants: bleeding

Steroids: fluid retention, dyspepsia

Diuretics: dehydration, electrolyte imbalance

Prevention

Preventinfection (viral, bacterial, etc)
Prevent exposure totoxins

Nulrition education

PAEDIATRIC CARDIACDISORDERS
(Refer for Specialist Care)
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CONGENITAL HEARTDISEASE

Introduction

A heart defect that occurs during the

formation of the heart in utero eould be fatal

(ie. causes intrauterine death, or death at

anvtime afterwards)

- An important cause of perinatal
morbidity / mortality

lassified as

Cyanotic

Aryanotic

Clintical features

Will depend on the type of the defect:
Mild defects go unnoticed

Stunted growth

Cyanosis

Bailure to thrive

Heartmurmurs

Differential diagnoses
Eheumatic heart disease
Endomyacardial fibrosis

Complicalions
Embolic phenomena
Cardiac failure

Investigations

Full Blood Countand differentials
Urea, Electrolytes and Creatinine
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Chestradiograph
Electro cardiograhy
Foetal echocardiography

Angiography

Treatment objectives
Relieve symptoms
Treat the definitive defect(s)

Nuow-drug treatment
Lowr salt diet

Divug treafrment

Treatment of cardiac failure if prosent

- Digoxin, diuretics and potassium
supplements

Supportive measires

Oxygen

Counselling

Prevention

Pre-conception nutriion education
Antenatal care

Geneticcounselling

HEART FAILURE IN CHILDREN
Introduction:

Heart failure is a clinical syndrome in which
the heart is unable to pump enough blood to
meet the metabolic demands of the body
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despite adequate atrial filling.

Causes:

Unlike adults, the most common causes
of heart failure in childven are:
Congenital heart diseases (CHDs),
Non-cardiac causes including
preumonia, severa anaemia

In neonates, metabolic factors such as
hypoglycemia, hypoxiaand acidosis
Acquired heart diseases especially
theumatic heart diseases and
cardiomyopathies.

Clinical features:

Ereathlessness, cough

Sweating on feeding (diaphoresis
especially onfeeding)

Feeding difficulty: 'suck-rest-suck cycle'
asaresultof etfort dyspnoea

Poorweight gain/Failure ko thrive

Pedal or facial swelling

Fealures of underlying disease

MNote! Cardinal signs for the diagnosis of
heart failure inchildren are
tachypnoea, tachyvcardia, tender

hepatomegaly, £ cardiomegalyv

Inwestigations:

Chest X-ray,

ECG,

Echocardiography,

Cardiac catheterization.
Electrolyte, urea and creatinine
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- Packed cellvolume

- (Mhers-depending onthe cause

Treatment Objectives

- Decrease preload

- Relieve symptoms of pulmonary and
gystemnic venous cotgestio,

- Increases myocardial contractility

Drug treatment,
Diuretics:. Frusemide (1-2mg/Kg/day),
Spironolactone (1-2Zmg/ Kg/ day)

[notropes:

Digoxin

Dosage regimen of digoxin)

Age *Digitalization  Mainfenance
imgfkg/day) imgflogfday)

=1 month 0,04- 13,08 i

1 month - 2 years -0 (or-ou02

»2 years 0.04-0.0% Nt

Adult 0.05-1.0 (mg/day) 02505 (mg/day)

“How to Digitalise: give half the total
digitelizing dose (TDD) immediately, followed
by % and then the final Y& of the TDXD al 6-8hour
titervals.

Muainlengnce dose: Start maintenmnce dose
12howrs after the final TDD. Maintenance dose is
25% of TD'D

Other inotropes: Dopamine and Dobutamine
inICU or high dependent unit
ACEinhibitors:

150



Bl CARDENASULAR SYSTEM DISURLIERS

Captopril, Enalapril (in patients with Left to

right shunts: (VSD, PDA, left sided

regurgitatant lesions {mitral or aortie

regurgitations) or poor systolic function

(dilated cardiomyopathy, myocarditis)

Beta-blockers: Carvidilol in chronic heart

failure

Dilated cardiomyopathy

Non-drug treatment:

- Bedrest-reduces demand ontheheart

- Oxygentherapy

- Nurseinprop up (Cardiac) position

- Correctacidosis

- Nutritional rehabilitation- ensure
adequate caloric intake, give frequent
small feeds

- Salt restriction in form of low salt formula-
not recommended ininfants

Treahment of underhying cause-

- Blood transfusion- for anaemia,

- Antibiotics for pneumonia

- Surgical repair of congenital heart
defects.

Notable Adverse Renctions

Asinadulls

FPERICARDITIS

Introduction

An inflammation of the pericardium, which
may arise from viral, bacterial, fungal or
protozoal infections

Mher causes: metabolic, malignancy,
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connective tissue disease, radiation, rauma
et
May be acute or chronic

Clindcal features

Acute pericarditis:

Chest pain

- Retrosternal

- Sharp

- Radiating to theleft shoulder

- Madeworseby breathing or coughing
- Relieved by the upright position
Low-grade fever

Pericardial friction rub

Chronic pericardibis:

- Insidious onset

There may be:

- Dyspnocaonexertion

- Legand abdominal swelling

Differential diagnoses
Endomyacardial fibrosis
Sarcodosis

Amyloidosis

£
Complications -
Pericardial tamponade

Constrictive pericarditis

Investigations
Electrocardiography
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Full Blood Count and differentials
Chestradiograph
Echocardicgraphy

Treatiment objectives

Relieve distress from painand tamponade
Relieve constriction

Treat the effect on the heart

Treat complications

Eradicate the organism (if cause is infection)

Nown-drug freabment
Bed rest

Drug treatment
NSAIDs
- Indomthaem 50 mg orally every 8 hours

Or:

- Ibuprofen 400 - 800 mg orally every 12
hoursSteroids

- Prednisolone 30 mg orally every & hours
and tapered

- Anti-tuberculous drugs or other
antimicrobial agents (if mycobacterium
or othermicrobes are causative)

Supportive measures

Pericardincentesis

Pericardiectomy

Notable adverse drug reactions

NEAIDs/ steroids: dyspepsia and upper GI
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bleeding

Prevention
Avoid radiation
Prevent infection

PULMONARY OEDEMA
Introduction

Occurs when there is congestion of the
lungs with fluid, usually in a scenario of
left-sided cardiac failure

Results in stiffness of the lungs and
floading of the alveaoli, with difficulty in
breathing

May also follow inflammatory processes
May be acute or chronic

Clinical features

Ditficulty in breathing, with a sensation
of drowning

Cough productive of frothy (sometimes
pink) sputum

Central cyanosis

Swealing, agitation etc

Other symptoms of left-sided cardiac
failure

Examination:

Wide-spread crepitations

Bhonchi (insevere cases)

Other signs of left-sided cardiac failure

Differentinl dingnoses
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Pulmonary embaolism
Prieumonia

Complications
Hypoxaemia
Coma

Inwestigations

- Chestradiograph

- Eleclrocardiography

- Echocardiography

- Blood gases

- Urea, Electrolytes and Creatinine
- D-Dimer

Treabinent objectives
Relieve oedema
Relieve discomfort
Treat underlying cause

Noun-diug treatment

Propped up position

Bed rest

Sit on bed with legs hanging down

Dirug treatment e
Oreygen 3 - 5L/ min
Morphine 10mg stat

Loop diuretics - Furosemide 40 - 120 mg
intravenously stat; maintenanee with 40 - 500
mg daily in single or divided doses

Venodilator: 0.3-1 mg by mouth or 10-200
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microgram,/ min intravenously

Vasodilator: Hydralazine 25-50 mg 12
hourly; ACEI (Captopril: 6.25-25 mg by
mouth)

Aminophylline 250-500 mg or Smg/Kg
intravenously over 10 minutes

Supportive measiives
Mursing care (e.g. nurse in cardiac position)

Notable aduerse drug reactions

Diuretics: hpokalasmia

ACEIs: First dose hypotension, dry cough,
hyperkalaemia

Nitrates: Hy potension

Aminophylline: Arrhythmias

Prevention

Treat cause(s) of cardiac failure or fluid
overload (e.g. renal failure)

Judicious administration of blood and
intravenous fluids

RHELIMATIC FEVER

Introduction

A result of abnermal reaction of antibodies
developed against antigens of group A B-
haemolytic streptococcus

Infection is usually of the throat; occasionally
theskininasensitized individual
Antigen-Antibody complex damages the
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heart (endocardium, myocardium and
pericardium)

Commonest streptococcal strains in Africa
are Cand G

Clinical features

Duckett-Jones' diagnostic criteria
Major:

Carditis

Sydenham's chorea

Erythema marginatum
Subcuoeous noduleas

Arthritis (migratory polyarthritis)
Minor:

Pever

Leucocytosis

Arthralgia

Raised BSK

Raized ASO titre (= 20010)
Prolonged FR interval
Supporting evidence of antecedent group A
streptococcal infection:

Positive throat culture or rapid streptococcal
ankigen

Diagnosis

2 major criteria

Or:
1 major plus 2 (or more) minor criteria
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Differentinl dingnoscs

Malaria

Viral infection

Pyrexia of undetermined origin
Connective tissue disease

Complications
Fheumatic heart diseasze
Arrhythmias
Cardiacfailure

Investigations

Full Blood Countand differentials

ASO titre

ESR

Electrocardiograpl

Echocardiography

Chestradiograph

Throat swab for microscopy, culture and
semsitivity

Treatinent objectives

Relieve symptoms

Treat the bacterial throat infection

Reduce or abolish inflarmatory process
Treal cardiac failure if present .

Non-drug treatment
Bed rest

Divug treatment
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Antibiotics

- Penicillin V

Adult: 300 mg orally every 6 hours, increased
up to1g thourly insevereinfections

Child: 1 month - 1 vear 62.5 mg orally every 6
hours increased in severe infection o ensure
atleast 12 5mg/ kg /dose

1 - 6 years: 125 mg every 6 hours increased in
severe infection to ensure at least 12.5
mg/kg/dose

6 - 12 years 250 mg every 6 hours, increased in
severe infection to ensure at least 12.5
mg/kg/dose

12 - 18 years 500 mg every & hours, increased
insevereinfectionuptolg/dose

Or

- Erythromycin

Adult and child over 8 years: 250 - 500 mg orally
every & hours or 500 mg - 1 g every 12 hours;
up tod g daily in severe infections

Child: up to 2 years, 125 orally mg every 6
hours; 2 - § years 250 mg every & hours; doses
doubled for severe infections

Salicylates - Aspirin (acetvisalicylicacid)
Adult; 300 mg - 1 g orally every 4 hours after
food; maximum dose in acute conditions 8 g
daily

Child: not recomumended for use

Steroids (if salicylates are ineffective)

- Prednisolone
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- Initially, up to 10 - 20 mg orally daily; up
to 60 mg daily in severe disease
(preferably taken in the morning after
brealkfast); dose can often be reduced
within a few days, but may need to be
continued for several weeks or months

- Maintenance 2.5 -15 mg orally daily

Prophylaxis against rheumatic fever

Benzathine penicillin 720 mg (1.2 mmillion

units) intramuscularly 3 - 4 weekly until the

age of 25 vears or for life

Notable adverse drug reactions

Penicillin: anaphylactic reaction

Salicylates; steroids: peptc ulceration
Cushingnoid effects are increasingly likely
with doses of prednisolone above 7.5 mg
daily

Prevention

Good sanitaton.

School surveys - identify carriers of
streptococcus and treat

Secondary prevention and prophylaxis
against endocarditis

RHELIMATIC HEART DISEASE
Introduction

A complication of rheumatic fever

A common cause of cardiac failure in Nigeria
In Africa manifests later compared to
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Caucasians

The mitral valve is most affected, followed by
the aortic, then the tricuspid

The lesions can ocour in various coimbinations
ol regurgitation and stenosis

Clinical features

Exertfional dyspnoea

Paroxysmal nocturnal dyspnoea
Orthopnoea

Leg and abdominal swelling

Cough with production of frothy sputum
Pedal and sacral cedema

Small volume pulse, which may be irregular
With or without tachycardia

With or without hypotension

Raised VP

Displaced apex

Left ventricular hypertrophy
Rightventricular hypertrophy

Thrills

PalpableP2

Soft51; loud P2

S3orsd

Systolic/ diastolic murmurs

Differential diagnoses

Constrictive pericarditis
Endomyocardial fibrosis
Dilated cardiomyopathy
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Complications

Arrhythmias eg. atrial fibrillation, heart
block

Cardiacfailure

Embaolic phenomena

Endocarditis

Investigations
Chestradiograph
Electrocardiography
Echocardiography

Coronary angiography
Electrolytes, Urea and Creatinine

Treatinent objectives

Relieve symptoms

Preventrecurrence of rheumatic attack
Repair and replace affected valves

Nown-drug treatment
Bed rest
Low salt diet

Drugtreattnent
Treal for heart failure if prasent
Use anticoagulants if necessary
Prophylaxis against endocarditis (zee
Infective Endocarditis)
-  Benzathine penicillin 720 mg (1.2 million
units) intra musculary monthly for life
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Other measures:
- Valvereplacement

- Valverepair
- Treatendocarditis

Notable adverse drug reactions, caution

Penicillin may cause hypersensitivity

reaction / anaphylaxis

- Caution in patients with a history of
penicillin allergy

Prevention

Persanal hygiene and good sanitation to
prevent recurrence of rheumatic fever
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CHAPTER

CENTRAL KERVOUS 8YSTEM

DIZZINESS

Introduction

Simply means light-headedness'

Usually due to impaired supply of blood,
oxyger and glucose to the brain

May suggest some form of unsteadiness, or
could precedeafainting spell

Causes:

Side effects of medications, notably anti-
hypertensives and sedatives

Anasmia

Arrhythmias

PFever

Hypoglycaemia

Brain stem lesions

Alcohol averdose

Excezsive blood loss

Prolonged standing

Autonomic neuropathy (especially in
diabetic

patients)

May be accompanied by vertigo (giddiness)
insome individuals
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May culminate in loss of consciousness

Clinical features

Light-headedness

Feeling faint especially on attempting to
stand or after squatting

Wealkness

Differential diagnoses

Benign positional vertigo

Labyrinthine disorders

Hysteria

Premonitory symptoms of epilepsy

Migraine aura

Warning symptom of posterior circulation
stroke (posterior inferior cerebellar artery)
Cervical spondylosis with compression of
vertebral artery

Brain tumour (acaustic neuroma)

Complications

Fallswith injury

Stroke

If due to intracranial tumour: raised
intracranial pressure withconing

If due to other intracranial pathology: crandal
nerve palsies

Investigations
Full Blood Count and differentials
Electrocardiography
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Echocardiography

Random blood glucose

X-ray sinuses

MNeuro-imaging: CT scan, MRI, carotid
Doppler etc

Management
Depends on the aetiological factoridentified

Treatinent objectives

Eliminate symptom

Preventrecurrence

Drug treatment will depend on underlying
cause(s)

Nowu-drug treatment

Stop all medicines suspected to be
respansible

Physiotherapy: pressure stockings

Drug treatment

Prochlorperazine,/ Cinnarazine for severe

attacks

Aspirin tablets as anti-platelet agent -
-

Netable adoerse drug reactions, caulions,
contrammdicalions elc,

Aspirin and other NSAIDs to be used with
caution in patients with history of
dyspepsia, asthmatics (especially aspirin
Prevention:
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Avoid precipitants
These must be identified early for effective
prevention

HEADACHES

Introduction

The commonest neurological disease in
Nigeria

Defined as pain or discomfort in the head and
the surrounding structures

They may be:

Primary (idiopathic)

Secondary

Primary headache types
Tensiontype

Migraine with or without aura
Cluster headache

Secondary canses

Intracranial space-occupying lesions like
brain turmours, subdoral haematoma
Vascular lesions: strokes

Infections
Following generalized convulsions
Metabolic derangements

Alcohol hangover

Drugs

Irritation of sensory cranial narves
Inflammation or diseases of
structures/organs in the head region: eyes,
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nose, sinuses, ears, cervical vertebrae

Atypical headache

Sleep disorders (hypoxia)
Brain stemn malformations
HIV infection

Clinical features

Depend on the underlying type/ cause(s):

Tension type
Heavinessinthe head
Crawling sensation
"Peppery sensation"
Tight-band sensation
Poorsleep

Disturbed concerntration

Cluster bype

Recurrent, frequent, brief attacks of
disturbing painin the head

Painaround the eyves and forehead

Redness of the eyes

Masal stuffiness

Drooping of theeyelids

Migraine headache
- Seabelow

Secondary headaches: presence of additional

SFITLPtDmE'.
Fewver

148



IO CRHTRAL MFRWILE SvSTHEM.

Vomiting

MNecl stiffriess

Alteration inlevel of consciousness
Convulsions

Cranial nerve deficits

Limb weakness (hemiparesis, quadriparesis)
Papilloedema as evidence of raised
intracranial pressure

Evidence of disease in other organs

Evidence of drug or alcohol abuse

Persistent daily Headache

- daily attacks of pain on the head

- mimics tension-type pain and could
have pulsating quality

- associated with chronic use of analgesic
drugs which then sets up a vicious
cycle

- may point to underlying siress or
emotional disturbance

Differential diagnoses

Meningitis

Iysteria -
Refractive error -
Cervical spondylosis

Brain fumour

Haemorrhagic stroke

Complications

Depend on the cause and type
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Some are benign with no sequelae apart from
reduced economic productvity/wastage of
medications

Coning (depending oncause)

Blindness (following temporal arteritis,
unrelieved raised infracranial pressure)

Inwestigations

Meuro-imaging: skull X-ray, computerized
tomographic scan, MEL
Electroencephalography

Cerebrospinal fluid examination for pressure,
cells and chemistry

Erythrocyte sedimentation rate

Treatment objectives

Eliminate pain

Treat the precipitating factor or disease
Prevent recurrent attacks

Now-drig treatment
Psychotherapy
Physiotherapy /biofeedback

Drug trealment

Primary headaches

Simple analgesics and non-steroidal anti-
inflammatory agents

Tricyclic antidepressants

- Amitriptyline 10- 25 mg daily at night
Anpdolytics
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- Lorazepam 1 - 2.5 mg at night. Use lower
doses for the elderly patient

Stop analgesic use in individuals with persistent

daily lieadaches

Secondary headaches

Medical or surgical management of identified
causes

Antibiotics for infections like meningitis,
sinusitis Sterodds for vasoulitis

Notable adverse drug reactions, caution
Aspirin and other NSAIDs: use with caution
in patients with history of dyspepsia, and
asthma

Tricyclic antidepressants: use with caution in
respiratory diseases, cardiac symptoms,
muscle weakness and myasthenia gravis,
organic brain damages, history of drug or
alcoholic dependence, personality disorder,
may increase risk of dependence, avoid
prolonged use or abrupt withdrawal
thereafter. Drowsiness may affect
performance of skilled tasks{e.g driving),
effects of alcohol enhanced anticholinergic
effects e.g, urinary retention in the elderly

Prevention

Reduce slress levels

Prophylactic medications if attacks last more
than 15 days a month, or are severely
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incapacitating (in the absence of other canses)
Early detection and correction of refractive
errors, sinusitis, oto-rhino-laryngologic and
dental problerms.

MENINGITIS

Introduction

An infection of the meninges with the
presence of pus and inflammatory cells in the
cerebrospinal fluid

A medical emergency, and associated with
considerable morbidity and mortality

May be bacterial (pneumococcus,
meningococcus, tubercle bacilli,
Haemophilus), viral, fungal, protozeal,
neoplasticor chemical

Organism may vary with age of the patient
May occur in epidemics in the Savannah
Tegion

Epidemic meningitis is usually due to
Neisserinmeningitidis

Clinical features

Fever

Headache

Vomiting

FPhotophobia

Alteration inlevel of consciousness
Neck stffness and positive Kernig's sign
May presentinepidemics
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Systemic features of infection by offending

organisms include;

Prneumococcal and Haemophilus infection

- Jaundice, pneumonia, heart failure

Meningococeal infection

- Joint pain, joint swelling, red eves, skin
rash

Tuberculous infecHon

- Weight loss, cough with blood in
sputum

HIV infection

- Severe weight loss, diarthea, mouth
lesions, skin rash

Other presentations

Fever of unknown origin: chronic meningitis
Mass lesion with focal neurclogical deficits:
tuberculoma, empyema

Stroke-like syndrome: resulting from
inflammation of blood vessels

Seizures which may be uncontrolled and
pralonged (status epilepticus)

Arute psychosis (Organic Brain Syndrome)

Demerntis

Differential diagnoses
Subarachnoid haemorrhage
Tetanus

Brain abscess

Cerebral malaria
Septicaemia with meningism

153



IO CRHTRAL MFRWILE SvSTHEM.

Complications

Cranial nerve palsies notably blindness and
deafriess

Subdural pus collection (empyema)

Stroke

Epilepsy

Heatstroke

Syndrome of Inappropriate Anti-Diuretic
Hormone gecretion (SLADH)

Investigations

Lumbar puncture for CSF analysis

- To demonstrate presence of
inflammatory cells (after exclusion of
raised intracranial pressure by
fundoscopy or CT scan)

Full Blood Count and differentials

Blood culture

Erythrocyte sedimentation rate

Random blood glucose

Electrolytes, Urea and Creatinine

Chestradiograph

Mantoux test {if tuberculosis is suspectad)

HIV screening

Management

Treatinent objectives

Eliminate the organism

Reduce raised intracranial pressure
Correct metabaolic derangements
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Treat complications (if any?

Non-drug freatment

Tepid-sponging

Attention to calories and fluid/electrolyte
balance

FPhysiotherapy (for passive muscle exercises)
MNursing care (e.g. frequent tuming and
bladder care) to prevent decubitus ulcers and
urinary tractinfection

Divug treatment
Initial therapy will depend on the age of the
patient (and causative agent)

Bacterial infections

Third generation cephalosporins:
Ceftriaxone is the drug of first choice

1 g daily by deep intramuscular injection, or
by intravenous injection over at least 24
minutes, or h}r intravenous injection; 2-4 g
daily in severe infectons; intramuscular
doses over 1 g should be divided betwween
more than one site; single inlravenous doses
above 1 g by intravenous infusion anly
MNeonate

By intravenous infusion over 60 minutes, 20-
50 mg/ kg daily(max. 50mg/ kg daily)
Children under 50kg, by deep intramuscular
injection or by intravenous infusion, 20-50
mg/ ke daily; up lo 80mg,/ kg daily in severe
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infactions; doses of 50 mg/kg and over by
infravenous infusion only

Or:
Pandcillin V 2 - 4 g by slow intravenous
injectionevery 4 hours

O

Chloramphenicol 100 mg/kg intravenously
every b hours

- May be useful for. influenzainfection
Tuberculosis:

Standard anti-tuberculous drugs  (including
pyrazinamide and isoniazid for their good
penetration of the blood-brain barrier)
Anti-pyretics: Aspirin (acetylsalicylic acid)
Adult: 300 mg - 1 g orally every 4 hours after
food; maximum dose in acute conditions & g
daily Child: not recommended for use

Diazepam (for seizures)

Adult: 10 - 20 mg at a rate of 0.5 ml per 30
seconds, repeated if necessary after 30 - 60
minutes; may be followed by intravenous
infusion to a maximum of 3 mg/ kg over 24
hours
Child: 300 - 400 micrograms,/ kg (maximum 20
mg) by slow intravenous injection into a large
vein for protracted or frequent recurrent
corvulsions
- DNot required in single, short-lived

cenvulsions Aculte cerebral
decompression:
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Furosemide

Adujt: 40 - B0 mg every & hours by slow
intravenous injection (for a maximum of 6
doses)

Child: neonate 0.5 - 1 mg/kg every 12 - 24
hours (every 24 hours in neonates born before
31 weeks gestation)

1month -12 vears: 0.5-1mg/ kg (maximum 4
mg/kg), repeated every B hours as necessary
12 - 18 years: 20 - 40 mg, repeated every &
hours as necessary; higher doses may be
required inresistant cases

O

Manmitol 20% solution

Aduit: 50 - 200 g by intravenous infusion over
24 hours, preceded by a test dose of 200
mg/ kg by slow inlravenousinjection

Child: neonate 0.5 -1 g/kg (2.5 - 5 ml/kg of
20% solution) repeated if necessary 1-2 times
after 4-8 hours

1 month - 18 vears: 0.5 - 15 g/kg (2.5 - 7.5
mil/ kg of 20% solution); repeat if necessary 1 -
2 times after 48 hours

Chemoprophylaxis

Treat contacts during meningococcal
epidemics with either ciprofloxacin or
rifampicin

- Rifampicin

Adult:A00mg orally everyl2 hours for 5 days
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Child: 10 mg/ kg orallveveryl2 hoursforSdays
Under 1 year: 5 mg/kg orallyeveryl2 hours
for5days

- Ciprofloxacin

Adult: 500 mg orally as asingle dose

Child: 5 - 12 years 250 mg orally as a single

dose

Notable adverse drug reactions, caution and

contraindications

Diazepam

- Must be administercd slowly
intravenously to avoid respiratory

depression,

Chloramphenicol

- May causeaplastic anaemia

- Mannitol

- May cause chills and fever

- Extravasatiom causes mflammation and
thrombophlebitis

- Contraindicated in congestive cardiac
failure and pulmonary cedema

Prevention

Immunize against communicable diseases

- Meningococcus, heamophilus,
slreplococcus (especially for sicklers).

Chemoprophylaxis (Rifampicin or

ciprofloxacing)

- Az determined by national policy

-For close contacts of clinical cases
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MIGRAINE
Introduction

Headache resulting from changes in the
calibre of certain blood wessels in the brain
with resulting physical, autonomic and
emotional disturbance

It can be very incapacitating

Each headache attack lasts for a few hours to
a maximum of 3 days but can be aborted with
appropriate intervention

Affects more females than males, usually
between the ages of 15 and 50 years

Clinical features
Vascular Headaches

Commen migraine (or migraine without

aura)

- Throbbing pain usually affecting one
side of the head around the temples,
associated nausea and vomiting

- Dislike of light and noise

(lassical migraine (or migraine with aura):

- Attacks of pain preceded by seeing
flashes of light

- Disturbances in the field of wvision
(scotomas)

- Visual hallucinations

Childhood periodicsyndromes:
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- Abdominal pain and vomiting
- Alternating hemiplegia
- Benign positional vertign

Basilary artery migraine - predominantly
brain stem symptoms
- Dysarthria
- Vertgo
- Tinnitus
- Decreased hearing
- Diplopia
= Alada
May coexist with tension-type headache
May present without headache {migraine
equivalent) usually seenin psychiatry
May present with complirations:
- stroke-like manifestations
- ophthalmoplegia
- status attacks: unrelieved, persistent
headaches

Differential diagnoses
Epilepsy, Hysteria, Glancoma, Multiple
sclerosis, Brain tumours

Complications
Stroke

Epilepsy
Blindness

Investigalions
MNeuro-imaging
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Computerized tomographicscan
MEIL
Electroencephalography

Treatinentobjectives

Eliminate pain
Preventrecurrence

Non-drug treatment

Manage inaquiet (and dark) room
Psychotherapy

FPhysiotherapy/ biofeadbaclk

Drug treatment
Acule attack

Aspirin (acetylsalicylic acid) tablets 300 - 900
mg every 4 - 6 hours when necessary
maximum 4g daily. Child and adolescent -
netrecommend (risk of Reye'ssyndrome)

- With an anti-emetic agent (e.g.
metoclopramide), or other non-steroidal
anti-inflammatory agents plus
metoclopramide

Ergotamine preparations (useful only

during the aura phase)

Adult: 1 - 2 mg orally at first sign of attack;

maximum4mg in 24 hours

- Do not repeat at intervals of less than 4
days; maximum & mgin any one week

- Mot tobe used more than twice in any one
menth

Child: not recommended
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Marcotic analgesics - Pethidine, Codeine
Triptans - Sumatriptan.
Sumatriptan

Qral:

Initial dose: 25mg, 50mg, or 100mg orally,
once. Dose may be repeated after at least two
hours if migraine recurs, ( max. 300mg in 24
hours)

Prophylaxis

Consider for patients who:

Sufferatleast 2 attacks a morith

Suffer anincreasing frequency of headaches

Suffer significant disability in spite of suitable

treatment for acute attacks

Cannot take suitable treatment for acute

attacks

Acvailable options are: Propranolol

- 40mg orally every 8- 12 hours

Tricyclic antidepressants, notably

amitriptyline

- 10 mg orally at night, increased to a
maintenance dose of 30- 75 mgatnight

Sodiumvalproate

- Initially 300 mg orally every 12 hours,
increased if necessary to 1.2 g daily in 2
divided doses

Inrefractory cases: Cyproheptadine

- An antihistamine with serotonin-
antagonist and calcium channel-blocking
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properties
4 mg orally; a further 4 mg if necessary;
maintenance 4 mg every 4- 6 hours

Notable adverse drug reactions, cantion and
contraindications
Aspitin and other NSAIDs: use with
caution in patients with history of dyspepsia
and inasthmatics
Tricyclic antidepressants used with caution

in patients with cardiac symptoms
Ergotamine: use should not exceed 4 - 6 mg
perattack
- Caution in patients with vascular and
renal disorders

- MNuotrecommended for children
Opiates: risk of addiction
B-blockers: slow down cardiovascular
function; reduce sensitivity to hypoglycaemia
indiabetics

Prevention
Avoid precipitants

These must be identified for effective
prevention

Reduce stress levels as much as possible

Give prophylactic medicines if attacks last
maore than 15 days a month, or are severely
incapacitating (in the absence of other causes)
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PAREINSONISM
Introduction

Synonyms: 'shaking palsy'; 'paralysis
agitans’; 'akinetic-rigid syndrome’

A commeon neuro degenerative disease that
results from deficiency of the
neurotransmitter dopamine, in the striato-
nigral pathway.The idiopathic wvariety is
called Parkinson's dizease while
parkinsonism is wsed when an aeticlogic
agentisfound

Causes: -

Drugs:

Antipsychotics e.g. phenothiazines
Antihypertensives: alpha methyl

dopa, reserpine

Infections:

Encephalitis

Typhoid fever

Vascular diseases:

Arteriosclerosis

Neurotoxins

Carbonmonoxide

Manganese

Cyanide
Hergin analogues e.g. MPTP

Head trauma asin boxing Tumours

Metabolic diseases (Wilson's disease)
Idiopathic:- Parkinson's disease

Clinical features
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Classical diseaze:

Rest tremors: coarse, distal tremors
described as pill-rolling type

Rigidity

Slowmness of movement; loss of arm
swinging when walking

Retropulsion, propulsion, urning en bloc
Postural instability with frequent falls

Gait changes: shuffling gait with flexed

posturing

Parkinsonism in association with other

neurndegenerative diseases

- Dementia with Parkinsonism

- Parkinsonism with Amyotrophic Lateral
Selerosis

- Parkinsonism with Spinocerebellar
degeneration

- Parkinsonism with Dementia

Atypical Parkinsonism
- Multi-system atrophy - Parkinsonism
with postural hypotension - Shy
Dragger Syndrome
- Progressive supranuclear palsy
- Corticobasal Ganglionic Degeneration
= With brain stem and cerebellar
degeneration
(Olivo-ponto-cerebellar syndrome)

Dementia
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- Diffuse Lewy Body Disease with
fluctuating confugion and Phenothiazine
sensitivity,

Differentinl dingnoses

Multi-infarct dementia
Alzheimer's disease

Normal pressure hydrocephalus
Brain tumour

Benign essential tremor
Depression

Creutfeldi-Takob disease

Complications
Recurrent falls with attendant complications
e.g. fractures, subdural haematorma
Dementia
Depression

Investigations

Diagnosis is essentially clinical
Neuro-imaging: CT scan/MEI for exclusion
of pussible differentials

Management
Treabmentobjectives
Eeplace dopamine
Ensure mobility and avoidance of falls

Non drug treatment
- Physiotherapy for postural adjustment
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Dirug treatmernt
L-dopa/carbidopa (dose expressed as
levodopa)
- S0mg orally every 6 - 8 hours increased by
100 mg once or twice weekly depending
DI TESpaLse
Anti-cholinergic drugs for tremors
- Trihexyphenidyl (benzhexol) 1 mg orally
daily, increased gradually (usually 5 - 15
mg in 3 - 4 divided doses up to a
maximuom of 20 mg)
Dopamine receptor agenists
- Bromocriptine 1 - 1.25 mg orally nocte in
the first week; 2 - 225 mg nocte in the 2
“week- 2 5 myg twice daily in the 3 week,
2.5 g three times daily in the 4 week,
increasing by 2.5 mg every 1 - 2 weeks
according to response (usual range is 10 -
40mg daily)
- Ropinirole 1 - 3 mg orally once daily
(inresistantcases)

Supportive measires

Physiotherapy for postural adjustments

Antidepressants

- Amitryptiline for pain (which could be
gquite incapacitating) especially with
dopamine-replarement drugs

Notable adverse dvuyg reactions, caution and
cotitraindications
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Dopamine replacement drugs: dyskinesia,
pain
- Adwvisable to start with small doses and
gradually increase
- There is need for dosage and timing
adjustments when side effects manifest
Dopa-agonists: postural hypatension; may
cause vorniting,
- Cautionis advised to avoid falls
Anticholinergic drugs: constipation;
memory problems
- Contraindicated in the presence of
glaucoma

Prevention

Avoid identified causative agents where
feasible

Timely and appropriate treatment to
prevent/reduce complications

SEIZURES/EPILEPSIES

Introduction

A seizure vesults from abnormal excessive

electrical discharge of brain cells

Epilepsy is a condition characterized by

recurrent seizures unprovoked by any

imrnediate identifiable cause

May be idiopathic or could follow:

- Cerebral infections

- Metabolic derangements (glucose,
electrolytes, fluids)
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- Stroke

- Tumours

-  Head tranma

- Birthinjury/asphyxia

- Drugabuse/overdosage/withdrawal
- Alcoholism

- Neuro-degeneration

Clinical features

Classical attack with sudden loss of
consciousness, convulsions (tonic and/or
clonic)
Tonguebiting
Abnormal sensation or perception

Autonomic disturbances: epigastric
discomfort, sphincteric incontinence
Semi-purpogive acHons (automatisms)
Aura

Loss of postural tone (sudden falls without
convulsions)

Limb paralysis (Todd's paralysis) usually
after attacks

Differentinl diagnoses
Migraire headache
Syncope

Marcolepsy

Panic attacks

Catatonic schizophrenia
Trangient ischaemic attacks
Tysteria
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Meniere's disease

Complications
Status epileplicus
Cardiacarrhythmias
Renal failure from myoglobinuria
Cerebral hypoxia/anoxia resulting in brain
damage
Sudden death

Investigations

- Electroencephalography

- Neurc-imaging: CT scan,

- MRI

- Randornblood glucose

- Urea,

- Electrolytes and Creatinine

Treatment objectives

- Stopconvulsions/ attacks

- Treatunderlying cause if identified
- Improve quality of life

Drug treatnent
Parenteral drugs are recommended for acufe
attacks/status epilepticus

Driazepam

Intravenous injeclion, 10 mg at a rate of 1
ml({ 5 mg) per minute, repeated once after 10
minutes, if necessary200- 300 micvograms / kg
or 1 mg per year of age or Under 12 years, 300
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- 400 micrgrams/ kg ( max. 10 mg) (off label),
repeated once after 10 minutes if necessary

Could be given per rectum as rectal solution
inrestless patients
= 30 micrograms/ kg {up to a maximum of

30mg) inadults and children over 10kg

Phenytoin

Adult: initially 15 mg/kg by slow
intravenous injection or infusion (with blood
pressureand

Electrocardiograph monitoring) at a rate not
more than 50 mg/minute; then 100 mg every
-8 hours

Cinld: neonate- initial loading dose 20
mg/ kg by slow intravenous injection, then 2 -
4 mg/kg orally every 12 hours, adjusted
according Lo response (usual maximum dose
7.5me,/ kg every 12 hours)

1 month - 12 years: initially 1.5 - 2.5 mg/kg
every 12 hours, adjusted according to
response to 25 - Smg/kg every 12 hours
(usual maximum dose 7.5mg/kg every 12
hours or 300 mg daily)

12 - 18 years: initially 75 - 150 mg every 12
hours, adjusted according to regponse to 150 -
200 mg 12 hourly (usual maximum 300 mg
every 12 hours) Paraldehyde (see important
precaution below):

- Useful where facilities for rescucitation
are poor
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- Causes littlerespiratory depression when
sivenrectally
- Administer 10 - 20 mL per rectum as an
enema Child neonate- 0.4 mL/kg
{maximum 0.5 mL} as a single dose; up to
3 months: 0.5 mL; 3 -6 months: 1 ml,; 6-12
months: 1.5 ml;1-2years 2ml; 3 -5
years 3 - 4 mL; 6 -12 years 5 - 6 mL
(administered as a single dose per
rectum) per kg body weight
- Notrecommended in pregnancy
Cerebral decompression  with marmitol
20% infusion or furosemide if indicated (see
meningitis)
Give 50 mis of 50% Glucose ta supply brain
cells with calories
Give Thiamine in case of aleohol withdrawal

SEIZUTES
Maintenance therapy in day-to-day care

Generalized epilepsies

Phenobarbital

Adult: 60 -180 mg orally daily

Child: 5-8 mg orally daily

Phenytoin
Adult 150 - 300 mg orally daily

Child: neonate- initial loading dose by slow
intravenous injection then 2 - 4 mg/kg by
mouth every 12 hours adjusted according to
response (usual maximum 7.5 mg/kg every
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12 hours)
1 momth - 12 years: 1.5 - 2.5 mg/kg orally
every 12 hours (usual maximum 7.5 mg/kg
every 12 hours or 300 mg daily)
12 - 18 years: initially 75 - 150 mg every 12
hours, adjusted according to response up to
150 - 200 mg every 12 hours (usual maximum
300mgevery 12hours)

Sodiumvalproate

Adult:b00mg daily in 2 divided doses

Child: neonate, initially 20 mg/kg orally or
per rectum once daily; usual maintenance
dose 10mg/ kg twice daily
1 month - 12 years: initally 5-7.5 mg/ kg every
12 hours; maintenance 12.5 - 15 mg/ kg every
12 hours 12-18 years: usually 300 mg every 12
hours, increased in steps of 200 mg at 3-day
intervals; usual maintenance 500 mg - 1 g
twice daily (maximum 1.25 g twice daily)

Partial seizures

Carbamazepine

Adudt: 100 -200 mg orally 1-2 times daily

Notrecommended in pregnancy

Child 1 month - 12 yearsinitially 5 mg/kg
orally at night or 2.5 mg/kg twice daily,
increased as necessary by 2.5 -5 mg kg every
3-7 days; usual maintenance 5 mg/ kg every 8
-12hours 12 - 18 years: initially 100- 200 mg 1 -
2 tmes daily, increased slowly to usual
maintenance of 400-600 mgevery 8- 12 hours
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Absence attacks

Bthosuximide

Adult; 500 mg daily initially,in two divided
doses; increase by 250mg at

intervals of 5-7 days lo doses of 1 - 15 g
dailyin two divided doses (maximum dose 2
g daily)

Child: over 6 years: same as adult dosel month
to 6 yearsinitially 10 mg/kg{max 250 mg
daily}); in 2 divided doses increased every5-7
days to usual dose of 20 40 mg/kg (max. 1 g
daily in 2 -3 divided doses

Sodium Valproate

Adult; Initially 600 mg daily in 1-2 divided
doses, increased gradually (in steps of 150-
300 mg) every 3 days; usual maintenance dose
1-2 g daily( 20-30 mg /kg daily), max. 2.5 g
daily

Child: 1 month -12 years, initially 10 -15
mg/kg (max. 500mg )daily in 1-2 divided
doses, usual maintenance dose 25-30 mg/ kg
daily in 2 divided doses

Initiation of valproate treatment by
infravenous administration, Adult and child
over 12 years, initially 10 mg/kg (usually 400-
800 mg) by intravenous injection (over 3-5
minutes) followed by intravenous infusion or
intravenous injection (over 3-5 minutes) in 24
divided doses or by continuous intravenous

174



IO CRHTRAL MFRWILE SvSTHEM.

infusion up to max. 2.5 g daily; usual range 1 -
2 gdaily (20-30 mg/ kg daily);
Child 1 month -12 years, 10mg /kg by
intravenous injection( over 3-5 minutes) in 24
divided doses or by continuous infravenous
infusion up to usual range 20-40 mg,/ kg daily(
doses abave 40 mg,/ kg daily monitor clinical
chemistry and haematological parameters)
Continuation of valproate treatment by
intravenous injection (over 3-5 minutes) or
infravenous infusion in 2-4 divided doses, or
by continuous intravenous infusion, same as
established oral daily dose.
Other drugs:
Clonazepam for Myoclonic seizures
Primidone which is metabolized to
Phencbarbitone

Now-drug treatinent

Psychotherapy

Health education to patients, relations and
public

Discourage harmful cultural practices e.g.
burning, mutilation

Notable adverse dvig veacHons, cantion and

contraindications

Antiepileptics: foetal damage if used in

pregnancy

- Serial measurements of alpha-
fetoprotein and ultrasound studies are
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necessary with close monitoring by an
obstetrician
FPhenytoin: gingival hypertrophy; may not
be the first choice in voung children
Phenobarbital: sedation and mental
dullness and may affect school performance
inchildren
Most antiepileptics: skin rashes, especially
Stevens-Johnson syndrome; exfoliative
dermatitis
Introduce drugs singly because of possible
interaction bebween drugs
Doses must be gradually increased to avoid
todeity and other side effects
Do not use paraldehyde if it has a brownish
colour or the odour of acetic acid
All antiepileptics must be withdrawn slowly
s0 asnotto precipitate status epilepticus

Prevention

FPrompt treatment of fever in children to
avoid febrile convulsions

Prevention of head injuries mainly from
automobile accidents

Treat diseases of the brain early to avoid
poor healing and death of brain cells
Immunization of children against
communicable diseases

Address causative factors (zee above)

Avoid driving and swimming unattended,
and operation of machinery

17&



IO CRHTRAL MFRWILE SvSTHEM.

STROKE
Irtroduction

Synonyms: Brain attack, Cerebrovascular
disease, Apoplexy
It is & condition resulting from disruption of
blood supply to brain cefls (either occlusion
(infarction) or blood vessel rupture
{haemorrhage).
There should be pathological and/or
radiclogical demonstration of the lesion.
The disability may result in death.
The duration of disability is no longer
critical and acute stroke is now referred to as
“Brain Attack” because the longer brain cells
are deprived of blood, the bigger the size of
brain cells affected and the more severe the
damage or disability.

Clinical features
Classical strake:

- Sudden motor weakness of one side of the
body but could be bilateral,
with/ without speech, visual and sensory
impairmernt

Subarachnoid haemorrhage:

- Severe headache, neck sbffness and

positive Kernig'ssign
Stroke-in-evolution:

- Graduoal onset of deficit with progression

Mlass lesion:
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- Suddenriseinintracranial pressure
- Loss of consciousness, respiratory
changes, pupillary changes

- Sudden death

Lacunar syndrome:

- Incomplete deficits: speech defects with
clumsy hand involvement

- Puremotorand/or pure sensory deficits

Dementia:

- Arises from small, recurrent strokes
resulting in cognitive impairment and
functional dependence

Differentinl diagnoses

- Braintumour

Subdural haematoma

- Brainabscess

- Meningitis/encephalitis

- Cerebral malatia

- Migraineheadache

- Multiple sclerosis

- Metabolic derangements e.g.
hypoglycaemia, hyperosmolar non-
ketotic coma

Complications

Short and Long term

- Tentorial herniation with coning and
death

- Cardiac arthythmias

- Depression

- Epilepsy
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- Dementia

- Parkinsonism

- Hyperglycaemia

- Depsis

- Pneumonia

- UTI

- Decubitusulcers

- Deepvein thrombosis
- Conbrachures

Investigations
Neuro-imaging with CT scan/MREI

determine stroke type and choice of

mamagemﬁnt

Lumbar puncture for CSF analysis in

suspected subarachnoid haemorrhage
Electrocardiography
Echocardiography
Carotid Doppler ultrasound study
Cerebral angiography
Full Blood Count with differentials
Random blood glucose
Urea, Electrolytes and Creatinine
Chestradiograph
HIV screening

Management

Treabment objectives

Restore cerebral circulation

Limit disability

Treatidentified risk/ predisposing factors
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Reduce raised intracranial pressure
Treat complications (if any)

Noun-drug treatment

Attention to calories, fluid balance
Physictherapy for passive muscle exercises
MNursing care (frequent turning and bladder
care) to prevent decubitus ulcers and urinary
tractinfection

Rehabilitation

Drvugireatment

Cerebral decompression if there is evidence
of raised intracranial pressure
- =20% mannitel 250 mL repeated every 12

hours for 4-6 doses
And/OR
- Furozemide 40 mg every B hours by slow
intravenous injection for 6 doses

And/Or
Thrombalysis with tissue plasminogen
activator (Atelpase) - if patient is
brought to medical attention within 4 1/2
hours and CT scan did not show
haemorrhage or big infarct, no previous
bleeding and BP not severely

elevated
Treal underlying condilions such as

diabetes mellitus, hypertension, and
thrombosis
- Treat hyperglycaemia with Insulin
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- Treat seizures with Intravenous
Diazepam

- Treat fever with antipyretics and
antibiotics if infection is suspeciad

- For subarachnoid haemorrhage:
Nimodipime is recommended for the

- control of BP and to prevent vasospasm

Use of antacids to prevent and treat stress

ulcers

Use of anti-epileptic drugs to prevent

seizuras in the acute phase

Netable adverse drug reactions, caulion
Rebound cerebral cedema when mannitol is
discontinued
Thrombolytic agents: bleeding tendencies
Diazepam by the intravenous route must be
administered slowly to avoid respiratory
depressionand larvngeal spasm

Prevention

Treat/ control known risk factors

-Hypertension

-Diabetes mellitus

-Cardiacdiseases

-Hyperlipidaemia

-Obesity

-Smoking

-Excessive alcohel consumption
Give low dose aspirin (acetylsalicylic acid)

to patients at risk if tolerated

141



IO CRHTRAL MFRWILE SvSTHEM.

SYNCOPE

Synonym: Fainting
Introduction
Loss of consciousness and posturaltone asa
result of diminished cerebral blood How
May be due to:
Vaso-vagal attack or Cardiac causes.
Itmay result from
Prolonged standing
Severeemotional disturbance
Site of blood (e.g. wilnessed by medical
sfudent for the first ime in thealre)
The more severe form is associated with
various heart diseases:
Arrhythmias (especially complete heart
block)
Hypertrophic cardiomyopathy
'Heartattack' (mycardial infarction)
Alrial myxoma
Aortic stenosis
Dissecting aneurysm other causes:
Pulmonary embolism
Vertebro-basilar insufliciency
Subclavian steal syndrome
Carotid sinus pressure

Migraine headache

Clinical features
Sudden fall to the ground with loss of
Consciousness
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Cold extremities

Bluizsh discolouration of extremities
(eyanosis)

Pulseirregularities {or pulselessness)
Hypotension (or unrecordable blood
Pressure)

Fainting induced by pressure on the neck
Fainting induced by coughing, micturition

Differentinl dingnoses
Epilepsy

Myocardial infarction
Stroke

Aortic dissection
Hysteria

Complications

Cerebral hypoxia/anoxia resulting in brain
damage

Stroke

Sudden death

Investigations

Electrocardiography
Echocardiography

MNeuro-imaging: CT scan, MRIL, carokd

Doppler

Random blood sugar

Management
Depends on the cause(s)
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Treatment objectives

Restore circulation and ensure brain
perfusion by elevating the legs to increase
venous return [dentify cause and treat
accordingly

Preventrecurrence

Non-diug treatment
Physiotherapy: pressure stockings

Drug treatment
Specific treatment for cardiac arrhythmias:
referto cardiologist

It hypotensive, give pressor agents

Notable adverse drug reactions, cantion
Aspitin and other NSAIDs: use with
caulion in patients with history of dyspepsia,
and inasthmatics

Prevention
Avoid prolonged standing
Treatundetlying cardiac disease
Avoid dehwdration or excessive fluid loss
Ensure adequate calorie and avoid prolonged
fasting
Use medication as prescribed by physicians
and avoid overdosage to compensate for
missed doses
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THE UNCONSCIOUS PATIENT

Introduction

An unresponsive patient who may also have
breathing and circulatory problems

May be neurological or may result from
other systemic diseases

An easy way of finding the cause is to think
in terms of the vowels:

A Apoplexy (stroke)

E Epilepsy

Infections e.g. meningo-cncephalitis

0: Overdosing with drugs, alcohol
intoxication, toxins
U Uraemia and other metabolic disorders

Other causes include: Head injury, Brain
tumours (with complications)

Clinical features

Varying levels of impaired consciousness:
Comatose: no response to stimulus, however
painful Semi-comatose: some Tesponse o
pain

Stuporose: a state deeper than sleep;
vigorous stimulation required to stimulate
response

Oriher features:

Cessation of respiration or abnormal
ventilatory patterns: Cheyne-Stokes, ataxic,
apneustic, gasping etc

Umnresponsiveness or variable response to
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painful stimuli
Features of theunderlying cause(s)

Stroke: may present with hemiparesis,
facial asymunetry, crossed-eye defects,
specch defects etc

Epilepsy: frothing or tongue biting;
abrasions of the extremities; positive past
histary

Infections: may present with fever, neck
stiffness

Drug overdosage/toxins: pin-point
pupils; respiratory problems; suggestive
history

Uraemia; characteristic fetor; skin rashes;
oedema; severe dehydration

Hecad trauma: haematomas;
subconjuctival haemorrhages

Bleeding from orifices (if coma is due to
trauma or bleeding diathesis)

Features of raised intracranial pressure:

=

Slow pulse (Cushing's reflex)
Rising blood pressure
Fapilloedema

Differential diagnoses
Slroke

Post-epilepsy state
Syncope

Mycardial infarction
Hysteria

Substance abuse
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Complication
Cerebral hypoxia/anoxia resulting in brain
damage

Investigations

MNeuro-imaging: CT scan, MEI
Random blood glucose

Urea, Electrolytes and Creatinine
Electroencephalography
Cerebrospinal fluid analysis
Druglevels/toxicology screen
Full Blood Count

Blood culture

Treatinent objectives

Clear airway and restore breathing

Murse in lett lateral posidon and clear
secretions by suction

Maintain circulation

Eliminate the cause

Freventcomplications:

- decubitus ulears

- atelectasis

- contractures e,

Correct metabolic derangements

Admit in intensive care unit if facility
available and comnect to a ventilator with
momnitor

Non-drug treatment
Physiotherapy to prevent contractures/deep
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vein thrombosis, and for passive muscle
exercises Nursing care (frequent turning and
bladder care) to prevent decubitus ulcers and
infactions

Dryug treatment
Infections: appropriate antibacterial agent
Epilepsy: use effective parenteral
anticonvulsant drugs; diazepam (see
Epilepsy)
Renal failure: dialysis

Appropriate treatment of other metabolic
causes

Supportive measures

Subcutancous Low Molecular Weight
heparin (LMWH) to prevent deep wein
thromnbosis (see Pulmonary Embaolismy)

Notable adverse drug reactions

Diazepam, if regquired, should be
administered slowly intravenously to avoid
respiratory depression

Prevention
Accessible, efficient and effective health care
service delivery
Early reporting/ detection of ill health
Adherence to medications and non-drug
measures in managing disease states
FPublic Health Bducation
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Promote awareness on avoidance of risk
factors
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CHAPTER

PSYCHIATRIC DISORDERS

ALCOHOLISM (Alcohol dependence)
Introduction
A disorder characterized by a wide spectrum
of problems. Central feature is the use of
alcohol, which takes an increasingly
dominant place in the user’s life in spite of
experience of harm related to drinking

Social and genetic factors are thought to be
importantin pathogenesis

A life time prevalence of about 0.2 - 0.5% in
Nigerian adultmales

Cliwtical features

Tolerance

Withdrawal episodes

Compulsive desire touse alcohaol

Associated physical, social, or occupational
impairmerits

Differential dingnoses

Dependence on {and withdrawal from) other
substances
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Complications
Liver cirrhosis
Damage to other organs (including the brain)
Accidents
Delirium tremens
Inicreased mortality (reduce life expectancy)
Family, social and occupational disability

Investigations

Full Blood Count and differentials Liver
function tests

OMher investigations as indicated for
medical /physical complications

Treatinent objectives

Reducdon in aleohol consumption as an
inferimineasire

Abstinence as the desired goal
Eehabilitation

Frevention of relapse

Non-drug treatment
Psychosocial interventions.
Cognitive behaviowral therapy
Marital and family therapy Group therapy

Dirug treatment

Omnly occasionally required, and following
caretul assessment

Note

- Deloxification is required [or severs
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withdrawal svndrome or delirium
tremmens
- This will involve the administration of a

long-acting benzodiazepine and
thiamine supplements over 7 - 10 days

Supportive measures
Rehabilitation to
- Sustainabstinence
- Acquire analcohol-free life style
- Preventrelapse

Prevention
Iealth eduecation (including achool health
education, peer group education and self help
group e.g. alcoholic anonymous)
Government regulation of alcohol use

ANXIETY DISORDER

Introduction
Generalized anxiety disorder (GAD) is
characterized by exaggerated worry and
tension, even when there is little or no cause
for anxiety
A chronic disorder affecting about 2 - 3% of
the population

Clinical features
Fre-ovcupations: often of diverse nature
Poor concentration
Muscle aches and headaches
Trritability
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Sweating
Fatigue
Inzomnia
Shortness of breath

Differentinl diagnoses
Mediral causes of suggestive symptoms and
signs (e.g, hyperthyroidsm)

Complications

Chronicity

Co-morbid depression

Medical morbidity (e.g. hypertension)

Investigalions
Toexclude medical/ physical cause(s)

Treatment objectives
Achieve remission of symptoms Prevent
relapse

Nown-drug treatinent
Cognitive-behavioural therapy

Drug treatment

Diazepam 10-20mg orally daily
Or:

Fluoxetine 20 - 60 mg orally daily

Supportive measures
Relaxation techniques

193



B Py CHIATRIC DERRFRS

Exercise
Psychatherapy

Netable adverse drug reaction, caption

The risk of dependence (and withdrawal
syndromes) limits the utility of
benzodiazepines for treatments of long
duraton

Prevention
Avoid of undue and extreme stress
Awoid psycho-active substances

BIPOLAR DISORDERS
Introduction

A type of mood disorder in which there is
(typically) alternation of a depressive phase
and a manic or hypomanic phase

Experienced by about 1% of the adult
population at some pointin their lifetime
About egual incidence between males and
females
May be precipitated by psychosocial stress;
strong genetic vulnerability often present

Clinical features

Depressive phase:

- Lowmood

- Impaired appetite and sleep

- Ideas of worthlessness or hopelessness
- Swuicidalideation
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- Other depressive symptoms and signs
Manic or hypomanic phase:

- Elation

- Euphoria

- Iiritability

- Expansivemood

- Disturbed sleep

- Grandiosity

- Disinhibition

Differential diagnoses

Schizo-affective disorder Schizophrenia
Organic mood / affective disorder (including

effects of drug abuse)

Complications

Social and personal consequences of
inappropriate behaviour (eg. unplanned
pregnancy, sexually-transmitted infections,
etc)

Suicide

Increased risk of morbidity (reduce life
expectancy) (e.g. trawma and accidents)
Increased mortality

Investigations

Investigations as indicated to rule out
organic/medical causes

Full Blood Count and renal function tests {to
determine suitability of mood stabilizers)

195



B Py CHIATRIC DERRFRS

Treatment objectives
Reducerisk to self and others
Mormalize mood

Return to full functional status
Prevent recurrence

Nown-drug treatment
Cognitive-behavioural therapy as sole
treatment in mild cases, and adjunct in all
others Electroconvulsive therapy (ECT)

- An effective and essentially safe
lreatment f[or severe and acute
presentations

- A course of 8-12 treatments are usually
needad

Dirug treatment

Treat underlying causes

Lithium

- lstline drug following established
diagnosis

Adult dndtially 1 - 1.5 g daily Prophylaxis:

initially 300 - 400 mg daily

Child: not recornmended

- Measure zerum lithinm concentration
regularly (every three months on
established regimens)

- Adjust dosage to achieve serum levels of
(L6-1.2mEq/L

Sodium valproate
Adult: 750 mg -2 g mg orally / day
Child: neonate, initially 20me ke orally once
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daily; usual maintenance dose 10 mg/kg
every 12 hours daily 1 month - 12 years:
initially 5 - 7.5 mg/kg every 12 hours, usual
maintenance dose 12.5 -15 mg/kg every 12
hours (up to 30mg/ kg twice daily)
12 - 18 years: initally 300 mg every 12 hours,
increased in steps of 200 mg daily at 3-day
intervals; usual maintenance dose 05 -1 g
twice daily (maximum 1.5 g daily)
Carbamazepine
Adult: 600- 1,800 mg orally daily
Child: 1 month - 12 years: initially 5 mg/kg
orally at night or 2.5 mg/kg twice daily,
increased as necessary by 2.5 - 5 mg /kg every
3-7days
- Maintenance dose 5 mg/kg 2 - 3 times
daily, increased slowly (o usual
maintenance of 400 - 600mg 2 - 3 times
daily
Antidepressants
- TCAs or SSEIs may be indicated in
depressive phase
Antipsychotics
- Haloperidal 1.5 to 3 mg orally 2 - 3 times
daily {may be indicated in acute manic
phase)
Child 2 - 12 years: initially 12.5 - 25
micrograms/kg orally twice daily, adjusted
according lo response to maximum 10 mg
dailv
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12 -18 years: initially 0.5-3 mg daily, adjusted
according to response to lowest effective
maintenance dose (aslow as 5-10 mg daily)

Supportive measitves
Psychotherapy and social intervention for
patientand relatives /caregivers

Notable adverse drug reactions
- More likely with doses above
recommended upper limits

Lithium

- Gastrointestinal disturbances

- Tremors

- Confusion
- Myoclonic twitches

Carbamazepine:
hypersensitivity reactons
Transient memory impairment is common
following ECT

Prevention

No primary preventive measures are clearly
delineated

Adherence to therapy with mood stabilizers
until discontinuation is considered prudent
(this is individually determined)

DELIRILIM
Introduction
A ransient disorder of brain functon
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Manifests as a global cognitive impairment
and behavioural disturbance

More common at the extremes of life though
itcan occur atany age

Incidence up to 15% has been reported
among general medical inpatients; up to 40%
among acutely ill geriatric patients

Poor detection and mis-diagnosis are
COITITOT

The mostcommon causes are:

Trauma

Infections
Metabolic derangements
Side effects of drugs

Clisrical features

Disturbance of consciousness

Disorientation

Memory deficits

Language disturbances

Perceptual disturbances

Rapid fluctuations

Disruption of sleep-wale cycle
Psychomotor hyperactivity

MMood alterations

Differential diagnoses
Dementia
Acute (idiopathic) psychotic disorders

Complications
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Usually transient but may be associated with
increased morbidity (e.g. from falls) and
mortality

Investigations
Determined by any causal or contributing
medical conditions

Treatment objectives

ldentify and ameliorate any causal or
contributing medical conditions

Improve cognition

Mormalize behaviour

Now-drug treatment

Murse inaquiet, well-litenvironment
Support physical care, including food and
fluid intake

Provide orienting cues

Physical restraint judiciously used when
indicated

Drugtreatment

High-potency antipsychotics in low dosages
for sedation

- Haloperidol

Adult:0.5-1mg orally or parenterally every 6 -
8 hours

Child 2 - 12 years: initially 125 - 25
micrograms/kg orally twice daily, adjusted
according to response to maximum 10 mg
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daily; 12 - 18 years: initially 0.5 - 3 myg daily,

adjusted according to response to lowest

effective maintenance dose (aslowas5-10mg

daily)

Benzodiazepines

- For severe agitation (i.e, life-threatening
features) or patent seriously disrupting
management

Supportive measires

Give reassurance to patient and
relatives/ caregivers

- The transientnature of condition

- Norisk of "madness"

Caution

Close nursing care is required to prevent
injuries and falls

Avoid over-medication, especially as
antipsychotics and sedatives used may
worsen delirium

Prevention

Barly treatment of infective and metabolic
conditions

Care with the use of drugs (especially
anticholinergic medications) in the elderly

DEPRESSION

Tntroduction

A disorder of mood and affect in which the
predominant emotion is sadness/
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unhappiness

(Can occur alone (unipolar depression) or as
part of an alternation disorder in which
elevation of mood also occurs (bipolar
disorder)

Varies in severity frommild to severe

Life events, especially those involving loss,
are often (butnot always) the triggers

Strong genetic is vulnerability sometines
present

Oceursin about 2-5% of the population at any
given Hme and in about 10 - 25% in their
lifetime

Women are generally at an elevated risk

Clisrical features

Sadness, unhappiness, feeling low

Lioss of inlerest musual activilies

Reduced energy

Disturbance of sleep and appetite

Impaired concentration

Ideas of worthlessness, guilt, or failure

Morbid or suicidal rumination orideation
Somatic complaints of various types

Differentinl diagnoses

MNormal grief reaction

Medical conditions causing lowering of
mental and physical activities (e.g. anaemis,
hypothyroidism)

Infections (e.g. viral)
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Complications

Waorsening of co-morbid physical illness
Suicide

Recurrence (in50% or more)

Investigations

Full Blood Count and differentials
Thyroid function test

Indicative infection screen

Treatment objectives
Mormalize mood
Preventsuicide attempts
Return o active life
Preventrecurrence

Non-drug treatment

Cognitive-behavioural treatment

Inter-personal psychotherapy

Drug treatment

Tricyclicantidepressants (TCAs)

- Amitriptyline in increasing doses up to
150 mgorally /day

- Fluoxetine 20 -80 mg orally / day

Supportive measures
Supportive psychotherapy [or patients and
family/caregivers

Notable adverse drug reactions, caution
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Tricyclicantidepressants:

- Dryness of the mouth

- Urinary retention

- Constipation

- Blurring of vision

Selective Serotonin Reuptake Inhibitors

(SSRIs)

- Sleep disturbance

- Sexual dystunction

- Serotoninsyndrome

Cardiac toxicity, espectally in overdose with

TCAsand 55R]Is

Increased suicidal ideationinadolescents

- Should be used with caution in patients
with epilepsy, history of mania, cardiac
disease, diabetes mellitus, and bleeding
disorders

- Caution is also required in patients
receiving concurrent electroconvulsive
therapy (reports of prolonged seizures
with fluoxeting)

Prevention

Recurrence is reduced by continuing
medication for at least & months after acute
symptomsresolve

INSOMNIA

Introduction

Difficulty in falling asleep or staying asleep
May be primary and unrelated to any
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physical or mental disorder

May relate to a mental disorder, medical or
physical conditions

May be an adverze effect of medication {or
psychoactive substances)

A commaon, often chronic problem: tends to
increase with age

Clinical features

Barly insomnia: difficulty ininitiating sleep
Middle insomnia: difficulty in going back to
sleep after waking up at night

Terminal insommnia; early awakening,
commonly 2 hours or more before desiring to
doso

Differential diagnoses

Useful to consider possible aetiological
factors: medical, mental, situatiomal,
envirormental

FPainisacommon factor

Complications

Deteriorating physical and/or mental health
Decline in overall well being and quality of
life

Investigalions
Mainly of the presumed underlying cause(s)

Treatment objectives
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To improve sleep, especially sleep
satisfactHon
To remove underlying fassociated factors

Nown-drug treatment

Sleep hygiene

Behavioural modifications to enhance
relaxation

Avoid habits and lifestyles that promote
insomnia

Improve environmental / sleeping conditions

Drugtreatment
General principles
Treat underlying cause(s)
Avoid sedatives: use for only short periods
when indicated
Short-acting benzodiazepines
For early insomnia
Or:
Longer-acting benzodiazepinese.g.
- Diazepam at low doses: 25 - 10 mg

for no morethan 2 -3 weelks
- For middle insomnia

Supportive measres
Relaxation therapy: a useful adjunct for the

mostcommon forms of insomnia

Naotable adverse drugreactions
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Benzodiazepines: dependence and rebound
insamnia

Prepention

Reduced stress exposure

Caution with alcohol and psychoactive

substances, such as coffee, kolanut
Discourage misuse of "sleeping pills" eg.
Bromazepam, diazepam

PANICDISORDER
Introduction
A disorder characterized by episodic attacks
of extreme fear, mostly unrelated Lo specific
objects or situations
Associated with maultiple somatic and
cognitive symptoms
BEachattack lasts for about3- 30 minutes
Oftenbegins abruptly

Adffects about0.5-1.0% af the population

Clinical features

Afeeling of choking
Pounding hearl

Chest pressure or pain

Dizziness

Shortness of breadth

Trembling

Sweating

Tingling or numbmness in the hands or feet Hot

flushes
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Differential diagnoses
Other causes of intense fear (phobias,
obsessive-compulsive disorders, etc.)
Medical causes (e.g. hyperthyroid states,
episodic hypoglycemia, etc)
Seizure disorders

Complications
Phobia
Depression
Suicide

Investigalions
Asindicated to exclude medical aeticlogies

Treatinent objectives
To reduce intensity and frequency of attacks
To reduce anticipatory anxiety

Nost-drug treabment
Cognitive-behavioural treatment

Drug treatment

Fluaxetine

Adult: indtally 20 mg orally once daily,
increased after two weeks (if necessary) to 20 -
60 mg onece daily (maximum 80 mg)

Elderly: 20 - 40 mg (maximum 60 mg for
elderly) once daily

- Dhscontinue if no improvement within 10
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weeks
Child and adolescent wnder 18 yemrs: mot
recommerded

O
Amitryptiline 50 - 150 mg orally / day

Suppurﬁwe.-mfﬂﬁures
Psychotherapy Relaxation techniques

Notable adverse drug reactions

Trieyclic antidepressants are cardiotoxic in
overdose

Increased risk of suicidal attempts by
patients with panic discrder

Prevention
No specific primary prevention measures

SCHIZOPHRENIA

Introduction

A serious psychotic disorder characterized by
multiple impairments in emotional,
behavioural, cognitive, social, and
occupational domains (among others)

Affects about1% of the population

Onset usually in late adolescence or early
adulthood Strong genetic component to its
etiology; environmental factors, including
pre-natal  and obstetric factors, also
implicated

Clinical features
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Disordersof:
Thought
Perception
Speech
Cognition
Behaviour
Maotor funchon

Differentinl diagnoses

Psychosis of other origin {(including those due
toorganic factors)

Affective psychosis

Epilepsy, especially of temporal lobe arigin
Drug effect, e.g. amphetamine intoxication

Complications

Chronicity

Suicide

Increased physical morbidity
Increazed mortality

Investigations
To exclude organic causes of acute psycholic
presentations

Treatment objectives

Reliove acute symptoms
Return to full functional status
Rehabilitate

Preventrelapse
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Nown-drug freatment
Fsycho-social interventions as indicated
(including social and cccupational therapy)
Psycho-education for patient and relatives /
CArBEIVCLS
Supportive psychotherapy
ECT (especially for catatomic forms)

Drug treatment
Chlorpromazine

Adult: initially 25 mg orally every 8 hours (or

75 mg at night), adjusted according to

respanse to usual maintenance dose of 75 -

300 mg daily

- Elderly: a third tohalf adult doses

By deep intramuscular injection: 25 - 50 mg

every 6-8hours

Child: 1 - 5 vears: 500 micrograms/kg orally

every 6 - B hourly (maxinmom £0 mg daily); 6 -

12 years: a third to half adult dose (maximum

75 mgdaily)

Haloperidol

Adult; indtially 1.5 - 3 mg every & - 12 hours

daily or 3 -5mg every & - 12 hours in severely

affected or resistant patients

- In resistant schizophrenia, up to 30 mg
daily may be needed, adjusted according
to response to the lowest effective
maintenance dose (as low as 5 - 10 mg
daily}

Elderly, initially half adult dose
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Child: initially 25 - 50 mg micrograms/kg

daily in 2 divided doses (maximum 10mg)

Fluphenazine

Adult: initially 2 - 10 mg every 8 - 12 hours,

adjusted according toresponse to 20 meg daily

- Dwoses above 20 mg daily (10 mg in
elderly) only with special precaution

Or:

25 - 100 mg intramuscularly fortnightly to
monthly

Child: woi recommmended

Supportive measures

Supportive psychotherapy

Social and occupational therapy

Cognitive therapy (as adjunctin the treatinent
of persisting psychotic experience)
Rehabilitation

Notable adversedrug reactions

Extrapyramidal and Parkinsonian
symptoms (may require anticholinergic
medication)

Tardive dyskinesia

Weight gain

Agranulocytosis (monitor bleod counts in
patients on clozapine)

Prevention

No clear/specific scope for primary
prevention at present
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Secondary and tertiary:
- Earlyand effective freatment
Rehabilitation to reduce disability
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CHAPTER [

DENTAL AND ORAL DISORDERS

ACUTE NECROTIZING ULCERATIVE

GINGIVITIS
Definition
A polymicrobial, endogenous infection

Actiology
Fusiform and spirochaete bacteria

Epidemiology

In developing countries, seen almost
exclusively in children

Related to poverty and malnutrition
(predisposing factors)

Inn industrialized countries, most common in
young adults with neglected mouths;
smoking and stress have beenassociated

Clinical features

Crater ulcers striating at the tips of the
interdental papillas

Ulcers spread along gingival margins
Gingival soreness and bleeding

Foul breath
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Metallic taste
Increased salivation

Cervical lymphadenopathy and fever in
advanced cases

Differential diggnoses

Primary herpetic gingivo-stomatitis
HIV-associated acute ulcerative gingivitis
Gingival uleeration in acute leukaemia or
aplastic anaemia

Investigaltions

Smears from ulcers show predominantly
spirochaetes and gram-negative fusiform
bacteria

Treatment objectives
Treatinfecton
Restore oral health

Non-drug treatment
Oral hygiene (debridement) is essential

Drug treatment

Metronidazole

Adult: 200 mg orally 8 hourly for 3 days

Child: 1-3years: 50mg orally every & hours for
3 days; 3-7years: 100mg everyl2 hours; 7 - 10
years: halfadultdose

Supportive therapy
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Ascorbic acid
Adult: not less than 250 mg orally daily (in
divided doses)

Child: 1 month - 4 years: 125-250 mgin1-2
divided doses
4-12 years: 250-500 mg daily in 1-divided
doses; 12 - 1B years 500 mg - 1 g dailyin1-2
divided doses

Fertous sulfate

Adult: 200 mg orally three tirmes daily taken
belore food Child 6-12vears: half adult dose

Follow-up treatment

Rehabilitation of the mouth

Once the acute phase has subsided, oral
hygiene should be brought to as high a
standard as possible to lessen the risk of
TeCurrence

Sequestrectomy

Notable adverse drug reactions, cantion
Metronidazele: nausea, vomiting,

unpleasant taste; disulfiram-like effect with
alcohal,

ACUTE PERIAFICAL ABSCESS

Definition

A localized collection of pus in the periapical
region of a tooth contained within the
alvealar bone

Actiology
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May develop either directly from acute
periapical perindontitis or more usually from
achronic periapical granuloma
Generally the result of a mixed bacterial
infection
Culture of the pus yields a wide range of
different organisms
- Strict anaerobes (e.g. prevotella,

porphyrommongs) usually predominante,
butfacultative anaerobes may be found

Clinical features

Painful swelling at the root of tooth
Sinus (mnay be present)

Toothis tender to biting or percussion
Tooth mobility

Differential diagnoses
Inflammatory radicular cyst
Osteomyelitis
Periodontal abscess

Investigations

Radiographs (periapical)

Treatuent objectives
Relieve symptoms

Eliminate the infection

Non-drug treatment
Drain abscess using local anaesthesia
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by root canal extirpation if tooth is to be
retained

Otherwise extract the involved tooth
Treat residual infection

Drugireatment

Amoxicillin
Adult; 250 mg orally every 8 hours for 5t0 7
days Child: up to 10 years 125 mg every 8
hours, doubled insevere infectons
Metronidazole
Adult: 200 mg orally every & hours for 3-7 days
Child; 1 - 3 years: 50 mg orally 8 hourly for 3-7
days; 3 - 7 years: 100 mg 8 hourly; 7 - 10 years:
100mg 8 hourly for 3-7 days
In Dentoalveclar abscess that has not
responded to penicillins or metronidazole
Clindamycin
Adult: 150-300 mg every 6 hours; up to 450 mg
every 6 hours in severe infections
Child: 1 month - 18 years 3-6 mg/kg{max, 450
mg) every Ghours
Neonate
Under 14 days 3-6 mg/ kg 3 times daily
14 -28 days 3-6 mg/kg(max 450mg) 4 times
daily
By deep intramuscular injecton or by
intravenous infusion, 0.6-2.7 g daily (in 24
divided doses) life threatening infection, up
to 4.8 g daily; single doses above 600 mg by
intravenous infusion only; single doses by
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intravenous infusionnot toexceed 1.2 g
Caution

Discontinue immediately if diarrhoea or
colitis develops; monitor liver and renal
function if treatment exceeds 10 days, and in
neonates and infants; avoid rapid
intravenous administration; avoid in acute

porphyria

ACUTE PERTODONTAL DISEASES
Gingival abscess

Risl factors

Contributing systemic risk factors may affect
progress, treatment and therapeutic
outcomes for chronic periodontitis. These
may include diabetes, smoking, certain
periodontal bacteria, aging, gender, genetic
predisposition, svstemic diseases and
conditions (Immunosuppression), stress,
nutrition, pregnancy, HIV infection,
substance abuse, and medications,
Elimination, alteration, or conlrol of risk
factors which may contribute to chrenic
periodontitis should be attempted.
Consultation with the patient's physician
may be indicated.

Treatment considerations include drainage to
relieve the acute symptoms and mitigation of
the eticlogy.

Feriodontal abscess- Treatment
congiderations include establishing drainage
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by debriding the pocket and removing
plaque, calculus, and other irritants and/or
incising the abscess. Other treatments may
include irrigation of the pocket, limited
occlusal adjustment, and administration of
antimicrobials and management of patient
comifort.

A surgical procedure for access for
debridement may be considered. In some
circumstances extraction of the tooth may be
necessary. A comprehensive periodontal
evaluaton should follow resolution of the
acute condition

Clinical features

Theze abscesses follow an inflammeation of
the gingiva and periodontium. As it
progresses and following attachment loss
gums become red, slightly swollen, with
obvious pus accumulation and bleads on
slight provocation. The associated teeth show
different degrees of mobility and mostly vital.

Nown-druyg treabment

Instruction, reinforcement, and evaluation of
the patient's plaque control should be
performed.

Supra- and subgingival scaling and root
planning should be performed to remove
microbial plaque and caleul

Antimicrobial agents or devices may be used
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as adjuncts

Antiseptic mouthwashes e.g.
chlorhexidinegluconate 2% three times daily
forl-2weeks

Hexetidine mouthwashes to alternate with
warrm saline mouthwashes

Drug treatment
Analgesics
- Paracetamol
Adult: 1 g orally every B hours for 3 - 5 days
Child: 1-5 vears: 125-250 mg, 6- 12 years 250-
S00mg orally every 8 hours
Antibiotics

Amaoxicillin
Adult: 250 mg orally every 8 hours for 5 days
Clald: 1 month -1 vear 62.5 mg orally every &
hours:
dose doubled ill severeinfections
1 -5 years: 125 mg every 8 hours; 5- 12 years:
250 mg & hourly; 12-18 years 500 mg & hourly;
all doses doubled in severe infections
- Metronidazole
Adujt: 200 mg orally every 8 hours for 5 days
Chilil: 1 -3 years 50 mg orally every & hours: 3-
7 years:
100 mg every 12 hours; 7 - 10 years: 100 mg
every & hours
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OSTEITIS

ALVEOLAR/DRYSOCKET

Introduction

The most frequent painful complication of
extractions

Caused by destruction of the clot that
normally fills the socket

Predisposingfactors
Excessive extrachon trauma
Limited local blood supply
Loral anaesthesia

Oral condlraceptives
Ostepsclerotic disease
Radiotherapy

Female gender

Clinical features

Pain delayed for few days up to a week after
extractHon

Deep seated, throbbing pain

Mucosa around socket is red and tender

Mo clot in socket - bare whitish alveolar bone
exposed

Differential diagnosis
Osteomyelitis

Complication
Osteomyelitis
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Treatment objective

Alleviate pain and suffering of the patient
Optimize condition for epitheliasation of the
extraction socket

Keep open soclket clean and protect expozed
bone

Non-drug treatment

Irrigate with mild warm saline and antiseptic
Fill with an obtudant dressing containing
some non-irritant antiseptic

Warm saline mouthrinse

Dirug treatment

Local anaesthesia

- Lidocaine 2% (1in 80,000)

- Co-amoxiclav

- Severe dental infection with spreading
cellulitis

- 250/125 mg orally every 8 hours for 5
days (dose/doubled in severeinfections)

Chlorhexidene gluconate 2%

- 10mLfor mouth washes three times daily

Prevention

Mirdmal trauma during extractions
Immediately afler exiraclion, squeeze socket
edges firmly together and hold for a few
minutes till clot has formed
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Antibiotics if patients have had irradiation,
or have Paget's disease

CELLULITIS

Definition

A rapidly spreading, poorly localized [
diffuse erythematous inflammation of the
soft tissues particularly associated with
streptoceccal infection to break down fibrin
and ground substance, lyse cellular debris
and enhance spread of infection.

Pathogenesis

Rapid spread is most likely related to
release of large amounts of streptokinase and
hyalurondinase which are produced by most
strains of straptococei

The fascial space infections may involve
sublingual, submandibular and/or
parapharyngeal spaces

Ludwig's angina is bilateralbrawny

cellulitis of the sublingual and
submandibular spaces

Clinical features

Diffuse, tense, painful swelling of the
involved soft Hssues

Malaise

Elevated temperature

Ludwig's angina
Thisis asurgical emergency!
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It causes airway obsbuction, which can
quickly resultin asphyxia

Suppuration and abscess formation may
occur later if treatment is neglected or
delayed

Complications

Extension towards the eyes, and risk of
cavernous sinus thrombosis: cellulitis
affecting maxillary teeth Respiratory
difficulty: cellulitis affecting mandibular
tecth

Investigations
Culture (blood and swab) and semsitivity

testing

Non-drug treatinent

Drainage of the swelling to reduce pressure
{oral drain may also be placed)

Secure the airway by tracheostomy if

necessary

Drug treatnent

Agegressive antibiotic treatment -
Intravenous co-amoxiclav (given over 3 to 4
minutes) in combination with intramuscular
gentamicin for 5 days

Injection co-amoxiclav
Adult: 1,000,200 mg intravenously every 8§
hours
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Child: neonate and premature infants, 25
mg/kg every 12 hours; infants up to 3
months, 25 mg /kg every 8 hours, 3 months to
12 years, 25 mg/ kg every & hours increased to
25 mg/lkeg every 6 hours in more severc
infections

InjecHon gentamicin:

Adult: 3-5mg/ kg daily in divided doses every
5 hours

Child: up to 2 weeks: 3 mg /kg every 12 hours;
2weeks-12 years: 2mg/ kg every 8 howurs

Precantion
Gentamicin may cause significant ototoxic
and nephrotoxic effects

Prevention
Early treatinent of carious teeth,

DENTAL CARIES

Definition

A progressive bacterial breakdown of teeth
axposed to the carbohydrate and bacterial
plagque

Classification
Enamel caries

Dentine caries
Rootsurface caries

Aeliology
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Develops over time in the presence of certain
interacting variables
- Carbohydrate diet
- Viridans streptococc bacteria
- Susceptibletoothsurface

Pathogenesis

Enamel caries progress in the following

stapes:

- Incipientcaries

- Early (sub-microscopic) lesion

- Phase of non-bacterial enamel crystal
destruction

- Cavity formation

- Bacterial invasion of enamel

Clinical features

Cavity formation inaffected tooth

- Starts asawhitespot Pain

-  On exposure of the cavity to thermal
changes or food particles

Complications

Pulpitis

- If not treated can cause apical
pericdontitis and dentoalveolar abscess

Investigalions
Periapical radiographs
Bitewing radiographs
Electric pulp testers
Thermal test
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Non-drug freatment
Depending on the stage of the lesion:
Excision of lesion followed by:

Amalgam filling, Glass Ionomer Cement
(CIC) composite and Atraumatic Restorative
Technique [ART) for enamel caries
Amalgam filling, GIC for dentine caries

Root Canal Therapy, pulp capping
pulpotomy, pulpectomy for pulpal
involvemert

Drugtreatment

Analgesics pre-operatively

- Paracetamol 1 g 4 - & hourly orally to a
maximum ofd gdaily

Prevention

Oral health education

Regular scaling and polishing

Systemic and topical fluoride application
Fizsure sealants
Routine dental check-ups

PLAQUE-INDUCEDGINGIVITIS
Introduction

Aninflarnmatory response of the gingivae to
plagque bacteria

The most common type is chronic marginal

gingivitis

228



B EMTAL ARID CRAL DISSRDERS

Clinical features

Chronic gingivitiz is asymptomatic, low-
grade inflammation of the gingivae
Gumns become red slightly swollen and bleed
on slight touch

Non-drug treatment
Oral hygiene instructions
Scaling and polishing

Antiseptic mouthwashes e.g. chlorhexidine
gluconate 2% three times daily for1-2weeks
-  Hexetidine mouthwashes to altermate
with warm saline mouthwashes

Dirug treatment

Amnalgesics

- Paracetamol

Adult: 1gorally every Bhours for 3-5days
Child:1-5vears: 125-230mg, 6-12vears
250-300mg orally every & hours Antibiotics

- Amoxicillin

Adult: 250 mg orally every 8 hours for 5 days
Child: 1 month - 1 vear 62.5 mg orally every 8
hours; dose doubled in severe infections 1-5
years: 125mgevery 8 hours; 3-12 years: 250mg
8 hourly; 12 - 18 years 500 mg & hourly; all
doses doubled insevere infectons

- Metronidazole

Adult: 200 mg orally every Bhours for 5 days
Chald: 1-3years S0mgorally every 8 hours for 3
days; 3-7years: 100 mg every 12 hours; 7 - 10
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years: 100 mg every 8 hours

Notable adverse drug reactions, caution
Metronidazole: nausea, vomiting and
metallic taste

Metronidazole is contraindicated in
Ppreghancy

Avaoid alcohol during treatment with
metronidazole, and for at least 48 hours after
treatment

Prevention

Oral health education

Scaling and polishing every six months

NEQPLASMS OF THE QRAL CAVITY refer to
specinlist care

OFAL THREUSH (Candidiasis)
Introduction

A dinical infection of mucous membranes
due to the fungus species Candida
Condida albicons is the most {requently
isolated strain

Classification

Aeute oral candidosis

Chronic oral candidosis

Denture association candidosis/denture
stomatitis

Pathogenesisfaetiology
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Immunosupression results in the Condida
albicans (a normal oral commengal) becaming
virulent
- It invades and proliferates i superficial

epithelium
- Results in a thick plague which is
oedematous and noteasily rubbed oft

Clinical features

A creamy/whitish, soft and friable slough
located on the soft tissues of the oral cavity:
tongue, palate, cheek, pharynx

May be asymptomatic, or painful, with
difficulty inswallowing

Predisposing factors

Denture wearing

Reduced salivation (e.g. drug induced)
Antibiotic therapy (especially broad
spectrum)

Poorly controlled diabetes mellitns

Steroid therapy (chronic)

Salivary gland damage (e.g. post radiation)
Malnutrition

HIVinfection

Leukaemia

Iron, vitamin B, folic acid deficiency and
Agranulocytosis

Investigalions
Smear of the affected region and Gram
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staining or PAS with or without potassium
hydroxide to demonstrate hyphae

Swab sample for microscopy, culture and
sensitivity

Biopsy and histopathologic examination
Identify predisposing factors (including
immunosuppresion)

Define extent of involvement

Non-drug treatinent

Manage any underlying predisposing factors
Replace worn dentures

Proper counselling of patients as to use of
dentures

Diet modification and improvement
Chlorhexidine mouthwash three times daily
forl-2weeks

Drug treatment

Topical anti-fungal medicatione.g.

- Nystatinsuspension

Adult: 100,000 units/mL 4 times daily, after

food (usually for 7 days)

- Continue for 48 hours after lesions have
resolved

Child 1 month - 18 years, prophylaxis and

treatment: 100,000 units & hourly after food

for7 days

- Confirnue for 48 hours after lesions have
healed Immunocompromised children:

- 500,000 units & hourly for 7 days
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Or:
- Miconazaleoral gel 2%
Adult: place 5 - 10 mL in the mouth after food
and retain near lesions 4 times daily
Child under 2 years: 2.5 mL twice daily; 2 - 6
years: 5 mL twice daily; 6 - 12 years: 5 mL 4
times daily; 12 - 18 years: 5-10mL 4 times daily
- Leave in the mouth after food and retain
near lesions

Some patients may require systemic
antimicrobial medicines
- Fluconazole
Adult:50mg orally daily for7-14 days
Child: 3-6mg/ kg on the first day, then3mg/ kg
daily For neonates up to 2 weeks old:
administer every 72 hours; 2 - 4 weeks old:
administer every 48 hours

PERICORONITIS

Introduction

An inflammatory condition of the
operculum or gumflap arcund a partally
erupted/impacted tooth

Commor around the lower last molars or
wisdom teeth Upper canine may also be
affected

Classification
Subacute

Acute Chronde
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Acute-on=chronic

Actiology
Mixed microbial infecHon

Food impaction and plaque accumulation
under gum flap
Trauma to gum flap from opposing tooth
Ulcerative gingivitis

Reduced resistance

Anaerchbes in plagque

Clinical feabures

Soreness and tenderness around partially-
erupted tooth

Pain

Swelling
Enlargement of regional lymph nodes

Fever

Abscess formation

Investigations

Radiographs

- To establish the position of the affected
taoth and its reladonship to the second
maolar

- May show impacted third molar

Non-drug treatment

When mouth opening is possible: careful

irrigation under the gum flap to clear debris,

using warm saline mouathwash
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- To be done frequently until
stagnation area isremoved

Operculectomy

Disimpaction of the third molar by surgical

extraction

Occlusal reduction of oppoging tooth

Extraction of opposing tooth to forestall

supraeruption and sequelae

Dirugireatnient
Appropriate antibiotics
Analgesics

Supportive therapy

Possible complications

Cellulitis

Ludwig's angina

Ostecmyelitis

Submasseteric abscess
Temporomandibular joint ankylosis

PERIODONTITIS

Irtroduction

An inflammatory condition of the
periodontium: periodontal ligament,
cementum, alveolar bone, gingivae

Classification

Acute periodontitis
Chronic periodontitis
Juvenile periodontitis
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Othersub-classifications

Acute periodontitis
Relatively uncommon Of short duration;
may be due to trauma, abscess or ulceration
Characterized by pain - May be associated
with bleeding, fever, swelling and redness of
the mucosa, unpleasant taste in the mouth

Chronic periodontitis

This is inflammation within the supporting
tizsues of the teeth with bone loss

The most frequently occurring form of
periodontitis

Characterized by pocket formation and/or
recessicm of the gingiva

Prevalent in adults, bul can ocour at any age
Progression of attachment loss usually
occurs slowly, but periods of rapid
Progression can oocur

A sequala to untreated gingivitis

Clinical fealures

May be asymptomatic initially, with a low
grade inflammation of the periodontium
and gingiva

As it progresses, and following attachment,
lost gums become red, slightly swollen and
bleed on slight touch

Associated teeth show different degrees of
mobility
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Risk factors

Diabetes mellitus

Smoking

Certain periodontal bacteria

Aging

Gender

Gerelic predisposition
Immunosuppression

Stress

MNutriton

Pregnancy

HIV infection

Substance abuse

Medications

Eliminate, alfer, or control aboue risk factors
which may contribute to chronic
Consultntionwith the patient's physician may be
indicated

Now-drug treatment

Instruction, reinforcement, and evaluation
of the patient's plagque control should be
performed

Supra- and sub-gingival scaling and root
planning to remove microbial plagque and
calculi

Drug treatment
Analgesics
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-  Paracetamol

Adult: 1 g orally every 8 hours for 3 - 5 days

Chald: 1-5 years: 125 - 250 mg; 6 - 12 vears:

250 - 500 mg crally every 8§ hours

Antibiotics

- Amoxicillin

Adult: 250 mg orally every & hours for 5 days

Child: 1 month - 1 vear: 62.5 mg orally evary

& hours;

dose doubled in severe infections

1-5 years: 125 mg every 8 hours; 5-12

years: 250 mg & hourly; 12 - 18 years 500 mg

8 hourly; all doses doubled in severe

infections

- Metronidazole

Adult; 200 mg orally every 8 hours for 5 days

Clld: 1 - 3 years 50 mg orally every 8 hours;

3 -7 years:

100 mg every 12 hours; 7 - 10 years: 100

mg every & hours

Antiseptic mouthwashes

- 2% Chlorhexidine gluconate (alcohol
free) Rinse mouth with 10 ml for about 1
minute twice daily for 1 -2 weeks

- Hexetidine mouthwashes to alternate
with warm saline mouthwashes

Notable adverse drug reactions, caution
Metronidazole: nausea, vomiting and
metallic taste

Metronidazole is contraindicated in
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pregnancy
Avoid aleohol during treatment with
metronidazole, and for at least 48 hours

after treatment

Prevention
Oral health education
Scaling and polishing every six months

Juvenile periodontitis

An uncommon disease characterized by
periodontal destruction, often in the absence
of overt gingival inflammation

Epidemiology

Prevalence 1:1000; male = fermale

Onsetat puberty or earlier

Clinical features

Affects the first permanent molar and
incisors

Actinobacillus, Actinownycetes comifans has
beanisolated from the affected sites

Results in drifting and loss of the first
permanentmolar and incisars

Inwestigation
Kadiclogy may reveal marked bone loss
interdentally, inter-radicularly and apically

Complications
Toothloss
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Malocclusion
Temporo-Mandibular Jeint (TM]J)
dysfunction syndrome

Nown-drug treatment
Condrol of plaque bacteria by use of antiseptic
solution
Establishing a healthy gingival and
periodontal attachment
Oral hygiene instroction and motivation
Regular scaling and polishing
Rootplanning
Splinting of mobile tooth
Periodontal surgery

Bone regenerative techniques e.pg. using
Polytetrafluoroethylene (PFTFE) membranes,
Bio-Oss, Bio-membrans

Drug treatment
Metronidazole
Adult: 200 mg orally every 8 hours for 5 days
Child 1 -3 years:50mg orally every 8 hours; 3 -
7 years: 100 mg every 12 hours; 7 - 10 years:
100 mg every & hours; 10 -18 years: 200 mg
every & hours
Plus:
Tetracycline 250 mg orally daily for up to 21
days
Child wwmder 12 years: metronidazole and
amoxicillin  (or erythromycin for those
sensitive to penicilling
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Precaution
Tetracyclines should not be given to children
under12 years

PULPITIS
Introduction

[nflammation of the dental pulp
The single most important disease process
affecting the dental pulp

Accourds for virtually all pulpal disease of
any clinical significance

Clinical fealures
Pain which is difficult to localize
- May radiate to the adjacent jaw and
occasionally to the face, ear orneck
May be triggered by:
- Cold orhot stioulants
- Arecumbentposition
- Occasionally by mastication when food
particles getinto a carious cavity
Important to determine whether pulpitis is
reversible orirreversible
Reversible pulpitis:
The pulp can recover with removal of
stimulus
Pain lasts for only a few moments after
removal of the initiating stimulus
Irreversible pulpitis:
The pulp cannot recover even after removal of
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stimulus

Characterized by pain which lingers for at

least one minute after removal of stimulus
May be spontaneous

Complications

The sequelae of untreated pulpitis (in the
order in which they occur) are:

Reversible pulpitis

Irreversible pulpitis

Pulpal necrosis

Apical periodontitis

Periapical abscess

Cellulitis

Investigations
Of primary importance is the use of a pulp
tester to test the vitality of the pulp
The following can be used:
- Blectric pulp tester
- Cold orhot water bath
- Ethylchloride spray
-  Hotgutta percha sticks
- lcesticks

Treatment objectives

To exclude the pulp from the stimulus (or
stimuli) in reversible pulpitis

Toremove the pulp inirreversible pulpitis

No#n-drug treatment
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Reversible:

- Indirect pulp capping

- Directpulpcapping

- Conventional filling using amalgam,
composite or GIC

- Desensitization with strondium chloride
lrreversible:

- Rootcanaltherapy

- Exftrachon

Drug treatment
Paracetamol
Adult: 300 mg-1 g orallyevery4-6hours(toa
maximumof 4 g) for 5 -7 days
Child: same as adult dosing & - 12 years: 2530 -
500 mg; 1-5 years: 125 - 250 mg; 3 months - 1
year: 125-250 mg for 5-Vdays

MNSAIDs may berequired in some patients

Notable adverse drug reackions
Aspirinand other NSAIDs
- Gastrointestinal haemorrhage, allergic
reactions
- Do not prescribe for patients with peplic
uleer dizease
- May exacerbate symptoms in asthmatics
Aspirinis contraindicated tn children less than 16
yearsasilmayprecinitale Reye's syndrome
Prevention
Prevent dental caries (the most important
cause of pulpitis)
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Seek prompt dental attention

SALIVARY GLAND DISEASES
Introduction
Awidespectrum of disorders

Diiseases due to obstruction
Salivary calculi

Parotid papilla and duct strictures
Salivary fistulae

Mucoceles and cysts

Ramula

Sialadenitis

Acute infecton and inflammation of the
salivary glands

Types:

Parotitis (minnps = acule, non-syppurative)
The mostcommen sialadenitis

Mainly affects children

Usually not related to sialolithiasis

Suppurative parotitis

Chronic sinladenitis

Sub-mmandibular sialadenitis

Less common inchildren

Abundant salivary flow with rich mucus
component

Rapid excretion

Sublingual sinladenitis
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Thisistare
- Mumps (acute non-suppurative)

Introduction

- Painful non-erythematous swelling of
one ot both parotid glands, occurring 1-
2 weeks following exposure to the
aetiologic virus

Ej:mimmolog y
Most cornmon in children aged 6 -8
vears with epidemics occurring during
winter and spring, before the onset of
routine vaccination against measles,
muraps and rubella

Clinical features

- Preauricular swelling,
- Preauricular pain

- Pever

- Chills

- Headache

Diagnosis

- Based on history and clinical findings

- Virological evaluations may be
employed

Differential Diagnosis

Bacterial infections
- Obstructve diseases

Complications
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Meningitis
Pancreatitis

Otitis

Mephritis

Orchitis
Testicular atrophy
Sterility

Treatment

Supportive care for fever, headache and
malaise

Antipyeritics

Analpgesics

Adequate rehydration

Xerostomia
Dry mouth
Itcan be caused by the following:

Sjogren'ssyndrome
Irradiation

Dehydration

Psychogenic
Drugs

Sjogren’ssyndrome

Presents with drymess of the eyes and
mouth (primary type)

In the secondary type, dryness oceurs in
association with rheumatoid arthritis or
other connective tissue disease
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Neoplasms of the salivary gland
The next most common neoplasms of the
mouth after squamous cell carcinomas [PSI]
Above70% developin the parotid gland
Over three-quarters are benign
Women are slightly more frequently affected

Classification
The modified WHO classificaden (1972)
includes:

Epithelial tumours
Adenomas:
- Pleomorphicadenoma ('mixed tumour')
- Monomeorphic adenomas
- Warthin's tumour, oxyphoeitic adenoma
- Carcinomas:
- Mucoepidermoid carcinoma
Acinic cell carcinoma
- Adenocarcnoma
- Epidermoid carcinoma
- Undifferentiated carcinoma
- Malignant mixed tumour
Non-epithelial tumours
- Lymphomas
- Sarcomas

Clinical features

Benign tumours are generally asymptomatic
endargements

Malignant varieties are painful, irregular,
ulcerative and metastatic
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Investigations

Sialography
- Postero-anterior view of the skull
- Obliquelateral view of the jaws

Management

Benign and malignant lesions: surgical

excision

Malignant lesions: radiotherapy and

chemotherapy inaddition to excision

Secondary bacterial infections: treat with

antibiotics e.g. ampicillin/ cloxacillin 250 /250

myg every 6 hours for 5-7days

- Adjust doses as appropriate for
children

TEMPOROCMANDIBULAR JOINT
DISORDERS
Intvoduction
These disorders can be grouped under the
following conditions:
Temporo-Mandibular Joint (TM]} pain-
dysfunction syndrome

Csteoarthritis

Eheumatoid arthritis

Trauma

Developmental defects

Ankylosis

Infection

Neoplasia
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TM] pain dysfunction syndrome

The most common prablem in or around the

™]

Clinical features

Equal frequency between genders, but five
times as many females seek freatment
Patients are usually between 15 and 40 years
Unilateral or bilateral dull pain within the
TM] and/or surrounding muscles,
sometimes on waking or during eating or
speech

TMJ] may lock in the open or closed
positions, occasionally

TM] sounds such as clicking, crunching or
grating are often described

Associated headache is usually located in
the lemporal region
Pain is cyclical and usually resolves, but may
TEeCur

May be associated with psychological stress

Differentinl dingnoses
Migraine
Psychologic depression

Treatinent obfectives

Most symptoms are self-limiting and do not
Tequire freatment

Treatment should be conservative and
reversible
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Non-drug treatment

Educate patient about the rcondition,
emphasizing its frequency and self-limiting
nature

Saft diet
Apply moist heat to painful muscles
Physiotherapy

Drug treattnent

Analgesics as appropriate

Arnodiolytics

-  Diazepam 5 mg orally 1 hour before
sleep, then 2 mg every 12 hours, for up to
10 days (maximum}

Supportive measires
Ocelusal splints

Osteoarthritis

Rara

Increasing incidence after 30 years

Joint erepitus denotes degenerative joint
disease

May be accompanied by pre-auricular pain,
but not involving the masticatory muscles
Radicgraphs (e.g. panocramic, trans-
pharyngeal, trans-cranial, oblique, lateral,
open and closed) show degenerative joint
disease

Rheumatoid arthritis

A disease of unknown astiology
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Autoimmmune mechanisms and fmmune
complex formation have beenimplicated

Usually begins in early adult life and affects
females more frequently

Patients rarely complain of pain from TM]
but clinical examination shows TM]
invalvementin 50% of cases
Limitation of mouth opening; softness,
crepitus, referred pain, and tenderness on
biting

Severe disability is unusual

Trauma

Clinical features melude:

Condyle fracture or trawuma arthritis

Pain and trismus of traumatic arthritis resolve
alter oneweek

Micro-trauma from parafunction may result
inchronic symptoms

Dislocation is usually aresultof rauma and is
rare; very rarely it occurs after vavwning

Developmental defects

Aplasia of the condyle is extremely rare and
may be unilateral or bilateral
Iypoplasia of the condyle may be congenital
or acquired

Cause of congenital hypoplasia is not
knowmn; either one or both condyles may be
involved

Acquired hypoplasia may be secondary to
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trauma, infaction or radiation

Hyperplasia of the mandibular condyle is
rare and self-limiting. Cause is unknown. [tis
generally unilateral with resultant facial
asymmetry, deviation of mandible to the
opposite side and malocclusion

Ankylosis

Follows trauma, infection or other
inflammatory condition

A disorder that leads to restriction of mouth
opening from partial reduction to complete
immaobility of the jaw

Clinical features

An extremely disabling affliction that causes
problems in mastication, digestion, speech,
appeararice, and oral hygiene

In growing patients, deformities of the
mandible

and maxilla may occur together with
malocclusion

Treatinent

Temporo-mandibular joint {TM]) ankylosis in
childrenischallenging

Surgical correction is technically difficult
Incidence of recurrence after treatment is high
7-step protocal consists of:

- Agegressive excision of the fibrous and/or

bony ankylotic mass
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Coronoidectorny on the affected side
Coronoidectomy on the conbralateral
side, if the above 2 steps do not result in a
maximal incisal opening greater than 35
mm or to the point of dislocation of the
unaffected ThW]

Lining of the TM] with a temporalis
myofascial flap or the native disc, if itcan
besalvaged

Reconstruction of the ramus condyle unit
with either distracton osteogenesis or
costochondral graft and rigid fixation
Early mobilization of the jaw. If
distractionosteogenesis is used to
reconstruct the ramus condyle unit,
mobilization begins the day of the
operation. In patients who undergo
costochondral graft reconstruction,
mobilization begins after 10 days of
maxillomandibular fixation.

Finally, all palients receive aggressive
physiotherapy

Adults may be treated with one or several
ostectomies or joint replacement

Neoplasia
Primary neoplasms arising from the
structures of the TMJ are extremely rare
Benign tumours such as chondromas and
osteomas are more frequent than sarcomas
arising from bone or synovial tissues
Others are secondary carcinomas
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CHAPTER g

SKEIN, HAIR AND NAILS DISEASES

BACTERIAL INFECTTONS

CELLULITIS

Introduction

An acute suppurative bacterial infection of
the skin and soft Hssue, often with
involvement of underlying structures: fascia,
muscles and tendons, Most often due to 8-
haemolytic streptococcl orStaphylococcus
aureus. Less common causes include:
Anaercbic bacteria, Mycobacteria, Profeus,
Psewdomonas and rarely Crytococcus.Usnally
(but not always) follows some discernible
wound. Often a complication of
immunosuppression like diabetes and
HIV/AIDS

Epidemiology

The prevalence is unclear. It is commoner in
adult malesabove 45 years of ageand young
children. Risk factors include:
immunosuppression, malnutrition, obesity,
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elderly persons, peripheral vascular diszase,
lymphoedema and recent injuries to the skin.

Clinical features
Areas of oedema; rapidly spreading
Erythema (rapidly becomes intense and
spreads)

Tendeamess and warmth

- Often accompanied by fever,

lymphangitis, regional lymphadenitis

Swstarnic signs of toxdicity

Area becomes infiltrated and pits on
PTESME

Sometimes the central part becomes nodular
and surrounded by a vesicle that ruptures
and discharges pus and necrotic material

Differential diagnoses
Ervsipelas
Deep vein thrombosis

Complications

- Unuvsual in immunocompetent adults;
childran and compromised adults are at
higher risk immuno

Septicaemia

Gangrene

Metastatic abscesses

Recurrent cellulitis may predispose to chronie

lymphoedema
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Investigations
Blood culture
Full Blood Countwith differentials
Fasting blood glucose
HIV screening
Wound swab for microscopy, culture and
sensitivity
Urinalysis

Treatment objectives

Eradicate infection

Treat underlying immune suppression
Preventcomplications

Dirug treatment
Ampicilling cloxacillin
Adult:500mg -1 g orally every 6 hours for 5-7
days
Child under & years: a quarter adult dose; 5-10
vears: halfadultdose

One:

Cloxacillin
Adult: 500 mg orally every 6 hours for 5-7
days
Child under & yesrs: a quarter adult dose; 5-10
years: halfadultdose
Ciprofloxacin
Adult:250- 750 mg orally every 12 hours for 5 -
7days
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Child: seenote oncaution

Ceftriaxones

Adult: 1 g intravenously or intrarmuscularly

daily for 3 days

Child: neonate, 20 - 30 mg/ kg by intravenous

infusion over 60 minutes; 1 month - 12 years,

body weight less than 50 kg: 50 mg/kg by

deep intramuscular injecton or intravenous

injection over 2 -4 mimttes, or by intravenous

infusion

- Intramuscular injections over 1 g should
be divided over more than 1 site

- Doses of 50 mg/ kg and more should be
given by intravenousinfusion only

- Use only when there is significant
resistance to other drugs

Tetanus Prophylaxis

Surgical treatment

May need incision and drainage or
debridement

Cantion, contraindications

Ciprofloxarcin is contraindicated in growing
adolescents and children below 12 years; also
contraindicated in pregnancy

Prevention
Treat any wound promptly
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FURUNCULOSIS (Boils)

Introduction

Infection of a hair follicle by staphylococcal

organisms, that leads to an inflammatory

nodule, with a pustular cenlre

A carbuncle is merely two or more confluent

furuncles, with separate heads

Recalcitrant cases may occur with a

background of immune suppression

Alcoholism:

- Malnutrition

- Blood dyscrasias

- Disorders of neutrophil function

- Diabetes

- AIDS

May occur in patients with atopic dermatitis
May be iatrogenic

Clinical features

Can be found on all body sites where hairs are

present Starts with a small, vellow creamy

pustule thatrapidly evolvesinto a red nodule,

often witha central yellowplug

Asthe lesion expands, it becomes: Painful and

tense

Associated with local oedema, lymphangitis,

regional lymphadenopathy and fever

- Bventually, the ceniral part of the nodule

becomes soft and drains spontanecusly

Healing oceurs after about 1 - 2 weeks with

scar formation
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Differential diagnoses

Balliculitiz

Cutarieous myiasis
Acneinversainthe axillaor grein

Complications

Cellulitis

Septicaemia

Carvenous sinus thrombosis when the lesions
are on the head and neck

Investigations

Wound swab for bacteriology and sensitivity
Full Blood Count with differentials

Fasting blood glucose

HIV screening
Urinalysis

Treatmentobjectives
Treatinfection

Correct predisposing factors

Preventcomplications

Drug treatment

Topical antibiotics

- Gentamicin 0.3% cream

- Resistance may set in with prolonged
use of Systemic antibiotics

Usually unnecessary except for head and
neck lesions, or when the boil is accompanied
by fever, chills, regional lymphadenopathy,
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ora feeling of being unwell

- Co-trimoxazole

Adult: 960 mg orally every 12 hours for 5 - 10
days

Child: 6 weeks- 3 months: 120 mg; 6 months -5
years: 240 mg; 6-12 years: 480 mg taken orally
every 12 hours for 5- 10 days

- Erythromycin

Adult and child over Syears 250 - 300 myg orally
every & hoursor-1g12hourlyfor5-10days
Child: up to 2 years: 125 mg orally every 6
hours; 2 - 8 years: 250 mg every 6 hours for 5 -
10days

Surgical trealment
A small puncture wound often gives less of a
scar than allowing spontanecus rupture; it
also reduces the pain

Should be under antibiotic cover to prevent
septicaetnia

IMPETIGO CONTAGIOSA

Introduction

A superficial, highly contagious, bullous skin
disorder caused by coagulase positive
staphylococcl and occasionally -haemolytic
streplococci

Clindcal features
Children are more commonly affected

Irdtal lesions are superficial wvesicles, or
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bullae found around orifices: eyes, nose and
BATE
Begins with a 2 mm ervthematous macules
which quickly develop into vesicles or bullae
- Blisteys are superficial and rupture easily,
releasing a thin straw-coloured
seropurulent discharge
- The exudate dries to form loosely
shratified golden vellow crusts
Auto-inoculation from fluid (from
ruptured blister) leads to multiple lesions
As the lesions spread peripherally and the
skin clears centrally, large circles are formed
by fusion of the spreading lesions to produce
gvrate paltterns
Lesions heal without scarring, but may leave
behind erythema and hyperpigmentation
Other pruritic dermatoses may become
impetiginized (i.e. infected with the above
organisms):
- Scabies
- Pediculosis
- Papularurticaria
- Atopiceczema

Differential diagnoses
ERingworm Ecthyma
Herpes simplex

Complications
Regional lymphadenopathy
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Cellulitis

Rarely: septicaemia

Rarely: acute glomerulonephritis, if
nephritogenic strain of streptococcoci is
invalved

Investigations
Wound swab for bacteriology and sensitivity

Treatinent objectives

Treat intection

Treat underlying pruritic dermatoses
Preventcomplications

Non-drug treatment
Debride crusted lesions with soap and water
or desloughing antibacterial agents

Dry weepy lesions with astringent such as
potassium permanganate, sodiwmn chloride
0.9% solution, hydrogen perioxide

Drug treatment

Ervthromycin

Adult and chald vver & years:250- 500 mg orally
every 6 hoursor500 mg -1 g every 12 hours for
5-10 days Child: up to 2 years: 125 mg orally
every 6 hours; 2 - 8 years: 250 mg every 6
hours

L8
Co-trimoxazole
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Adult: 960 mg orally every 12 hours for 3 - 10
days

Child: 6 weeks - 5 months: 120 mg; 6 months -5
years: 240hmg; 6 - 12 years: 450 mg taken orally
every 12hoursfor 5 -10 days

Supportive measures

Debride crusted lesions: Dislodging

antibacterial agen Awvoid auto-inoculation

e.g. with fingers, shaving brushes,

handkerchiefs, or pillow cases

- Strict personal hygiene Treat underlying
skindisease(s)

Netable aduerse drug reactions
Sulphonamide and co-trimoxazole: fixed
drug eruption

DEEMATITIS AND ECZEMA

ATOPIC DEREMATITIS (Atopic eczema)
Introduction

Inflammation of the superficial dermis and
epidermis, leading to disruption of the skin

Dermatitis and eczema are used
interchangeably, although eczema was
initially used to refer to blistering dermatitis,
being derived from a Greek term meaning 'to
boil over!

Atopic dermatits is a hereditary disorder
characterised by dry skin, the presence of

263



B SEIN. TLAIR AN HATLS LEERA ST

eczema, and onset less than 2 years
Epideminlogy

A common condition in children; the overall
prevalence is rising with a slight male
preponderance

Clinical features
Atopic dermatitis looks different at different
ages and in people of different races Essential
features are;
Pruritic, exudative, or lichenified eruptions
on face, neck, upper trunk, wrists and hands,
and in the andecubital and popliteal [olds
Personal or family histery (in about 70% of
cases) of
- Allergic manifestations e.g. asthma, hay
fever, allergic rhino-conjunctivitis, or
eczerma

Chronic or chrenically relapsing dermatitis

Dy skin

The age at which eczema ceases to be a

problem varies

-  Many children show a significant
improvement by the age of 5 years

- Most will have only occasional flare-ups
by the time they are teenagers

- A few continue to have troublesorme
eczerna in adult life, especially those
children that suffer from hay fever

There isno "cure” for atopic eczema
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Differentianl dingnoses
Seborrhosic dermatitis (especially in the
infant)

[rritant or allergic contact dermatitis
MNurmmular dermatitis

Scabies

Psoriasis (especially palmao-plantar)

In infants certain immunodeficiency
gyndromes

Complications

Bacterial infections of the skin Eczema
herpeticum

Complications of over treatment with
sternids

Investigations

RAST or skin tests may suggest dust mite
allergy

Eosinophilia and increased serum IgE levels
may be present but are nonspecific

Blinded food challenges: for diagnosing
food allergy

Treatment objectives
Suppress inflammation

Reduce itching

Preventcomplications

Dyug treatment
Topical:
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Hydrocortisone 1% or betamethasone

valerate 0.1%

- Apply twice a day until the skin improves
then decrease to once a dav or less
frequently as needed

Tacrolimus { 0.03% or 1% ) apply twice

daily

Systemic therapy: Steroids (only to control

acute exacerbations)

- Prednisolone

Adultinitially up to10-20 mg orally daily

- Preferably taken as a single dose in the
morning after breakfast

- In severe disease: up to 60 mg orally
daily, as a shortcourse for 5-10 days

O

- Triamcinolone acetonide 40 mg by deep
intramuscular injection, into gluteal
muscle

Criteria for systemicsteroid therapy

Failed maximal therapy; little improvernent

alter environmental changes

Chronic unbearable, unrelenting itch

Erythroderma withoutinfections

Social setting in which other modalities are

impossible

Smallpox wvaccinaltion is absolutely
contraindicated
Guidelines for the use of potent topical
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steroids ininfants
Da not use on the face, axillae, diaper area or
flexures
Do not use under ocelusion

Do not use for an area greater than about
25% of total body surface area

Do mot use for more than 2 weeks
consecutively and donot give refills
Do not dispense more than 50 g per week

Alwaysusesparingly

Adjunctive measures

Exclusive breastfeeding; milk substitute if

need be

Attention to cleanliness especially in the

diaper region

Avoid excessive bathing, vigorous rubbing,

orchafing,

Avoid unduly heavy, tight, or soiled clothing

Treat local infections

Pat (rather than rub) skin dry after bath and

immediately lubricate skin with petroleum

jelly or emuulsifying ointment

Showers should be warm to cool, nothot

Tub soaking is good, if followed by adequate

lubrication

Avoid wool; its fibers are irritating

Emotional stress leads to increased seratching
Int patients and parents of affected children,

ather psychologic techniques may be useful

Secondary skininfection with bacteria such as
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Staphylococcus aureus may worsen the
dermatitis and itching

Patients must consciously be shielded from
anyvone with varicella or herpes simplex

Keep finger nails trimmmed short

Some kinds of soap may irritate and
dehydrate the skin; use synthetic soap
powders

Reassure patients and/ or anxious parents
Use patient education handouts

Allergy lesls, vestriction diets and environmental
hypoallergenic changes will nol cure eczema

Notable aduerse drug reactions
Steroids

- Increased susceptibility to and severity of
infection

- Activation or exacerbation of
tuberculosgis, amoebiasis,
strongyloidiasis

- Riskof severe chickenpox in non-imrmune
patiants

- Nausea, dyspepsia, hiccups

- Hypersensitivity reactions

- Atrophy of the skin; striae, telangiectasia,
petechiae

- Glaucoma, cataracts

- Cushingoid syndrome,
adrenal/pituitary suppression,
hyperglycaemia and diabetes mellitus

- Buppression of growth inchildren

- Menstrualirregularities
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- Oedema

- Flectrolyte imbalance
- Hypertension

- Pseudotumour cerebri

CONTACT DERMATITIS
Introduction
An acute or chronic dermatitis that results
from direct skin contact with chemicals or
allergens These agents could be Chemicals
Animal or plant products
Physical agents like heat, cold, ultraviolet
Taysor ionizing radiation
Contact dermatitisis classified as:
- Irritant dermatitis
- Acuote irritant dermatitis
- Cumulative insult dermatitis
- Allergic contact dermatitis
- Phototaxic devmatitis
- Photo-allergic dermatitis

Clinical features

Acutephase

- Tiny vesicles, weepy and crusted lesions

Resolving or chronic contact dermatitis

- Scaling, erythema, and possibly
thickeried {lichenified) skin

- Itching, burning, and stinging may be
severe

Contact dermatitis is recognized by the

distribution and configuration of the lesion

el



B SEIN. TLAIR AN HATLS LEERA ST

which usually corresponds to the contactant

e.g.

- Face:cosmetics

- Photodermatitis: airboine allergens e.g.
dust, fumes, sprays

- MNeck: nickel necklace, perfume, and
collars of garments

- Hands: various chemicals handled at
home, atwork and at leisure hours

- Feel: shoes, soclks, remedies for athletes'
foot, elc

Differential diagnoses

Atopic dermatitis

Seborrhoeic derrmatitis

Psoriasis

Dermatophyte infection

Lichen planus

Face: lupus erythematosus, pellagra, rosacea

Complications
Impetiginization
Secondary dissemination

Inwestigations
Pakch test
Occupational site assessment

Treatment objectives
Cure the dermatitis
Identify cause(s) and avoid further contact

0
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Dirug treatment
Asfor atopic dermatitis

Supportive measures
Counselling (after identifying the cause)
Adlergenreplacement

EXFOLIATIVE DERMATITIS (Erytirroderma)
Introduction

Refers to the involvement of all or mast of the
skin surface by a scaly erythematous
dermatitis

Usually a secondary or reactive process to an
underlving cutaneous or systemic disease
Some causes:

Contact dermatitis

Atopiceczema

Seborrhoeic dermatitis

Drrug eruptions

Lichen planus and lichenoid erupticns
Crusted scabies

Pediculosis corporis

Dermatophytosis

Psoriasis

Pemphigusfoliaceus

Lymphomas and leukaemia

Ichthyosiform erythroderma

Pityriasis rubra pilaris

Clinical features
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May be acute or chronic

The irritating process is followed by a patchy
erythema which spreads rapidly within 24
hours Pyrexia, malaise and shivering

Scaling

Irritation and Hghtness

Skin feels cold

The periorbital skin iz inflamed and
oedematous, resulting in ectropion, with
consequent epiphora

Moderate-to-gross zeneralized enlargement
of lymph nodes in the absence of an
underlying malignant lymphoma
(dermatopathic lymphadenopathy)

The nodes are rubbery in consistency

The general picture is modified by the initial
cause

Pruritus is often intense if due to atopic
eczema or lymphoma

Differential diagnoses
All the canses of exfoliative dermatitis listed
above

Complications
Hypothermia
Hypoalbuminaemia
Dehydration

High output cardiac failure
Septicaemiz

Enteropathy

T2



B SEIN. TLAIR AN HATLS LEERA ST

Steatorrhoea
Anaemia

Investigations

Full Blood count and differentials; ESEK Urea
and Electrolytes

Histopathology

Bload culture

Treatinent objectives

Restore the skintonortnal
Treat underlying disease
Preventor treat complications

Drug treatment

Systemic steroids in high doses
Prednisolone 40- 60 mg orally per day

Treat impetiginization and septicaemia as
appropriate (depending on results of culture
and sensitivity)

Further lreatment depends on the cause of
extoliative dermatitis

Adjuwant thevapiy

Adequate hydration

Emolients for skin (see Atopic eczema)
Kespwarm

Adequate nursing care

Appropriate nutrition and haematinics

Prevention
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Avaoid over-treatment of skin diseases and
polypharmacy, generally

Do not abuse the skin with "medicated”
soaps and herbal concoctions

Cet appropriate management of skin
diseage(s) from qualified personnel

FPARASITIC DERMATOSES

CUTANEQLIS LARVA MIGRANS (Creeping
eruption)
Introduction
An infection of the skin by various nematode
larvae which migrate, but never reach
internal organs or complete theirlife cycles
Migration leads to twisting, winding linear
skin lesions produced by the burrowing of
larvae Victims are usually:
People who go barefoot at the beaches
Children playing in sandboxes and crawling
oivthe bare ground
Carpenters and plumbers working under
homes
{3ardeners
The most commeon causes are cat and dog
hookworm
- Ancylostorma braziliense
- Ancylostoma caninum
- Necator pericanus
- Grathostoma spinigerim
- Strangyloides stercoralis
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Clinical features

Shortly after entering the skin:

The larvae elicitintense pruritus

Tiny papules and even papulovesicles

develap

As the larvae begin lo migrate:

Intermittent sbinging painoccurs

Thin red, tortuous and minimally elevated

lines are formed in the skin

- Ratecf migration varies with the species

- Pruritus and excoriation promote
secondary bacterial infections

Intestinal infections with Strongyloides

stercorglis may be associated with perianal

larva migrans syndrome called larva currens'

because of the rapidity of larval migration (up

to 10cm/ hr)

- Larva currens is an autoinfection caused
by penetration of the perianal skin
by Strongyloides stercoralis

Differential diagnosis
Eing worm

Complications
Secondary bacterial infection

Fatal Strongyloides stercoralis hyperinfection
inimmunocompromizsed patients

Investigalion
Mone useful to management

pr=]
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Treatment objectives
Eradicate the larvae
Eradicate gut Strongyloides
Treat impetiginization
Preventre-infection

Drug treatment

Ivermectn
Adult: 150 microgram/kg orally as a single
dose
Chald over 5 years old: 200 micrograms,kg
orally daily for 2 davs
O
Albendazole
Adult: 400 mg orally twice daily for 2 days,
repeated after 3 weeks if necessary
Child over 2 years: 400 mg once or twice daily
for 3 days, repeated after 3 weeks i necessary
Antihistamines for pruritus

Antibiotics for secondary bacterial
infecHons

Prevention

Avoid direct contact of skin with sand

GUINEA WORM DISEASE (Drocuncilinsis)
Introduction

An infection by a very long nematode,
Dracicrculus medinensis

e
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Contracted through drinking water
contaminated with water fleas (cyclops)
infected with Dracunculus
Except for remote villages in Rajastan desert
of India and Yemen the disease is now only
seen in Adrica, between the Sahara amd
Equator
Migeria is one of the few countries with
reports of >1,000 new cases a year

Efforts are currently going on to eradicate
the disease in Nigeria
Pathophysiology

In the stomach, the larvae penetrate into the
mesentery, where they mature sexually in 10
weeks
The female worm burrows to the cutaneous
surface to deposit her larvae, causing specific
skinmanifestations
When the parasite comes in contact with
water, the worm rapidly discharges its larvae,
which are ingested by thecyclops

Clinical features

As the worm approaches the surface it may be
felt asa cordlike thickening

It forms an indurated cutaneous papule
Several hours before the head appears at the
skin surface there is (at the point of
Emergence)

- Local erythema
- Burning sensation

277



B SEIN. TLAIR AN HATLS LEERA ST

- Pruritus

- Tenderness

Soan after, the papule blisters and a painful

ulcer develops, usually on theleg

- Uleer may occur on other parts of the
body e.g. the genitalia, buttocks, or arms

Dvifferential diagnoses
Sickle cell ulcer
Stasisulcer

Complications

Secondary infection
Cellulitis

Erysipelas

Progressive lymphoedema
Oesteomyelitis

Arthritis

Tetarus

Investigalions

Radiograph of the affected arca

- If osteomyelitis and arthritis (or calcified
"I-"F(JTTI,'IS} are S'L'I.EPECtEd

Treatment objectives

Resolve local inflammation to permit easier
removal of the worm

Extract the worm Prevent and treal
complications
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Dirug treatment

hMetronidazole

Adult: 500 mg orally every B hours for 7 days
Clld: 7.5mg / kg orally every Shours

or:

Mebendazole

Adult: 400 -800 mg orally daily for 6 days
Child voer 1 year: usually 100 mg orally twice
daily for 3 days

Or:
Ivermectin
Adult; 200 micrograms/ kg orally as a single
dose
Child. Consult specialist
Treat or prevent complications with
antibiotics
Waorm extraction
Traditionally:
Extract the worm slowly by winding it about
a match stick or twig, removing 3 - 5 cm daily,
with care notto rupture it
- In the event of such an accident, the
larvae escape infoc the tissues and
produce fulminating inflammation

- The process appears to be facilitated by
placing the affected part in water several
times a day

Notable adverse drug reactions, cantion and
contraindications

ek
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Metronidazole

- Awvoid high dose regimens in pregnancy

- Avoid drinking alcohol during treatment
and atleast48 hours after
Ivermectin

- Oedema (face and limbs)

- Pever, pruritus, lymphadenitis, malaise,
hypotension

- Should not be used in the presence of
concurrents, lea infection: risk of
encephalopatic reactions to dying lealog
microfilariae

- Should not be uvged in patients with
central nervous system dissases (eg.
meningitis): increased penetration of
ivermeactin into the TS

Caution inearly pregnancy

Prevention

Provide universal access to safe and partable
water In hyperendemic areas, treat the whole
population twice

yvearly withivermectin

MYTASIS

Tntroduction

Invasion of mammalian tissue by fly larvae
Furuncular myiasis may be caused by
Derviatobia howinisor the Tumbu fly
Cordylobiaanthropophaga

Larvae of D, hominis are often transferred by
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mosquitoes

Usual host is cattle, People living near cattle-

rearing areas are particularly vulnerable

Eggs, living larvae, or both are deposited on

the skinor mucous membranes or onclothing

- Eggs hatch and produce larvae that then
burrow into the skin and canse mild or
severe inflammatory changes

Clinical features

Furuncular myiasislooks like a furuncle (boil)

Koy [eature is the presence of a tiny hole in the

inflammed erythematous papule

Theremay be a sensation of motion within the

turuncle

There may be intermittent stinging sensation

- In accidental myiasis, there is a pre-
existing lesion, usually aleg ulcer, wound
or ulcerated basal cell carcinoma

Differential diagnoses
Funmeles and carbuncles

Complicalions
Secondary bacterial infection

Investigation
Nil

Treatment objectives
Extractthe maggot
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Treatorprevent bacterial infection

Non-drug freatment
Apply petrolatum: the maggot crawls out to
avold asphyxdation

O

Extract the maggot by compressing
simultaneously from beneath on both sides
witha pair of spatulae

Dirugtreatment

Prevent bacterial infection with oral
antibiotics if lesions are mulliple

Wound myiasis is flushed out surgically with
antiseptics: surgical debridement

Prevention
Iron clothes that are dried in the open air

ONCHOCERCIASIS (River blindness)
Introduction

A common chronic filarial discase in tropical
regions which frequently cause pruritus and
blindness

Causative organism is Onchocerca volvulus
The microfilariae are transmitted by female
Sitnulinem, tiny black flies which breed along
small, rapidly moving streams

Female worms release motile microfilariae
intoe the skin, subcutaneous issues,

TH2
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lymphatics, and eyes

Clinical features
Initerval from exposure to onget of symptoms
canbeaslongas1-3 yearsSkinlesions
- May be localized or cover large areas
Intense pruritus
- A cardinal symptom; may occur in the
absence of the skinlesions
Dermatitis
- Ekin eventually becomes lichenified from
chronic scratching
- Post inflammatory confetti-like
depigmentation on the skin ("leopard
skins") may oceur in late onchodermatitis
Onchocercomata
- Subecutaneous nodules which develop on
various sites of the body and contain
myriad adult worms which can live for
up tol4 years.
Firm, non-tender lymphadenopathy is a
corrunon finding in patients with chronically
infected onchocerciasis
- "Hanging groin" describes the pendulous
loose, afrophic skin sac that contains
these large nodes
Microfilariae in the eye may lead to visual
impairmentand blindness

Differential diagnoses
Scabies
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Pediculosis

Fapularurticaria

FPapulonecrotic tuberculids

Pruritic papularerupton of HIV

Other causes of generalized pruritus
withoutarash

Other causes of subcutaneous nodules e g,
- Spgrgnanosis
- Paragoniminsis
- Crathostomiasis
- Cysticercosis
- Echinococcosis

Complication
Elindness

Inwvestigations

Skinsnips or punch biopsy [or microfilariae
Excise nodule for adult worms

Mazzott testreaction

Slitlamyp eye examination

Treatment objectives

Eill the microfilariae
Eliminate source of microfilarial release
Provent blindness

Drug treatment
Irermectin
- Asa single oral dose of 150 microgram,/kg in
adults and children over 5 years
-Repeat every 6 months for 2 years and vearly

84



B SEIN. TLAIR AN HATLS LEERA ST

for12-15yearsorlonger

Eye involvement

-Prednisoclone 1 mg/kg orally should be
started several days before treatment
withivermectin

Surgical
Excise individual nodules (nodulectomy)

Notable adverse drug reaclions, caution and
contraindications

No food or aleohel should be taken for at least
2 hours before or after dosage

Pregnant women should not receive
ivermectin until after delivery

Breastfeeding mothers should not be treated
until the imfantis atleast 1 week ald

Prevention

Use biodegradable insecticides to kill [lies
Netting and repellents remain crucial.
Provide access to safe and portable water

In hyperendemic areas, treat the whole
population twice yearly with ivermectin

PEDRICULOSIS (Lice)

Introduction

Diseases dueto blood sucking lice

Can be divided into three conditions:
Pediculosis capitis (head lice):

- Caused by Pediculus lummns var. capitis
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Pediculosis corporis (body lice):

- Caused by P, humamnus var. corporis
Phthiriasis pubis (pubic lice):

- Caused by Phthirus pulbis

The arthropods are transmitted from human
tohuman via:

Directcontact

Sharing of combs, brushes, towels (P. capitis)
Sharing clothing (F. corporis)

Shearing underwear

Sexual intercourse or any intimate personal
contact {P, pubis)

Clinical features

Pediculosis capitis:

Generally the only complaint is pruritus:

Miis can easily be seen at the base of the hairs;

careful inspection may reveal the adult louse

Secondary impetiginization is common

because of the itching

- Cervical nodes may become enlarged

Children and individuals with long hair are

more likely to be affected

Homeless people and refugees are also

vulnerable

Moage or economic stratum is immune

- School children who share school caps,
hair brushes and combs, pillow cases are
particularly vulnerable

e
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Pediculosiscorporis:

Pruritus may be the only symptom in some
patients

Chronic scratching may result in
characteristic

hemorrhagic puncta and Jinear excoriations
Patienteventually develops intensely pruritic
papules and nodules, mimerous excoriations,
secondary infections and even
lymphadenopathy

The combination of excoriations,
hyperpigmentation, healed scars and
secondary impetiginization is quite typical
and known as "vagabond's skin"
Owercrowding and poor personal hygiene
promote infestation

Refugees, destitutes and wvagrants are
particularly vulnerable

Fediculosis pubis:

Most often found in the pubic and axillary

hairs

Qccasionally may be found on abdominal or

trunk hairs

Om rare occasions may be seen on the scalp,

eyebrows and even eyelashes

Pruritusis alsoa symptom

Claszic clinical finding is the maculae cerulas

- Indistinct blue-grey or slate-coloured
macules ranging in size from several
millimetres to several centimeters

TR
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They result from the bite of the louse
causing small intracutaneous
haemorrhages

The colour is due to blood whose
haemoglobin has been altered by the
saliva

Differential diagnoses
P.capitis:

Seborrhoeic dermatitis
Pityriasis amiantacea
Peripilar keratin

Hair casts

Piedra

P.carporis:

Seabies
Atopic dermatitis
All prurilic dermatoses

P. pubis:

 Scabies
Candidiasis
In the axillae trichomycosis axillaris

Complications

Secondary bacterial infections

The body louse serves asa vector for diseases:
Epidemic typhus (Rickettsia prownzekii)
Trenchlever (Barlonella quintmia)

Relapsing fever (Borrelia recurrentis)

58



B SEIN. TLAIR AN HATLS LEERA ST

Investigations

P. capitis and pubis:

- Bxamine louse or the nits on epilated hair
strands (especially from behind the ears)
under the microscope

P.carporis:

- Examine the seams of clothing for nits

and lice

Treatment objectives
Eradicate the lice
Preventre-infection
Treat complications

Dirug treatment

P. capitis:

1% permethrin cream ringe

- The cream is lathered through the hair,
left on far 10 minutes and thoroughly
rinsed out. A fine-tooth comb should be
used to remove adhervent nits

- Repeattreatment after a week

P.corporis:

Treat dermatitis with antipruritics or

corlicosteroids

Treat secondary infection with oral

antibiotics

Supportive measures

P.capitis:

All contact individuals should be examined

A



B SEIN. TLAIR AN HATLS LEERA ST

and treated as necessary

Pillow cases should be disinfested az for
clothing.

P.corporis:

Eradicate lice from clothing by laundering in
het water or machine-drying at a high
temperature, followed by ironing the seams
P. pubis:

Treatinent is the same as for pediculosis
capitis, with the exception that pediculosis of
the eyelashes should be treated with an
occlusive ophthalmic ointment applied to the
eyelid margins for 10 days
- Affected persons' sexual contact(s)

should be treated simultaneously

Notable adverse drug veactions, caution
As stated under scabies

Prevention
Improve personal hygiene
Do not share hair combs, brushes, clothing,

pants and pillows

SCABIES
Introduction
An intenzely pruritic infestation caused by
humanmite Sarcoptes scabiel
Contracted by close contact and rarely wvia
fomites
Ovccurs commonly in children and inmates of

zah
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overcrowded institutions such as prisons and
boarding
Houses Infection of houwseholds is cormimon
Sexual intercourse is also another possible
method of spread among adulis
Sharing a bed or using the same underwear
will also suffice to contact the disease

Clinical features
Severe pruritus worse at night is
characteristic
The typical lesion is the burrow - It is hardly
seen because of the marked excoriation and
secondary infection on the skin
Papulo-pustular eruptions with excoriation
and impetiginized.
Characteristic sites of predilection:
Interdigital spaces of the fingers
Flexural surfaces of the wrist
Extensor surfaces of the elbows and knees
Anterior axilliary area
Nipples
The phallus (especially in adults)
General immune status and experience with
5. seabiel play arole
In a normal host, the initial infection is
asymplomalic for about 3 - & weeks during
which time the individual is capable of
transmitting the disease
- All family or living unit members must
therefore be treated, not just the itching
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ones
After a reinfestation, symptoms appear
within 24 hours

Crusted scabies (Norwegian scabies)
Anuncemmon variant of scabies

Fatient fails to mount a resistance and the
mites proliferate dramatically

May be tound among HIV/AIDS patients,
institutionalized inmates like prisoners,
refugees, and psychiatric patients

Differential diagnoses

Infantile acropustulosis

Atopic dermatitis

Papular acral dermatitis of childhood
Drermatitis herpetiformis

Complications
Secondary bacterial infection leading to
acute glomerulonephritis

Investigations
Burrow scraping on to a glass slide for
microscopy Video dermatoscopy

Treatment objectives

Treat theinfestation

Treat secondary bacterial infection
Relieve pruritus
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Dirug treatment
Scabicides:

Permethrin 5% cream

Adult:apply over the whole body and wash
off after 8-12 hours
Child: supervision requirad with application
and rinsing
O

Benzyl benzoate 25% in emulsion

Adult: apply over the whole body; repeat
without bathing next day and wash off 24
hours later
- If necessary apply a third time
Clild: Benzyl benzoate is an irritant and
should be avoided inchildren

Or:
Precipitated sulfur5-10% in petroleum jelly
Adultand child; apply over all the body daily
for7-10days
Antihelminthic: Tvermectin
Adult: Single 200 mierogram/ kg oral dose for
crusted scabies
Child: over 5 years: 200 micrograms, kg daily
for 2days
Antihizstamine;
Chlorphenamine
Adult: 4 mg orallyevery 4- 6 hours; maximum
24 mgaday
Child: 1 month - 2 years ling orally every 12
hours; 2-5 years: 1 mg every 4 - 6 hours; 6 -12
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years: 2mg every 4-6 hours

Topical antipruritic:
Crotamiton cream (for residual itching)
Adult: apply every §-12 hours
Child: less than 3 years: apply once daily only

FAPLULOSQUAMOLUS DISORDERS

LICHEN PLANUS
Introduction
A chronic, pruritic, papular skin disease
The three cardinal features are:
Skin lesions
Mucosal lesions
Histopathologic features of band-like
infiltration of lymphocytes and
melanophages in the upper dermis
Some of the drugs known to cause lichen
planus (LP):
Chloroquine
CQuinacrine
Ouinidine
Gold
Streptomycin Tetracycline
NSAIDs
Fhenothiazines
Hydrochlorothiazide

Clinical features
LF has been found in children, young and
middle-aged adults
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The skin lesions are flat-topped polygonal
papules with a characteristiccolour
- Violaceous in fair skinned people but
slate-grey onblack skin
Itching is mild-to-severe
Like psoriasis, lesions often ocour on sites of
trauma and scratch marks (Koebner's or
isomorphic phenomenon)
Wickham's striae are fine white streaks
present on the tops of papules
Thelesions are distributed mainly on:
- Flexorsurtaces of the wrist
- Lumbararea
- The penis, tongue, buccal and vaginal
mucous membraries
On the buccal mucous membrane it may
present as white reticulate pattern or plaque
which may after several years transgress into
squamous cell carcinoma
Thenails are also affected with:
-Pitting, roughening and splitting
(trachyonychia)
- Thickening (pachyonychia)
-Encroachment of the nail fold on the nail
plate (pterygium ungium)
Total destructionofall20 nails may precede,
accompany, ot follow the onsetof skin lesions
The hair follicles in the scalp may also be
affected (lichen planopilaris) with post-
inflammatory scarring alopecia
Hepalitis C infection is found with greater

205



B SEIN. TLAIR AN HATLS LEERA ST

frequency in lichen planus than incontrals
Healing of the skin lesions leave post-
inflammatory hyperpigmentation

Differentinl diagnoses
Consider other papulosquamous disorders:
Psoriasis
Pityriasis rosea
Lupus ervthematosus
Secondary syphilis
Lichen striatus
Parap soriasis
Pityriasis rubra pilaris
Nummular eczema Oral lesions:- Erosive
lesions may mimic
Aphthous stomatitis and herpes simplex
- White plaques may be confused with Pre-
malignantleukoplakia
White sponge naevus

Complications
20-nail dystrophy

Rarely, squamous cell carcinoma of oral and
hypertrophic lichen planus

Investigations
Histopathology
Hepatitis Cantigen

Treatment objectives
Relieve itching
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Clear lesions
Suppressinflammation

Drug treatment

Topical corticosteroids: Beclomethasone

dipropionate (1.1 % cream

- Apply1-2times daily

- Not licensed for use in children under
one }?'EE'I'

Bethamethasone valarate 0.1% cream and

ointment

- Apply1-2times daily

For isolated or hyperkeratolic lesions apply

corticosferaids wunder occlusion or uwse

intralesional trinmcinolone (see Paorigsis)

Scalp lesions:

Topical corticosteroids

Clobetazol propionate 0.053% lotion

- Apply thinly 1 - 2 times daily for up to 4
waeks

Mouth lesions:

Triamcinolone acetonide 0.1% in adhesive

base

- Apply a thin layer 2 - 4 times daily for a
maximum of 5 days; donotrubin

Or:

Tretinoin 0.025% cream

Adultand child: apply thinly 1-2 times daily
Systemic corticosteroids
Prednisolone

7
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Adult: 20 -40 mg orally daily for several weeks

with reduction of dosage or switch to

alternate-day therapy as soon as

improvement is seen

Child: not recommended for children for this

indicatiorn

O

Triamcinolone acetonide 40 mg

intramuscularly once or twice (at a 6-week

interval)

Or;

Ciclosporin

Adult and child over 16 years: 2.5 mg/kg daily

intwo divided doses

- If good results not achieved within two
weeks increase rapidly to maximum 5
mg,/ kg daily

Notable adverse drug reactions
See Paoriasis

Prevention
Avoid precipitating drugs

PITYRIASIS ROSEA
Introdnction
Acommon, mild, inflammatory exanthem

Tends tobe seasonal
-More common during the fall, winter and
spring in temperate countries

o8



B SEIN. TLAIR AN HATLS LEERA ST

-In Migeria more common during the early
part of the rainy season (though cases are
seen throughout the year)

Commeon among siblings or other
family /household members
The seasonal clustering and household
concurrence are suggestive of an infective
origin
- Increasingly regarded as a delayed
reaction to a viral infection (most likely
Human Herpes Virus 7)

Clinical features
Largely a disease of adolescents and in
young adults, but it has been described all age
groups
Rarely, there is an observable prodrome of
pharyngitis, malaise and mild headache
The initial lesion in 20 - 80% of cases ("herald
patch") is often larger than the later lesions
and precedes the general eruption by 1 - 30
days
- Often found on the trunk, but may appear on
the face or extremities
-Oval with acollarette of scales
May be diagnosed as "ringworm” before
the other lesions appear
Other lesions consist of multiple
erythematous macules progressing to small,
red papules on the trunk Sun-exposed areas
are spared
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Papules enlarge and become oval with long
axes parallel to each other, and following
lines of cleavage: the so-called "Christmas
tree” pattern
Pruritus is mild or absent
Some lesions may be atypical: wesicular,
crusted, purpuric, follicular, lichenoid, and
psoriasiform A wvariant, inverse pityriasis
rosea also cocurs
- Believed to be commoner in blacks
- Affects the face, neck, distal extremities

and the flexures
Use of ampicillin early in the course of the
eruption causes an explosive exacerbation of
eruptions which become more inflammatory
and urticarial
- Lesions may become impetiginized

The disease persists for about & weeks but
may last for3 4months

Healing may occur with postinflammatory
hyper/hypopigmentation

Becurrences are uncommon (about 1%) but
the lesions are usually mild and localized

Differential diagnoses

Secondary syphilis

Exanthematic or pityriasis rosea-like drug
eruptions

Lichen planus

Cuttate psoriasis

Tinea corporis
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Tinea versicalar

Sebarrhoeic dermatits

Viral exanthems

Pityriasis lichenoides chronica

Complications
Nane

Inwestigations
Non-specific
VDRL
- If secondary syphilis is suspected (e.g.
lesions on palms and soles with/ without
lymphadencpathy)

Treatment objectives

Torelieve symptoms (ifany)

Reassure patients about the harmless, self-
limiting nature of the erupkion

Drugtreatment
Topical: Urea cream
- Useful as a hydrating agent: apply twice
daily Systemic:
Oral antihistamine
- If pruritusis bothersome (see Urticaria)
Systemic corticosteroids:
- If complicated by ampicillin
exanthematic eruption
Triamcinolone acetonide 40 mg
intramuscularly as a single dose Antibioties:
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If lesions are impetiginized
Erythromyecin 500 mg orally every & hours
for 14 days

Notable adverse drug reactions, caution
Antihiztamine; Triamecinolone: see Urbticaria

Prevention
Unikeriowrn

PSORIASIS
Introduction
A chronic inflammatory skin disease which
izcharacterized by
- Increased epidermal proliferation
- Epidermal thickening
- Erythematous lesions with silvery white
scales
- Affectspeople of all agesin all countries
Cause remains largely unknown but it has
been to wvariously attributed to genetic,
climatic, nutritional, ecological and
immuneclogical factors
Triggers mclude:
Streptococcal or viral infections
Emotional crises
Pregnancy and delivery
Trauma (Koebner phenomenon)
Diet Alcohol
Cigarette smoking
Hypocalcemia



B SEIN. TLAIR AN HATLS LEERA ST

Stress

Infections e.g. streptocaccal pharyngitis

May occasionally be provoked or
exacerbated by drugs:

ACEinhibitors

Calcium channel blockers

P-adrenoceptor antagonists

Chloroquine

Lithium

Non-Steroidal Anti-inflammatory Drugs
(NSAIDS)

Terbinafine

Lipid lowering drugs

Clinical features

Lesicns are characterized by

Sharp borders

Erythema

Increased scales

When scratched, scales fall off as tiny flakes
that resemble scrapings from a candle
{Candle sign)

If the scales are removed (exposing the
dermal papillae) punctate bleeding from the
enlarged capillaries occur {Auspitz sign)

Eruptive lesions may be intensely or mildly
Ppruritic, or may be asymptomatic

All lesions begin as small scaly macules but
may take divergent paths as they spread
centrifugally Patterns seen may be:

- Luttate
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- Follicular

- Numular

- Geographic

- Erythrodermic

- Ammular

- Cyrateorserpenginous

Bavoured sites ave:

- Kneesandelbows

- Sealp

- Palmsand soles

- Nails

Intertriginous regions such as the gluteal

cleft, groin, penis, labia, axillag, beneath the

breasts and between the toes are involved

(inverse psoriasis or psoriasis inversa)

There could also be other organ involvernent

&.g. psoriatic arthritis

The disease runs a chronic and highly

variable course (waxes and wanes)

- MNew lesions may replace older,
regressing ones

- Unstable lesions may evolve into
psoriatic erythroderma or generalized
pustular psoriasis

HIV/AIDS can lead to the onsel or

worsening of psoriasis

Differential diagnoses
Guttate psoriasis:
Pityriasis lichenoides et varioliformis
Aruta Pityriasis rosea
Secondary syphilis (psoriasiform syphilis)
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Scalp, face, chest lesions:
Seborrhoeic dermatitis
Lupuserythematosus
Chronic truncal psoriasis:
MNurmmular dermatitis
Lichen planus
Small plaque parapsoriasis
Tinea corporis
Pityriasis rubra pilaris
Intertriginons areas:
Candidiasis
Intertrigo
Hailey-Hailey disease
Mail:
Tinea unguium
Lichen planus
Trachyonychia

Complications
Erythroderma
Arthritis mutilans
Investigalions

Histopathology

Treatment objectives

Toretard epidermal proliferation
Reduce inflammation
Preventcomplications

Dyug treatment
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Choice of treatment depends on the site,

severity and duration of the dizease, previous
treatment, and the age of the patient

Topical treatinent: Corticosteroid ointment

Hydrocortisone for the face and flexures
Betamethasone or clobetasol for the scalp,
handsand feet

Application is followed by an occlusive
dressing of a polyethylene film, which
may remain in place for 12 - 24 hours to
augment effectiveness

Dithranol ointment 0.1 % - 2% (for moderately
severe psoriasis)

-

Initiate under medical supervision

Start with 0.1%; carefully apply to lesions
only, leave in contact for 30 minutes, then
wash off thoroughly

Repeat application daily, gradually
increasing strength to 2% and contact
time to 60 minutes at weekly intervals
Washhands thoroughly after use

Avoid contact with eves and healthy skin

Coal tar solution (for chronic psoriasis)

Use sither alone or in combination with
exposure to ultravioletlight

Apply 1 - 4 times daily, preferably
starting with a lower strength
preparation

Coal tar bath

Use 100 mL in bath of tepid water and
soakfor 10 - 20 minutes
Use once daily, to once every 3 days for at
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least 10 - 20 minutes, and for at least 10
baths

- Often alternated with ultraviolet (UVE)
rays, allowing at least 24 hours belween
exposure and treatment with coal tar

- Urea 10% cream or ointment (for dry
scaling and itching skin)

- Apply twice daily, preferably to damp
skin

Salicylic acid 3 - 3% in cold cream or
hydrophilic ointment (for thick scaling)
Tazarotene 0.05% and 0.1 % gels

- May be combined with topical steroids

for mild- to-moderate plaque psotiasis
Tacrolimus ointment 0.1 % or 0.05%

- Por psoriasis in the flexures, face and
penis, when potent steroids cannob be
used and other agents are poorly
tolerated

Small lesions and nail psoriasis

Intra-lesional corticosteroid injections of

triamcinolone are frequently used

- Triamcinolone acetonide suspension 10
mg,/ L may be diluted with sterile saline
tomake a concentrationof 2.3-3 mg/mL

- Fornaillesions inject triamecinolone in the
region of the matrix and the lateral nail
fold

Scalp

Soften scales with salicylic acid 3% in

mineral/olive oil, massage in and leave on
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overnight

Then shampoo with a tar shampoo, and
remove scales mechanically with a comb
and brush

Repeat daily until the scales are gone

£ 3% iz not very effective, use 6% salicylic
acid

O
Fluocinolone acetonide 0.01 % inoil

Apply and leave under a shower cap at
night and shampoo in the morning

After shampooing and while the hair is
still wet, massage thoroughly into the
scalpskin

Attempting to remove scales by excessive
brushing, scrubbing, or combing may
result in sufficient trawma worsen

peoriasis (Koebner's effect)

Ultravioletlight (UVL)

For peoriasis invalving more than 30% of
the body surface 290 - 320 nm uliraviolet
B (UVB) three times weekly for 18 - 24
treatments

Lubricating the skin surface with mineral
oil or petroleum jelly before UVL
produces uniform penetration by
reducing the reflection of light from the
disrupted skin surface

PUVA (psoralen plus ultraviolet A)

For patients who have not responded to
standard UVE treatment
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Severe psoriasis unresponsive to outpatient
UVL, may be treated in a day care centre with
the Goeckermar
- Use of erude coal tar for many hours and

exposureto UVE light
Systemic therapy: Antibiotics to eliminate
streptococcal pharyngitis

Methotrexate

Adult: 20 mg orally once weekly Child: not
licensed for this indication Indicated for:

- Psoriaticerythroderma

- Moderate-to-severe psoriatic arthritis

- Acute pustular psoriasis (von Zumbusch
type)

- Involvement of more than 20% total body
surface

- Localized pustular psoriasis that causes
functional impairment (e.g. hands)

-  Lack of response to phototherapy,
PUVA, orretinoids

Cyclosporine

- Induction therapy is2.5-3.0mg/kg given
inadivided dose twice daily

- Can be increased to 5.0 mg/ kg /day until
a clinical response is noted. The dose is
then tapered

- Ondiscontinuation a severe flare-up may
oceur, suggasting that an alternative
treatment (e.g- phototharapy or
acitreting should be instituted as the
cyclosporine dose isreduced
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Adjuvant therapy

Diet: fish oils rich in Q-3 polyunsaturated
fatty acids
Patienteducation

Emotional support

Notable adverse drug reactions, caution and
contrammdicalions
Coal tar:
Contraindicated in inflammed, broken or
infacted skin
- May cause irritation, photosensitivity
reactions, [ypersensitivity
Skin, hair, fabrics and bathtubs discoloured
brown and smelly
Dithranol:
Irritant: avoid contact with eyes and healthy
skin
Contraindicated in hypersensitivity; avoid
use on face, acute eruptions, and excessively
inflamed arcas
- Discontinue use if excessive erythema
pccurs or lesions spread
Conjunctivitis following contact with eyes
Staining of skin, hair, and fabrics brown

Urea:

Avoid application to face or broken skin;
avoid contact with eyes

May cause iransient stinging and local
irritation

30



B SEIN. TLAIR AN HATLS LEERA ST

Steroids:
When extenszive areas are treated or when
there is erythrodermic psoriasis, sufficient
may be absorbed to cause adrenal
SUpPPression
May induce tachyphylaxis

Rebound often occurs after stopping
treatment, resulting in a more unstable form
of psoriasis
Intralesional injection may cause reversible
atrophy at the injection site
Salicylicacid:
Widespread application may lead to
salicylate toxicity
Ultravioletlight:

Burning of skin may cause Koebner's
phenomenon and an exacerbation

Increased risk of skin cancer particularly in
persons with fair complexions and albinos.
Examine periodically
Use protective glasses to prevent cataracts
Causes premature ageing of the skin

Should be administered only by experierced
depmatologists
Methotrexate:

May cause blood disorders (bone
marrow suppression), liver damage,

pulmonary toxicity, GIT disturbances
- If stomatids and diarrhoea occur, stop
treatment
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- Renal failure, skin reactions, alopecia,
osteoporosis, arthalgia, myalgia, ocular
irritation, may also ocour

- May precipitate diabeles

- Monmnitor before and throughout
treatment: blood counts and hepatic and
renal function tests

- Contraception during and for at least 6
months after treatment for both males
and females

- Contraindicated in pregnancy and breast
feeding. Folic acid may be given to reduce
tendicity Cyelosporin:

MNephrotoxic: monitor kidney function

Other side effects- hypertrichosis,

hyperuricaemia, thrombocytopenia,

malignancies and lymphoproliferative
dizsorders (similar to other
immunosuppressive therapies)

Tacrolimus:
See Atopiceczema

Prevention

Avoid exacerbating factors e.g, abrasions,
scratches, harsh fibre bathing sponges, and
the drugs listed above

Prevent streptococcal sore throat and treat
promptly whenit occurs
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SUPERFICIAL FUNGAL INFECTIONS

DERMATOPHYTE INFECTIONS (Tines)
Introduction
Superficial fungal infection that affects

keralinized tissues

Fungi that usually cause only superficial
infections on the skin are called
dermatophyte- classified in three genera:
Microsporum, Trichophyton and
Epidermophyton
Can be acquired from humans, animals, soil
or vegetable matter
Common in tropical climate (which is hot and
humid)
Infection could be spread by fomites
The myrcoses caused by dermatophytes are
called dermatophytosis, tinea, or ringworin
On certain parts of the body they have
distinctive features characteristic of that
particular site; therefore the tineas are
divided into:
Tinea capitis (scalp)
Tinea barbae (beard)
Tinea faciei (faca
Tinea corporis (frunk)
Tinea cruris (groin)
Tinea manuum (hand)
Tinea pedis (feet)
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Tinea unguiwm or onychamycosis (nail)

Clinical features

Varied: depending on the site of the body
involved

Fruritis is a notable symptom

Tinea capitis:
Scalp involvement is seen predominantly in
children
Lesions are varied in appearance: usually
scaly, dry and annular, with or without
alopecia

Some appear diffuse and scaly and may
involve the whole of the scalp

Inflamed, pustular lesions (keriom) may
develop wheninfection is from animal to man

Pruritus usually leads te excoriation of
lesions and secondary bacterial infection

Hypersensitivity to the presence of the
fungal elements may occur at distant sites
{"Id" reaction) Tinea bartae:

Ringworm of the beard is not a common
disease

Oceurs chiefly among those in agricultural
pursuits, especially those in contact with farm
animals

Lesions present as severe, deep folliculitis
with ervthema, nodular infiltrates, scales and
pustules Marked regional lymphadenopathy
is the rule Tinea facies;

Fungal infection of the face (apart from the
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beard) - Frequently misdiagnosed, since the
typical ringworm not commaonly seen on the
face

Erythematous, slightly scaling, indistinct
borders are usually seen

People who use corticosteroids such as
cosmetic bleaching creams are prone to T.
faciet

The steroid effect makes the lesions atypical
hence, T incognifo
Tinea corporis:

One or more circular, sharply
circumscribed, slightly erythematous, dry,
scaly patches

Lesions may be slightly elevated,
particularly at the borders, where they are
more inflammed and scaly than at the central
parts

Progressive central clearing produces
annuilar outlines that give them the name
"ringworm" In the presence of immune
suppression {rom underlying illness, or
chronic use of topical steroid creams lesions
may be wvery extensive and atypical in
appearance (linea incognito)

Tinea cruris:

Qecurs more commonly inadult men

Leads to severe itching in the groins (crotch)
Presenls as slowly spreading erythematous
patches with scaly borders on the upper inner
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aspects of the thighs

Treatment objectives
To clear lesions and prevent recurrence

Drrug treatment
Topicalketoconazole
- 2% cream apply twice daily
Miconzole
- 2% cream apply twice daily
Systemic

Fluconazole
Adult: 50 mg orally daily for 2 -4 wecks; up to
6 weeks in tinea pedis
Child: 1 month - 18 years 3 mg/ kg (maximurn
50 mg) daily for 2 - 4 weeks; up to 6 weeks in
tinia pedis

Notable adverse drugreactions

Fluconazele: numerous drug interactions
Hepatotoxicity during long-term daily
therapy

Prevention
Do not share combs, hair brushes, school

caps, shoes, socks or underwears

Keep the feet dry; avoid tight-fitting covered
shoes

Aerate the feet as often as possible

Use good antiseptic powder on the feet after
bathing e.g. Tolnaftate 1% powder

ils



B SEIN. TLAIR AN HATLS LEERA ST

Reduce perspiration and enhance
evaporation from the crural areas by wearing
loose pants (e.g. boxer pants) made of
absorbent cotton fabric

Apply plain talcum powder or antifungal
powders in the flexures e.g. armpits, under
the breasts, in the groins

Avoid exposure to animals with ringworm
(M. canis) especially cats, dogs and (less
commonly), horses and cattle
Excessive perspiration is the most common
predisposing factor inadult T. corporis
- Avoid excessively hot, humid

environments, or take a cold shower after

sweating

PITYRIASIS VERSICOLOR (Tinea versicolor)
Intvoduction

Superficial yeast infection of the skin caused
by Malessezia furfur species (normal
commensals on the skin)
Commeon in warm humid climates
Predisposing factors:
Occlusion of the skin with pomades and
oreases
Imimune suppression
Hyperhidrosis
Teat

Clinical features
Usually asymptomatic (orjust mild itching)
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May be generalized in the immuno-
compromised

Fine scaly, guttate or nummular patches,
particalarly on young adults who perspire
freely

Individual patches are dirty, yellowish/
brownish/hypopigmented macuoles (hence
the term versicolor)

Larger irregular patches may evolve
Sometimes follicular tendency is marked;
more noticeable at the advancing edges of the
irregular patches

Sites of predilection:

- Sternalregion

- Bidesofthe chest

- EBhoulders

- Upperback

- Face

Differential diagnoses
Seborrhoeic dermatitis
Pityriasis alba
Pityriasis rosaa
Leprosy

Complications

Mone usnally; only of cosmetic significanice

M. furfur sepsis

- From contamination of the lipid-
containing medium in
immunocompromised patients
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receivinghyperalimentation through
tubes

Investigations
Skin scraping for KOH microscopy

Treatment objectives
Imiprove appearance of skin

Drug treatment

Topical:

Selenuim sulphide shampoo

- Apply on affected areas daily, leave on
for 10 - 30 minuries and wash off

- Continue for 3 weeks

Ketoconazole shampoo

- Uszasabove

Miconazole eream

- Forlimited areas

- Apply twice daily for 3 weeks

Supportive measures
Deal with underlying predisposing factor(s)

Prevention

Awoid hot, humid envirenments or clothings
that promote perspiration

Take a cold shower after perspiration

Use any of the above shampoo washes once a
month if predisposed
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VIRAL INFECTIONS

HERPESZOSTER

Introduction

A second infection with varicella-zoster virus
(VZV), usually in adults and limited to a
dermatome Synonyms:

Zoster, from the Greek "zostrix", meaning belt
Shingles, from the Latin "cingulus', also

meaning belt

Clinical features

Vesicles arranged in one or inore dermatomes
unilaterally

Initial pruritus, pain and paraesthesia
Multidermatomal and disseaminated forms
may occur in immuno-compromised states
especially HIV infection

The early rash is vesicular, later becomes
pustular and then ulcerates

The whole episode may last 2 weeks

Differential diagnosis
Chicken pox

Complications

Pain may persist long after rash has healed
(post-herpeticneuralgia)

Dissemination of infection in the
imrnunocompromised

Hemerrhagic and necrotic lesions
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FRamsay-Hunt syndrome (Herpes zoster of
the ear resulting in severe ear pain, hearing
loss and vertigo)

Visual impairment due to corneal ulcers
(Zoster ophthalmicus-V1)

Inwestigations

HIV screening for all patients

Full Blood Count with differentials

ESR

Exclude Hodgkin's disense and leukaemia
Treatment objectives

Provide symptomatic relief

Treat secondary infection

Treat any identified predisposing factor

Drug treatlment

Drrying agents e.g. zinc oxide 5% (calamine)

lotion

= Apply twice daily

Aciclovir

Adult: 800 mg orally five times daily for5-7

days

-  Continue for at least 3 davs after
complete healing

Child: 12 - 18 years: 5 mg/kg orally every 8

hours usually for 3 days

O
Aciclovircream 5%
Adultapply five times daily for 5-10 days
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Child: not listed for this indicaion in children
Oral antibiotics to treat or prevent secondary
bacterial infection

Herpetic neuralgia

Amitriptyline

10-25 mg orally initially, gradually increased
to75mg daily

Qr

Pregabalin

Start with 75mg bid or tid, gradually
increase dose depending on efficacy and
tolerabilty to a maximum of 600mg per day
in divided doses

Notable ndverse drug reactions, caution
Aciclovir

- Ensure adequate hydration

- Cautionin pregnancy and breastfeeding
- May cause nausea, vomiting, dizziness
- Fatigue pruritus and photosensitivity
Pregabalin

- Hypersensitivity reactions

- Ataxia, dizziness

- Suicidaltendencies

- Bhured vision

- Musclespasms

- Peripheraledema
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MOLLUSCLM CONTAGIOSUM
Introduction
A common infection caused by a large
epidermotropic pox virus
Common in children
Spread by direct human to humari contact
Inadultsitis often transmitted during sexual
intercourse

Clinical features
Individual lesions are smooth-surfacad,
firm, dome-shaped, pearly papules; average
diameter3-5mm
Some "giant” lesions may be up to 1.5 cm in
diameter
Characteristic central umbilication
Spontanecus resolutionis expected
Hostresponse plays animportantrole
Children with widespread molluscum
contagiosum usually have atopic dermatitis
Consider HIV inadults

Differentinl diagnoses
Viral warts

Giant molluscum contagiosum may mimic
basal cell epithelioma

Complications
Secandary bacterial infection

Tnvestigations
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Histopathology of the expressed pasty core

Treatment objectives
EBradicate the skin lesions

Non-drug treabinent

Light electrosurgery witha fimeneedle
Cryotherapy with trichloroacetic acid 35% -
100%

Curettage and paint with indine

Drug treatment
Cimetidine

Adull: 40me ke / day orally for 2 manths

Child: not licensed for use in children less
than 1 year. 1 month - 12 years: 5- 10 mg/kg
(maximum 400 mg) 4 imes daily 12 - 18 years:
400 mg orally 4 timnes daily

Antibiotics - To prevent or lreat secondary
infection

Prevention
Avoid direct skin contact with an infected
persorn

VARICELLA (Chickenpox)

Introduciion

Varicella Zoster virus is Human Herpes Virus
3

Transmission is by divect contact with the
lesions and by the respiratory route
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Initial replication occurs in the nasopharynx
and conjunctivae
After the primary infection, the wvirus
remains dormant innervous tissue
- EKeactivation later in life is tvpically
manifested as Herpes zoster

Clinical features
Incubation period is10-21 days
Vesicular eruptions consist of delicate
"teardrop” vesicles on an erythematous base
The eruption starts with faint macules that
develop rapidly into vesicles within 24 hours
Successive fresh crops of vesicles appear for
a few days, mainly on the trunk, face, and oral
MUCnsa
MNew lesions usually stop appearing by the
fifth day; the majority is crusted by the sixth
day
- Most disappear in less than 20 days
without a scar, except larger and
secondarily infected lesions
Low grade fever
Malaise
Headaches
The severity of the disease is age-dependent
- Adults have more severs disease and a
ereater risk of visceral disease

Differential diagnoses
Variola minor
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Disseminated zoster in immunosuppressed
patients

Widespread papular urticaria

Coxsackie and ECHO viruses eruption

Complications

Secondary bacterial infection
Pneumonia

Cerebellar ataxia and encephalitis

Reve'ssyndrome

Investigalions

Tzanck smear

Directfluorescent antibody (DFA) staining
Polymerase Chain Reaction (PCR)

Treatment objectives

Relieve itching and treat secondary bacterial
infection

Reduce severily and scarring

Drug treatment
Aciclovir
Adult: 10 mg/ kg intravenously three times
daily for 7 days in immunocompromised
patients
Child: see Herpes zostar
Antihistamine for pruritus

Co-trimoxazole or erythromycin for
secondary infection
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Notuble adverse drug reactions, caution

Aciclovir

- Ensure adequate hydration

- Cautionin pregnancy and breastfeeding

- May cause nausea, vomiting, dizziness,
fatigue pruritus and photosensitivity

Prevention
Isolate patients from non-immurie persons

VIRALWARTS {Vierricae)

Introduction

Infections caused by human papilloma

viruses (HPV); include more than 80 types
Transferred between humans, or from

animals ta humans

Causze cutaneous twnours which tend to

regress spontaneously but may rarvely

progress into cutaneous malignancies

Clinical features

Infection may be clinical, subclinical, or latent

Clinical lesions are visible by gross inspection

Subrlinical lesions may be seen only by aided

examination (e.g. the use of acetic acid

soaking) Latentinfection:

- HPV virus or viral genome iz present in
apparently normal skin

- Thought to be common, especially in
genital warts, and explains in part the
failure of destructive methods to
eradicate warts
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Incubation period is highly variable; from
weeks toyears

Aunto-inoculationis the rule

Lesions may also occur on scratches
(Koebner phenomenon;)

Lesions are classified according to their
positions and shape:

Common warls

Firm growths with rough surface; round or
irregular, greyish or brown

Generally appear on areas that are frequently
injured, such as the fingers, around the nails
{periungual warts); knees, face and scalp

Plantar warts

Develop on the soles of the feet, where they
are usually flattened by the pressure of
walking
- Areaclive callus forms around lesions
Multiple warts may coalesce, resembling a
tile or mosaic floor (mosaic warts)

May be extremely tender

Unlike corns and calluses, plantar warts
tend to bleed from many tiny spots, like
pinpoints when pared down with a blade

Filiform warts
Long, thin, small growths that usually crop
up on the eyelids, face, neck, orlips
Pecple who chronically use corticosteroids
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as cosmetic bleaching creams are prone to
multiple filiform warts

Plane warts

More commaon in children and young adult.
Usually appear in groups as smoaoth, yellow-
brown, small, flat papules; most frequently
on the face

Genital warts

Oecur most often on warm, moist surfaces of
the body In men, usual sites are the end and
shaft of the penis, and below the foreskin (if
uncircumeised)

In women, lesions oceur on the wulwa,
vaginal wall, cervix, and skin surrounding
the vaginal area May develop in the perianal
Tegionor rectum
- Espedially in homosexual mern, and in

women who engage in anal sex

Usually appear 1-6 months after infection as
soft
erythematous papules, which may be greyish
if hyperkeratotic

New lesions develop rapidly and all
coalesce, producing a cauliflower-like picture

May grow rapidly in pregnant women, and
immunocompromised patients

Differential diagnoses

Common warts
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Keratoacanthoma
Squamous cell carcinoma
Seborrhoeic keratosis
Hypertrophiclichen planus
Tuberculosis

verrucosa cufis
Palmoplantar keratoderma
Arsenical keratoses

Plane warts
Epidermodysplasia verruciformis
Syringomas

Dermalosis papulosanigra
Lichen planus

Lichen nitfidus

Genital warts
Condylomalata
Pemphigus vegelans

Complications

Sguamous cell carcinoma of the perianal skin
Cervical carcinoma from anogenital warts
Obstructive laryngeal papillomatosis in
babies infected through maternal birth canal

Inwvestigations
Histopathology if in doubt

Management

Treatment depends on their localion, type,
and severily, as well as duration of lesicns
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Treatment objectives
Eradicate the skin lesions
Frevent complications

Nown-drug treatment
Liquid nitrogen frecze
Electro-desiceation
Laser surgery

Drug treattment
Salicylic acid with lactic acid plaster
- Apply carefully to wart; rub wart surface
gently with file or pumice stone once
weekly
- Mayneed to treat for as long as 3 months
Podophyllum resin
- Apply weekly under supervision e.g. in
genitourinary clinic
Imiquimod 5% cream
- Apply thinly once daily on 3 alternate
days per week until lesions resolve
{maximum 16 weeks)

Notable adverse drug reactions, cantion and
contraindicalions
Salicvlic acid plaster
- Avoid broken skin
- Mot suitable for anogenital region or
large areas
- Podophyllum
- Avoid normal skin and openwounds

ax



B SEIN. TLAIR AN HATLS LEERA ST

- Keepaway from face
- Should not stay on treated skin for more
than 6 hours before washing

Prevention
Women with genital HPV infection should
have routine cervical cytologic screening
- Pappanicolaou (PAF) smear to detect
cervical dvsplasia

MISCELLANEOUS DISORDERS

ACNE VULGARIS (Pimples)
Introduction
One of the most common skin diseases
Acdisorder of the pilosebaceous follicles
Typically first appears during puberty when
androgenic stimulation friggers excessive
production of sebum
Many factors interact to produce acne in a
given patient
- Genetics
- Sebum production
- Hormones
- Bacteria
- Properties of the sebaceous follicle
- Immunclogic

Owver-production of stratum corneum cells
(hyperkeratosis) obstructs the hair follicles at
the follicular mouth producing open
comedones, or blackheads
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Just beneath the follicular opening in the
neck of the sebacecus follicle it causes
microcomedones (closed comedones, or
whiteheads)

There is an overgrowth of gram-positive
bacteria in the obstructed follicle:
Propionibacterium acnesor Stephylococcus
epidermidis; distally Pityrosporum voale

Rupture of the comedonal contents into the
dermis induces a foreign body reaction and
inflammation

Clinical features
Almost every individual has some degree of
acne during puberty, with spontaneous
resolution ocourring in early adultlife
Occasionally, the disease persists into the
fourth decade, or even remains a life-long
problem
Favoured sites are the face, upper back and
upper chestand shoulders
There may be mild soreness, pain, oritching
May present differently in different age
groups
- Pre-tecens often present with comedones
as their firstlesions
- Teenage acne is invariably inflammatory
and the lesions include firm red papules,
pustules, abscesses, indurated nodules,
cysts and rarely interconnecting draining
sinus tracts
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Inflammatory acne can be classified as mild,
moderate, or severs
Mild acne:

- Few-to-several inflammatory papules

and pustules, butnonodules
Moderate acne:

- Several-to-many papules, pustules, and a

few to several nodules
Severe acne (acne conglobata):

-  MNumereous fistulated comedones;
extensive inflammatory papules;
pustules; many cysts, abscesses, nodules,
and draining sinuses
The lesions may be generalized,
involving even the buttocks

- Excoriation of acne papules and
microcomedones are common, and
scarring may result

- Usually, multiple shallow erosions or
crusts are found

Differential diagnoses

Acnetosacea

Dermatosis papulosanigra

Steatocystoma multiplex

Syringoma

Trichoepithelioma

Warts

Angiofibromas of tuberous sclerosis
Molluscum contagiosum

Steroid acne from the use of systemic
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steroids or topical fluorinated stercids on the
face (often as cosmetic skin lightening
creams)

Some drugs may produce acneiform
eruptions

- Androgens

- Adrenocorticotropic hormone (ACTH)

- Glucocorticoids

- Hydantoins

= Ilsoniazid

- Halogens

Complications

Psychosocial problems from cosmetic
disfigurement

Post-inflammatory pigmentary changes
Pitted scars Keloids

Acne fulminans (acute febrile ulcerative acne
conglobata with polyarthritis and lenlkemoid
reaction)

Investigations

Usually, none required

In the presence of unusual acne, hirsutism,
premature pubarche, or androgenic alopecia
(especially when associated with obesity
and / or menstrual irregularities):

Screen for hyperandrogenism

Blood levels of free testosterone,

dehydroepiandrosterone, and
androstenedione
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- If raised, test response of the hormones
and cortizol to dexamethasone
suppression

Treatiment objectives
Reduce severity of acne
Preventcomplications

Drug treattment

Comedonal acne

Topical treatment only:

Tretinoin cream

Adult: 0.025% or 0.05% or 0.1% cream or gel
applied nightly

Child: apply thinly 1 - 2 times daily

O

EBenzoyl peroxide

Adult: 2.5% or 5% water-hased or alcohol-
based gels, applied twice daily

Child 12-18 years: apply 1 - 2 times daily
preferably after washing with soap and water
- Startwith lower strength preparations
- Infantile acne:

Child 1 memth to 2 years; neonate: apply 1 -2
times daily
- Startwithlower strength preparations
O
Salicylic acid solution 2%

Adult and child; apply up to 3 imes daily
- Tretinoin may be used at night and

Exl
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benzoyl peroxide or topical antibiotics in
the morning because they have different
modes of action and are complementary

- Itmay take 8-12 weeks before observable
improvement occurs

Mild inflammatory acne

Treatasabove

Moderate inflammatory acne

Topical and systemic drugs:

Tetracycline
Adult and child over 12 years: 500 mg orally
every 12 hours

Or:
Daoxveycline
Adult and culd over 12 years: 100 mg orally
every 12 hours

Or:

Erythromycin

Adult and child over 12 yerrs:500mg - 1 g every
12hours

Infants requiring oral therapy: 250 mg once
daily or 125 mg every 12 hours

Or:

Clarithromycin 250 - 500 mg orally every 12

hours

- Inpatients who do not telerate any of the

tetracyclines or who fail to improve

Review patient in & weeks and 3 - 4 months

later

- Ifthereisimarked improvement, taper the
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dose by 250 mg for tetracycline every 6 - 8
weeks while treating with topicals to
arrive at the lowest systemic dose needed
to maintainclearing
Antibiotic-resistant acne
Spironoclactone may be added as an
antiandrogen
Adult: 50 - 200 mg orally daily
Severe acne
Start with systemic antibiotics as above
Oral isotretinoin (13-cis retinoic acid)
Adull; 0.5 - 1 mg/kg/day for 20 weeks for a
cumulative dose of atleast 120 mg/ kg
Child 12 - 18 years: 500 micrograms/kg once
daily, increased if necessary to 1 mg/kgin1-
2divided doses
- Occasionally, acne does not respond or
promptly recurs after therapy, but may
clear after a second course
- At least a 4-month rest period from the
drug is recommended before a second
treatment course is considered
Acne ulminans
Prednisolone 1.0 mg/ kg daily for 7 - 10 days
then taper off rapidly as isotretinoin is started
Success has been reported with dapsone but
only in toxic doses (100 mg three or four times
daily)

Adjuvant measures
Use non-irritating cleansing agents to reduce
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facial sheenand bacterial flora
Emotional support
Comedone extraction
Intralesional injection for deeper papules and
occasional cysts
Dilute suspensions of triamcinclone
acetonide
- 25mg/mLor(.05 mL per lesion

Laser, dermabrasion for cosmetic
irmprovement of scars

Notable adverse drug reactions, canution and
contraindications

Topical preparations:

Creams and water-based gels are less
irritating than alcohol/ acetone-based gels

- Always initate treatment with lower
strength and increase as tolerance develops to
initial irritant reaction

- Occasionally contact sensitivity may
oeCut

Benzoyl peroxide

- May bleach fabrics, hair and skin

- Avoid contact with eyes, mouth, and
rmucous membranes

Antibiotic resistance may occur

- Avoid the use of different oral and topical
antibiotics al the same time

- Vaginitis and perianal itching due to
Candidamay occur

- Tetracyclines, and doxycycline are
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contraindicated in pregnaney and in children

less than 12 years

-  May reduce the effectiveness of oral
confracoptives

- Oftencause GIT symptoms

- doxyeycline may cause photodermatitis

- Erythromycin cannot be used in
conjunction with astemizole or
terfenadine, as serious cardiovascular
complications may cccur

Salicylicacid

- Significant absorption may occur from
the skininchildren

Isotretinoin:

Dry skin, lips and eyes

Decreased night vision

Epistaxis

Hypercholesterolaemia

Hypertriglyceridaemia

Pseudolumour cerebri and headaches

Depression

Musculoskeletal or bowel symptoms

Thinning of hair

Bony hyperostecses

Premature epiphyseal closure in children

- Absolutely contraindicated during
pregnancy (teratogenicity)

- Obtain informed consent before use; start
oral contraceptives one month before
commencing therapy and continue for
another month after conclusion of
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therapy

-Women of childbearing age are strongly
advised to avoid pregnancy for up to 3
years following cessation of therapy

-Check cholesterol and triglyceride levels
every 2-4weeks while on therapy

- Dapsone at such high doges iz likely to cause
methhaemoglobinemia

- Where leprosy is still endemic (e.g. Nigeria),
reserve for treatinent of leprosy

Prevention
Mwoid
- Oil-based cosmetics, hair styling mousse,
face creams and hair sprays
- Medicines that may induce acne

PRURITLS
Introduction
Commonly known asitching
The most common unpleasant experience
involving the skin; provokes a desire to
scratch
May be elicited by many normally vecurring
stimulie.g,
- Lighttouch
- Temperature change
- Emotional stress
-  Chemieal, mechanical, thermal and
eleckrical stimuli
Mediated by the release of chemical
substances e.g. histamine, kining, and
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proteases

- Prostaglandin E lowers the threshold for
histamine-induced pruritus, while
enkephalins, pentapeptides which bind
to opiate receptors in the brain modulate
painand itching centrally

Clinical features
Atalow level, may merely be annoying
May actually torture the patient, interfere
with sleep and lead to less than optimal
performance
There are great variations from person to
PEI‘SEII’I
- Inthesame person there may be variation
inreactions to the same stimuli
In the elderly, senile pruritus due to dry
skin may be particularly bothersome
Psychologic trauma, stress, absence of
distractions, anxiety, and fear may all
enhance itching
Tends to be most severe at the time of
undressing forbed
There are alse regional variations
- The ear canals, eyelids, noshils, and
perianal and genital areas are especially
susceptble to pruritus
May belocalized or generalized
May or may not be associated with skin
lesions
Excoriations are typically linear and occur
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where the patient canreach with his hands

- The middle of the back is typically
spared except when the patienthas used a
back scratcher

- The scratch is usually erythematous,
with many tiny erosions scattered along it

Fresh marks are usually weepy or bloody;

older ones crustad

- Lesions may become impetiginized

In addition to excoriations, some patients

may have smooth, shiny fingernails (the

polished nails of chronic pruritus)

Pruritus without skinlesions suggesis

- Biliary obstruction

- TDhabetes mellitus

- Uraemia

- Lymphoma

- Hyperthyroidism

- Adverse reaction to medicines e.g.
Histamine liberators, opioids

- Ocrultscabies

- Pediculosis

- Onchodermatitis

- Dermatitis herpetiformis

- Atopiceczema inremission

- HIV/AIDS

- Systemicmastocytosis

Polycythaemia vera is a notable cause of

pruritus; usually induced by temperature

changes

Some patients complain of pruritus provoked
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by bath orimmediately post-bath

Factorginclude:

- Aquagenic pruritus

- Temperature-dependent pruritus due to
cold / heat

- Cholinergic pruritus (when the core
temperature is increased and there is
sweating)

- Allergytobathsponge or soap

- Mechanical scrubbing of the skin with
coarse sponge causing degranulation of
mastcells

- A forceful jet of water from the shower
may rigger pruritusin some casos.

Differential dingnoses
All the above causes of pruritus

Complications

Sleep disturbance

Less than optimal performance at home, work
or achool

Emotional disturbance

Suicidal ideation

Investigations

As suggested by meticulous history and
physical examination

Treatment objectives

Suppressiich
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Identify and treat cause(s)
Imprave quality of life
Preventcomplications

Drug treatment

Ketotifen

Adult; 2 mg orally taken before bath (with

food)

Child 3 years and over: 1 mg orally twice daily

Depressed, itchy individuals

Doxepin

Adultinitially 75 mg orally daily in divided

doses or as a single dose at bedtime

- Increased if necessary to a maximum of
300 mg daily in 3 divided doses

Up to 100 mg may be given as a single dose

Elderly: initially 10 - 50 mng daily, range of 30 -

o0 mg daily may be adequate

Not recomunended for children

Pruritus associated with partial biliary

obstruction and primary biliary cirrhosis

Colestyramine

Adult: 4 - 8 g orally daily in water (or other

suitable liquid)

Child 1 mont - 1 year: 1 g orally once daily

mixed with water; 1- 6 years: 2 gonce daily; 6-

12 years: 4 g once daily; 12 - 18 vears: 4 -8 ¢

daily, adjusted according to response in all

age groups

Pruritus of renal failure

Activated charcoal
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Adult: 50 g orally initially then 50 g every 4

hours.

-  Treat vomiting with an anti-emetic
because it may reduce the efficacy of
charcoal treatment

Int cases of intolerance reduce the dose and

increase frequency of administration (e.g. 25 g

every 2 hours orl2.5 g every hour). This may

however compromise efficacy

O

Ultra Violet B therapy

Localized pruritus

Corticosteroid creams for inflarnmatory skin

dizease

Or:

Crotamiton cream 10%

Adult: apply topically 2 -3 times daily

Child: apply once daily for child below 3
years; over 3 years: apply 2 - 3 times daily

O

Urea 10% hydrocortisone cream 1 %, Adult
mhd child: dilute with agueous cream in first 1
week of use if stinging ocours

Or:

Ermnulsifying ointment EP

Adult and child: can be used as soap
substitute; rub on skin before rinsing off
completely
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B
- Doxepin hydrochloride
Adult: apply thinly 3 - 4 times daily (coverage
should be less than10% body surface area)

Adverse drug rveactiomns, caution and
contraindications
Colestyramine: Counsel patients

Other drugs should be taken at least 1 hour
before, or 4 -6 hours after colestyramine to
reduce possible interference with absorption
May cause constipabion and gastrointestinal
discomfort
Interferes with the absorption of fat-soluble
vitamins
- Supplements of vitamins A, D and K may

be required

Activated charcoal;

Risk of aspiration in drowsy or comatose
patients

Risk of intestinal obstruction in patients with
reduced gastro-intestinal motility

Black stools

Doxepin:

Caution in patients with glaucoma, urinary
retentiorn, and severe liver impairment
May cause drowsiness, local burning,
sbinging, irritation and dry moeuth

Prevention
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Use a cleansing bar (instead of soap) for baths
Pat rather than rub skin dry after bath and
immediately lubricate skin with petroleum
jelly or emulsifying ointment

LIRTICARIA AND ANGIOEDEMA
Introduction

An eruption of evanescent wheals or hives
which can result from many different stimuli
on an immunologic or non-immunclogic
basis

The mostcommon immunologic mechanism
is hypersensitivity mediated by IgE - Another
mechanism involves activation of the
complement cascade.

The activation of cutaneons mast cells and
their release of mediators iz the unifying
feature of most urticaria Mast cells are found
inthe immediate vicinity of blood vessels
- They release preformed mediators

(histamine, heparin and wvarious
enzymes) as well newly manufactured
ones (prostaglandins, leukotrieres)
A hive or urticarial lesion is the result of
localized cedema in the dermis
Causes:

Medications

Food

Aero-allergens
Latex; seminal fluid {contact urticaria)

Insect antigens (bees, wasps or hornet toxins)
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Infections and infestations (parasitic, fungal,

Bacterial and wiral)

Foreign proteins (antisera, vaccinations)

Physical stimuli (pressure, heat, cold,
cholinergic stimuli, water, light and
irradiations)

Auto-immune disorders, enzyme defects
{C1 esterase inihibitor deficiency)

Peychosocial condlicts (stress, depression)

Excessive mast cells {mastocytoma,
urticaria
plgmentosa)

Pseudoallergy (mast cell degranulators e.g.
NSAIDS; dyes, preservatives, comtact
urticaria)

Serum sickness

Malignancies

Idiopathic

Clinical feafures
May be acute or chronic:
Acute urticaria is of sudden onset and lasts
less than 6 weeks
Chronic urticaria persists for more than &
weeks with either:
- Daily emergence of new wheals (chronic
continuous) or
- Occasional hive-free pericds (chronic
recurrent)
The typical urticarial reaction is similar to
thetriple response of Lewis

24y



B SEIN. TLAIR AN HATLS LEERA ST

-Initial erytherna

-Nextoedema (the hive)

-Finally an erythematous ring surrounding
the hive

Urtcarial lesions may:

-Varyin size and shape over minutes to hours

-Present an orange-skin appeararce

-Become bullous

The pruritus associated with urticaria is

usually extreme

Excoriations are extremely unusual because

the lesions are almost invariably rubbed, not

scratched

Dermographism is characterized by wheal

and erythema after minor stroking of, or

pressure onthe skin

- Commonly found under pressure areas
a.g. the beltline

May persist for years, but spontaneous

regression usually occurs within 2 years

Angicedema is the involvement of deeper

vessels

- Characterized by painless, deep,
subcutaneous swelling

- Often inwvolves periorbital, circumoral
and facial regions; palms, soles and the
genitalia

- May target the pgastrointestinal and
respiratory tracts, causing abdominal
pain, coryza, asthma and respiratory
problems

- Respiratory tract involvement may cause

380



B SEIN. TLAIR AN HATLS LEERA ST

airway obstruction
- Anaphylaxie and hypotension may also
DeCuT

Differentinl dingnoses
Gyrate erythemas
Urlicarial vasculilis
Mastocytosis
Fityriasisrosea (early lesions)
Bullous lesions:
Pemphygus
Pemphygoid
Erytherna multiforme
Fixed drug eruption
Angicedema:
"Calabar swelling"
Cellulitis
Idiopathic scrotal cedema of children
Melkerson-Rosenthal syndrome
Cold uriticaria:
Cryoglobulinemia Immune complex diseases
Systemic lupus erythematosus and other
collagen vascular diseases
Macroglobulinemia
Mycoplasma infections (cold
hemagglutinins)
Syphilis
Familial cold urticaria
Arquired cold urticaria

Complications
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Emotional distressinchroniccases
Fatality

Investigations
Suggested by meticulous history and
physical examination

Treatment objectives
Toalleviatesymptoms
Eliminate and treat cause

Dirvgtreatment
Chlorphenamine maleate
Adult: 4 mg orally every 4 - 6 hours
{maximum 24 mg daily)
Child: under 1 year, not recommended 1-
Zyears:lmg every 12 hours; 2-Byears Img
everyd-6 hours (maximum 6 mg daily); 6 - 12
yvears: 2 mg every 4 -thours
(maximuwmd 2mgdaily)
- Iflesssedationis required (e.g. day time)
One:
Loratadine
Adultand Child over 6 years: 10 mg orally daily
Child2-byearsSmgdaily
If persistent and chronic urticaria
Add Doxepin (oral form discontinued)
Adult: apply thinly 3 - 4 times daily; usual
maximum 3g per application (total daily
maximum12 g)
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Child: not recommended for children under
12 years

Or:
(For symptomatic dermographism and
chronicurticaria)

Add:
Ranitidine hydrochloride Adult: 150 mg
orally every 12 hours or 300 mg at night
- Not to be used alone for the treatment of
urlicaria
Belractory cases
Systemiccorticosteroids
- Prednisolone 0.3 to 1.0 mg/kg orally
daily

Adjuvant measures

Ta relieve itching: Tepid or cold tub baths or
showers

Add starch, or sodium bicarbonate, meanthol,
or magnesium sullate to bath water

Do not scrub the body with sponge (it
promates degranulation of cutanecus mast
cells)

Avoid medicines likely to cause
urticaria/angicedema

Eliminate any suspected food

Counselling

Notable adverse drug reactions, caution and
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cotitratndications
Chlorphenamine maleate:
Patients notto drive or operate machinery
Ranitidine;
Tachycardia, agitation, visuzal disturbances,
alopecia, gynaecomastia and impoterice
Caution in hepatic impairment, pregnancy
and inbreast feeding
loratadine:
Headache, dry mouth, drowsiness, dizziness
and nausea
Caution in the elderly especially if renal
function is compromised
Doxepin:
Cauton iricardiae disease
Contraindicated in recent myocardial
infarction, arrhythmias, glaucoma and severc
liver disease
May cause dry mouth, sedation, blurred
vision, constipation, nausea, difficulty with
micturition

Prevention
Eliminate/avoid any identified/possible
causal factor(s)

VITILIGO
Introduction

A disease characterized by acquired loss of
melanocytes, leading to areas of
depigmentation
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Sometimes associated with uveitis and
other autoimmune phenomena
- Many autoantibodies can be
demonstrated in vitiligo patients; those
against melanocytes may rarvely be
demonstrable
There is alzo a neural hypothesis
- Vitiliginous patches often follow a
dermatome
- A newrochemical mediator responsible
for destroving the melanocytes has
therefore been suggested
There is also anoccupational vitiligo
- Due te chemically induced
depigmentation
- Seen among workers who are in contact
with para-phenolic compounds or
hydroquinones (but this is considered a
different disorder)

Clinical features
All ages are affected
The dermatomal type is more commaon in the
paediatricage
The completely depigmented patches have
distinct borders
- A few patients may have inflammatory
vitiligo with raised erythematous borders
-  Some may have hypopigmented skin
between the depigmented and normal
skin (trichrome vitiligo)
The distribution may be:
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Generalized (autoimmune type)
Segmental (dermatomal type)
The hairs on the patches eventually turn
white (acquired poliosis)
The generalized type may be symmetrically
distributed in the exlremities
- Generalized vitiligo continues to spread
while new lesions develop for years
Spontaneous repigmentation may occur
Bavoured sitesare
- Extensorsurfaces of the extremities
- Face and peri-orificial surfaces (around
the mouth, eyes, mnipples, umbilicus,
penis, vulva, and anus)
Focal vitiligo may affect one non-
dermatomal site e.g. lips, vulva or penis
Universal vitiligo applies to cases where the
entire body surface is depigmented
Generalized vitiligo may be associated with:
- Hyperthyroidism
- Hypothyroidism
- Pernicious anaemia
- Diabetes mellitus
- Addison'sdisease
Local loss of pigment may occur around a
naevus and melanomas, the socalled halo
phenomenon
Vitiligo-like leucoderma oecurs in about 1%
of melanoma patients
- Usually a good prognostic sign since
it suggests an effective immune reaction

35e



B SEIN. TLAIR AN HATLS LEERA ST

against the tumour cells

Segmental vitiligo affects only one part of the

body

- It spreads rapidly in that area and then
stabilizes

- Tt is nol associated ith autoionmune
diseases

- Favoured sites are the trigeminal area or
an intercostal nerve distribution
(zosteriform pattern)

Just as with albinism, the interplay belween
the melanocytes of the eyes, ears, and skin is
apparent The prototype is Vogt-Koyanagi-
Harada syndrome:

Vitiligo of the face, evelashes, and scalp hair
inassociationwith
- Uveihs
- Dysacoussis
- Alopeciaareata

Chemical vitiligo affects sites of contact
with the chemicals
- When the chemicals are irhaled or a
substantial quanlity is absorbed through
the skin, the dishibution of the white
patches may simulate the generalized
autolmmune type

Dyifferentinl diagnoses
Post-burns depigmentation
Tertiary stage of pinta Morphoea
Lichen sclerosis
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Pityriasiz alba
Tinea versicolor
Piebaldism Hypomelanosis of Ito

Complications
Emotional problems due to cosmetic
disfiguremnent

Inwestigations

Exclude other autoimmune dizeases if
clinically suggestive

See zlso notes oncaution below

Treatment objectives
Re-pigmentation

Irprove cosmetic appearance
Emotional support

Topical
Corticosteroids
Hydrocortisone 1% or betamethasonc
valerate
Adult: 0.1% apply once or every 12 hours (for
focal orlimited lesions)
Child: apply 1 -2 times daily Psoralens
- S-methoxypsoralen (MOT)
0.05% = 0.1% in combination with ulraviolet-
A radiation (PUVA) for focal or limited
lesions
Adult and child: apply twice weekly
Tacrolimus 0.1% ointment twice daily for 24
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weeks

Systemic

Systemic &-methoxypsoralen

Adult; 0.3mg/ kg orally

The initial UVA dose i5 1 or 2 J/cm2,

gradually increased

Twao or three treatments are done per week

for 3 - 6months

Systemic corticosteroids

- May occasionally be used (o arrest the
autoimmune process

- Prednisolone tablets 0.5 - 1.0 mg/kg
orally day

Surgical

Pigmented skin grafted onto vitiliginous

pakches

- Often the transferred melanocytes
repigment the depigmented areas

The various techniques include:

- Suctionblister grafts

- Mini-punch grafts

- Transfer of either pure melanocyte
cultures or mixed epidermal cultures toa
prepared site

Adjuvant measiires
Camouflage (cover-up cosmetics)
Patientedocalion and emaolional support
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Notuble adverse drug reactions, caution
and contratndications

Corticosteroids:

See Dermatitis and Eczema

B-MOP:

Iniadvertent suniburns with blistering
Systemic psoralen is contraindicated in:

- Enown photosensitivity

- Porphyria

- Liver disease

- Systemic lopus erythematosus

If systemic therapy is to be used the following
should be done before therapy

- Ophthalmological examination

- Full Blood Count

- Liver function tests

- Antinuclear Antibody Test
Acquired ochronosis

PUVA therapy should be supervised by an

experienced dermatologist
Prevention
Unkniown
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CHAPTER

EAR, NOSE AND THROAT

ACUTE OTITIS MEDIA

Introduction

Acute inflammation of the middle ear due to
Pyogenic organisms

Usually secondary to upper respiratory
infection spreading from nasopharynx
Common ininfants and voung children; more
frequent during winter and rainy periods
Usual organisms are sireptococcus
preumococcus and staphylococcus

Clinical features
Main symptoms:

Earache

Fever

Deafness

Ear discharge

Malaise

Inbabies, irritability

Clinirally increasing inflammation and
radness of the eardrum

Later, perforation and pulsating
mucopurulent discharge
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Differentinl dingnoses
Arute ohitis externa
Referred otalgia

Complications

Acute mastoiditlis

Facial nerve paralysis
Labyrinthitis

Intracranial

- Meningitis

- Brainabscesses

- Lateral sinus thrombosis

Investigations

Ear swab for culture and sensitivity- swab
taken properly without contamination

Full Blood Count

Treatmentobjectives
Controlinfection
Restore normal hearing

Nosu-drng treatment

Ear toilet and antiseptic dressings
Myringotomy for persistent mucopurulent
collection in middle ear with bulging
eardrum

Drugtreatment
Antibiotics
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- Amoxdcillin

Adujt: 500mg -1 g orally every & hours for5-7
days

Child: 40 mg/kg orally every & hours
Amnalgesics

- Paracetamol
Adult:500mg-1gorallyevery4-6hours(toa
maximumof4 g) for5-7 days

Child over 50 kg: same as adult dosing

6 - 12 years: 250 -500 mg; 1 - 5 years: 125 - 250
mg; 3 months - 1 year: 125 - 250 mg for 5 -
7days

Systemic decongestant

- Psuedoephedrine

Adult; 60 mg orally every 4 - 6 hours {up to 4
tirmnes daily)

Child:6-12years: 30mg (5mL of syrup) 3 times
daily; 2-3years:15mg,(2.5mL of syrup)

Supportive measires
Bed rest and adequate fluids

Notable aduerse drig renctions, caulion
Many preparations of pseudoephedrine
contain antihistamines and may cause
drowsiness

Avoid ear drops

Prevention
Good general health and clean airy

environment to reduce incidenwce of upper
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respiratory infections (colds)

ADENQOID DISEASE

Introduction

A manifestation of hyperplasia/hypertrophy
of the adenoid tissue in the nasopharynx
Usually occursinchildrenaged 2 -6 years
Excessively large adenocids may cause
obstruction of the nasopharyngeal airway
with symptoms ofnasal obstruction

Large adenoids may encroach on the
Eustachian tube openings causing secretory
otitis media with deafness in the child
Chronic infection of adenocid tissue is also
often present

Symptoms usually subside spontaneously as
adenoids regress physiologically and become
atrophic with age

Clinical features

Nasal obstruction and mouth-breathing
Snoring atnight

Obstructive sleepapnoea

Progressive deafness due to secretory otitis
media

Differential diagnoses
Allergicrhinitis
Sinusitis
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Complications
Sinusitis

Recurrent otitis media
Preumonitis

Investigations
X-ray of nasopharynx
Xray sinuses and chest

Treatinent objectives

To significantly improve nascpharyngeal
airway and thereby improve nasal breathing
Treat concurrent infeckion

Non-drug treatinent

Adenoidectomy in severe cases

Divug treatment

Decongestants

- Psuedoephedrine syrup

6-12 years: 30mg (SmL of syrup) orally every 8

hours; 2-5years2.5mL

O

- Ephedrine nazal drops (0.5%)

Instil into nostrils twice daily and at night

time

Antibiotic

- Amoxicillin syrop 125 - 250 mg orally
every B hours for5-7days.
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CHRONIC OTITIS MEDIA

Introduction

A chronic inflammatory condition of the

middle ear murosa with recurrent ear

discharge

- OQftenover a period of years

Occursin two clinical varieties

- The more common simple type with a
central eardrum perforation

- The much less common, serious type
often associated with the presence of
cholesteatoma

Bactericlogy is usually mixed, mostly gram
negative organisms (Proteus,
Pasudomonas)

Clinical features
Main complaints: recurrent ear discharge and
increasing deafness
Pain is uncommon
Discharge is mucoid in the simple type but
thick and foul-smelling in the serious variety
Usually central eardrum perforation is of
varying size
Cholesteatoma and marginal or attic
perforation is seenin the serious type

Complications

Generally more with the serious type:
Intracranial suppuration

- Extradural abscess
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- Meningits

- Brainabscess
Lateral sinus thrombosis
Facial nerve paralysis
Labyrinthitis

Inwestigations

Ear swab taken properly for microscopy,
culture and sensitivity

Aundiogram: conductive deafness

X-ray of the mastoids: shows sclerosis,
hypopneumatization

Treatment objectives

To give the patient a safe and dry ear

To preserve or restore hearing as much as
possible

Nos-dvug treabment

Careful ear toilet and regular ear dressing
with antiseptic pack

With dry ear, persistent perforation may be
closed surgically (myringoplasty) to protect
middle ear and improve hearing

Ini the serious type with cholesteatoma not
responding to treatment, mastoid operationis
done to clear out disease and prevent
complications

Drveg treafment
Antbiotic - Co-amoxiclav
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Adult: 300/125 mg orally every 8 hours for
acute exacerbations up to 14 days

Child: 6 - 12 years: 250 mg orally every 12
hours; under 6 vears: 125 mg every12 hours

If infection does not seitle wifh systemic
antibiotics refer to specialist

Supportive medsures
Protect ears from water with
Vaseline/ cotton wool while bathing

Caultion

Topical freatment with ototoxic antibiotics is
contraindicated in the presence of a
perfaration

EPISTAXIS

Introduction
A condition of bleeding from the nose
A clinical presentation rather than a disease
entity onits own

Bleeding is most often from ruptured

vessels in the anterior nasal septum,
gometimes from the posterior nose especially
inthe elderly

Can arise from a wide variety of causes

Local (inthe nose)

Trauma

Inflammmation of nose or sinuses
- Acutee.g. acuterhinitis/ sinusitis
- Chronic e.g. tuberculosis, leprosy,
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Neoplasms

Manifestation of systemic diseases
Bleeding diatheses
Blood dyscrasias
Hypertension

Clinical features

Bleeding from nose; often spontanzous but
may follow obvious trauma orinjury

Varying amounts of blood, from few drops
to torrential life-threatening haemorrhage

Often intermittent; most bleeds stop
spontaneously

Differential diagnoses
Various pathological conditions, both local
and systemic present withnasal bleeding

Complications

Haemorrhagic shock
Batality

Investigations

Full Blood Count, including platelet count

Bleeding and clotting time; partial
thromboplastin time

Urea and Electrolytes and Creatinine

X-ray sinuses

CT scan
Treatment objectives
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Toarrest bleeding inactively bleeding cases
Replace significant blood losses and treat
shock

Identify and treat aeticlogical factors

Nown-drug treatiment

Fressure and compression of the nose
between fingers to arrest bleading

Cotton wool pack scaked in epinephrine
1:1000 mriay be placed on bleeding area before
compression to induce vasoconstriction

Masal packing with lubricated ribbon gauze

Arrest of posterior bleed with rubber
tamnpon or improvised Foley's catheter
balloon

Cauterization of bleeding point or dilated
vessels in anterior nasal septum
- Diathermy cautery (electrical) or

chemical cautery with silver nilrate stick

Drug treatment

Treatunderlying aetiologies

Sedation if necessary

- Diazepam5 mg orally twice daily for1-2
days

- Antibiotics if infection is present

- Amoxicillin

Aduit: 500 mg orally every 8 hours for 5 -7

days

Child: 250 -500 mg orally for 5-7 days

Other drugs depending on identified
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causatve factors

Supportive measuves

Intravenous infusion, crystalloids and
blood as necessary

Bed rest

Prevention
Avoid/ treal predisposing conditions

FORETGN BODIESIN THEAIRWAYS
Introduction

Children (most commonly) may aspirate
pieces of play objects or food items
accidentally into theairway

May present as serious emergencies with
imminent asphyxia

The object if arrested at laryngeal level
causes acute upper respiratory abstruction

Sharp objects such as fish bone or pins may
be impacted on the vocal cord and the
resulting oedema causes progressive
obstruction

Small objects such as seeds may traverse the
larynx and become arrested in the trachea or
bronchus lower down

Vegetables such as peanuts often cause
severereaction in the lungs with pneumonitis

Clinical features
Difficulty in breathing with stridor oceurs
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immediately or progressively
Initial dyspnoea and cough may subside if
the object passes down.
Symptoms gradually return later
Severe cases; stridor and severe cyanosis
with imminent asphyxia requiring
immediate intervention ko prevent a fatal
outcome
Two-way stridor often occurs with
tracheal foreign bodies
In the lower airways objects may remain
for long periods, with unexplained chest
sympioms

Differential diagnoses
Acutelaryngitis
Arutelaryngeal cedema
Bronchopneumonda
Pulmonary tuberculosis

Complications
Life-threatening asphyxia
Lung collapse and atelectasis

Investigalions
Radiograph of neck and chest

Treatiment objectives

To maintain the airway and adequate
respiratory function

Eemove the [oreign object as expeditiously
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as possible

Non-drug treatment

Immediate removal under anaesthesia by
direct laryngescopy or bronchoscopy as
appropriate Tracheostomy where necessary
tomaintain airway

Divug trealment

Antibiotic prophylaxis if necessary (for 3
days)

- Amoxicillin

Child; 6-12 years: 250mg orally every 12 hours;
under & years: 125 mg orally every 12 hours
Steroid

- Hydrocortisone (for pneumonitis)
Child 1 month - 1 year: initially 25 mg by
intravenous or intramuscular injection every
8 hours; 1 - 6 vears: initially 50 mg every 8
hours; 6 - 12 years: initially 100 mg every 8
hours; 12 - 18 years: initially 100 - 500 mg 3
times daily, adjusted in all age groups
according to response

Supportiog measures

Oneygen
Steam inhalation/ nebulizer

Prevention
Vigilant supervision of young children
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FOREIGN BODY IMPACTION
Introduction

Various objects ingested and stuck in
pharynx or upper oesophagus , maostly
accidentally. In children play objects, toy
Pieces, coins, safety pins ; fish bones, poorly
chewed meat, dentures mainly in adults.
Sharp objects may be arrested in the
oropharynx, most others at the
cricopharyngeal sphincter.

Clinical features
Diysphagia, drooling of saliva, cough at times.

Complication:
Perforation of ocesophagus, mediastinitis,
aspiration pneumonitis

Investigation

Radiogragh of neck and chest
Treatment objectives:

Toremove foreign body expeditiously

Nown-=drug treatment

Removal under local anaesthetic if object
visualised in oropharynx

Removal under general anaesthetic with
pesophagoscopy if object is in hypopharynx
or cervical cesophagus

Divugireatment
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Antibiotic prophylaxis if indicated
Amoxicillin.

FOREIGNBODIESINTHEEAR
Intvoduction

A common presentation in ENT emergency
practice

Children usually involved as they insert
various objects into ears while playing: beads,
plastic toys, seeds, etc

Live insects may also crawl into the ear in
adults/ children

Clinical features
Symptoms are often absent
Little pain (sometimes)
Sensation of blockage may be reported by
older children
Object usually seen with good light in the ear

canal

Differential diagnoses
Impacted wax
{(Mitis externa

Complications

Oitis externa

Ferforation of tympanic membrane from
akttemnpls atremoval

Treatment objectives
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Remove object expeditiously without
damage to ear structures or causing undue
pain to patient

Nown-drug treatment
Removal by ear syringing
Removal with appropriate hook, or alligator
forceps
Examination and removal under anaesthesia
if difficultin the clinic
Prevention
Vigilant supervision of young children

FOREIGN BODIES IN THE NOSE AND

RHINOLITHS
Introduction

Children often insert vavious objects into the
nostrils while playing: pieces of plastic toys,
rolled paper, foam, seeds, some metal objects,
ete

The objects may remain undetected for long
periods, particularly arganic itemns, until they
become infected

Typically result in foul smelling unilateral
nasal discharge
Some inorganic objects may (after long
periods) become coated by hard calcific
deposits and becorne known as rthinoliths
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Clinical fentures

Often no indication or symptlom

May be accidentally noliced by parent

Later, complaints of foul purulent unilateral
nasal discharge of unknown origin

Drifferential dingnoses
Acute or chronic rhinitis Sinusitis
Masal growth/ polyp

Complication
Secondary infection: rhinosinusitis

Investigation
Radiograph of nose: for metallic or radio-
opague objects

Treatment objectives
FRemove object safely with little discomfort
to patient

Nowm-drug freatment

Careful removal with appropriate hook or
forceps

Removal under anaesthesia as necessary

Prevention
Vigilant supervision of young children

e



B FAR. KCIST AMD THICAT

MASTOIDITIS
Introduction

Develops as a complication of acute
suppurative otitis media, mostly inchildren

Follows acute otitis media (untreated or
inadequately treated), or due to particularly
virulent organisms

Infection spreads from the tympanum
posteriotly into the mastoid antrum and
aircells

Colliquative necrosis of the air cells and
suppuration in the mastoid bone follows

A subperiosteal abscess formns behind the ear
inachild with a discharging ear

Clinical features

Fever
Painbehind the ear
Mucopurulent ear discharge

Progressive inflammatory swelling over the
masioid region

Swelling is tender and fluctuant

Differential diagnosis
Suppurating post-aural lvmphadenitis from
otitls externa

Complications

Spread of infection into cranial cavity with
Extradural abscess

Meningitis
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Brain abscess
Lateral sinus thrambophlebitis

Investigations
Ear swab for microscopy, culture, culture
and sensitivity
Radiographs of the mastoid
Treatment objectives
Control and eradicate infection
Preventmore serious complications

Nown-drug treabment
Cortical mastoidectomy to open the mastoid
- Exenterate the infected air cells and drain
the mastoid

Divug treatment

Large doses of parenteral antibiotics

- Amoxicillin

Adult: 500 mg -1 g inbtravenously every 6- 8
hours for7 days

Child: 50 - 100 mg/ kg intravenously every 6 -8
hoursin divided doses daily for 7 days

- Ceftriaxone

Adult: 1 g every 12 hours intravenously for 7
days

Child: by intravenous infusion owver 60
minutes Neonates: 20 -50 mg/kg once daily,
by deep intramuscular injection, intravenous
injection over 2 - 4 minutes, or by intravenous
infusion 1 month - 12 years (body weight
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under 50 kg) 50 mg/kg once daily, up to 80
mg/ kginsevere infections

Analgesics

- Paracetamol

Adult: 500 mg -1 g orally every 4- 6 hours (o a
maxirmumof 4 g) for5-7 days

Child over 50 kg: same as adult dosing 6
12years:250-500mg;3months-Syears:125-250
myg taken orally every 4 - 6 hours for 5-7 days

Supportive measitres
Bed rest in-patient care
Intravenous infusion as appropriate

Prevention
Adequate and timely reatment of acute
otitis media

NASALALLERGY
Introduction

Hypersensitivity of the nasal mucosa to
various foreign substances, of the atopic type
Manifests as recurrent episodes of sneezing,
thinorrhoea and nasal obstruction whenever
patient comes in contact with the offending
allergen

Symptoms are attributed to the effect of
histamine and other chemical substances
released from ruptured mast cells in the nasal
MiCosa

Common allergens are pollens of various
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plants, flowers and trees; house-dust; hairs;
some foods; fungi and cosmetics

A common condition and affects all age
groups

May be familial, often associated with allergic
asthma or dermatitis

Clinical features
Repeated episodes of sneezing
Watery nasal discharge
Masal obstruction with itching and
conjunchival irritation whenever patient is in
contactwithallergen

Masal mucosa may be congested or
sometmes normal at the tme of clinical
exarmination

Presentation may be seasonal as with pollen
allergy, or perennial with allergy to house
dust, elc
Masal polyps may develop
Differential diagnoses
Chrondc rhinitis from other causes
Vasomotor thinitis
Chronic sinusitis
Complications
Chronic sinusitis

Pharyngitis

Investigations
Skin tests for allergens: intradermal or prick
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tests
Smear of nasal secretions for eoginophilia
Serological tests: radio-immunoassay for [gE
antibodies
Sinus X-ray

Treatinent objectives
Control or suppress the allergic symptoims
Preventallergicreactions

Now-drieg treatment
Elimination of allergens
Hyposensitisation by vaccination

Drug treatment

Antihistamines

- Chlorphenamine

Adult: 4mg orally every 4 - 6 hours; maximum

24 mg daily

Child: not recommended under 1 year 6 - 12
yvears: 2 mg orally every 4 - 6 hours; maximum

12 mg daily; 2 - 5 years: 1 mg every 4 - 6 hours;
maximum & mg daily

O

- Promethazine

Adult: 25 mg orally at night, increased to 25
mg twice daily if necessary or, 10 - 20 mg
every §-12 hours

Child: notrecommended under 2 vears 3
T0vears: 10-25mg orally daily in 1-2 divided
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doses; 2-5years:5-15mg daily in 1-2 divided

doses

Topical steroid

Non-sedative antihistamines - Loratidine

Adult and child over 12 years 10mg once

daily; Child 2-12 years, body weight under

30kg, 5mg/5ml once daily; body weight over

30kg, 10mg once daily

- Beclomethasonenasal spray

Adult and child over 6 years: 100 micrograms

(i.e.2 sprays) into each nostril twice daily

- Or 50 micrograms into each nostril every
8 hours

- Reduce dose to 50 micrograms into each
nostril twice daily when symptoms are
controlled

Decongestant

- Psuedoephedrine

Adult; 60 mg orally 4 - 6 hourly (up to 4 times

daily)

Clild: & - 12 years: 30 mg (5 mL of syrup) orally

every 8 hours; 2-5 years: 2.5mL

Notable adverse drug reactions, caution
Drowsiness with antihistamine drugs
Avoid prolonged use of medications

Prevention
Avoid known allergenic substances,
inhalants, foods, ete
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OTITIS EXTERNA
Introduction

Inflarmmation of the external ear

May be:

Infective: bacteria or fungi

Reaction of the canal skin to chemical
irritant(s)

Partof a generalized dermatitis

Localised otitis externa or furuncle (boil) iz a
Staphylococcal infection of a hair follicle in
thecanal

Diffuse otitis externa may be bacterial or
fungal orreactive

- Maybeacute orchronic

Bacterial infection often follows trauma
fromseratching the canal skin

Fungal otitis (otomycosis) commonly
follows swimming in the tropics, usually
infection by Aspergillus niger

Clinical features
Painanditching
Ear discharge
Sensation of blockage due to acoumulated
debris in canal
Deafness is variable
Canal is red and swollen, full of inflammatory
debris
- In otomycosis whitish mass of debris
withblack spots
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Differentinl diagnoses
Oitis media
Acutemastoidilis

Complications
Acute perichondritis

Investigations

Ear swab, taken properly for microscopy,
culture and sensitivity
Urinalysis for glycosuria

Blood glucose estimation in cases of
recurrent furanculosis to exclude diabetes
mellitus

Treabiment objectives
Control infection/ inflammation
Relieve discomiort

Nesn-drug treatment

Careful ear tailet to clear out debris

Daily dressing with antiseptic gauze packed
with Acriflavin in spirit

Furunculosis: dressing with magnesium
sulfate wick or steroid and antibiotic
pintment dressing

Drug treatment
Antibiotics

- Amoxicillin
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Adult: 500 mg -1 g orally every 8 hours for 5-7
days
Child: 40 mg/kg orally in every B hours for 5 -
7days
- Neomycin/hydrocortisone ear drops
Adult and child: instil 2 - 3 drops 3 - 4 times
daily
Analgesics
- Paracetamol

Adulf:500mg-1 g orally every 4 -6 hours (toa
maxirnum of4 g) for5-7 days

Child ouer 50 kg: same as adult dosing

6 - 12 years: 250 - 500 mg; 3 months - 5 years:
125 -250 mg taken orally every 4 - b hours

Supportive measires
Frevent water from entering ear for one
month

Prevention

Avoid trauma to ear canal (especially
scratching)

Keepearsdry

PERITONSTLLAR ABSCESS (Quinsy)
Introdnction
The main common local complication of
acute tonsillibs
A virulent streptococcal infection; may
spread beyond the tonsillar capsule into the
peri-tonsillar space, causing, first cellulitis,

el



B FAR. KCIST AMD THICAT

and later suppuration in the space
bMore common in adults with tonsillitis

Clinical features
Follows anattack of acute tonsillitis
Increasing pain, feverand dysphagia
Trismus- spread of cedema and infection to
pterygoid muscles
Oftenreferred paintoipsilateral ear
Difficulty in opening mouth for examination;
mouth full of saliva
Affected tonsil displaced downwards and
medially, with swelling above and lateral to
it, allinflamed and cedematous
[Uhvula pushed to apposite side

Differential diagnoses

Parapharyngeal abscess

Retropharyngeal abscess

Tonsillar tumours

Complicalions

Sephicasmia

Parapharyngeal suppuration/ abscess
Investigations

Throatswab

Full Blood Count with differentials

Treatinent objectives
Rapid control of infection
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Relief of pain and discomfort

Non-drug freatment

Improves

Incision and drainage, preferably under local
anaesthetic when suppuration is definite

Drug treatment

Antibiotics

- Amoxicillin

Adult: 500 mg -1 g intravenously every &
hoursfor7 days

Child: 50 - 100 mg/kg orally every & hours
Analgesics

250

- Paracetamol

Adult: 500 mg-1 gorally every 4- 6 hours (toa
maximumof4g) for5-7 days

Child over 50 kg: same as adult dosing

B = 12 years: 250 - 5300 mg; 3 months - 5 years:
125 - 250 mg taken orally 4 - 6 howrly for 5-7
days

Or:

- Aspirin [Acetysalicylic acid)

Adult: 300 - 200 mg orally every 4 - 6 hours
when necessary; maximumd g

Not recommended in children (risk of Reye's
syndrome)

Supporlive measures
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Intravenousinfusion
Bed rest

Notable adverse drug reactions
Aspirin may cause gastrointestinal irritation

Prevention

Elective tonsillectomy is advised after an
episode of quinsy to prevent further (more
severe) attacks

PHARYNGITIS (Sore Thront)
Introduction
A common cause of persistent sore throatin
young and most middle-aged adults, usually
unaccompanied by other symptoms
Often secondary te chronic nasal conditions
withnasal obstructione.g.
- Vasomotor rhinitis
- Nasal palyps
- Septal deviation
Obstruction causes mouth breathing with
drvness of the throat
Other causes:
Secondary inflammation from postnasal
discharge of sinusitis
Chronic exposure to irritants such as
tobacco smoke and aleohel
Secondary infection from cariousteeth

Clinical fentures
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Persistent sore throat with no systemic upset
or dysphagia
Sore throat is often worse in the mornings

Differential diagnoses
Chronic tonsillitis
FPharyngeal or laryngeal umour

Complications
More often related to the primary sources of
irritation or infection

Investigations

Throat swab: microscopy, culture and
sensitivity

X-ray of paranasal sinuses

Treatment objectives
Control symptoms by identifying and

treating primary causes

Now-drug treatment

Treat sinusitis

Surgery for obstructive nasal conditions
Treal dental caries

Drugtreatment
Appropriate antibacterial agent if indicated

Supportive measures
Reduction or avoidance of exposure to
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knownirritants-tobacco, alcohol, ete

SINUSITIS
Introduction
Inflammation of the mucosal lining of the
paranasal sinuses
May be acute or chronic and affect one or
more of the sinuses
- Most commenly the maxillary sinus or
antrum (in very young children the
ethmoidal sinuses)
Arutesinusitis is often sequel to acute rhinitis
- Common organisms are streptococcus,
pneumococcus, and haemophilus
Chronic sinusitis is more insidious
- May be associated with chronic thinitis
and allergy but other factors such as air
pollution, smoking, dental sepsis and
poor general health may be contributory
Bactericlogy is mixed: sometimes Gram
negative and fungal organisms

Clindcal features

Bhinorrhoea

Masal obstruction

Fever with pain over affected sinus in acute

cases

Less dramatic symptoms inchronic sinusitis

- Intermittent nasal obstruction and
discharge overalong period

- Littlepain
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- Mucopurulent posinasal discharge
{"Id.riP IIJ

Differential diagnoses
Acuterhinitis (coryza)
Allergicrhinitis
Vazomotar thinitis

Complications
Orbital cellulitis (complicating ethmoidal
sinusitis)
Cavernous sinus thrombosis (sphenoidal
sinugitis)
Intracranial infection
- Subdural abscess
- Meningitis
- Cerebral abscess

Dural vein thrombophlebitis
Osteomyelitis of frontal or maxillary bones
Chronic pharyngotonsillitis
Chronic laryngitis and bronehitis

Investigations

Masal swab for microscopy, culture and
sensitivity

X-ray of sinuses: four-view

Antrurn roof puncture /lavage: specimen for
culture

CT scanincomplicated cases

Treatmentobjectives
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Control and eradicateinfection
Restore adequate drainage of sinuses

Nomn-drug treatment

Antrum wash-out/lavage

Trephining of frontal sinus

Radical surgery for non-responsive cases

- Intranasal antrostomy

- Caldwell-Luc operation

- Pronle-ethmoidectomy

Functional Endoescopic Sinus Surgery (FESS)

Drug treatment

Antibiotics

- Armoxicillin

Adult:500mg -1 g orally every 8 hours for 5-7
days

Child:40mg/ kg orally every § howrs for3-7
days

Or:
Amoxicilling clavulanic acid

Adultbh00/ 125 mg orally every 12 hours
Child:0.25 ml./kg of 125/31 mg suspension
orally every

8 hours; dose doubled in severe infections
1-6years: Sl of 250,/ 62 mg suspension every
8 hours; dose doubled insevere indections

6 - 12 years: 5 mL of 250/62 mg suspension
every & hours; dose doubled in severe
infections 12 - 18 years: one 250/125 mg
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strength tablet every 8 hours, daily increased
in severe infection to one 500/125 strength
tablet every B hours daily

O

Cotrimoxazole

Adult:360mg orally every 12 hours

Child 6 weeks to & months: 120 mg orally every
12 hours; 6 months - 3 years: 240 mg every 12
hours; 6-12 years: 480 mg every 12 hours
- Ceftriaxone
Adult: 1 g intravenously or intramuscularly
every 12 hours for 7 days [or patients with
severe or nosocomial disease
Child: by intravenous infusion owver 60
minutes Meonates: 20 - 50 mg/kg once daily,
by deep intramuscular injection, intravenous
injection over 2 - 4 minutes, or by infravenous
infusion 1 month - 12 years (body weight
under 50 kg) 50 onice daily, up to 80 mg/ kg in
severeinfectons Decongestant
- Psuedoephedrine tablets
Adult, 60 mg orally twice daily wuntil
congestion
Child 2-6 years: 15 mg orally 3 - 4 times daily; 6
-12 years: 30 mg 3 -4 imes daily; 12 - 18 years:
60 mg 3 -4 times daily Analgesic
- [Paracetamol
Adult: 500 mg -1 g orally every 4-6 hours (toa
maximum

of4 g) for5-7 days
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Child over 50 kg: same as adult dosing

f - 12 years: 250 - 500 mg; 3 months - 5 years:

125 - mg taken orally every 4 - & hours for5-7

days

Supporfive measures

Steam inhalatons with menthol

Treat contributory nasal pathology as

appropriate

- Allergy, nasal polyps, septal
deviations, dental pathology, etc

Notable adverse drug reactions

Amaoxicillin

- Minor gastrointestinal disturbance
Cotrimoxazole

- Fixed drugeruption

- Nauseaand vomiting

- Erythema multiforme

- Steven-Johnson syndrome

Prevention

Avoid airway irritants, smoking, and alcohaol
Avoid air pollution

Maintain good general health and nutrition

TONSILLITIS
Introduction
An inflammatory condition of the palatine
tonsils, common in children

In half or more cases infection is by beta-
haemaolytic streptococcus, in others viral
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Typically an acute infection

Chronic tongsillitis presents usually as
recurrent acute infection

Essentially a disease of children but also
occurs invoung adults

Clinical features
Fever
Sore throat
Drrsphagia
Systemic upset and malaise
Tonsils are swollen, inflamed and covered
with purulentexudates
Tugulo-digastric lymph nodes are enlarged
and tender

Differential diagnoses
Infectous mononucleosis
Vincent's angina
Agpranulocytosis

Complicalions

Quinsy: main common complication
Parapharyngeal infection/ abscess

Rheumatic fever and nephritis following
streptococcal tonsillits

Investigalions

Throat swab for microscopy, culture and
sensitivity

Full Blood Count
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Treatment objectives
Control the infection
Control pain
Preventfurther episodes

Now-drug treatiment

Oral hydration

Salt/warm water gargle

Tonsillectomy in chronic cases with frequent
recurrent tonsillitis

Divug treatment

Antibiotics

- Amoxicillin

Adult; 250 - 500 mg orally every 8 hours for 5 -
7days

Child: 40 mg/kg orally every & hours for5 -7
days

The parenteral route may be required when
thers is vomiting or severe dysphagia

O

- Cotimoxazole

Adult: 960 mg orally every 12hours 5-7 days
Child 6 weeks to 5 inonths: 120 mg orally every
12 hours; 6 months - 3 years. 240 mg every 12
hours; 6- 12 years: 480 mg every 12 hours
Analgesic

- Paracetamol

Adult: 500 mg -1 g orally every 4-6hours(to
amaximumofd gl for5-7 days
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Child over 50 kg: same as adult dosing
6-12years:250-500mg; 3Imonths-5years:125-
250

mg taken orally every 4 - thours for5-7 days

Supporfive measures
Bed rest
Intravenous infusion as necessary

Notable adverse drug reactions
Cotrimmoxazole

- Fixeddrugeruption

- Nausea and vomiting

- Erythema multiforme

- Steven-Johnson syndrome

TEACHEQSTOMY

Introduction

A surgical procedure in which an opening is

created into the trachea from the outside,

commonly Lo bypass an upper respiratory

obstruction

May also be done to provide easier access for

care of the chestin soma seriously ill patients

- Also for respiratory support and
artificial wventilation in patients with
respiratory insufficiency or paralvsis

Most cases are done to by-pass upper airway

obstructon:

- Acute infections of the larynx

- Trauma
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- Foreign body aspiration

- Acute laryngeal cedema

- Vocalcord paralysis

- Tumours

Some cases are done as part of, or to facilitate
major head and neck surgery

An appropriate-sized tracheostomy tube,
portex or metal, is inserted to maintain the
opening

Clinical features

Acute presentation with clinical features of
airway obslruchion, stridor and incipient
asphyxia following trauma

Acute inflammatory conditions of the larynx,
which would require the operation as an
EMergency

Progressive lesions: may require less urgent
intervention in anticipation of likely
obstruchon

Cases with medical indications requiring
respiratory support are usually done on a
moreelectivebasis

Complications

Haemorrhage

Infection: wound and chest

Damage to nerves and large vessels in the
neck

Treatment objectives
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To secure the airway

Non-drug freatment

Postoperative care of tracheostomy
preferably in an intensive care unit, with
suction, humidification, stoma care as
appropriate

Drug treattment
Broad spectrum antibiotic cover

WAX TN THE EAR

Istroduction

Wax (or cerumen) is a normal product of the

human external ear

- A dark brownish mixture of the secretions
of the ceruminouns and sebaceous glands
in the outer third of the external auditory
caral

Small quantities are produced continuously

and function to lubricate the canal

Quantities produced and the consistencies

vary

- May be excessive in some people, causing
deafness, ear ache, secondary infection
and even vertigo

Clintical features

Sensation of blockage and some degree of
deafness are the inost commeon.complaints
Sometimes, painand irritation
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Ear discharge in some cases

Cantity seenvaries

- May besoftorhard

- Maybeimpacted inthe deep meatus

Differential diagnoses
Foreign bodies
Otitis externa

Complications
Superimposed infection: otitis externa
Hearing impairment

Treatment objectives

Evacuate the wax and clear the ear

Nowu-drug treatment

Removal with probe and cotton wool: for soft
wax

Ear syringing: for hard wax, often after
preliminary softening with oily drops
Qceasionally, removal under anaesthesia if
syringing is unsuccessful

Drug treatment
Bar drops to soften and loosen wax
- Warm olive il
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CHAPTER Ej

ENDOCRINE SYSTEM DISORDERS

DIABETES MELLITUS
Introduction
Diabetes mellitus is a common metabolic
disorder characterised by persistent
hyperglycaemia, a consequence of defects in
the action or secretion of insulin resulting in
disturbances of metabolism of carbohydrates,
fat and protein. It is associated with acute as
well as long-term complications affecting the
eves, kidneys, feet, nerves, brain, heart and
blood vessels

Its classification has been revised by the WO

and is based on aetiology:

Typel:

- Resulls from destruction (usually
autoimmune) of the pancreoatic P cells

- Insulinisrequired for survival

Typel:

- Characterized by insulin resistance
and/or abnormal insulin secretion
(gither may predominate); both are
usually present

- Itis the mostcommon type of diabetes
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Other specific types of diabetes- less comimon,
and include:

- Genetic dizsorders

- Infections

- Diseasesof the exocrine pancreas

- Endocrinopathies

- Drugs

Gestational diabetes: appears for the first ime
in pregnancy

Clinical features

Typel diabetes:

Patients present at a young age (usually teens

or twenties); earlier presentation may also

occur

Rapid onset of severe symptoms: weight loss,

thirst and polyuria

Blood glucnse levels are high and ketones are

often presentin the urine

If treatment iz delayed, ketoacidosis (DKA)

and death may follow

The response to insulin therapy is dramatic

and gratifying

Misclassification of patients as "Type 1" is

relatively common

- Imsulin-treatment iz not the same as
insulin-dependence

Type2diabetes:
Most patients present with the classical
Ej.?mptoms
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including polyuria, polydipsia and

polyphagia

Some patients present with sepsis, diabetic

coina (hyperosmolar non-ketotic states)

A minority is asymptomatic and therefore

identified atscreening

The patients usually do not seek medical

attention early because of the insidious nature

of the dizease

Many present at diagnosis with features of

diabetic complications

- Vizual difficulties from retinopathy

- Pain and/or tingling in the feet from
neuropathy

- Footulcerations

- Stroke

Cestational diabetes (GDM):

Diabetes which arises in pregnancy

Must be distinguished from existing
diabetes in women who become pregnant

Of particular importance because it is
associated with poor pregnancy outcomes,
especially if not recognised and not treated
Particular problems associated with GDM:
Foetal macrosomia Eclampsia
Intra-uterine growth retardation Birth
difficulties Neonatal hypoglycaemia
MNeonatal respiratory distress

Diagnosis
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Straightforward in the majority of cases

MMay pose a problem for thoge with a minor

degree of hyperglycaemia, and in

asymptomatic subjects

- In these circumstances, two abmormal
blood glucose results on separate
occasions are needed to make the
diagnosis

- If the results of point blood glucose
testing are equivocal, an oral glucose
tolerance testshould be performed

- If diagnosis remains in doubt maintain
surveillance with periodic re-testing until
the diagnostic situation becomes clear

Take into consideration additional risk

factors for diabetes hefore deciding on a

diagnostic or therapeutic course of action

The diagnosis of diabetes must be confirmed
biochemically prior to initiation of any
therapy

Symptoms of hyperglycaemia

FPlus:
Random venous plasma glucose 11.1
mmal/L

Or
Fasting venous plasma glucose 27.0 momol/L

O
HbAlc="%
Confirms the diagnosis of diabetes
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In asymptomatic subjects, a single abnormal
bload glucose result is inadequate to make a
diagnosis of diabetes
- Abnormal values must be confitmed

at the earliest possible date using any of

the following
- Two separate fasting or random

blood samples

Or
- A 75g oral glucose tolerance test
| Venous plaama | Venoos plasma

Glucose Tolerance State immal/L) imgdL)
Txzbetas melliius

Fasting =7 =126

2 hrur post-T3 g ghicose |nad =111 =0
Impaired glucose tolerance

Fasting =0 - 76 = L1 - 140and
ANTY and < 200

2 howr post-T3 g glucoee load <111
Impaleed fasting glyeaemls |61 -< 740 Sh- <61
Fastimg !

Unless there is unequivocal hyperglycaemia
with acute metabolic decompensation or

obvious symptoms, the diagnosis of

diabetes should always be confirmed by

repeating the test on another day

Management

Goals:

Early diagnosis

Prevent and/or reduce short and long term
morbidities

Prevent premature mortality
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Improve quality of life and productvity of
affected persons

Promote self care practices and
empowerment of people with diabetes
Reduce the personal, family and societal
burden of diabeles

Achievement of these goals is dependent on:
Successful establishment of diabetes health
care team, and infrastructure to support it,
including provision of education for health
care professionals and for people living with
diabetes

Core components of diabetes care
Treatment of hyperglycaemia
Treatment of co-morkidities
Prevention and treatment of macrovascular
and microvascular complications

Nont-drug treatment Education

The provision of knowledge and skills to
people with diabetes mellitus
- To empower them to render self-care in

their managemaenit

Priciples of Diabetes EducabionShould be
locally applicable, simple and effective
All members of the diabetes care team should
be trained to provide the education

It must empower people with diabetes as
well as their families
- Provide them with adequate knowledge
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of diabetes and its sequelae
- Create the right attitudes and provide
resources to provide appropriate self care

The effectiveness of the programme must be
evaluated and modified as necessary

What people with diabetes need to know
Diabetes is serious but can be controlled
Complications canbe prevented
That the cornerstones of therapy are
educalion, dietand exercise
Their metabolic and blood pressure targets
How to look after their feet and thus prevent
ulcers and amputations
Hew to avoid other long term complications
That regular medical check ups are ezsendial
When to seek medical help

Dhet

- One of the cornerstones of diabetes
management

- Based on the principle of healthy eating in
the context of social, cultural and
psychelogical influences on food choices

- Dietary medification (and increasing
level of physical activity) should be the
first step in the management of newly
diagnosed persons with Type 2 diabetes

- Should be maintained threughout the
course of diabetes management

Goals of dietary management of Type 2
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diabates mellibus
Toachieve anideal body weight

An appropriate diet should be prescribed
along with an exercise regimen

Caloric restrictions should be moderate
angd yet provide a balanced nutrition
Eatat least three meals a day. Binge eating
should be avoided

As nack between meals can be healthy for
certain groups of people

The diet should be individualized, based
on traditional eating patterns, be
palatable and affordable

Animal fat, salt, and so-called diabetic
foods should be avoided

Fure {simple sugars) in foods and drinks
should be avoided

Eating plans should be high in
carbohydrates and fibre, vegetables and
fruits should be encouraged

Dietary instructions should be written
out, even if the person is dliterafe: someone
at home should be available to interpret
tohim/ het

Food quantities should be measured in
volumes using available household items
{e.g. cups), or be countable (e.g. number
of fruits or slices of yam or bread)
Weighing scales are generally
unatfordable and/or difficult to
understand

Appetite suppressants generally yield
poor and/or unsustainable weight
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reductions and are expensive

Physical activity
- One of the essentials in the prevention
and management of Type 2 diabetes
mellitus
Regular physical activity:
Improves metabolic control
Increases insulin sensitivity
Improves cardiovascular health
Helpsweight loss
Gives a sense of well-being
Two main types of physical activity:
- Aerobic or endurance exercise e.g.
walking, running
- Anaerobic or resistahce exercise (e.g.
lifting weights)
Both types of activity may be preseribed to
persons with type 2 diabetes mellitus; the
aerobic form isusually preferred

General principles and recommendations

Detailed evaluation
- Cardiovascular, renal, neurological and
foot assessments

-  Ewvaluaton should be done before a
formal exercise programme is
commenced

- The presence of chronic complications
excludes certain forms of exercises

Prescribed physical activity programmes

should be apprapriate for:
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- Theage
- Socic-econormicstatus
- Stateof physical fitness
- Lifestyle
- Level of control
Exercise generally improves metabolic
control, but can precipitate acute
complications like hypoglycaemia and
hyperglycaemia
Physical activity should :
- Beregular {about 3 days/week}
- Lastatleast20-30 minutes per session
- Beatleast of moderate activity
Activities like walking, climbing steps
{instead of taking lifts) should be encouraged
For sedentary persons with diabetes, a
gradual introduction using a low intensity
activity like walking is mandatory
Avoid exercising if:
- Ambient glycaemia is > 250 mg/dL blood
glucose
-Patient has ketonuria
-Blood glucose isless than B0 mg/dL
To avoid exercise-induced hypoglycaemia
in patients on insulin
- Increase peri-exercise carbohydrate
intalke
- Reduceinsulin dose
- Adjust injection site (avoid exercising
muscles site) For persons with type 2
diabetes mellitus on long acting insulin
secrctagogues
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- Extra carbohydrate should be taken
before and after the exercise
In those on short acting secretagogues (e.g.
glipizide, repaglinide) the post exercizse dose
ghould be omitted
Glycaemia should be monitored (using
strips and meters) before and after planned
physical activity
- Delayed hypoglycaemia may occur
Proper footwear must always be worn during
EXETCise
For a prescribed formal activity, the exercise
sessionshould consist af:
- Awarm-up period of 5-10minutes
- Theactivity proper: 20- 60 minutes
- Acoal-down period of 5-10minutes
In most parts of Africa, prescribing formal
exercise in gyms or requiring special
equipment is a recipe for non-adherence to
the exercise regimen
Fatients should be encouraged to integrate
increased physical activity into their daily
Toutine
- The programme should impose
minimum (if any) extra financial outlay in
new equipment and materials

Drug treatment
Oral antidiabetic agents:
- For Type 2 diabetes mellitus indicated :
- When individualized targets are not
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met by the combination of dietary
modifications and physical
activity/exercise

- (Insome cases) at the first presentation of
diabctes (1.e. fasting blood glucose more
than 11 mmol/L or random blood
glucose more than 15 mmal /L)

May be used as monotherapy or in
combination therapy, targeting different
aspects in the pathogenesis of
hyperglycacmiain Type 2 diabetes mellitus
- ie. increasing insulin production
and release, decreasing insulin resistance
and /or decreasing hepatic glucose

production
Cahegery M [ lechanam of aaan | Dty doew Gr aiierta
| Bt 'Suﬁma..—. (Emproesinuls | SILISEE Pliides NSt

ity i abderming pbiin
Gvar, mud e and

| melporyina 5
frepho u:ﬂurw thﬂu:hrrrdlr By Lates mgein ;}1}«;
Climepinge | peias mup the bea | 1-4mg ‘ez gain
_oells

Cepepiripl T Wikeghp | Steulitoonule | S0-H00mg  Gastrniedena
puptidass IV

silonia in & g hets v
thiioee Expendon: marmec Abromallver
| 1 e n boaks
ot L EATtie Rlrise ﬁppunpmt- Hypeglpremia
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Sulphonylureas
Initial monotherapy in non-obese patients
Add-onascombination therapy
- Indicated for Type 2 diabetes, maturity-
onset diabetes of the young, under

specialist care
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Contramdications
Allergy to sulphadrugs
Liver impairment
Severe renal failure
Pregnancy
Age> &l vears

Biguanides

Indicated in:

Monotherapy in obese Type 2 diabeles

mellits

Combination therapy

Metabolic syndrome

Allergy to sulphonylureas

- Under specialist supervision ONLY

- Not licensed for use in children less
than10 yvears old

Important notes on Oral Glucose Lowering

Agents (OGLAs)

Sulphonylureas and biguanides are the

agents most widely available

- Stocking these agents would meet the
diabetes care needs of most diabetes
facilities

The choice of OGLAs should be informed by:

- Lifestyle

- Degreeof control

- Access tomedicines

- Economic status

- Mutual agreement between the doctor
and the person with diabetes
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Monotherapy with any of the dmgs should
be theinital choice
- Use of stepped-care approach is
recommended
If overweight (BMI > 25 kg/m’) ar if insulin
resistance is the major abnormality
- Metformin should be the first choice
- If metformin is contraindicated
thiazolidinediones may be used
Avoid metformin and long acting
sulphonylureas in elderly patients
- Instead, use shortacting sulphonylureas
Combination therapy using OGLAs with
different mechanisms of action is indicated if
monctherapy with one of the agents has
failed
When oral combination therapy fails, insulin
should be added to the treatment regimen or
should replace the OGLAs
Secondary failure of OGLASs is said to be
common (5 -10% of patients annually)
although no reports from Africa are available
Insulin Therapyin Type 2 Diabetes
Insulinis increasingly being used
- In combination with OGLAs or as
monotherapy in the management of Type
2 diabetes to achieve optimum targets
- Hyperglycaemic emergencies
- Peri-operatively, especially major or
BIMergency surgeries
- Organ failure: renal, liver, heartetc
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- Pregnancy
- Latent Autoimmune Diabetes of Adults
(LADA)
- Sensitivity to OGLAs
Regimen and dose of insulin therapy will
vary from patient to patient
Twao forms of insulin therapy are often used
incombination with OGLA therapy
- Intermediate/long acting insulin plus
OGLA or pre-mixed insulin
Referral ta an endocrinologist should be
considered if more than 30 units of insulin are

required per day

Time Course of Action of Insulin
Preparations

Tewulin Prepariatin st of Arkian [Prik Asun DuriGon of Ao Tnjeckises par i
Ve tapid acfieg |10 Trin i Th [Emedton's befoem
limewlm anslopees) | | |meala
Shoct-srtmg, [ Ml ) 5-4h 3] i bedome el
Intemnerhas-acmeg (-5 Ll W-Ah |Senre ar fre dadly
BTiecloni} | L L L :
Bigbapic it | M rin R 18- h | Ens ot orien ey
gy | 1 1 |

Monitoring glycaemic control

Clinical and laboratory methods are

emploved

HbAlc tests are desirable standard tests but

are unavailable in most of the primary and

secondary healthfacilities in Africa

Fasting plasma glucose performed in the

laboratory in place of HbAlc is the best

alternative

- Its average for repeated measurements
gives areliable indication of the control
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Glycosuria is a poor means of assessment of
control
Self Blood Glucose Monitoring (SBGM)
should be encouraged

Results of self urine testing or blood glucose
tests should be recorded inalogbook

Clinic protocols should set out in some
detail, the parameters to be monitored at the
initial visits, at regular follow-up visits, and at
arnual reviews

At the initiation of insulin therapy,
appropriate advice on SBCM and diet should
be given

Treatment of co-morbidities

Examples are obesity, hypertension and
dyslipidaemias

- Seerelevantchapters

Diabetic foot problems
Introduction

People with diabetes are at increased risk of
foot uleers and amputations which are major
causes of morbidity and disability

Both foot ulcers and amputations can be
prevented by education, anticipation, early
recognition and prompt management
The most common predisposing factors for
uleers and amputations are:
Peripheral neuropathy withloss of sensation
Poorfoothygiene
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Peripheral vascular disease
Deformities and abnormal biomechanics
Unsuitable or no footwear
Cornerstones of management
Regular inspection and cxamination of the
footatrisk
Identify the at-risk foot
Education of healthworkers, people with
diabetes and their farnilies
Appropriate footwear
Early treatment of non-ulcerative and
ulcerative foot problems
Diabetes in pregnancy
Introduction
Gestational diabetes mellitus (GDM) is any
degree of glucose intolerance first recogrised
in pregnancy
If inadequately managed, GT?M is associated
with increased risk of perinatal rnorbidity and
maortality
Diagnosis and prompt institution of therapy
reduce the risks of poor outcomes
Screening for GDM
When:
- Between 24 and 28 weeks of gestation
Wheo: Women with
- Highrisk for GDM
- BMI25kg/m*
- Previoushistory of GDM
- Glycosuria
- Previouslargebaby (=4 kg)
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- Poor obstetric history
- Family history of diabetes
- EnownlIGT / IFG

Management

Combined health care team- obstetriciar,

diabetologist, diabetes educater, and

paediatrician/ necnatologist Initial therapy is

dietary modification

- Spread carbohydrate over 3 small to
moderate sized meals and 2 - 3
snacks/day

-  Consider an evening snack to prevent
starvation ketosis
Energy intake should provide for
desirable weight gain during pregnancy

- For obese women a 30 - 33% calorie
reatriction is advized

Daily SBGM (urine glucose monitoring) is

not useful in pregnancy

Initiate insulin therapy if:

- Fasting plasma glucoseis > 5.8 mmol /L

- 1 hour post-prandial glucose is > 8.6
mmal/L

- 2 hour post-prandial plasma glucose is
>7.5mmaol/T

Modify insulin regimen to achieve above

targets

Regular assessment of maternal wellbeing

should include blood pressure and urine

protein Regular surveillance for foetal well-

being
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Delivery at 38 weeks gestation recommended
Withdraw therapy for diabetes after birth
Re-azsess classification of maternal status at 6
weeks post partum

Acute metabolic complications of diabeles
mellitus( see emergency section)

Differentinl diagnoses
Stroke

Seizures

Trauma

Drug overdose
Ethanolintoxication

Prevention of diabetes
Generalised obesity, central obesily and
physical inactivity are the major modifiable
risk factors, and should be avoided /corrected
Onset of diabetes can be delayed in people at
highrisk by active lifestyle modification
Lifestyle modification should be the
cornerstone of preventative strategies in
the following categories of peaple:
Age > d5years
Owverweight and obesity (BMI > 25 kg /mm)
Physical inactivity
First degree relatives with diabetes
Previous gestational diabetes
Previously identified IGT or IFG
Dyslipidaemia
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Hypertension

The components of lifestyle modification

should include (but not be limited to) the

following;:

- Lose5-10% weight

- Reduce fat intake (< 30% of total daily
calories)

- Reduce saturated fat intake (< 10% of
total daily calories)

- Increase [ibre intake to =15 g/ 1000 keal

- Traditiomal African dicts are high in fibre
content

- Increase levels of physical activity eg
brisk walking producing a heart rate
=150/ min

- Exercise should last for at least 30
minutes and should be undertaken at

least three titnes a week
- Reducehighalecholintake

THYROID DISORDERS

THYROTOXTCOSTS

Introduction

This refers to the clinical, physiclogical and
biochemical manifestation of the effect of
excess thyroid hormone on Hssues as
opposed to hyperthyroidism which simply
means hyperfunctioning of the thyroid gland.
There is a female preponderance due to the
role of auteimmunity in the aetiology.
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Actiology
Grave's diseaze (commonest canse)
Toxicnodule
Toxic multi-nodular goitre
Pituitary thyrotroph adenoma
Trophoblastic tumours producing HCG with
thyrotrophic activity
Pituitary thyroid hormone resistance
syndrome producing excess TSH and
resultantexcess T, and T,
Thyroid cancers (rarely).

Thryroiditis (sub-acute or postpartum)

lodine indueed- drugs suchas:

- Amiodarone

-Radisgraphiccontrast media

-Iodine prophylaxis programmes

-Extra-thyroidal sources of thyroid hormone
EX0ess

-Factitious hyperthyroidism

-Struma ovarii TSH-indueed:

Clinical features

A poitre may or may not be present
= May be diffuse or nodular
Heatintolerance
Dermatological:

Increased sweating and pruritus

Warm and moist skin

Fretibial myxoedema

Pigmentation, vitiligo
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Palmar erythema

Onycholysis.

Iairloss

Cardiorespiratory:

Palpitation

Dyspnoea onexerlion

Angina and cardiac failure

Increased pulse pressure (tachyeardia)

Awrial fibrillation

Exacerbation of asthma

Gastrointestinal:

Weight loss despite increased appetite
(hyperphagia)

Weight gainin10% of patients

Increased stool frequency

MNeuromuscular:

Tremors, nervousness, irritability,

emational liakility and psychosis

Muscle weakness and proximal myopathy

Hyperkinesia

Hypetreflexia

Insomnia

Reproductive:

Loss of libido, impotence

Amenorrhoea/ olignmenorrhoea

Infertility and spontaneous abortions

Ocular:

Lid lag lid retraction

Crittiness, excessive lacrimation

Exophthalmes diplopia
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Papilloedema

Others:

Increased thirst

Polyuria

Fatigue and apathy

Triad of Proptosis, Nail changes
{onycholyis) and Skin changes) strongly
suggest Graves disease

Differential diagnosis:

Active tuberculosis — weight loss, cough if in
heart failure

Advanced retroviral disease -weight loss,
hyperdefeacation, skin changes
Malnutrition-weight loss, proptosis

Cancer cachexia-weightloss

Malabserption syndrome- weight loss
Meurcpsyvchiatric disorders- lremors,
pressure of speech and talkativeness even
frank psychosis.

Poorly controlled Diabetes mellitus-weight
loss, loss of libido, hyperphagia,

Complications
Hyperthyroid erisis (thyroid storm)
Compression of the trachea
Cardiacfailure
Loss of visual acuity
Infertility
Periodic paralysis
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Investigations:

Diagnostic Investigations:

Thyroid Functon Test with free T, and T,
which is both expected to be high and TSH
suppressed.

Thyroid antibodies-

Thyroid Peroxidase Antibodies which is
clevated in most cases of autoimmune
thyroid disease,

Thyroglobulin antibody elevated in most
cases of thyroid diseases,

TSH Receptor antibodies especially Thyroid
Stimulating Immuneoglobulin specifically in
Grave's disease.

Radiolabelled thyroid scan with indine 123
especially if diagnosis isnot certain

ANCILLARY INVESTIGATIONS:

Full Blood Count with ESE- which may show
anaemia; if megaloblastic -pernicious
anasmia may coexist as an autoimmune
disease. Elevated ESE.

Serum  Electrolyte, urea and creatinine
-glectrolytes derangement

Fasting bload sugar which could be deranged
Electrocardiogram which may show sinus
tachycardia, atrial fibrillation
Echocardiography may reveal evidence of
congestive heart failure with poor ejection
fraction, dilated heart chambers.
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Treatment objectives

Achieve normal metabolic rates
Obtainnormal serum T, , T,and TSH Levels
Preventcomplications

Drug treatmment
Antithyroid drugs
- Carbimazcle
Adult: starting dose 30 - 60 mg orally in
divided doses daily
Maintenance: 10-15 mg oral daily
Child: neonate, mitially 250 micrograms/kg
orally every & hours until euthyreid then
adjust as necessary 1 month <12 years: initially
250 micrograms/ kg (maximum 10 mg every &
hours) until euthyroid then adjusted as
fecessary
12 - 18 years: initially 10 mg every 8 hours
until euthyroid then adjusted as necessary
- Higher initial doses occasionally
required, particularly in thyrotoxic crisis

Child and carers ko inform doctor immediately if
sore thront, mouth ulcers, bruising, fever. miulgise
ornanspecificillness develops

Propylthicuracil (preferred in pregnancy)

Adult; starting dose 300 - 450 mg orally in
divided doses daily
Maintenance: 100 - 150 mg orally in 2 or 3
divided doses daily
Child: neonate, initially 2.5 - 5 mg/kg orally
every 12 hours until euthyroid, then adjusted
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as necessary 1 month - 1 year: initially 2.5

mg/ kg every B hours until euthyroid; 1 - 5

years: 20 mg/ kg 8 hourly until euthyroid;

3 12years: initially 50mg every Shours until

euthyroid;

12 - 18 years: initially 100 mg every 8 hours

until euthyroid

-  Higher doses occasionally required
particularly in thyrotoxic erisis

- Duration of treatment usually is 18 - 24
mmonths

B- adlmerglcblﬂckmgdmgs
Propranolol 80 - 160 mg orally daily in
divided doses

- Symptoms and signs of hyperthyroidism
due {0 adrenergic stimulation may
respond to these agents

lodine used in:

- The emergency management of thyroid
storm

- Thyrotoxic patients undergoing
EMergency surgery

- For the preoperative preparation of
thyrotoxic patients selected for subtotal
thyroidectomy

Agqueous iodide oral solution (Lugol's

solution):

- lodine 5%, potassivm iodide 10% in
purified water; total iodine 130 mg,/mL

Adult: 2 - 3 drops of saturated potassium
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indidesalution

orally 3 or 4 imes daily (300 -600mg/ day)

Child: neonate 0.1 - 0.3 mL orally every 8

hoars; 1 month

= 18 years: 0.1 - 0.3 mL every 8 hours
Thyrotoxic crisis:

Child I month-1year:0.2-0.3 mL 8 hourly

- Dilute with milk or water

Use of steroids in autolmmune cases of

thyrotoxicosis.

Radivactive sodiumiodine

-  Used in patients who are past child
bearingage

- Dosage difficult to gauge; the response of
the gland is unpredictable

- Up to 25% of patients given enough
radioactive iodine to achieve
euthyroidism, may develop
hypothyroidism within one year

- High incidence of recurrence of
hyperthyroidism if smaller doses are
used

Surgery

Indications include:

Patients < 21 years who should not receive
radioiodine

FPersons who cannot tolerate other agents
because of hypersensitivity, or for other
TEASONS

423



B PHOGCRINR S35TRM HEORLARS

Patients with very large goitres, having
compressive symptoms or signs

Some patients with toxic adenoma and
multinodular goitres

Supporfive measures

Appropriate care of any system affected e.g.
eyecare, treatment of heart failure

Thyroid storm would require judicious
intravenous fluid use, corticostercids and
treatment of the precipitating cause

Notable adverse drig veacHons, cantion and

contraindications

Carbimazole and propylthicuracil

- May cause severe bone marrow
suppression (including pancytopemia
and agranulocytosis)

- They are contraindicated in
breastfeeding mothers

HYPOTHYROIDISM (Myxoedenua)
Istroduction

Refers to subnormal amounts of thyroid
hormones in the circulation, and the elinical
features associated with this

Aeltiology

May be primary or secondary

Primary hypothyroidism more coonmon

- Probably an autoimmune disease; may
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occur as a sequel to Hashimoto's
thyroiditis

- Post therapeutic hypothyroidism
(medical or surgical)

Secondary hypothyroidism:

Occurs when there is failure of the

hypothalamic-pitnitary axis due to

- Deficient secretion of TRH from the
hypothalamus

Or:
- Lack of secvction of TSH from the
pituitary
Clinical features
Generally in striking contrast to those of
hyperthyroidism; may be quite subtle, with
an insidious onseat
Inadults:
Dull facial expression, slow speech and poor
memur}r
Puffiness of the hands, feet and face
Lethargy and fatigue
Thinning, dryness and loss of hair
Hypothermia
Bradyeardia
Reduced systolic and increased diastolic
blood pressure
Weight gain
Decreased reflexes
Constipation
Menstrual abnormalities
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Ininfants:
Mental and physical retardation
- Ifnoteorrected, cretinism

Differential diagnoses
Endogenous depression
Reactive depression

Complications
My xoedema coma Cretinism in the young

Investigations

Total serum Tand T levels
TSH stmulation test
TRIItest

Treatnent objectives

Establish cause

Establish the severity of hypothyroidism
Restore normal body functions

Preventcomplications

Dirug treatment
Replacementtherapy

- Levothyroxine sodium (thyroxine

sodiwm)

Adult: initially 20 - 100 micrograms (50
micrograms for those over 50 years) orally

daily, preferably before breakfast

- Adjusted in steps of 50 micrograms every
3 - 4 weeks until metabolism normalizes
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(usually 100 - 200 micrograms daily)
Child 1 month - 2 years: initially 15
micrograms/kg orally once daily, adjusted in
steps of 25 micrograms daily every 2- 4 weeks
until metabolism normalizes 2 - 12 years:
initially 5 - 10 micrograms/kg once daily
adjusted in steps of 25 micrograms daily
every 2- 4 weeks until metabolism normalizes
12 - 18 years: initially 50 - 100 micrograms
once daily, adjusted in steps of 50 micrograms
daily every 3 - 4 weeks until ‘metabolism
normalizes (usual dose 100 - 200 micrograms
daily

O

Liothyronine sodium (1-tri-iodothyronine

sodium)

Adultinitially 10 - 20 micrograms orally daily,

gradually increased to 60 micrograms daily in

2-3divided doses

- Small initial doses in the elderly In
hypothyroid coma:

- 5 - 20 micrograms by slow intravenous
injection, repeated every 12 hours (as
often as every 4 hours if necessary)

Alternatively:

- 50 micrograms by slow intravenous
injection initially then 25 micrograms
every & hours, reducing to 25 micrograms
daily

Child 12 - 18 years: 10 - 20 micrograms orally
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daily, gradually increased to 60 micrograms

daily in2-3 divided doses

Inhypothyroid coma:

1 month - 12 years: 2- 10 micrograms by slow

intravenous injection every 8 hours (up to

every 4 hours if necessary);

- Reduce to 1 - 3 micrograms in
patients with cardiovascular disease

12 - 18 years: 5 - 20 micrograms, repeated

every 12 hours] (up to every 4 hours if

necessary)

- Reduce to 10 - 20 micrograms in
patients with cardiovascular disease

Supportive measires
Treat anaemia, constipaton and other
complications as appropriate

Immediate mechanical wventilation in
myxoedema coma

Notable nduerse drug reactions, caution

- Thyroxine sheuld not be used alone for
long term replacement therapy

- Monitor serum levels of hormones to
ensure that patients are not exposed to
cardiacrisks

Prevention

[odinated salt to prevent iodine
deficiency CLISHING'S SYNDROME
Introduction
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Cushing's syndrome is a constellation of
features associated with prolonged
exposure to inappropriately high levels of
plasma glucocorticoids.

The most common cause is from exogenous
glucocorticoid use

Endogenous causes of Cushing's syndrome
dl'E rare.

Classification/ Aetiology:

ACTH- dependent

- Cushing's disease

- ectopic ACTH Syndrome

- macronodular Adrenal Hyperplasia
ACTH-independent causes:

- cortisol-secreting adrenal tumour

or hyperplasia
- latrogenic Cushing's Syndrome

Clinical features

Weight gain, Moon facies, fat pads, truncal
obesity;

Facial plethora, red- purple striae
ecchymoses, facial hair, hirsutismn and male
pattern balding in women, acne, Acanthosis
nigricans, opportunistic fungal infections,
poorwound healing,

Ocular: Raised intraocular pressure,
exoph thalmos, Visual field defects-

Muscle weakness especially proximal

myopathy
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Menstrual irregnlarities- decreased libido,

men- decreased libido and impotence in

men

Lethargy, depression, emotional liability,

psychosis, diabetes mellitus, , loss of height,

pathologic fractures, hypertension,

discriminatory features -reddish purple

striae, plethora, proximal muscle weakness,

bruising with no obvious trawma, and

unexplained osteoporosis,

Investigations

- Serumelectrolytes and glucose and FBC

- Urine free cortisol (UFC; at least two
measurements)

- Late-night salivary cortisol (two
measurements)

- 1-mg overnight dexamethasone
suppression test (DST)

- Longer low-dose DST (2mg/d ford48 h)

Determination of the cause of cushings

-  Morning plasma ACTH-

- High-Dose Dexamelthasone
Suppression Test-

- Inferior Petrosal Sinus Sampling and
Selective Venous Catheterization-;

- Imaging- CT/MREI Scanning of Pituitary
and Adrenals, scintigraphy

Differential diagnosis
Constitutional obesity
Other canses of weight gain
Pseudo cushings
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Pregnancy
Drepression
Bulimia

Alcoholism

Management

Exclude causes of weight pgain through
history and examination

Confirm diagnosis and differential
diagnoses before initiating treatment
Remove any underlying cause e.g.
iatrogenic C5

General principal reduce level of plasma
cortisol and treat any symptoms and
complications

Surgical resection of the culprit tumour if
patient qualifies.

Start with medical breatment and then
surgery or continue medical treatment as
indicated..

Medical Treatment

1) Mifepristone,

2}  Adrenal steroid inhibitors

Metyrapone

Aminoglutethimide- commonly prescribed
in combination with metyrapone,

Surgery: adrenalectomy or pituitary surgery
Radiotherapy: For failed surgery and/or
patients not fit for surgery
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Complications of C5 and its treatment
Diabetes mellitus

Osteoprosis and fracturesv
Hypaopituitarism (compression of other
gonadotrophs)

Steroid psychosis

Hormone replacement

Lifelong glucocorticoid replacement with
pituitary destruction or bilateral
adrenalectomy. Lifelong
mineralocorticoid replacement is also
necessary in those patients who undergo
bilateral adrenalectomy.

FPrognosis

Favourable for adenomas if surgery is
curative.

CS due to carcinoma and adrenal
hyperplasia have worse prognosis

OBESITY

Introduction

Overweight and obesity increase the risk for
several diseases such as hypertension,
ischaemic heart disease, and diabetes
mellitus.

Obesity results from an imbalance between
energy intake and energy expenditure.
However, more recent researches, have
suggested that genetics, physiological and
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behavioural factors also play significant
rolesin the aetiology of obesity.
Management of weight disorders is a two
step process: assessment and management,

Clinical Features

The main symptom of obesity is a complaint
of being too fat by the patient or concerned
relatives.

Measurements for evaluation

Body mass index (BMI) is a surrogate
measure for global adiposity for ease of
clinical use,

Waist circumference: is a surrogate marker
for truncal obesity.

BMIis caleulated as follows

BMI = weight in kg divided by height in m,
expressed as kg/m’

Underweight: <18.5 kg/m®

Normal weight: 18.5 -24.9 kg/m’
Overweight; 25-29.9 kg/m’

Obesity (Class1): 30- 34.9kg/m’

Obesity (Class 2): 35-39.9 kg/m’

Morbid obesity (Class 3): > 40 kg/m®

Super morbid obesity: > 50 kg/m"

Truncal obesity : waist circumference and/or

waist/hipratio (WHR).

Upper limits: 102 em and 88 cm in men and
“'ﬂmElleE-PEI:ﬁVE]}'.
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Investigations

MNon-specific assessment:, fasting blood
glucose, oral glucose tolerance tesl, serum
lipid profile. Assessment of other
complications as indicated.

Specific assessment should be directed
towards identifying underlying specific
causes when suspected. These include
conditions such as

Endocrinopathies (hypothyroidism,
Cushing's syndrome, male hypogonadism,
Insulinoma CNS disease that affects
hypothalamic function, PCOS),

genetic syndromes associated with obesity,
mental disorders like bulimia nervosa and
binge eating disorder,

medications such as steroids, atypical
antipsychotics

Pathological
TﬂﬂSEqﬂEﬂtEﬂ

of obesity

System FPathology

Gastrointestinal: Gallstones, pancreatitis,
abdominal hernia, Non
Alcoholic Fatty Liver
Disease, GERD

Endocrinology/ Metabolic syndrome,

Metabolic: insulin resistance, impaired
glucose tolerance, type 2 DM,
dyslipidaemia, polycystic
ovarian syndrome,
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Cardiovascular;

Respiratory:

Musculoskeletal:

Gynaecologic:

Genitourinary:

Ophthalmologie:

Neurologic:

Cancers:

Posloperalive
events:

Hypertension, coronary
artery disease, congestive
heart failure, dysarrhythmia,
pulmonary hypertension,
stroke, venous

stasis, deep venous

thrombosis (DVT),
pulmonary embolism,
chronic kidney disease.

Abnormal pulmonary
functon, obstructive

sleep apnoea, obesity
hypoventilation syndrome.

Osteoarthritis, gout,
low back pain
Menstraal irregularities,
infertility

Urinary stress
incontinence

Cataracts

Idiopathic intracranial
hypertension
Desophagus, colon, gall
bladder, cervix,

breast, uterus, kidney,
prostate

Atelectasis, pneumonia,
DVT, pulmonary
embaolism
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Treatment objectives

Conventional approach is lo reduce energy
intake and increase physical activity.

Initial goal of therapy should be to reduce
body weight by 10% from the individual
baseline weight over a period of six months.

This can be achieved through the following:

- Lifestyle modification (diet therapy and
physical activity)

- Behavioural and psychological
interventions

- Pharmacological intervention

- Bariatric surgery

Lifestyle modifications:

Low caloric diets (with reduction of both
carbohydrate and fats components) are to
ensure deficit of 500 to 1000kcalories per day
from the individual daily nutritional intake
to ensure weight loss of 0.5 to lkg per week.

Physical activity:

Moderate levels of exercise (brisk walking,
swimming, eycling) for 30 to 45minutes, five
days per week is encouraged. Other forms of
exercise must be based on physician
prescription,

Behavioural and psychological
interventions:
Behavioural therapy should be aimed at
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moltivating patients in adopling and
practising all recommended treatment
strategies of obesity management.

Pharmacological intervention:

When lifestyle modification and
behavioural therapy has failed

Useful and approved drugs include orlistat,

Bariatricsurgery:

BMI >35kg/m2 with co-morbidities or BMI
240kg/m2 following failure of lifestyle and
pharmacologic therapy.
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CHAPTER fIi}

EYE DISORDERS

ACUTE ANTERIOR UIVEITIS (Tritis)
Introdunction

Inflammation of the iris (with or without the
cilliary body)

Usually occurs without any associated
systemicinflammation

Tendstorecur

Clinical features
Blurring of vision
Eyeballis tender
Phoptophabia due tocilliary spasms.
Exudation inte anterior chamber
Flare and cells
Keratic precipitates
Hypopion
Posterior synechiae
Miosis due to spasmof sphincter pupillae

10

Differential dingnoses
Infective conjunchivitis
Acuteiritis

Acute glaucoma
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Complications
Secondary glaucoma
Cataracts

Investigations

Chest radiograph to exclude sarcoidosis and
tuberculosis

Spinal radiograph (especially lumbrosacral
segment) to exclude ankylosing spondilytis
Serology for rhenmatoid factor, antimuclear
antibodyele

Treatment

Corticosteroid drops for {reatment of

inflarmmaton:

Betamethasone sodium phosphate 0.1 %

- Apply eye drops every 1 - 2 hours until
inflammation is condrolled then reduce
frequency

- Subconjunctival: injection of steroid if
EEVETE

Atropine sulfate 0.5% or 1%

- 1ldropup to4times daily

Caution and Contraindications to treatinent
Avoid atropine drops if there is risk of acute
glaucoma
Prevention
Moreal preventive measures

=
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ACUTE KERATITIS

Introduction

Inferton or inflammation of the cornea
Could be secondary to trauma to the cornea
Sometimes associated with infective
conjunchvitis but could occur de novo

Clinical features

Irritation, pain

Red eye (conjunctival congestion)

Eye discharge: watery; purulent (if bacterial)
Photophabia

Visual impairment, depending on the site and
size of ulcerand if interstitial

Hypopion, if associated with uwveitis {no
hypopion if viral)

Ulceration of cornea, which skains with
fluorescens; no uleer ininterstitial keratitis

Aetiology

Exogenous

- Marginal ulcers secondary to bacterial
conjunchvitis (5. aureus)

- Central uicers (Pneumococcus, Herpes
simplex, fungi)

Keratomalacia (Vitamin A deficiency)

Exposure (7th cranial nerve palsy or

dysthyroid eve disease)

Endogencus

- Interstitial keratitis of congenital syphilis
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- Interstitial keratitis of Herpes zoster

Differentinl diagnoses
Infective conjunctivitis
Acuteiritis

Acute glaucoma

Complications
Corneal perforation

Investigations
Corneal scraping for microscopy, culture and
sensitivity

Drug treatment

Antibiotic drops (if bacterial)

- Chloramnphenicol eye drops 0.5%

- Apply 1 drop at least every 2 hours, and
then reduce thefrequency as infection is
controlled and continue for 48 hours after
healing

Alropine drops

- 1ldrop2 timesdaily

Antivirals (if dendritic ulear)

conjunctiva,

- Acyclovir

Apply 1 e oirtdimendt 5 times daily( condinue

for atleast 3 daysafter complete healing

- Idoxuridine 5% in dimethylsulfoxide

Adult and child over 12 years: apply to lesions 4

times daily for 4 days, starting at first sign of

e
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attack

Child under 12 years; notrecommended

Topical stercids

- Only for interstitial keratitis where there
isnoactive ulcer

Non-drugmeasures
Lateral tarsorrhaphy for exposure
keratopathy

Cantion and contraindications to treatiment
MNever use topical stercids in the presence of
an active ulcer

Prevention
Treat initial infection or trauma promptly to
avoid progression to keratitis

ALLERGIC CONJUNCTIVITIS

Intvroduction

Could occur on its own ot in association with
generalized atopy (asthma, eczema, spring
catarrh)

Clinical features

Itching of the eyes with gritiness

- May be associated with itchy ears and
throat, or sinusitis

Brownish discolouration of the conjunctiva

Evelid cedema

Red eyes occasionally, with watering when

447
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acute

Fallicles on the bulbar conjunctiva especially
atthelimbus

Papillas on the tarsal conjunctiva (seen on
eversion of the eyelid)

FPhlycten in tuberculosis- appears as a vellow
nodule with surrounding leash of engorged
vessels

Aetiology

Exogencus allergens

- Topical drugs: alropine, penicillin

- Cosmelics

- Paollen from plants and flowers (hay fever
orspring catarrh)

- House dustmite and animals

Endogencus allergens

Phlyctenular conjunclivitis caused by

tuberculo-protein

Differential diagnoses
Trachoma
Other formms of conjunctivitis

Complications
Pannus formation
Keratoconus
Corneal plagues

Investigation
Skin sensitivity test to detectallergen
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Dirug treatment

Antiinflammatory preparations

- Antazoline sulfate 05%, xylometazoline
hydrochloride

0.05%

Adult and child over 5 years: apply 2 - 3 times

daily

- Ketotifen eye dropsChild 3 - 18 years
apply twice daily

Or

- Olopatadine eye drops

Adult and Child 3 - 18 years apply twice
daily; max. duration of treatment 4 months

Corticosteroids/MNSAIDS - low dose, topical,
if sewvere
Diclofenac sodium 0.1 % eye drops-

Adult and child: apply once daily
Phlyetenular conjuntivitits:
Treat for tuberculosis using standard regimen

Caution and Contraindication to treabment
Avoid overuse/misuse of steroids. Use only
insevere cases

Xylometazoline is a sympathomimetic; nse
with caution in patients susceptible to angle
closure glaucoma

Systemic absorption of antazoline and

4ty
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xylometazoline may result in interactions
with other drugs

Prevention
Avoid allergen(s) as much as possible in cases
whereit/ they have been identified

CATARACT

Trtroduction

Cataract is the opacification or clouding of
the crystalline lens.

It is the commuonest cause of blindness and
lowr wision in the world.

Aetiology - Congenital e.g. Rubella,

Toxoplasmosis

- Developmental

- Senile - occurs with ageing

- Secondary e.g. Trauwmatic, Diabetic,
Drug induced, post uveitic etc.

10

Clinical features

Gradual, painless loss ol vision

In the early stages, feels like locking
through frosted glass.

White pupillary reflex

If secondary, symptomns and signs of
causative disease are also present.

Differentinl dingnosis
Corneal opacity
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Other causes of leucocoria e.g.
Retinoblastoma (in children), retinal
detachment, severe orular toxoplasmosis
ate.

Complications

In congenital cases, can lead to amblyopia
(lazy eye) if not operated early
Intumescent cataract with secondary
glaucoma

Phacolytic uveitis and glauvcoma

Investigalions

Projection of light

Pupillary light reflex

Macular function test

Ocular ultrasounds scan; especially in cases
of trauma to exclude pathology of the
posterior segment of the eye

E

Management

(a) Treatment objective -
To remove the cataractous lens
Replace with a clear plastic lens inserted
into the eve (except in infants).

(k) Main ireatment is surgical,
An extracapsular cataract extraction
with posterior chamber intraocular lens
implant (ECCE + IOL) is the most
appropriate for older children and
adults,
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Small incision cataract surgery and
phacoemulsification are recent advances
of the ECCE technique.

I new born babies and infants, a
lensectomy and anterior vitrectomy is
the preferred surgical procedure.
Aphakic glasses or contact lenses are
wam to correct the resulting refractive
EXTOT.

Posterior capsular opacity following
ECCE eould be treated with surgical or
Yag laser capsulotomy.

Caution and contraindications to treatment
Intraccular lens implants is not advisable for
new borm babies and infants,

Prevention

Aspirin and other aspirin like analgesics
have been found to delay cataracts in
patients with diabetes and rheumatoid
arthritis.

Antioxidant vitamins - Vitamin C has been
found to have a protective effect against
nuclear and posterior subcapsular cataracts,
Vitamnin E has also been found to protect
against nuclear and cortical cataract.

EYE INJURIES
Introduction
Injuries to the eye could be caused by blunt or

452
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sharp objects ar chemicals

Actiology

Bluntinjuries e g. a fist or a ball hitting the eye
Sharp injuries e.g. glass, imetal, broom stick
etc

Chemicalse.g., alkali or acid

Clintical features

Bluntinjury

Eyelids: peri-orbital haematoma and cedema
Conjunctivae: subconjunctival haemorrhage
and chemosis

Cornea: abrasion or cedema

Anterior chamber: hyphaema from tears of
the iris or cilliary body

[ris: traumatic mydriasis

Traumatic uveitis

Anglerecession

Lens: dislocation into anterior or posterior
chambers; cataract

Vitreous hasmorrhage

Retina: peripheral tear leading to retinal
detachment; oedema with haemorrhage
{Commuotio Retinae)

Choroid: tear with haemorrhage

Rupture of the eyeball, usually posteriorly
(rare)

Optic nerve: avulsion

Blow out fracture of the orbital wall



M FF pisR0FRS

Sharp Injury

Lacerations of eyelids, conjunctivae, cornea,
sclerae, or corneo-sclera

TFveal prolapse with or without lens extrusion
Intraocular foreign body

Endophthalmitis

Chemical burns

Arid or alkali e.g. cement or lime are alkaline

Aridscoagulate surface proteins

Alkalis penetrate into the anterior chamber

causing uveitis

- Symblepharon: adhesions between
bulbar and tarsal conjunctivae

Differentinl dingnoses
Conjuctivitis
Endophthalmitis
Orbital cellulitis

Complications

Ruptured globe

Endophthalmitis

Reversible blindness (compression of optic
nerve by orbital haematoma)

Irveversible blindness (optic nerve avulsion)
Corneal opacity/scarring

Investigalions
Orbital radiographs
Orbital ultrasound

10
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Management
Bluntinjuries - Treatindividual injury

Sulure lacerations

Remove intraccular foreign bodies with
magnetif possible, or by vitrectomy
Parenteral antibiotics, if infected
Evisceration (removal of the contents of
the eyeball) if ruptured globe, or if
infection not settling on antibiotics

Chemical burns

Copious rinsing of eyeball and fornices
with sodium chloride 0.9% or clean water
atsite

In hospital, copious rinsing again, to
dilute offending agent

Remowve particles {rom eve e.g. lime or
cement

Antibiotic ointment

Rodding of fornices with ocintment to
preventsymblepharon

Topical steroids for uveitis once cornea is
re-epithelized

Vitamin C (ascorbic acid)

Caution and contraindications
Avoid the use of topical steroids in active
corneal ulceration
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Avoid the use of harmiul traditional eye

medications; may cause more complications

Prevention

Wearing of appropriate protective eye
goggles for sports, welding and when
working with chemnicals

FOREIGN BODIESIN THEEYE

Inttroduction

Foreign bodies are usually in the form of
small particles of metal, vegetable matter or
insects which embed on surface of the eye
Occasionally a high velocity material, usually
ametal could be propelled into the eve
Clinical features

Foreign body may be embedded on the tarsal
conjunctiva, bulbar conjunctiva, and cornea
orinside theeye

- Intraocular foreign body (IOFB)
[OFBs may be in the anterior chamber, iris,
lens or vitreous; on the retina or even behind
the eyeball after doubly perforating the eye

Differential diagnoses
Corneal abrasion
Endophthalmitis

Complications
Perforation of the eye
Endophthalmitis
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Retinal toxicity from a metallic IOFB

Investigation
Radiograph of the orbit with alocalizing ring

Management

Remaval of subtarsal, conjunctival or corneal
foreign body under magnification e.g. slit
lamp microscope

Caution
Ultrasound should be avoided in an eye with
a perforating wound

Prevention
Appropriate protective goggles for sports,
welding, game hunting etc

GLALICOMA
Introduction
The glaucomas are a group of diseases in
which there is gradual loss of vision
{(actually visual field} due to a form of optic
neuropathy in which raised intraccular
Ppressure is a risk factor.
It is a common cause of blindness
worldwide and once a patient is blind from
glaucoma, vision cannot be restored.
Classifieation - Congenital (Buphthalmous)
Developmental
Acquired - Primary - Acute - closed
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angle glaucoma
Chronic - open angle glancoma
Closed angle glaucoma
Secondary glaucomas e.g.
Traumatbe, lens
induced uveitis, drug induced ete.

Clinical features
- The commonest type of glaucoma,
chronic open angle glaucoma is

genetally symptomless except in the
late stages when symptoms of visual
loss present.

- In Congenital glaucoma, there is
enlarged eveball(s) in the newborn,
corneal oedema/ opacity, photophobia
and watering,

- In Acute closed angle glauroma, there is
marked elevation of intraccular
pressure with severe pain, reduclion in
vision, red eye, fixed mid-dilated pupil,
shallow anterior chamber.

Investigations
- Intraccular pressure measurement
- Central and peripheral visual field test.
- Fundoscopy to determine cup/ disc ratio
- Gonioscopy to view the angle of the eye
Management

Treatment abjective:
Stop further loss of retinal ganglion cells

458
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and nerve fibre layer by prompl treatment.

Drug reabment -

Topical and Systemic drugs can be utilized

in all forms of glaucoma but surgery may be

the only treatment option in some

glancomas (drugs are used before surgery in

these cases), These drugs include:

- Betablockers e.g. Timoptol

- Parasympathomimetics e.g. Pilocarpine

- Sympathomimetics e.g. Adrenalin,
Dipivefrin

- Carbonic Anhydrase Inhibitors e.g,
Acetazolamide, Dorzolamide

- Prostaglandin analogues e.g.

Latanoprost
- Hyperosmotic agents e.g. Mannitol,
Glyeerol
Surgical treatment —

Available surgical procedures include:

- Goniotomy (for Congenital glaucoma)
Trabeculectomy (for all forms of glaucoma)
Trabeculotomy

Laser Trabeculoplasty

Peripheral Iridectomy or Yag Laser
Iridotomy for acute closed angle glaucoma
(to the atfected eye as well as the normal
fellow eye).

Laser photo-ablation of the ciliary body

Differential dingnosis
Ccular hypertension

485



M FF pisR0FRS

Primary optic atrophy (pallor but no
cupping of the disc)

Complications

Central Retinal Vein Occlusion

Rubeosis Irides with resultant secondary
glancoma

Total blindness

Adverse drug reactions

Timoptol - can precipitate heart block,
bradycardia and bronchospasms
Pilocarpine - Mioses, spasms of
accommodation, retinal detachment
Acetazolamide - Paraesthesia, renal stone
[ormation, Steven - Johnson syndrome,
gaskrointestinal disturbances, decreased
libido, fatigue, weight loss.

Latanoprost ~foreign body sensation, mild
conjunctival hyperaemia and increased
pigmentation of iris,

10

Contraindications
Timoptol is contraindicated in Asthmatics
and patients with heart bloclk.

Acetazolamide is contraindicated in patients
with pre-existing svstemic acidosis, patients
with sicke cell disease and allergy to
sulphonamides.
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Pilocarpine is contraindicated in eyes with
previous retinal detachment, and
pathological myopia.

Prevention

Early detection and prompt treatment.
Screening for glaucoma should be
incorporated into the health plan of any
nation

INFECTIVE CONJUNCTIVITIS
Introduction

The commonestcause of ared eye isinfective
conjunctivitis, which could be caused by
bacteria or viruses

Clinical features

Red eye (generalized)

Eye discharge: purulent or catarrhal, worse
on waking fromsleep

Eve discomfort: grittiness

Photophobia: mild

Swollen eyelids in ophthalmia neonatorum

10

Actiology
Staphylococcus aurens,
Prneumococcus
Haemophillusinfluenza,
Gonococcus:  Ophithalmia neonatorum
Older children or adults after
use of infected urine to treat ared eye
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TRIC agent (chlamydia)

Adenovirus: Epidemic keratoconjunctivitis

{('Apolla')

Differentinl diagnoses
Allergic conjunctivitis
Acutekeratitis
Acuteiritis/uveitis
Acute glaucoma

Complications

Corneal affectation, which could lead to
perforation

Endophthalmitis

Inwestigations

Conjunctival swab for microscopy, culture

and sensitivity

Management
Nowm-drugmeasures

Dark glasses for photophobia

Drug treatment

Antibiotic eyedrops or intments
Chloramphenicol 0.5%
Apply one drop at least every 2 hours
until infection is confrolled then reduce
frequency and continue for 48 hours after
healing
Inclusion Corjunctivitis: Sulphonamide
drops or tetracycline drops or ointrnent
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- Epidemic keratoconjunctivitis:
Antibiotic drops to prevent secondary
bacterial infection

(Chloramphenicol 0.5% drops

Adult and child over 2 years: apply every 4

hours for no more than 5 days)

- Ophthalmia Neonatorum

- Gentamicin sulfate 0.3% applied as stated
above

O

- iMloxacin 0.3% solution applied as stated

above
Flus:

- systemnic cephalosporin e g, ceftriaxone
Adult: 1 g every 12 hours intravenously
for 7 days Child: by intravenous infusion
over 60 minutes Neonates: 20 - 50 mg/ kg
once daily, by deep inframuscular
injection, intravenous injection over 2 -4
minutes, or by intravenous infusion 1
month - 12 years (body weight under 50
kg) 50 mg/ kg once daily, up to 80 mg/ke
inseversiniections

Chlamydia

- Systemic erythromycin

Adult and child voer 8 years250 - 500 mg orally

every & hours (or 500 mg -1 gevery 12 hours)

1 month - 2 years: 125 mg orally every 6 hours;

dose doubled in severe infections

2 - 8 years: 250 mg 6 hourly; 8 - 18 vears: 250 -

463

=
[ ]



M FF pisR0FRS

500 mg 6 hourly; dose doubled in severe
infections

Caution and contraindicafions
Steroid drops are absolutely contraindicated

Prevention

Wash hands thoroughly after any unhygienic
procedure

Avoid sharing towels used for cleaning face

OPHTHALMIA NEONATORUM
Irtroduction

Infection in both eyes of a newborn baby in
the first one month of life, without obstruction
of the nasolacrimal ducts

Clinical features
Swollen eyelids:
- lt may be impossible to see the baby's eye
because of the swelling
Red eves:
- The conjunctivae are less inflamed in
chlamydial infecHon
Pus:
- ozes ouf when the evelids are opened
- Fever:
- Mayor may notbe present

Aetiology
Bacterial:

4bd
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- Especially Neisserin gonorrhoen: starts
within3 daysafter birth
- Chlamydia (usually starts 1 week after
birth)
Chemicals:
Others

Differential diagnosis
Lid cedema following prolonged difficult
labour

Complications
Corneal perforation
Endophthalmitis

Inwestigation
Conjunctival swab for microscopy, culture
and sensitivity

Management
Nown-drugmeasures

Copious irrigation to wash pus from the eyes
with cooled boiled water or sodium chloride
0.9%

Drug treatment
Topical antibiotics
- Gentamicin0.3% eye drops
Apply 1 drop at least every 2 hours, and then
reduce frequency as infection is controlled

L e
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Ofloxacin 0.3% eye drops
Apply twice daily. (not to be used for more
than 10 days)

O

Tetracycline 1% eye cintment

Apply 3 times daily for one week or more,
depending on the severity of the condition

Plus
Ciprofloxacin 10 mg/kg per dose
intramuscularly 12 hourly for 2 davs

Or:

Ceftriaxone 100 mg/kg by deep
intramuscular injection or intravenous
injection over 2 -4 minutes every 24 hours
- By intravenous infusion: 1 g daily, 2-4 ¢

insevere infections

Child: neonate, infuse over 60 minutes, 20 - 50
mg/ kg daily (maximum 50 mg,/ kg daily)
Child under 50 kg: 20 - 50 mg/kg daily by
deep intramuscular injection or by
intravenous injection over 2 - -4 minutes, or
by intravenous infusion; up to 80 mg/kg
daily in severe infections

Caution
Do not use steroids eyedrops

Penicillin drops are not effective in the
treatment of opthalmia neonatorum
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Prevention

Apply tetracycline eye ointment or silver
nitrate drops in both eyes of neonates
immediately after delivery

Proper antenatal care for carly detection of
infection inmothers

SCLERITIS/EPISCELITIS

Introduction

Inflammation of the sclera and episclera
Usually self-limiting but relapses may oocur
Usually unilateral and associated with

collagen disorders

Clinical features
Dull, deep-seated painin the eye
Localized conjunctival congestion

10

Differential diagnoses
Prerygium

Phlycterular conjunctivitis
Trauma to the eye

Complications
Thinning of the sclera
Anterior staphyloma
Scleral perforation

Investigations
Investigate for collagen diseases

and
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Management

Topical steroids or NSAIDs for the duration
of symptoms

Treat arthritis if active

Caution
Avwoid prolonged use of steroids

Prevention
Moreal preventive measures available

STYE (HORDEOLLIM)

Irtroduction

External stye

- Infection of the lash iollicle and its
associated gland of Zeis or Moll

Internal stye (chalazion)

- Infectionof the meibornian gland

10

Clinical features

Painful lump growing on the eyelid

Red swollen area on the eyelid (like a boil)
Fain in the affected area of the eyelid
Chalazion: firm, painless lump on the ayalid,
usually upper lid

Differential diagnoses
Various eyelid cysts and tumours

Complications
Pre-septal cellulitis
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Orbital cellulitis
Cavernous sinms thrombaosis

Investigations
If recurrent, sereen for diabetes

Management

Noin-drug measnres

Apply warm wet pads for 15 minutes 4 times
dailv until the stye drains

Incision and curetiage (if there is still a
chalazion lump) as soon as the infection
settles

Drug treatment

Antibiotic eye ointment to stop infection

- Chloramphenicol eintment apply 4 times
daily for 2weeks

Systemic antibiotics

- Amaoxdcillin 250 - 500 mg orally every 8
hoursfor5-7 days

Caution
Discourage the use of traditional eye
medication

Prevention

Clean evelids regularly and thoroughly

For recurrent styes, use baby shampoo to
clean the eyelashes regularly

AR5
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THE REDD EYE

Causes

Infective conjunctivitis including ophthalimia
neonatorim

Allergic conjunctivitis

Keratitis

Scleritis/ episcleritis

Trauma to theeye

See relevant sections

TRACHOMA

Introduction

Caused by Chigmydia trachowmatis, an
organism midway bebween a bacterium and

virus

The organism is found in the conjunctival as

well as corneal epithelium and is responsible
for two different conditions: .
- Trachoma (asevere diseasa)

- Inclusionconjunctivitis (milder)

Trachoma is commonly associated with
poverty and unhygienicliving conditions

Clinical features

Arcute phase:

Irritable red eve

Mucopurulenteye discharge

Eyelid oedema, pain, photophobia in severe
cases

Chronic phase:

Follicles on tarsal conjunctivae
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Papillae

Superficial punctate keratitis

Pannus formation onsuperior cornea
End stage:

Evelid scarring with trichiasis, entropion
Conjunictival scarring

Limbal scarring with Herbert's pits
Corneal scarring

Differentinl dingnoses

Other forms of infective conjunctivitis
(especially viral)

Allergic/vemmnal conjunctivitis

Corneal scarring from other diseases

Complications
Trichiasis
Entropion
Corneal scanring

10

Investigations
Conjunctival scraping for micrascopy

- Tmmunefluorescence or ELISA teat
Giemsa staining for trachoma inclusion
badies

Dirug treatment

Topical:

Tetracycline ointment applied 4 Hmes a day
for bweeks

Systemic:
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Erythromycin, tetracycline (not
recommended for young children) or the
newer antibiotics eg. azithromycin as
appropriate

- Azithromycin

Adult; 500 mg orally once daily for 3 days
Child over 6 months: 10 mg,/ kg (maximum 500
mg) orally once daily for 3 days; over 6
months (body weight

15 - 25 kg) 200 mg once daily for 3 days; body
weight 26-35 kg: 300 mg once daily for 3 days;
body weight 36 - 45kg: 400 mg once daily for 3
days

Surgical trealment

Indicated for the treatment of trichiasis,
entropion, corneal scarring

Corneal graft, but enlropion must be
corrected frst

Caution and contraindications
Systemic tetracycline is contraindicated in
young children

Prevention

Improve personal and publichygiene

Treat the whole community with topical or
systemic antibiotics

Prompt surgery for trichiasis and entropion
to prevent blindness from corneal scarring
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XEROPHTHALMIA

Introduction

The term Xerophthalmia refers to the
spectrum of eye diseases under Vitamin A
deficiency

Ranges from night blindness to corjunctival
xerasiz, to Bitot's spots, corneal xerosis and
finally keratomalacia

Clinical features

Nightblindness

Dryness of the conjunctiva and cormea
(xerosis)

Tearing

Bitot's spots

Corneal degeneration (keratomalacia)

=
Differentinl diagnosis

Measles keratoconjunctivitis

Complications
Corneal perforation
Corneal searring
Blindness

Investigations Conjunctival impression
cytology (where available)

Serum Vitamin A levels

Management
Noun-drug freatment
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MNutrifion education

Drug treattnent

Vitamin A capsules 200,000 units orally daily
for two days, then one capsule after cne week

Topical antibiotics and antivirals where
applicable

Padding the eye (for active corneal ulceration)

Caution
Avoid the use of harmful traditional eye
medication

Prevention

Distribution of massive dose capsules of
vitamin A to affected communities

Nutribion and health education

Fortification of foods with vitamin A
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CHAPTER i

CENITOURINARY SYSTEM
MNEFHROLOGY

ACUTE KIDNEY INTURY (AKI)
Introduction

Acute kidney injury is defined as a sudden
clinical and/or laboratory manifestation of
abnormal kidnev funclion cccurring within
48 hours or 7 days of kidney injury.

A reduction in urine output documented as
less than 0.5 ml/kg/hour for more than 6
hours.

Absolute inecrease in serum creatinine of more
than or equal to 0.3 mg/dl (26.5 umol/L)
occurring within 48 hours of an insult to the
kidneys.

A percentage increase in serum creatinine of
more than or equal to 50% (1.5 fold from
baseline) which is known or presumed to
hawve occurred within 7 davs.

Seen m about 5% of patents admitted o
medical wards

Up to 30% of intensive care admissions may
manifest and develop AKL

AKI could be classified variably depending
on the defining criteria,
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Hospital acquired AKl typically developsasa
complication of another clinical condition
Community acquired AKI typically evolvein
these patients while in their homes.

Classification:

Classified according to: the

- Medical specialty in which it evolves ie
Surgical AKI if it complicates surgery,
Obstetric or Gynaecologic AKI

- Volume of urine being excreted at the
time the AKIis developing:

- mnon-aliguric AKI when urine volume is
more than 400mis/ day
oliguric AKI when urine volume is less
than 400mls/day and anuric AKI when
urine volumeis less than 150mls/ day.

- 5Site of physiologic or anatomie
derangements or toxic insult info pre-
renal, intrinsic renal and post renal AKT:

Pre-renal AKL

Systemic derangement leading to
hypoperfusion of the kidnevs leading to AKI
e.g. diarrhoea and vomiting, haesmorrhage,
cardiac failure ete,

Intrinsicrenal AKT,

Direct nephrotoxic injury to renal tubules or
there could be inflammation of intersttal,
glomerular or vascular structures,
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Postrenal AKI:

ObstrucHon to the outflow of urine, which

could be at different levels e.g. renal pelvis,

ureter, urinary bladder or urethra.

Examples of causes of post-renal AKIinclude:

- Nephrolithiasis

- Netroperitoneal fibrosis and tumours

- Bladdercancer

- Benign prostatic hypertrophy

- Prostate cancer or even urethritis

Peculiar causes of AKI in Nigerians include:

- Nephrotoxins (native herbs, drugs,
CuSQ, (green water)

- Ethylene glycol poisoning ete)

- Cholera

- Malaria

- Seplicaemia (particularly typhoid)

- Obstetric causes (ante partum
haemorrhage, post partum haemorrhage,
septicabortion, eclampsia).

AKI could now be staged according to

severity (See table below)

Teble 1: Staging of Acute Kidnay Injury
STAGE CHANGEIN | % INCREASE LRIME
SERLUM M SEELIM VOLUME
CREATININE | CREATIMINE
|- | E— (5 )
1 Fisein&or by > Increese of =150~ | Urine owtput
0.3 mg/dL 190 %1501 | lessihan

Feld tnerease] 0.5l kg b
Froin hags] e feot Fiwnpe
than & Hours
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£ Rige in serum Urine votpat

creatinine oy *200- | less than 0.5ml/
0% 21028 kg/hr for more
fold increase) than 12 Houra.
fruin baselins

E £ise in serunm Urine wutpt
creatinime to =300 | less than
% (2= 3 fold) from | GiSayi flr =1
pageline. OR for Zsl.H.qru:f's
#CFR <35ml /gy | OF anuria for
[ Pocinthom: | 1o e
<18 years.

Clintical Featires:

- Asymplomalic

Reduchon inurine output (oliguria),

features of urasmia,

fluid retention leading to cedema.
Uraemia present with different features

indifferent systems: 1

Gastrointestinal system :

Nausea and vomiting,
Hiccups,
Diarthoea,

Epigastric pain and rarely haematemesis.

Chest.
Central chest pain of pericarditis

breathlessness
Pulmonary oedema.

Central nervous system:
Uraemia manifest with tremors
Derangement of sleep thytmn
Dirowsiness

Seizures
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Stupor or coma

Skin:

dryness and pruritus
Haemopoietic system:
Anaemia (pallor)

Bleeding
Diathesis.

Diagnostic criteria: As in the definition and
table above.

Differential Diagnoses:

- Acute exacerbation of Chronic Kidney
Disease,

- EndStageRenal Failure

Complications
- Pulmonary oedema

- Infections

- Electrolyte abnormalities:

- Hyperkalemia in acute cases and

- hypokalaemiaand

- hyponatreamia in polyuric phases.

Relevant investigations and management:
Urine Examination (Volume / microscopy
/Urinalysis/ Electrolytes).

- Allow quantification of total daily urine
output, which could be used in staging.
Microscopy would reveal the types of
cells, casts, crystals or other substances in
the urine.
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- Urinal athy.

Renal biopsy: Mandatory in the following:

- Any evidence of glomerular disease !
- nephrotic range proteinuria
- submephroticrange proteinuria with

haematuria

-  RBCcast

- AKInotresolving in é weeks

- AKlinconnective tissue disease

- AKlinrenal allograft

~ Determine the prognosis and chance
of recovery of renal functon in dialysis
dependent AKL

Principles of management in patients with
AKTinclude:
- Maintenance of fluid homeostasis
= Control of biochemical abnormalities
- Maintenance of nutrition
- Treatthe underlying cause
- Dialysis whereindicated

Maintenanece of fluid homeostasis:
Entails strict regulation of fluid intake to
insensible loss (500-1200mls/day)
Replacement of fluids totalling volume of
urine and other documented losses in the
previous 24 hours.
Avoid potassium containing fluids
- Contralof biochemical abnormalities:
Hyperkalaemia in these patients should be
treated in one of 3 ways:
Forcing the potassium (K) into cells using
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Glucose-Insulin  Infusion or Glucose
Infusion

Antagonising the effects of K on the heart
using 10% Calcium gluconate

Dialysis or use of ion exchange resin like
kayexelate

Maintenance of nutrition:

AKI patients are usually hypercatabolic
hence the following

High calorie low protein diet is
recommended in acute or oliguric phase
while
High calorie normal protein is
recommended inrecovery phase,
Parenteral hyperalimentation is seldom
necessary in prolonged cases.

Dialysis where indicated:

Manifestation of clinical and biochemical
features of uraemia or development of
electrolyte and acid-base complications of
AKT

Clinical features include:

Encephalopathy,

Pulmonary oedema,

Persistent nausea and vomiting,
Pericarditis,

Refractory oedema,
Uncondrolled HT

Bleading diathesis

Biochermieal indications include:

Hyperkalemia >6.5mmal/],
Serum bicarbonate <12mrnol/1,
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Urea =25 mmuol/],
Creatinine = 800micromol /]

Manifestations of features of
hypercatabolism:

K+ rateofrise >1mmol/day,

urea rate of rise >10mmol/daya
creatinine rate of rise
>100micromol/day.

Dialysis:
The patients could benefitirom

Daily Haemodialysis,

Extended Daily Dialysis,

Slow low efficient Thalysis,

Acute Peritoneal Dialysis,

intermittent Peritoneal Dialysis,
Haemofiltration or

Haemodiafiliration.

Prevention of AKI:

Avoidance of nephrotoxins in all forimns.
Provision of pipe borne water.

Prompt treatment of accident victims.
Prompt treatment of infections.

Good maternal, child and reproductive
health care

Adequate hydration during contrast
investigations

CHRONIC KIDNEY DISEASE (CKD):
Introduction:
CED is defined as a structural and functional
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abnormality of the kidneys persisting for 3
months or more and manifesting as markers
of kidney damage or reductionin glomerular
filtration rate (GFR). Markers of kidney
damage include persistent microalbuminuria
or overt albuminuria or haematuria.
Structural abnormalities include
abnormalities on imaging or on histology.

CEDY is also defined as GFR less than
60ml/min or presence of markers of kidney
disease for 3 months or more.

CKD is quite common in clinical practice as
12-26% of Nigerians have covertor overt CKD
asrevealed in community studies

Markers of kidney disease include:

- Persistent proteinuria - Dipstick positive
proteinuria or microalbuminuria

- Persistent Haematuria - by dipstick
and/or urine microscopy

- Abnormal renal imaging - by wvarious
techniques such as ultrasonography,
Computerised Tomography Scan,
intravenous urography or plain
radiograph, renal scintigraphy.

Abnormal renal histology
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Stages of CKD:
Table 1: Definition of the five stages

of Chronic Kidney Disease
Stage Description  |GFR (ml/
= il ] gy .73
" Kidney damage | ;
with n};rmal -:rgr ' Eﬂ (with
increased GFR kidney damage)
2. | Kidney damage | 60-89
with mild decrease
in GFR
3a. | Mild to Moderate | 45-59

decrease in GFR

3b. | Moderate to severe| 30 - 44
decrease in GFR

4. | Severe decrease 15-29
in GFR.

5. | Kidney failure <15 (or

dialysis)
Clinical Featives:
Asymptomatic

Younger patients may present with peri-
orbital swelling early in the disease process

Swelling which may then progressively
worsen over time and lead to ascites and
anasarca.
Hypetension develops in majority of patients
with CKD Congestive cardiac failure or

cereb

raovascular disease,
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Reduction inurine output (cliguria)

Features of uraemia: Gastrointestinal system
- nausea, vomiting, hiccups, diarrhoea,
epigastric painand rarely haematemesis.
Chest- central chest pain of pericarditis or
breathlessness with development of
pulmonary cedema.

Central nervous Fystem-, tremaors,
derangement of sleep rhytmn, drowsiness,
seizures and stupor or coma.

Skin- drynessand pruritus
Haemopoietic system- anaemia (pallor) and
bleeding diathesis,

Diagnostic criteria: As in the definition and
table above,

Differential DMagnoses

Severe acute kidney injury with cortical
necrosis

Poisoming with mulliple organ involvement.
Chronic Congestive cardiac failure (Cardio-
renal syndrome).

Complications:

AnaesTnia

UKD Mineral and Bone Disease
Congestive cardiac failure
Cerebrovascular disease
Paripheral vascular disease
MMalnuirition
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Relepantinvestigations and management.

Urine Examination (Volume / microscopy

JUrinalysis / Electrolytes).Serum chemistry

(e.g. creatinine, urea, K): This would

- Allow estimation of CFR using various
formulae and staging of the CKID

- For planning or initiation of renal
replacement therapy

- To monitor {realment outcomes or
improvement

Haematology including serology:

- To assess the Full Blood Counts, cloting
profile and monitor response to
treatment with ral or parenteral iron and
Erythropoietin simulating agents

- Serological tests for HBV, HCV and HIV
are necessary to be able to isolate
infectious patients while applying
zeneral precautions in the management
of all patients.

Imaging (e.g. USS, IVU, RUCG ete.):

Renal ullrasonography remains the simplest

non-invasive diagnostic tool for patients with

CKD.

Frovides information on size, shape,

preservation of cortical thickness and cortico-

medullary differentiation as well as
echogenicity of the kidneys, which are
usually deranged in patients with advanced

CKD.

Other structural abnormalities like polycystic

kidney disease or hydronephrosis may be
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discovered and may suggest need for other
imaging modalities particularly in patients
with obstructive uropathy,

Renal biopsy: Renal biopsy is mandatory in
patients that present with some conditions.
These include

Any evidence of glomerular disease

nephroticrange proteinuria

sub-nephrotic range proteinuria with or

without haematuria

RBC cast

Presence of persistent microscopic

haematuria

- Suspicion of connective tissue
disease

= Presence of familial type of nephrotic
syndrome
Determine the prognosis and
response to therapy,

Principles of management of patients with
CKD include:

Counselling to discourage use of
nephrotoxins in whatever form and
ensure good compliance,

Good Blood Pressure control.

Feduction of proteinuria and ensuring
maximum rencprotechon

Maintenance of fluid homeostasis
Control of biochemical abnormalities
Maintenance of nutrition

Maintenance of haemoglobin between

457



B¢ FITTATRINARY SYSTEM NRFIROLAGY

11-12g/L

- Maintenance of normal calcium-
phosphate homeostasis

= Treatment of any complicaling infection

- Treatthe underlying cansge (more useful if
discovered early)

- IDMalysis whereindicated

What to do when CKD is detected:
- Stage the disease
- Take appropriate measures depending
on the stage:
Stage 1 - 2 : where the cause of CKD is
known, treat underlying cause and
institute measures to retard progression.
Stage 1-2 : where cause is unknown, refer
toNephrologist.
Stage 3-3: refer to Nephrologizt.
Treatment of hypertension:
Combination of different groups of
antihypertensive drugs is the rule but should
include maximal doses of either ACEI or
ARBstoachieve target BP.

Blood Pressure Targets:
Proteinuria<lg/24hrs - - - - - - - -
130/ 80munHg

Proteinuria>lg/2dhrs - - - - - - - -
120/ 75mmHg

CKD with diabetes S ey
120/ 75mml g
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Inchildren ——— Less
than 90" percentile for the age, sex and height.
Anaemia is the commonest haematological
comnplication of CKD and worsens with
deterioration of renal functon. AN CKD
patients should be screened for anaemin at
time of diagnosis and thereafter, at least
cvery 3 months.

Targets for anaemia treatment:

Predialysis: Hb - 11 - 12g/dl serum ferritin
100-500ng/ ml, TSAT=220%

Dialysis: Hb - 11 - 12g/dl, serum ferritin 200 -
500ng/ml, TSAT=220%

In all patients, avoid Hb level > 13g/dl
because of risk of haemoconcentration and its
effect on morbidity and increased
cardiovascular mortality®,

Treatment of anaemia;

1} In predialysis patients and patients
receiving peritoneal dialysis or home
haemodialysis,optimize  iron balance
before Epoetin therapy using oral irorn. If
poor response (TSAT is <20% and serum
ferritin < 100ng/ml for 4 weeks), switch
to parenteral iron.

Dose of oraliron: Ferrous sulphate 200mg
or Ferrous gluconate 600mg three times
daily (approx. 65mg elemental iron) or 2-
6 mg /kg /day of elemental iron for
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2)

3}

paediatric patients

Dose of parenteral irom: lron sucrose
intravenously 200mg weekly for 5 weeks
(total of 1000mg) or Iron dextran
intravenously 250mg weekly for 4 weeks.
For patients in whom adherence mav be
difficult, total dose infusion should be
considered as its been found to be
effective and safe™.

For patients on in-venter
haemodialysis, start with parenteral iron
at 100mg in the last 30-60 minutes of the
dialysis session to a total of 1000me.In
cazes of poor or inadequate dialysis |
higher doses may be given to ensure
achieving 1000mg within 4 weeks.

Test dose of iron dextran should be
administered before the full dose.

For patients that have received blood
transfusions, check iron stores (sevum
ferritin) before giving supplemental iron
because of risk of iron overload.

Erythropoiesis Stimulating Agents
(ESAs)

These should be administered

preferably after iron deficiency has been
corrected and BY controlled.

Teble 2: Types of ESAs and their characleristics
I ESA | CLASS| HALF-LIFE| STORAGE RISK OF|

: E]]n-tl-u-rpum“fﬁ‘m - gEhourm | 'I-'E"—“Emtm'eﬂty. mimimal
ets

| CONDITIONS | PRCA |
ackng | bt can be kept at
| | ICor 35 days
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= Short acting ESAs - Epoetin alfa and

Epoetin beta.

- Intermediate acting E5As - Darbepoetin
alfa-

- Longacting ESAs - CERA

Dralysis:

Based on manifestation of clinical and
biochemical features of uraemia or
development of electrolyte and acid-base
complications of CKD.

The clinical features include:
Encephalopathy,

Pulmonary cedema,

Persistent nausea and vomiting,

Pericarditis, refractory cedema,
Uneontrolied ITT

Bleeding diathesis.

The biochemical indications include;

- hyperkalemia >&.5mmol/1,

- serum bicarbonate < 12mmol/],

- urea =25mmaol/],

- creatinine = 600micromel/1
Manifestations of features of
hypercatabolism:

- K+rateofrise >1mmal/day

- urea rateofrise >10mmol/day

- creatinine rate of rise >100micromaol/day
Te maintain good calcium phosphate
homeostasis:

- Dietary phosphate intake should be
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limited in patients with
hyperphosphatemia., TPhosphate-
binding agents are required in the
treatment of hyperphosphatemia,

For choice of phosphate binder, it is

reasonable ta take into account the following:

- Serumcalcium,

- CKDstage,

- Presence of other components of CKD-
MBI,

- Concomitant therapies

- Side-effect profile of the drug,.

The dose of caleium- based phosphate
binders should be restricted in the presence of
arterial calcification and/or adynamic bone
disease. In such instances the use of nore-
calcium based phosphate binders (e.g.
Sevelamer HCI, lanthanum carbonate etc)
could beused.

Hypocalcaemia, is reated with calcium salts
and active vitamin D analogues. Calciurm
intake should however, be restricted in
patients with hypercalcemia, soft tissue
calcification, low PTH and in patients with
adynamic bone disease.

Calcitriel or vitamin D analegs, or

caleimimetics, or a rombination of
calcimimetics and caleitriol or vitamin D
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analogs may be used to lower PTH to two to
nine times the upper normal limit for the
assayin treated patients.
Parathyroidectomy is indicated when
medical therapy fails.

Dialysis: The patients could benefitfrom:

Maintenance Haemodialysis(HD) (Twice or
Thrice weekly HD),

Continuous Arnbulatory Peritoneal Dialysis
{CAPD)

Kidney Transplantation.

NEPHROTIC SYNDROME
Introduction
Aclinical complex characterized by
-Proteinuria of 3.5 g per 24 hours
-Hypoalbuminaemia
-Generalized oedema
-Hyperlipidaemia;
-lipiduria
-Hypercoagulability
Aeliology

Idiopathic in a significant proportion of
cases
Knowncauses include:
— Inflammatory diseases of the
glomeruli (glomerulopathies)
- Viral infections e.g. Hepatitis B, HIV
- Immunologic disorders e.g. SLE
Allergies: insect bites, poisonous plants
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Intravenous drugs e.g. heroin Others:
- Driabetes mellitus

- Carcinomas

- Amyloid deposition

Histologic fypes

Minimal change disease

Focal segmental glomerulosclerosis
Membranous glomerulopathy

Mebrano- proliferative glomerulonephritis
Mesangio-proliferative glomerulonephritis

Clinical features
Generalized body swelling
Passage of frothy urine

Complicaltions

Peripheral arterial or venous thrombosis
Acceleration.of atherosclerosis
Proteinmalnutrition

Vitamin D deficiency

Increased susceptibility to infections

Iron-resistant microcytic hypochromic

anaemia

Differential diagnoses

Other causes of body swelling

- Congestive heartfailure

- Decompensated chronicliver disease
- Proteinlosing enteropathy

Investigations
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Blood:

- Serum proteins

- Serum lipids Urine:

- Urinalysis

- 24 hour urine collection for protein

estimation
- Abdominal ultrasound scan
- Renal biopsy

Treatment objectives
Reduce proteinuria
Eradicate peripheral oedema

Drug treatment

Diuretics e.g. loop diuretics like furosemide

Glucocorticoids (e.g. prednisolone)

- If renal biopsy and histology reveal a
steroid-responsive cause of the nephrotic
syndrome

Cytotoxic drugs (e.g. cyclophosphamide)
insome steroid-resistant cases

Prevention

Avoid nephrotoxins

Treat bites and stings to prevent p
hasmalytc streptococeal infection

SEXUALLY TRANSMITTED INFECTIONS

BACTERIAL VAGINOSIS
Introduction
A clinical syndrome resulting from
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replacement of the normal hydrogen
peroxide-producing Lacfebacillus sp. in the
vagina by high concentrations of anaerobic
bacteria, such as
Gardnerella vaginalis Mycoplasma hominis
Mobiluncys curbisii
The cause of the microbial alteradon is net
fully understoad

The associated malodour is due to the
release of amines produced by anaercbic
bacteria that decarboxylate lysine to
caverdine, and arginine to pulrescine
Predisposing factors are the use of
antiseptic/ antibiotic vaginal preparations or

vaginal douching

Clinical features
Malodorous and increased white vaginal
discharge that is homogenous, low in
viscosity, and uniformly coats vaginal walls
The fishy-smelling discharge is particularly
noticeable after sexual intercourse; usually no
pruritus or inflamed vulvae

Differentinl diagnoses
Other causes of vaginal discharge: see
Gonorrhoea

Complications
Arute salpingitis

Premature rupture of membranes
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Preterm delivery and low birth weight

Investigations
Homogeneous milky discharge with plH >
4.5 (pH > 6.0 highly suggestive)

Fishy odour from the biogenic amines;
altered by addition of 10% KOH (Sniff test)
Clue cells ona wet mount
- Clue cells are normal vaginal epithelial

cells studded with bacteria, giving the
cells a granular appearance

Treatment objective
To eliminate the organisms

Drug therapy

Recommended regimen:

-  Metronidazole 400 mg orally, evervl2
hous for7 days

Alternative regimern:

-  Metronidazole 2 g orally, as a single dose

Or:

- Metronidazole D.75% gel 5 g
intravaginally, twice for 7 days

Notable adverse drug veactions, caulion
Metronidazole: see Trichomoniasis

Advise to return if symptoms persist as re-
treatment may be needed

Eecommended regimen for pregnant women
Metronidazole 200 orally, every 8 hours for 7
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days, after the first trimester
Or: 2gorally, asasingledose
I treatment is imperative in the first
trimester of pregnancy
- Give metronidazole 2 g orally as a single
dose

Notable adverse veactions, caulbion and
contratndications

Metronidazole: Causes a disulfiram-like
reacton with alechol

Avoid high doses in pregnancy and breast
feeding

May cause nausea, vomiting, unpleasant
taste, [urred

longue, and gastro-intestinal disturbances
Generally not recommended for use in the
first trimester of pregnancy

Prevention

ERedure or eliminate predisposing factors
such as antiseptic/antibiotic wvaginal
preparations or vaginal douching
Treatsymptomatic pregnant women

Screen pregnant women with a history of
previous pre-term delivery to detect
asymptoematic infections
Retreat pregnant women with recurrence of
syImpioms

Counselling, Compliance, Condom use and
Contact treatment
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CHANCROID (UWlcus Molle, Soft Chancre)
Introduction

Aninfectious disease caused by Haemophilus
ducreyd, a small gram-negative bacillus

Common in the tropics, especially in Africa,

the Far East, and the Caribbean

Persons may present with chancroid outside
endemic regions; sporadic outbreaks of
infection cccur in Burope and North America

Clinical features
Incubation period is about3-7 days
Begins as a small, tender papule, changing
into a pustule which rapidly progresses to a
painful ulcer with a bright red areola
Meither the edge nor base of the ulcer is
indurated (unlike syphilis)
- The ulcer feels soft, hence the name 'soft
sore' (ulous molle)
With superimposed bacterial infection it
often feels indurated
The ulcers may be multiple due to auto-
inoculation
Sites of predilection in men are the prepuce,
frenulum, glans orshaftof the penis
I women the [abia, fourchette, vestibule,
clitoris, cervix, or perineum are favored sites
Lesions may cause dyspareunia, pain on
volding or defaecation and vaginal discharge
Women may be asymptomatic carriers
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About 7 - 14 days after the appearance of the
uleer, abuboappears
- A mass of gland smatted together, of
tenad herent to the overlying skin
The glands above the inguinal ligament arc
usually affected, and ofter there is a unilateral
enlargament
Central softening is often found and if
untreated the bubo may rupture and
discharge through a fistula
The combination of a painful genital ulcer
and suppurative inguinal adenopathy is
almost pathognomonic of chancroid
Patient may present with bubo, the initial
ulecer having healed
Atypical lesions have been reported in HIV-
infected individuals
-  More extensive, or multiple lesions
sometimnes accompanied by systemic
manifestations such as fever and chills

Complications
Progressive ulceration and amputation of
the phallus, particularly in HIV patients

Differentinl dingnoses

Other causes of genital ulcers:
Syphilis

THerpes

Cranuloma inguinale
Lymphogranuloma venereum
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Fixed drug eruption
Erythemamultiforme
Beheet's diseasa
Trauma
Tuberculousulcer
Cancers

Inwestigations

Microscopy, culture and sensitivity of
discharge from ulcer
Serological tests e.g. complement fixation
(CE); microimmuno-fluorescence (WIF) test;
PCR

Treatinent objectives
Same as for Gonorrhoea

Dirug therapy
Recommended regimen: Ciprofloxacin 500
mg orally every 12 hours for 3 days
Or:

Erythromycin 500 mg orally every 6 hours for
7days
O

Azithromycin 1 g orally as a single dose
Alternative regimen;

Ceftriaxone, 250 mg by intramuscular
injection, as asingle dose

Adjuvant therapy
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Keep ulcerative lesions clean Aspirate
fluctuant lymph nodes through the
surrounding healthy skin, preferably from a
superior approach to prevent persistent
dripping and sinus formation

Incision and drainage, or excision of nodes
may delay healing and is not recommmended

Follow-np
All patients should be followed up until thera
is clear evidence of improvement or cure
In patients infected with HIV, treabment may
appear to be less effective, but this may be a
result of co-infection with genital herpes or
syphilis
Chancroid and HIV infection are closely
associated and therapeutic failure is likely to
be seen with increasing frequency
- Patients should therefore be followed up
weekly until there is clear evidence of
improvement

Notable adverse drug reactions, caution and
contraindications

Ciprofloxacin and ceftriaxone (see
gonorthoea)

Erythromycein and azithromycin (see
chlamydia)

Prevention
Coungelling, Compliance, Condom use and
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Contact treatment

CHLAMYDIAL INFECTION (Other than
Lymphogranuloma venerenm)
Introduction
The chlamydiae occupy a special place
bebween bacteria and viruses
- They are a large group of obligate
intracellular organisms
Chlamydia trachomatis has a number of
serovars and causes many different human
infections
- Bye: trachoma; inclusion conjunctivitis
Genital tract: lymphogranuloma
venereum, non-gonococcal urethritis,
cervicitis, salpingitis
- BRespiratory tract: prieumonia
C. trachomatis immunotypes D - K are isolated
in about 50% of cases of non-gonococcal
urethritis and cerviritis by appropriate
techniques

Clinical features

Infections are asymptomatic, but when an
incubation period can be determined, it is
usually about10-20 days

Co-infection with gonococei and chlamydiae
is comumon

C. trachomatis is an important cause of non-
gonococeal urethritis in males, and in femnales
cervicitis, salpingitis, or pelvic inflammatory
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dizeasa

Urethral or cervical discharge tends to be
less painful, less purulent, and watery in
chlamydial compared with gonococcal
infection

On physical examinatior, the cervix may
show contact bleading in addition to the
discharge

A patient with urethritis or cervicitis and
absence of gram-negative diplococri on Gram
stain and of N. goworrioeas on culture is
assumed to have chlamydial infection

Complications

Epididymao-orchitis and sterility in males.
Pelvie inflammatory disease (FID) and
infertility infemales.

Adverse pregnancy outcomes,
Conjunctivitis and pneumaonia in the
newborn

Differential diagnoses
Other causes of urethral and vaginal
discharge (see Gonorrhoea)

Investigations

Microscopy, culture and sensitivity (of
discharge)

Directimmunoflucrescence assay
Enzyme-linked immunoassay

DNA probetest
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Ligase chainreaction (LCR)

Treatment objectives
Same as for gonococeal infection

Drug therapy
Recommended regimen: Doxyoycline 100 mg
orally, every 12 hours for 7 days

O
Azithramycinl gorally, ina single dose
Chlamydial infection during pregnancy
Fecommended regimen:
Erythromycin 300 mg orally every & hours
for 7 days

(9

Amoxycillin 500 mg orally every 8 hours for
7days

Neonatal chlamydial conjunctivitis

Typically has an incubation peried of 10-14
days compared to 2 - 3 days for gonococcal
opthalmia Recommended regimen:

Erythromyein syrup 50 mg/kg per day
orally, every 6 hoursfor 14 days

Alternative regimen:
Trimethoprim 40 mg with sulfamethoxazole
200mg orally, every 12 hours for 14 days

Note
There is no evidence that additional
therapv with a topical agent provides further
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benefit
If inclusion conjunctivitis recurs after
therapy has been completed, erythromycin
treatment should be reinstituted for 2 weeks
It is important to treat the mother and her
sexual partner

Notable adverse drug reactions, caution and
confratndications
Doxyeyeline and tetracyeline

- Cautien in patients with hepatic
impairment, systemic lupus
erythematosus and myasthenia gravis

- Antacids, aluminiim, caleiom, iron,
magnesivm and zine salts, and milk
decrease the absorption of tetracyclines

- Deposition of tetracyclines in growing
bones and teeth (by binding to caleiuwm)
causes staining and occasionally dental
hypoplasia

- Should not be given to children under 12
years, or to pregnant or breast-feeding
Waomen

- With the exception of doxycycline,
tetracyclines may exacerbate renal failure
and should not be given to patients with
kidney disease

- May cause nausea, vomiting and
diarrhoea; hypersensitivity reactions.
Headache and visual disturbances may
indicate benign intracranial hypertension

- Candidal superinfection with prolonged
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therapy

Azithromycin and Erythromycin

Erythromycin estolate is contraindicated
during pregnancy because of drug-
related hepato-toxicity; only
arythromycin base or erythromycin
ethyvlsuccinate should be used
Erythromycin should not be taken on an
empty stornach

Caulion in persons with arrhythmias
Infants should be followed up for
symptoms and signs of infantile
hypertrophic pyloric stenosis (has been
reported in infants less than & weeks
exposed to this drug)

Ofloxacin See ciprofloxacin- Gonorrhoea

Amoxicillin

Caution where there is a history of allergy
Erythematous rashes common in
glandular fever, cytomegalovirus
infection, acute or chroni lymphocytic
leukaemia with pityriasis rosea, and
allopurinol use

Prevention

Counselling, Compliance, Condom use and

Contact treabment

GONORRHOEA
Introduction

Caused by Neisseria gonorrhweas, a gram-

negative aerobic diplococcus
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It prefers the columnar epithelium of the
urethra, the cervical canal, the rectum and the
conjunctivae,

The keratinizing epithelium of the adult
vagina is quite resistant to N. gonorrhoeas, but
that of the pre-pubertal girls, pregnant
women and the elderly is more easily
colonized

Ocecasionally N. gonorrhoeaereaches the
blood stream causing sepsis

Gonorrhoea in males

Clinical features
Presents as foul-smelling urethral discharge
of puswith dysuria 2 - 6 days after exposure
Some patients have a scanty discharge that
cannot be distinguished from non-gonococcal
urethritis
Often asymptomatic during the day but there
may be a drop of discharge in the moming
Urethral orifice is usually inflamed; there
may be balanitis because of the irritation from
the discharge and secondary infection
About half of infected males are
asymplomatic
Ascending infection is commmon and may lead
to inflammation of the epididymis
(epididymitis)

Epididymitis usually manitests by acute
onset of unilateral testicular pain and
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swelling, often with tenderness of the

epididymis and vas deferens

- Qccasionally there is eryvthema and
oedema of the overlying skin

- The adjacent testis is often also irdlamed
{orchitis), giving rise to epididymno-
orchitis

Complications

Local complications (now unconumon):
Littre abscess involving periurethral glands
Paraurethral abscesses

Proximal wurethral invelvement with
frequency and terminal haematuria

Cowper's gland abscess involving the
bulbourethral glands, producing a swelling
behind the base of the scrotum that can
praduce a proximal or Cowper's stricture

Prostatitis Proctitis

Urethral stricture leading to hydroureters
and hydronephrosis

Chronic epididvmo-orchitis leading to
sterility

Contaminated fingers or other fomites can
also lead to infection of the eves- gonococcal
conjunctivitis
- Haematogenous spread leading to

meningibis, arthritis etc

Differential diagnoses
Urethral discharge:
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Spermatorrhoea/prostatovrhoea (sexual

arotzal)

- Trichomonas vaginalis and Candida
allicanscan also give rise to urethral
discharge and balanitis Ascending
infections:

Escherichin coli, a common canse in the
insertivemale homosexuals

- Other organisms may be transmitted
non-sexually following genitourinary
infections, surgery and instrumentation
(including catheterization)

Scrotal swelling (epididymo-orchitis): In

older men, where there may have beenno risk

of 5TIs, other gemeral infections may be
responsible, e.g. Eschevichia coli, Klebsiella spp.
or Peeudonionas acruginoese

Tuberculous epididymo-orchitis,
secondary to lesiongs elsewhere, especially in
the lungs orbones

Brucellosis, caused by Brucella melitensis or

Brucella aborbups

- Orchitisis usually clinically more evident
than an epididymitis

In pre-pubertal children the usual aetiology
is coliform, pseudomonas infecton or
mumps virus Non-infectious causes of scrotal
swelling:

Trauma (haematocoele)

Testicular torsion
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Tumour
Hydrocoele of the tunica vaginalis
Cystof epididymis
Varirocoels
Inguinoscrotal hernia

Inwestigations
Urethral swab for microscopy and culture
and sensitivity

Gonorrhoea in women

Clinical features

[nflammation of the cervix and cervical canal
{cervicitis) is the commanest presentation in
WOIMET

Urethritis: the urethra becomes the most
comomon site in women who have had
hysterectomy

The most frequent complaint is discharge,
often accompanied with burning onurination
Owver 50% of infected women are
asymptomatic

Oropharyngeal gonorrhosa from orogenital
sex (fellatio) may present as sore throat

Complications

Loeal:

Infections of Skene’s periurethral glands and
Bartholin's labial glands; a Bartholin's gland
abscess may cause pain on sitting orwalking
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Vulvits

Ascending infection to the endometrium,
fallopian tubes, ovaries and peritoneum
(pelvicinflammatory disease)

Ectopic pregnancy

Infertility

Perihepatic abscess (Fitz-Hugh-Curtis
syndrome)

Risk of disseminated gonococcal infection
during pregnancy and menstruation

Risk to the newbormn infant:

- Premature rupture of membranes

- Premature labour

-  Chorloammionits

- Septicabortion

- Ophthalmianeonatorum

- Oropharyngeal gonorrhoea

Differential diagnoses

Other causes of vaginal discharge:

Accentuation of physiclogical discharge

- Premenstrually

- Atthetime of ovulation

- Inpregnancy

- Use of contraceptive pills or an
intranterine device

Infective canses:

- Candidiasis

- Trichomoniasis

- Bacterial vaginosis
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Chlamydia

Cervical herpes genitalis

Cervical warts

Syphilitic chancre

Toxic shock syndrome (Staphylocooous
aureis)

P-haemolytic streptococcal infection,
Mycoplasma infection

Mon-infective causes:

Cervical ectropion

Cervical polyp(s)

Neoplasia e.g, cancer of the cervix
Retained products (tampon, post-
abortion, post-natal)

Trauma

Semen (post-coital)

Contact irritants and sensitizers e.g, from
douches or feminine hygiene sprays
Bullous diseases of the mucous
membraneas

Investigalions

Endocervical swab (through a vaginal
speculum) for microscopy, culture and
sensitivity

Gonorrhoea in children

Clinical features
Sexual abuse is a common cause of
gonorrhoeain young girls

Usunally symptomaticin young girls
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Pruritus and dysuria are common complaints
Discharge may cause irritant dermatitis of the

upper thighs

Differential diagnoses

Other causes of vaginal discharge in young
girls:

A vaginal foreign body such as a small toy,
bead, or evena piece of food

Other infections caused by T vaginalis, and C.
allricans

Intestinal bacteria or pin worms due to
inadequate cleaning after defeacation

Ophthalmia neonatorum

Gonococeal conjunctivitis in the neonate can
be acquired perinatally

Purulent conjunctivitis; the lids swell; eyes
arered and tender

If not treated promptly, the comea may be
eroded and perforated, leading to secondary
glaucoma, conophthalmus and blindness
About 30% of babies infected will also have
oropharyngeal gonorrhoea

Differentinl dingnosecs

The silver nitrate prophylaxis can produce a
chemical conjunctivitis, usually appearing -
§ hours after treatment and resolving over 24
hours

The most commmon cause of neonatal
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conjunctivitis in most countries is C
trachomatis, E. coli, Staphylococei, Streptococc
and Psegwdomonas sp. can also cause
conjunctivitis in the necnate.

Treatment objectives

Eliminate the organism in the patient and
sexual partner(s)

Preventre-infection

Preventcomplications

Counsel and screen for possible co-infection
with HIV so that appropriate management
can be instituted

Drug therapy
Recommended regimen:
Ciprofloxacin 500 mg orally, asa single dose

O

Ceftriaxone 125 mg by intramuscular
injection, as asingle dose

Meonatal gonacoccal conjunctivitis
Recomumended regimen:

Ceftriaxone 50 mg/kg by intramuscular
injection, as a single dose, to a maximum of
125mg

mg/ kg

Note
Single-dose ceftriaxone and kanamycin are
of proven efficacy
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The addition of tetracycline eye ointment to
these regimens is of no documented benefit
Adjunctive therapy for gonococcal
ophthalmia
- DBystemic therapy, as well as local
irrigation with saline or other
appropriate solution

- Irrigation is particularly important when
the recommended therapeutic regimens
are notavailable

- Careful hand washing by personnel
caring for infected patients is essential

Follow-up

Review patients after 48 hours

Notable adverse drug reactions, caufion
and contraindications

Ciprofloxacin

- Avoid in pregnancy and breast feeding;
childran below 12 years

- Reduce dose in renal impairiment
Ceftriaxone

-  Caution in persons with known
sensitivity to beta-lactam antibiotics

- May cause diarrhcea (and rarely
antibiotic-associated colitis); nausea,
vomiting and abdominal discomiort

Prevention

Counselling, Compliance, Condom usge and
Contact reatment

Dcular prophylaxis provides poor
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protection against C. trachomatis
conjunctivitis
Prevention of ophthalmia neonatorum

Clean the eyves carefully immediately after
birth. The application of 1% silver nitrate
solutionorl%

tetracycline cintment to the eyes of all
infants at the time of delivery is strongly
recommended asa prophylactic measure
Infants born to mothers with gonococeal
infection should receive additional antibiotic
treatment (as those with clinical neonatal
conjunchivitis)

GRANULOMA INGUINALE (Donovaonosis
Gravuloma venierent)

Introduction

A mildly contagious disease caused by
Klebsiella granulomatis

Currently rare in several parts of Africa
Endemic in Southeast Asia, Southern [ndia,
the Caribbean and South America

Clinical features

A chronie mildly contagious disease with a
potentially progressive and destructive
character
Incubation period ranges from 10 - 40 days.
The early lesion is a papule or nodule which
goon becomes ulcerated and has an oftensive
discharge

g17

=
L



B¢ FITTATRINARY SYSTEM NRFIROLAGY

The floor of the ulcer may be covered with a
dirty grey material; its walls may be
overhanging, or a papillomatous fungating
mass may arise from the growth of
vegetations

Progressive indolent, serpiginous ulceration
of the groins, pubis, genitals and anus may
form.

Painonwalking may be excrutiating

Fersisting sinuses and hypertrophic
depigmented scars are fairly characteristic

Regional lymph nodes are not enlarged but
with cicatrisation, the lymph channels may be
blocked causing pseudoelephantiasis of the
genitalia. Both the fibrotic scarring and
elephantiasis-like lesion could cause
obstructed labour

Subcutanecus extension and abscesses may
occur and form a pseudo-bubo in the inguinal
Tegion

Healing is unlikely without treatment; the
locally destructive lesion may eventually
involve the groins, pubis and anus

A squamous cell carcinoma may arise from
chroniclesions.

Differential diagnoses
Syphilis Chancroid
Lymphogranuloma venersum

Lupus vulgaris
Deep mycosis
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Amoebiculcer
Pyoderma gangrenosum
Squamous cell and basal cell carcinoma

Complications
Obstructed labour
Squamous cell carcinoma

Investigations
Direct microscopy

Treatment objectives
Same as for gonococeal infection

Drug therapy
Recommended regimen: Azithromyecin-1
gorallyonfirstday,then500mgorally,once a
day
Or:
Doxycycline
- 100 mg orally every 12 hours
Therapy should be continued until the
lesions have completely epithelialized
Alternative regimen:
Erythromyvcin
- 500mg orally every 6 hours
Or:
Tetracycline 500 mg orally every 6 hours

O
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Trimethoprim 80 mg/ sulfamethoxazole 400
mg, 2 tablets orally, 12 hourly
All treatment should be for aininimum of 14 days

Note

The addition of a parenteral aminaglycoside
such as gentamicin should be carefully
congidered for treating HIV-infected patients

Follow-nup
Patients should be followed up clinically
until signs and symptoms have resolved

Notable adverse drug reactions, caution and
contraindications
Sulfamethoxazole / trimethoprim

-  Contraindicated in persons with
hypersensitivity to sulfonamides or
trimethoprim; porphyria

- Caution required in renal
impairment (avoid if severe); hepatic
impairment (avoid if severe); maintain
adequate fluid intake (to avoeid
crystalluria)

- May cause nausea, vomiting, diarrhoea,
headache, hypersensitivity reactions,
including fixed drug eruption, pruritus,
photo-sensitivity reactions, exfoliative
dermatitis, and erythemanodosum

Others
- SeeChlamydia
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Prevention
Coungelling, Compliance, Condom use and
Contact treatment

LYMPHOGRANULOMA VENERELIM
(Climatic bubo; Ilymphogranuloma
inguinale;! lymphopathia wvenereal;
Durand-Nicolas-Favrq Disease)
Inttroduction

A chronic disease caused by Chlamydia
trachomatis (serotypes L1, L2, L3), an obligate
intracellular microorganism
Most common in Asia, Africa, and South
America In Burope and North America, it is
maost prevalent among homosexuals,
immigrants from endemic areag and people
returhing from endemic areas, such as
soldiers, seamen, and vacationers

Clinical features

A chronic granulomatous, locally
destructive disease that is characterized by
progressive, indolent, serpiginous ulceration
of the groins, pubes, genitals and anus

May be classified into primary, secondary,
and latestages

Primary stage

After an incubation period of 7 - 15 days, a
papule or small non-indurated painless ulcer
appears - Usually goes unnoticed
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Extra-genital lesions (rectal, oral) have also
been describad
Women probably act as asymptomatic
carriers
Patients are very rarely seen at the primary
slage

Secondary stage

About 3 - 6 weeks postcontact a uni-or
bilateral massive inguinal lymphadenopathy
{bubo} appears

The glands elongate along the Poupart's
ligament to become sausage shaped

Buboes progress to involve the glands abave
and below the ligament, so that the
depression formed by the ligament which
separates these two groups of glands gives
the "sign of the groove”

Pain in the gland is usual, and as the glands
are matted together, the owverlying skin
develops an erythematous or violaceous hue

The glands eventually become fluctuant,
break downand discharge

Inguinal lvmphadenopathy occurs in only
20-30% of women with LGV

There is primary involvement of the rectum,
vagina, cervix, or posterior urethra, which
drain to the deep iliac or perirectal nodes
- This may produce symploms of lower

abdominal or back pain
Systemic symptoms usually present with:

i)
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- Fever
- Malaise
- Arthritis
- Lossof weight
Skin manifestations (erythema nodosum,
papulo-pustular lesions and
photodermatosis)
- Raizsed ESE

Late stage

Spontaneous remission is commen, though

some patients enter the late stage

Characterized by disfiguring and destructive

sequelae Impairment of the lymphatic

drainage from fibrotc scarring leads to

distant cedema and gross elephantiasis of the

genitalia

- There could be associated anorectal and
vaginal strictures

Complications

Systemic spread of . trachomatis n the
secondary stage resulting in arthritis,
preumonia, hepatitis or rarely perihepatitis
Other rare systemic complications include
pulmonary infection, cardiac involvement,
aseplic meningitis, and ocular inflammatory
disease

The late stage may be complicated by the
genito-anorectal syndrome

- Reported more in homosexual men, and
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woman who engage in receplive anal
intercourse
Patients may also complain of fever, pair, and
tenesmus. Obstructed labour from
elephantiasis of the vulva

Differential diagnoses

Buboes:

- Chancroid

- Infectionsof the lower limbs

- Hodgkins disease and other lymphomas
- Plague

- Tularemia Late stage:

- Tuberculosis

- Deepmycosis of the genitalia

- Squamouscell or basal cell carcinoma

Inwestigations

Culture and cell typing of the isolate from an
aspirate of involved lymph node

Serological tests e.g, CFT and MIF; PCR

Treatment objectives
Same as for gonorrhoea

Drug treatment
Recommended regimen: Doxycycline
- 100 mg orally every 12 hours for 14
days
Or:
Erythromyein
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- 500 mg orally every 6 hours for 14
days
Alternative regimen:
Tetracycline
- 500 mg orally every & hours for 14
days

Adjuvant measures

Aspirate fluctaant lymph nodes through
healthy skin Incisien and drainage or excision
of nodes may delay healing and is not
recommended

Some patients with advanced disease may
require treatment for longer than 14 days, and
sequelae such as strictures and/or fistulac
may require surgery

Notable adverse drug reactions, caution and
contratndicalions

See Chlamydia
Prevention

Counselling, Compliance, Condom use and
Contact treatment

SYPHILIS

Introduction

Infection caused by the spirochaete
Treponema pallidum

Oocurs worldwide Canbe classified as:
Congenital (fransmitted from mother to
childin utero)
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Acquired (through sex or blood transfusion)

Acquired syphilis may be early or late

Primary syphilis is characterized by an ulcer
or chancre at the site of infection or
inoculation

Manifestations of secondary syphilis
include a skin rash, condyloma lata,
mucocutanesus lesions and generalized
lymphadenopathy

Early syphilis: primary, secondary and
early latent stages

Primary syphilis: an ulcer or chancre at the
site of infection or inoculation

Secondary syphilis: skin rash, condyloma
lata, mucocutaneous lesions and
generalizedlymphadenopathy

Late syvphilis: late latent syphilis,
gummatous, neurclogical and cardiovascular
syphilis

This sectiott is only on primary syphilis

Clinical features

After anincubation period of 2 - 4 weeles (full
range 90 days) the [irst lesion of syphilis may
appear at the site of exposure, most
commonly, the genitals

Chaneres may also be located on the lips or
tongue; ano-rectal chaneres frequently seenin
male homosexuals - Begins as a small, dusky-
red macule which soon develops into a

papule
526
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The surface of the papule erodes to form an
uleer which is typically round and painless
with a clean surface and exudes a scanty
yellow serous discharge teeming with
spirochaetes

Lesion is indurated and feels firm or hard on
palpation; surrounding skinis cedematous

Regional inguinal (or generalized)
lymphadenopathy follows

The glands are painless, moderately
enlarged (not buboes), discrete and never
suppurate

Atypical lesions may be seen for various
reasons e.g. bacterial superinfection, trauma
or co-infection with chaneroid.

Even without treatment, the primary
lesion(s) gradually heals up and will
disappear after approximately 3 - § weeks,
sometimes leaving a thin atrophic scar which
is easily overlooked

Differentinl diagnoses

Oher causes of genital ulcers:
Chancroid Herpes
Lymphogranuloma venerum
Granuloma inguinale
Trauma

Fixed drug eruption

Beheet's disease
Erythemamultiforime
Tuberculous ulcer
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Amoebiculcer
Cancer

Complications

Phimosis end paraphimosis Late syphilis:
gummatous, neurclogical and cardiovascular
syphilis

Inwestigations
Dark field examination
Direct fluorescent antibody tests of lesion
exudates or tissue
VDEL
RPR

Treatinent objectives

Eliminate the organism in the patient and
sexual partner(s)

Preventre-infection
Preventcomplications

Counsel and screen for possible co-infection
with HIV so that appropriate management
can be institited

Dirug therapy

Recommended regimen: Benzathine

benzylpenicillin - 4g (2.4 million units) by

intramuscular injection, ata single session

- Becansze of the volume invalved, this dose
is usually given as two injections at
separate sites Alternative regimen for
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enicillin-allergi -pre
pabients

Doxyeycline

- 100 mg orally, every 12 hours for 14 days

O

- Tetracycline 500 mg orally, every 6 hours
for14 days

Alternative regimen for penicillin-allergic

pregnant patients

Erythromyein

- 500 mg orally, every 6 hours for 14
days

Noetable adverse drug reacHons, caulion and
contraindications
Benzylpenicillin (Penicilin G)

-Caution in patients with history of allergy;
atopic patients; in severe renal
impairment, neurctoxicity; high doses
may cause convalsions

- Contraindicated in penicillin
hypersensitivity

- May cause hypersensitivity reactions
including! urticaria, fever, joint pains,
rashes, angioedema, anaphylaxis, serum
sickness-like reaction, rarely intestitial
nephritis, haemolytic anaemia,
leucopaenia, thrombocytopaenia and
coagulation disorders

Other antibiobcs

- SeeChlamydia
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Prevention
Coungelling, Compliance, Condom use and
Contact treatment
All infants born to seropositive mothers
should be treated with a single intramuscular
dose of benzathine penicillin
- 50,000 units/kg, whether or not the
mothers were treated during pregnancy
(with or without penicillin)
Frevention of congenital syphilis is feasible
- Programmes should implement
effective screening strategies for syphilis
inpregnant women
Screening for syphilis should be conducted
at the first prenatal visit
Some programmes have found it beneficial
to ropeat the tests at 28 weeks of pregnancy
and at delivery in populations with a high
incidence of congenital syphilis

TRICHOMONIASIS
Introduction

Caused by the flagellated protozoan,
Trichomonas raginalis

An extremely coramon infection, almost
always transmitted via sexual contact

Women are far more frequently affected and
more likely to have symptoms

Men are more likely to be asymptomatic

and serve as carriers
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Clinical features
Vaginal discharge: a white-vellow frothy
discharge is characteristic
Burning sensation
Dvsuria
Dyspareunia
Theliabia are often swollan
The cervix may have punctuated
haemorrhages producing a strawberry-like
surface when viewed with a colposcope
Some men may have dysuria or a minimal
urethral discharge and balanopaosthitis
Co-infecton with N. gonerrhoeaeis common

Differentinl dingnoses
Other causes of vaginal discharge or urethral
discharge: see Gonorrhoea

Complications

Acule salpingitis

Adverse pregnancy outcomes, particularly
premature rupture of membranes, pre-terin
delivery and low birth weight

Investigations
Microscopy and cullure of vaginal discharge

Treatmentobjectives

Eliminate the crganism in the patient and
sexual pariner(s) Prevent re-infection Prevent
complicatinns
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Counsel and screen for possible co-infection
with HIV so that appropriate management
cari be instituted

Drug treatment
Recommended regimern;
Metronidazole

- Zgorallyinasingle dose

O
Tinidazole
- 2gorallyinasingle dose
Allermative regimen:
Metronidazale
- 400 mg or 500 mg orally every 12 hours
for7 days

On:

Tinidazole
- 500mg orally every 12 hours for 5 days
Naote
Other 5-nifroimidazales are also effechve,
bothinsingle and in multiple dose regimens
Asymptomatic women with trichomoniasis
should be treated with the same regimen as
sympiomalic wormen
Recommended regimens for male urethral
infectons: same as for women
Patients not cured with the repeated course of
metronidazole may be treated with a regimen
consisting of metronidazole 2 g orally daily,
together with 500 mg applied intravaginally
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eachnight for3 -7 days

Vaginal preparations of metronidazole are
available in many parts of the world, but are
only recominended for the treatment of
refractory infections, wnot for the primary
therapy of trichomoniasis Recommended
resd 0 onatal i 10y

Metronidazole

- Bing/kegorally, every Bhours for 5 davs
Infants with asymptomatic trichomoniasis, or
urogenital colonization persisting past the
fourth month of life should be treated with
metronidazole

Notuble adverse drug reactions, caution and
contraindications
Metronidazole
Causes a disulfivam-like reachion with
alcohol
- Avoid high doses in prepnancy and breast
feeding
- May cause nausea, vomiting, unpleasant
taste, furred longue, and gastro-intestinal
disturbances
- Generally notrecommended [or use in the
first trimester of pregnancy

Prevention
Counselling, Compliance, Condom wse and
Contact trealment
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VULVO-VAGINAL CANDIDNASIS
Introduction
Inflammation of the vagina and vulva,

usually evolving from vaginal discharge and
secondary external irritation

Candida alkicans iz the commonest cause of
candidal vulve-vaginitis; Candida glabrata has
also been identified

Candidal vaginitis is most commeon in:
- Pregnancy
- Patients with diabetes mellitus
- Those on long-term antibiotic therapy or
oral contraceptives
- Conditions associated with immune
Suppression

- Cortcosteroid use

Usually not acquired through sexual
intercourse

Because of the close proximity between the
anus and female genitalia, re-infections may
occut from the gastrointestinal ract

Clinical features
Up to 20% of women with the infection may
be asymptomatic

If symptoms occur, they usnally consist of
vulval itching, soreness and a non-offensive
vaginal discharge which may be curdy
Clinical examination:

Vulval erythema (redness) or excoriations
fromscratching
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Vulval cedema

Erosions and crusting on the adjacent
intertriginous skin

Although treatiment of sexual partners is not
recommended, it may be considered for
womertwho have recurrent infections

A minority of male partners may have
balanitis, which is characterized by erythema
of the glans penis or inflarmmation of the glans
penis and foreskin (balanoposthitis)

Differential diagnoses
Other causes of wvaginal discharge; ser
Gonorrhoea in women

Complications

Emotional problems because of the
recurrent nature of the infection, and
dyspareunia

Very serious emational problems in a non-
sexually active person wrongly "accused" by
parents, spouse or health care providers

Investigalions
Positive KOH examirnatior
Culture of vaginal discharges

Treatinent objectives
Cure the infection
Preventrecurrence
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Drug therapy

Recommended regimen: Clotrimazole 1%

vaginal cream

- Insert5 gatnightas a single dose; may be
repeated once if necessary

O

Miconazole 2% intravaginal cream

- Insert 5 g applicator once daily for 10 - 14
days or twice daily for 7 days

O

- Clotrimazole 500 mg intravaginally, as a
single dose

O

- TFluconazole 150 mg orally, as a single
dose

- (e ended topical regimen for
balanoposthitis

- Clotrimazole 1% cream apply twice daily
for7 days

Or:

- Miconazole 2% cream twice daily for
7days

Notable adverse drug reactions, cantion and

contraindications

Fluconazale:

- Caution in patients with renal
impairment

- Avoid in pregnancy and breastfeeding

- Monitor liver function

Big
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- Discontinue if signs or symptoms of
hepatic disease develop (risk of hepatic
necrosis)

- May cause nausea, abdominal
discomfort, diarrhoea, flatulence,
headache, skin rash and Steven-Tohnson
syndrome

- Discontinue treatment or monitor closely
if infection is invasive or systemic)

Prevention

Eeduce or eliminate predisposing factors
After defecation cleaning should be done
backwards to prevent faecal contamination of
the yulva and vagina

UROLOGY

BENIGN PROSTATIC HYPERPLASIA
Introduction:

MNon-cancerous enlargement of the prostate
causing clinical symptoms

Inicrease in size impacts on the urethra and
partially or completely obstrucls urine
outflow

A commen cause of lower urinary tract
obstruction among elderly males.
Pathelogical enlargement occurs usually after
theage of 40.

Symptoms are due to mecharnical obstruction
(static cause) or spasm of the smooth muscles
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in the prostate and around the bladderneck.

Clinical Features
Lower Urinary Tract Symptoms (LUTS);
a. Filling/Storage Symptoms
Daytime frequency
Urgency
Urgency incontinence
MNocturia
b, Voiding/Emptying Symptoms
Poorstream
Excessive straining
Hesitancy
Intermittency
Terminal dribbling
Acuteretention of urine
. Postmicturition Symptoms
Fecling of incomplete emptying of the
bladder
Post-micturiton dribbling of urine
d. Other Symptoms
Haematuria
Swelling of the lower abdomen
Signs
Maszs in the lower abdomen
Digital Rectal Examination (DRE) - Anatomic
enlargement of the prostate, firm, smooth-
surfaced, with median groove and lateral
sulci present.
Signs of progressive renal failure in severe
longstanding obstruction

aag
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Investigations
Full blood count and ESE

Urinalysis, urine microscopy, culture and

sensitivity

Serum electrolytes, urea, and creatinine

Prostate Specific Antigen (PSA)
Transrectal ultrasound {TRUS)
Abdominal ultrasound

X-rays - Chest, Abdomen (KUB)
Uroflowmetry

Cystoscopy

Differential Diagnosis
Prostate Cancer

Bladder Cancer

Bladder neck stenosis/ contracture
Bladder neck dysnerrgia
Urinary Tract Infection
Urethral stricture

External sphincter dysnerrgia
Bladder caleulus

Prostatitis

Meurological Diseases

Bladder wall diseases, especially chronic

schistosomiasis and tuberculosis
bladder.

Complications

Urinary retention

Recurrent Urinary Tract Infection
Bladder calculus

of the
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chronic renal insufficiency & Acute renal
tailure

Haematuria

Obstructive uropathy

Treatment
Objectives ~To relieve obstruction and treat
complication

.

Non-drug: In severe symptoms
(IPS5>19) and associated complications
Surgical Operation
- Openprostatectomy

Transurethral resection of the

prostate

Transurethral incision of the bladder

neck
- Transwrethral Vaporization of the

Prostate
- Transurethral laser surgery
Non-medical minimally invasive
alternatives
Threthral catheterization (Size 16 or 14 FG)
Prostatie urethral stents
Balloon dilatation of the prostatic urethra
Transurethral or transrectal hypothermia
Transurethral thermotherapy
Interstitial therapies

Drrug: In mild to moderate symptoms
{IPS5<19)
a-1adrenergic blockers
Alfuzosin- 10mg nocte (preferable in
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reproductiveage)
B- o -reductaseinhibitors
Finasteride - 5mg daily

< Adverse Reactions
a -1 adrenergic blockers - retrograde
gjaculation, dizziness, hypotension and
syncopal attacks. So should be taken at
bedtime
5- a -redurctase inhibitors - loss of libido,
erectile dysfunction, gynaecomastia,

CARCINOMA OF THE PROSTATE
Introduction

The most commonly diagnosed malignancy
afferting men above middle age

The commonest malignancy of the male
genitourinary tract,

About90% are adencarcinomias

Exact cause not known

Risk factors

Increasing age

Presence of testicles

Heredity - Cancer of the prostate in first
degree relatives, inheritance of faulty genes
e.g. cancer of the breastin mother

Ethnicity - commoner and more aggressivein
the black race

Environment -Industrial workers (rubber,
textile, fertilizer)

Obesity
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Clinical Features
a. Lower urinary tract symptoms
(LUTS)
Daytime frequency
Poor stream
Excessive straining
Nocturia
Terminal dribbling
b. Features of advanced disease
Low back pain
Paraplegia/Paraparesis
Pedal cedema
Weightloss
Pathological fractures
Azotaemia
c: Digital Fectal Examination (DRE) -
Enlarged, assymelrical, hard, nodular
prostate with obliteration of the median
groove and lateral sulci

Differential diagnosis
Benign Prostatic Hyperplasia
Chronic Prostatitis

Bladder cancer

Prostatic calculi

Urethral Stricture

Complications

Urinary retention

Recurrent Urinary tract infection
Qbstructive uropathy
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Progressive renal failure
Paraplegia/Paraparesis
Pathological fractures
Lymphoedeina

Investigation

Full blood count and ESR

Serum, electrolytes, urea and creatinine
Transrectal ultrasound

Abdominal ultrasound

Prostate binpsy

X-ray- Lumbaosacral spine, chest
MRI/CT scan

Radionuclide bone scan

Treatiment
Objective - Cure for early disease
- Palliation and improvement of
guality of life for ad vanced disease
Treatment should be in a specialist centre.
a. Non-drug;
Active surveillance (Watchful waiting)
Radical Prostatectomy
Radical radiotherapy
Bilateral orchiectomy
Cryoablation therapy
Laser therapy
b. Drug:
Used usually inadvanced diseases
Lautenising hormone releasing hormone
agornist:-
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Goserelin = 3.6mg subcutancously every
month or 10.8mg 3-manthly
Leuprolide - 3.75mg-7.5mg
subcutaneously monthly or 11.5mg-
22myg 3- monthly
Leutenising hormoene releasing hormone
antagonist-p
Degarelix- 280mg subcutaneously stat,
then 80mg monthly
Antiandrogens:- Used with LHEI
agonist, antagonist, or orchiectomy.
Monotherapy isnotadvised
Bicalutamide —50mg daily orally
Flutamide-250mg three times daily
orally
For castration resistant prostate cancer
{CRPC): This must be treated in tertary
centres with appropriate facility and
personnel.
Ketoconazole- 400mg orally three times
daily with prednisolone 20mg ane,
10mgevening
Dietylstilboestrol -3mg daily
Docetaxel 75mg daily to be used with
Prednisolone
Por bone metastasis:
Zoledronic acid 400mg over 1 hr once per
month
Radiotherapy - Radium-223

Notable ADR, caution, and
coniraindications
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Antiandrogens

Loz of libida

Gynaecomastia

Erectile dysfunction

Fluid retention

Hypertension

Thromboembaolic disease

Loss of libida

Gynaecomastia

Ketoconazole

Liver toxicity-monitor liver function
Other drugs for CRPC fraught with ADTs
including blood dyscrasias, and reduced
quality of life

ERECTILE DYSFUNCTION

Introduction

Erectile dysfunction (ED) is the persistent
inability to achieve and maintain an erection
sufficient for satisfactory sexual intercourse,
It results from disorder in any of the factors
involved in the complex processes thatlead to
erection which involves the brain, hormones,
bload vessels, emotions, and muscles,

It can occur at any age, but is uncommon in
boys, commaon in the elderly.

By the age of 45 years, most men have
experienced ED at some time. Generally, 40%
of men experience some degree of ED at 40
years, and 70% at 70 years. Complete ED
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occurs in approximately 5% of men at 40 years
and 15% at 70 years.

Types of ED

Organic - Physical

Psychogenic- Emotion and mental health
Mixed - occasionally

Risk factors
Advanced age

Diabetes mellitus

Cardiovascular diseases e.g. hypertension,
coronary heart disease

High cholesterol (dyslipidasmia)

Tobacco intake - smoking, snuffing
Recreational drug use ~Indian hemp, cocaine
etc

Depressionand other psychiatricillnesses

Clinical features

Difficulty getting erection

Ditficulty keeping anerection

Redured sexual drive

History suggestive of possible causes- e.g.
drugs, systemic diseases

Focused history to confirm it is ED and not
any other sexual dysfunctions (see
differential diagnosis)

Focused physical examination to identify
significant abnormalities, e.2. gynaecomastia,

B
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penile deformity or plagues, impaired
sensations ete

Differential diagnosis

Ejaculatory Dysfunctions (premature
ejaculation, delayed ejaculation,
anejaculation, anorgasmia)

Long refractory period

Decreased libido

Peyronie's Disease

Complications

Psychological disturbance -stress and anxiety
Unzatisfactory sex life

Embarrassment and low esteem

Relationship problems

Infertility

Investigalions

FBC +ESR

Urinalysis

Blood glucose screening

Blood lipid profile (Fasting)

Hormone assay - Total and free testosterone,

prolactin, FSH, LH

Specialist Investigations:

- Mocturnal penile tumescence testing
(Rigidscan)

- Colour Duplex Ultrasound - for
suspected vascular cause.

- CE\’EI'HHEDETEHI - S'L'!$PEEt¢d. VETIOS
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leak

Treatinent
Objective - to achieve and sustain evechon

.

Non active treatment:

Life-style and home remedies

Quitting smoking,

Losing excess weight

Exercising regularly

Reduring or stopping alcohel and
hard drugs

Couples or marriage counselling, if
relation problem

Adjusting medications:
Important part of ED treatment

alpha methyl dopa, Beta blockers &
Hydrochlorothiazide cause EDD

Ca channel blockers & ACEs have no
effect

ARBs may increase libido, improve
Elrand sexual, performance,
Firstline active treatment - Drugs

Oral phosphodiesterase-5 inhibilars
(PDES-5)

Sildenafil-25-100mg daily

Adequate medical evaluation must be
done before PDES-5 {or any OTC drug for
ED) is given.

MALE INFERTILITY
Introduction
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Failure to achieve conception after one year
of regular, unprotected sexual intercourse ina
couple trying to achieve pregnancy
Primary:

- When the man has never impregnated a
wornan Secondary:
- When the man had impregnated a
wotnan in the past
Male factor is responsible for about 50% of
infertile unions

Clinical features
Vital points in the history: Duration of
infertility
Ability to have erection, penetration and
ejaculation Family history of infertility
History of systemic disease e.g. diabetes
mellitus, hypertension, chronic liver disease
and tuberculosis
History of sexually transmitted infections
and urinary tract infections
History of genital trauma
History ol surgery: herniorraphy,
orchidopexy, urethral surgeries, etc
Examination:
Gynaecormastia
Penis: epispadias, hypospadias, penile
deformities
Scrotum: absence of testis, small sized testis,
varicocaeles, hard and irregular epididymis
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Investigations

Semnen analysisx3

Hormone profile (LH, FSH, testosterone, and
prolactin}

Scrotal ultrasound

Trans-rectal ulirasound

Testicular biopay

Vasography

Treatment objectives
To improve semen quality and restore
reproductive capability

Non-drug treatment

Surgical options:

Varicocoelectomy

Vasovasotomy
Epididymao-vasotomy

Transurethral resection of obstructed
ejaculatory duct

Assisted reproductive techniques:
Intra-uterine insemination

Invitro fertilization

Gamete intra-fallopian tube transfer
Intra-cyloplasmic sperm injection

POSTERIOR URETHRAL VALVES
Introduction

Congenital rmucosal folds situated in the
prostatic/membranous urethra, causing
urine outflow absbruction

580
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Cocurs in males - The most common
mechanical causge of renal deterioration in
children

Clinical features
Obstructive urinary symptoms
Urinary retention
Failure to thrive
Distended bladder with palpable kidneys

Differential diagnoses

Anteriorurethral valves

Congenital bladder neck hypertraphy

Congenital urethral stricture

Meatal stenosis

Posterior urethral pelyp
™

Complications
Recurrenturinary tractinfections
Septicaemia

Bladder dysfunction
Bladderstones
Hydroureter/hydronephrosis
Progressive renal impairiment
Failure to thrive

Investigations

Urinalysis

Utrine microscopy, culture and sensitivity
Full Blood Count

Serum Urea, Flectrolytes and Creatinine
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Abdominal ulbrasound
Micturating cysto-urethrogram
Urethrocystoscopy

Treatiment objectives
Torelieve obstruction
Treat any complications

Nown-drug treatment
Valveresection with endoscopes
Valve avulsion with valvotomes

Divug treatrment
MNaone

Supportive measures

Correct dehydration and electrolyte
imbalance

Treatinfection with appropriate antibiotics
Utrinary diversion: vesicostomy

Prevention
Naotapplicable

PRTAPISM

Irtroaduction

Persistent penile erection that continues
beyond, or is not related to sexual stimulation
Predisposing factors:

Thromboembolic disorders e.g, siclkle cell
disease, leukaemia
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Spinal injuries

Perineal and genital trauma

Drugs eg. chlorpromazine, prazosin and
prostaglandins

Climical features

Persistent painful erection lasting several
hours

Penis is rigid and tender but the glans penis
and corpus spongiosum are soft

Complication
Erectile dyslunction

Investigations

Full Blood Count
Haemoglobin electrophoresis ~
Colour Doppler/ duplex ultrasound

Treatmentobjectives

Toincrease venous drainage [rom the corpora
CAVEITIOSA

Decrease arterial inflow in high flow
priapism

Treat the primary cause(s)

Mon-drug treatinent

Shunting procedures

- Caverno-glandular shunt
Caverno-spongiosum shunt intensity

- Caverno-saphenous shunt

BE3
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Spinal orepidural anaesthesia

Drug treattnent

Intracavernosal injection of alpha adrenergic
agonist:

Phenylephrine testicle

- 250- 300 microgram

s
Ephedrine
- 50-100mg

Supportive measures
Adequatehydration
Pain relief

Prevention
Avoid causative drugs

PROSTATITIS

Introduction

Aninflammation of the prostate or painin the
prostate, similar to that cavsed by an
inflammatiorn

Accounts for 2% of prostatic pathology
Classified into:

Acutebacterial prostatitis

Chronic bacterial prostatitis

Chronic non-bacterial prostatitis
Prostatodynia

Risk factors:
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Ductile refiux

Urinary tractinfection

Indwelling urethral catheterization
Penetrating anal sex

Sexually transmitted infections

Acute bacterial prostatitis

Results from direct spread of ascending
urethral infection or reflux of infected urine
into the prostatic ducts

- E.ooli isthe main causative organism.
Others are Kicbsielln, Pscudomonas,
Streptococens faccalis and

Staph aureus

Chronic bacterial prostatitis

Caused by E. coli, Klebsislla, Mycoplasma
and

Chlamydia

Non-bacterial prostatitis

Aninflasnmation of indeterminate cause

Clinical fealures

Acule prostatitis
Systemic features
- Pever

- Chills

- Walaize

- MNamusea
Local features
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= DChrsuria

- Frequency

- Haematuria

- Urethral discharge

Rectal examination:

= Hot boggy, swollen and very tender
prostate

Chronic prostatitis

Voiding symptoms: dysuria, frequency,
urgency, hasmaturia

Poorstream

Urethral discharge

Low back pain

Perineal pain

Haemospermia
Painful ejaculation -
Rectal examination: enlarged, tender, firm
prostate

Differential diagnoses
Benign prostatic hypertrophy
Cystitis

Urethral stricture

Prostate cancer

Complications
Prostatic abscess
Prostatic calculi
Infertility
Septicaernia
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Investigations

Urinalysis

Urine mictoscopy, culture and sensitivity
Prostatic massage: microscopy, culture and
sensitivity (chronic prostatitis only)
Trans-rectal ultrazound

Biopsy: culture and histology
Urethrocystoscopy (chronic prostatitis only)
Full Blood Count; ESR

Treabmentobjectives

Toeradicate causative organisms

Control pain

Dirug treatment

Antibiotics (based on local sensitivity

- Ciprofloxacin 500 mg orally every 12
hoursfor 28 days

O

- Cotrimoxazole 960 mg orally every 12
hours for 28 days

Anti-inflammatory drogs

- Non-stercidal e.g. diclofenac, ibuprofen
ete

- OSteroids e.g. prednisolone,
dexamethasone

Alpha blockers e g. prazocin,

Hormonal thevapy e.g. finasteride,

Nomn-drug treatment
Prostatic massage (chronic prostatitis only)
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Physiotherapy
Sitz batha

SCROTAL MASSES

The erngrty scrotumm

Introduction

A clinical situabon in which the tests is
absent from the seratum

May be bilateral or unilateral

Causes include;

Indescended testis

Ectopic teskis

Retractile tests

Absent (vanishing) testis

Atrophictestis

Surgical removal (for trealment of other
conditions)

Undescended testis

The testis is arrested in its normal path of
descent

Unilateral arrest is more common than
bilateral arrest

Incidence at birth is aboul 3% in full term
infants, 30% in preterm infants and 1% in
adulthood

Clinical features

Absence of one or both testes from the
sCrotuITL

FPain from trauma to the testis

aEg
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Infertility (inadulthood)

Atrophictestis

The testis, if palpable carmot be manipulated
into the serotuim

Inguinal hermia mav be present on the
affected side

Complications

Torsion of the spermatic cord
Trauma to the testis
Malignancy

Infertility

Investigations

Urinary 17-ketasteroids, gonadotropins

Serum testosterone

Ultrasonography
Computed tomography

Laparoscopy

Magnetic Resonance Imaging

Management

Hormone therapy:

Human chorionic gonadotropin

- 1,500 units/week imtramuscularly, for a
total of 9 injections

- Applicable only to special casas

Surgical treatment:

In those with undescended testes

- Bringtestis down and fixit in the scrotum
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TOESION OF THETESTIS

Introduction

Twisting of the spermatic cord with
compromise of the blood supply to the testis
An uncommon afflicion that is most
commonly seen in adolescent males.

Afew cases occurininfancy

Clinical features

Painin one testicle: of sudden onset, severe in

and radiates to the lower abdomen

Nausea and vomiting

Swollen, high lying tests with reddening of

the scrotal skin

Tenderness. Pain can be increased by lifting

Absence of the cremasteric reflex o
Abnormal lie of the testis on the opposite side

Differential diagnoses
Acute epididymo-orchitis
MMumps orchitis

Trauma to the tests
Strangulated inguinal hernia
Inzect bites

Inflammatory vasculitis {Henoch-Schonlein
purpura)

Idiopathic scrotal cedema
Testicular umour
Fournier's gangrene

Complications

a0
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Testicular acophy

Sympathetic orchidopathy

Abnormal sperm count

Infertility

Investigations

Colour Doppler sonography

= An absence of arterjal flow is typical
Radionuclide scan using Tc-9%m
pertechnetate

- The twisted testis is avascular

Treatment objectives
Detorsion
Fixation of the testis to prevent recurrence

Treatment .
Fixation on the affected side and prophylactic
fixation on the opposite side

URETHRAL STRICTURE

Isitroduction

An abnormal narrowing or loss of
distensibility of any part of the urethra, as a
resultof fibrosis

One of the commonest causes of urine
retention n tropical Africa

Very rarcin females.

May result from trauma or inflammation;
may beiatrogenic

Traumatic causas:

Penetrating or blunt injury to the urethra

5t
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- From pelvic fractures or falling astride an
object

Infective causes:

Gonococcal urethritis or non-gonococeal

urethritis from chlamydia, tuberculosis or

schistosomiasis

latrogenic causes:

Urethral instrumentations e.g.

catheterization andurethroscopy

May be congenital

May be complete or partial, single or multiple

Can affect any part of the urethra, anterior or

posterior

Clinical features

Dysuria

Frequency

Urgency

Poorstream

Straining

Hesitancy

Dribbling

Examination of the external genitalia may
Teveal:

Urethral indurations
Periurethral or perineal abscess
Urinary fistula

Differentinl dingnoses

Benign prostatic hypertrophy

Prostate cancer

5t
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Bladder calculi

Bladder neck stenosis

Complications

Urnary tractinfections
Urethral/bladder calculi
Urinary retention
Fournier's gangrene
Perineal urinary fistulae
Progressive renal failure

Investigations

Urinalysis

Urine microscopy, culhure and sensitivity

Urethrascopy

Urethrogram

Uroflowmetry
Abdominal ultrasound

Serum Urea, Electrolyles and Creatinine

Full Blood Count

Treatinent objective
To restore urethral patency

Drug trealment
None

Nown-drug treatment

Serial dilatation/bouginage

Endoscopic direct visual urethrotomy
Urethroplasty: excision and end-to-end
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anastomosis
Substitution urethroplasty

Prevention

Ensure prevention of sexually transmitted
infections

Prompt and appropriate [reatment of
sextally transmitted infections

Care and attention to asepsiz during
instrumentation procedures involving the
urethra

LURINARY SCHISTOSOMIASIS
Tutroduction

A commen parasitic infection of the urinary
tractcaused

by a body fluke, Schistosona haematobium
Arquired while bathing/wading in infected
water

Endemic in many parts of Africa

Gets o the urinary tract through the blood
vessels after penetrating the skin

Clinical features

Soonafter penetration of the skin:

Pricking sensation and itching (cercarial
dermatitis)

Four weekslater:

Intermittent fever, malaise, urticaria and
cough

Six - 24 months later:

St

=
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Intermittent, painless terminal haematuria
{may be total)

Symptoms of bladder irritability: dysuria,
frequency, urgency, strangury

Differential diagnoses
Tuberculous cystitis
Abacterial cystitis
Bladder carcinoma

Complications

Bladder fibrosis and contracture
Ureteral sivicture

Urethral stricture

Bladder calculi

Bladder cancer
-

Investigations

Urine examination for schistosomal ova
Cystoscopy: tubercles, sandy patches,
nedules, ulcers

Flain abdominal radiograph (KUB)
Intravenous urogram

Serological tests

Full Blood Courit

Treatment objectives
Toevadicate the flukeand ova

Preventcomplications

Drugirveatment
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Praziquantel

- The schistosomicide with the most
attractive

combination of effectiveness, broad-

spectrum activity and low toxicity

Adult:Single oral dose of 50mg/ kg

Child over 4 years: 20 mg/ kg orally, repeated

after4d -6 hours

- In 5. jeponicum infection, 20 mg/kg 3
times daily for one day after initial dose

Notable adverse drug reactions, caution
Nausea, epigastric pain, pruritus, headache,
dizziness

Prevention

Provision of and access to pipe-borne water
Improvement in socio-economic conditions
Mass chemotherapy inendemic areas
Eradicating the intermediate hosts (water
snails)

URINARY TRACT CALCULI

Introduction

Oceurrence of stone(s) in the kidney, ureter,

bladder or urethra

Incidence in Migeriais 7 - 34 per 100,000

Stones are different with respect to their

composition

- Oxalate stones, phosphate stones,
uric acid stones and cystine stones

Bte
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Factors promoting stone formation:
Ohbstruction to urine outflow
Infectionin the urinary tract
Crystallization on foreign bodies
Dehydration

ChangeinpH

In-bormn errors of metabolism

Clinical features

Renal and ureteric stones:

Suddenonset loin painradiating to the groin
Haematuria

MNauseaand vomiting

Stones inthe bladder:

Frequency

Urgency
Difficulty in passing urine -
Stones inthe urethra:

Urinary retention

Differential diagnoses

Arute pyelonephritis

Eenal tumour

Acute appendicitis

(Mher causes of urinary obstruclion e.g.
enlarged prostate, urethral strictures

Complications

Recurrent and intractable urinary tract
infection

Secandary hydronephrosis

aud
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Progressive renal failure

Periurethral abacess /urethral fistula
Investigalions

Utinalysis

Urine cultare

Serum calcium, phosphate and albumin
Intravenous uragraphy (IVU)
Ultrasonography

Computerized tomography (non-contrast

enhanced)

Treatment objectives
Relieve symptoms
Femove stones
Preventrecurrence

Non-drug treatiment

Incressed fluid intalke

Endoscopic Short Wave Lithotripsy (ESWL)
Endoscopicremoval of stones

Open surgical removal

Drug treatment

Analgesics

Antibiotics to treat infections

Drugs used to prevent recurrence:
Thiazide divretics
-Hydrochorothiazide 5 mgorally daily
Or:

Potassium citrate

ahg
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- 60 mEq orally daily
L
Allopurinol 100 mg orally daily

b
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CHAPTER B2

GERIATRICS

DECURBITUS (PRESSUKE) ULCERS
Introduction

Localized physical manifestation of
changes in blood supply to the skin,
usually manifesting over bony promises
Result from pressure or pressure in
combination with fricion/ shear

May oeccur in institutional or home
setlings

Carn be a useful indicator of quality of care

Risk factors

Age (higherrisk the older the patient)
Decreased serum albumin (3-fold
increaseinrisk)

Emergency admission (up to 36-fold
increase in risk in patients admitted for
surgical indications)

Faecal incontinence {up to 3-fold increase
inrisk}

Fractures (up to5-fold increase in risk)
Number of daysinbed

Number of days without nutrition
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In older persons with functional liwitations
(bed- or chaiv-bound):

Decreased body weight (2-fold increase
inrisk)

Dy skin

Immobility or reduced mobility
Lymphopaenia (3-fold increase in risk)

Facility dependent factors

Ambulation difficulties

Diabetes mellitus

Faecal incontinence

Feeding difficulties

History of cerebrovascular accident (3

fold increase inrisk)

Male gender e

Tissue loss is described as fallow:

Stagel

Intact skin

Non-blanchable erythema

May be painful, warm or cool, firm or soft,
compared to adjacent skin

May be missed in darkly pigmented skin

Stage Il

Ulcer extends through epidermis
MNoslough

May present as blister with intact or
ruplured blister

Does not include other skin breaches e.g.
excoriation, maceration, tape bwms or
dermatitis associated with incontnence

Ll
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Stage ITT

Full thickness loss of tissue
Subcutaneous fatkmay be visible

Bone, tendon, muscle notexposed
Tunneling, undermining may be present
Depth varies by anatomical location

Stage [V

Full thickness tissue loss

Slough present

Depth varies by anatomical location

May extend to muscle, fascia, joint
capsule

Bone/or muscle may be exposed or
palpable

Tonneling, undermining frequent

Mav be associated with osleitis or
osteomyelitiz

Unstageable/Unclassified

Full thickness tissue loss

Depth obscured by slough and / ar eschar
in the wound bed

Adherent, dry, intact eschar on the heel {5
protective and should not be removed

Suspected deep tissue infury

Localized area of discoloured skin

Initial boggy swelling

May become blood-filled blister

May be cooler or warmer than
surrounding skin

Clinical featires
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- Bkin lesions at different stages (see
above)

- Erythemaaround edges of wound

- Enlargingwound

- Foulodour

- Friable granulation tissue

- Increased necrotic tissue

- Increasing pain

- Marked cedema

- Purulentexudate

- Tunneling

- Warmth

- Wound breakdown

Differential diagnoses
- Arterial ulcers

-  DHabetculeers

- Veonousulcers

Complications

- Secondary wound infection

- Systemic Inflammatory Response
Syndrome

= Dsteomyelitis

Investigations

- Levine's technique for obtaining wound
swabs:
Cleanse wound with 0.9% saline
Rotate a swab over a 1-cm square area of
viable wound tissue (not necrotic tissue
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or wound exudate)
Apply enough pressure to get fluid from
beneath the wound surface

- Tissuebiopsy
* Wound contaminglion is not synonymous
with wound infection
* Culture of wound surface exudates is not
useftul fo dingnose wound nfection
* Cultures obtained using Levine's technigque
give results comparable to fhose from tissue
SPECITHENS

Treatment objectives
- Achieve wound healing

- Preventsecondary wound infection

Non-drug treatment
Remowve debris from wound

- Clean wound using 0.9% saline or
lactated Ringer's szolution at each
dreszing change
* Anlisepiic solutions mumy be cyfotoxic
* Contraindicated in patients with ulcers in
lower extremities who hove orierinl disegse
Remowve necrofic Hesue

- Autolytic methods (hyvdrozels or
moisture retaining dressings)

- Chemical debridement

- Sharpdebridement
Close dead spaces in wound

- Pack tunnsls and undermining loosely
with moist gauze dressings
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LIy tmen facilitate un
healing
Electrical therapy
Electromagnetic therapy
Laser therapy
Ultrasound therapy
Vacuwm-assisted closure
Prevent further injury
Avoid pressure an wound
Chair cushions for sitting
Keep heels off pressure
Pressure-reducing mattresses
Feposition every 2 hours (or more
frequently, depending on host factors)
Support wound healing process
Adequate protein intake, unless
contraindicated by renal disease: 1.25-
1.5g/kg/day)
Adequate calorie intake (30-
38keal/kg/day)
Avepid exposure to cold (rauses
vasoconstricion and impaired tissue
perfusion)
Correct deficiencies e.g. of vitamin C and
ZiTe
Divug trealment
Analgesia: give appropriate pain
medicines 30 minutes before wound
procedures
Antibiotics:

Topiecal:
Indicated for ulcers:

e



B ¢ FRLA TRICS

- With=1 million CFU/ ¢ of tissue

- That grow any level of f-haemolytic
streptococc

- Which are clean but fail to heal after
2-4 weeks of optimal care
Spectrum should cover Gram-negative,
Gram-posifive and anaerobic organisms
Limit wse to gootd Hsswe loxicity and
developmeni of resistance

Systemic:

Indicated if there is evidence of:

- Cellulitis

- Localized infection

5 Systemic Inflammatory Response
Syndrome (SIRS)

- Osteomyelitis -

Superficial wound with localized signs of

fiifection; o signs of SIRS or osteomyelitis

- Amaoxicillin/ clavulanate

- Clindamycin

- Clindamycin plus ciprofloxacin.

Superficial to deep wound with SIRS

- Clindamycin plus ciprofloxacin

- Clindamycin plus ceftriaxone

- Vancomycin (for MRSA)

= Given for 2-2 wecks

tissue involvement with SIRS,

ostecmyelitis and/or threat to limb or life

- Clindamycin plus ceftriaxone

- Clindamycinplus gentamicin

- Vancomyein (for MRSA)

- Given for 2-12 weeks; prolonged oral
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treabment required for bone and joinf
infections after initial intravenous therapy

Surgical Therapy

Involves direct wound closure

Suitable for a select group of patients e g
those with spinal cord injury, deep Stage
I/ TV decubiti

High wisk of recurrence if factors contributing
foulcers are not corvected

MNotable adverse drug reactions
Vancomyvin may be oto- and nephro-
toxic; may also cause blood dyscrasias,
rashes, Steven-Johnson's syndrome, toxic
epidermal necrolysis; muscle spasm,
pain, phlebitis, wasculitis, zevere
hypotension and flushing of the upper
body ('red man' syndrome) are other
possible complications, It's use should be
restricted to cases of MIRSA).

Prevention

Address potentially modifiable risk
factors e.g. dry skin, immobility,
nutritional factors, ete.

Incidence can be reduced up to 30% with
aggressive prevention/intervention
strategies

A mulli-disciplingry wound leam is on assel,

where goailable

Pressurevelicf

Improve mobility ('bed is bad')

w77
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-  Frequent turning (interval may be
reduced from traditiomal 2 hours
depending on hostrisk factors)

= Pressure-relieving devices

Static:

- To redistribute local pressure over a
wider area

-  Foammattresses

- Devices containing air, gel or water

Drhpamic,

- Redistribute pressure over wider body
areae.g.

- Alternating pressure pads

- Adrsuspension devices

- Air-fluid surfaves
Use power sources

Nutritional Interventions

Increase daily caloric intake to 30
keal/kg/ day for malnourished patients
Achieve daily protein intake between 1.2 -1.5
5/kg/day

* Current evidenice does not supporl rowtine
supplementation with vitamin C or zinc unloss in
fhose with dernonstrated deficiency

* High sgrum zinc levzls mey interfere with
healing andwwith metabolism of copper

DELIRIUM (Please see Appendix for
screening tool - Confusion Assessment
Method)

Introduction
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- Acute onset disorder of attention and
cognitive function; fluctuating course

- Commonin the elderly

- Potentially reversible

- May occur in home settings but more
cormumon during hospitalization

- More prevalent postoperatively and in
Intensive Care Units

- Up to 80% of terminally ill patients may
be delirious before death

Aetiology
Thereis,/ are usually an underlying cause(s)

Cardiovascular diseases

- Arthythmias £
- Heartfailure

- Shock

- Myncardial infarction

Environmental

- Emotionalstrezs

- ICU admission

- Lack of sensory stimulation
- Physical restraints

- Sleep deprivation

Infections

- Respiratory system

- Ekin

- Urinary tractinfections
- Bt



B ¢ FRLA TRICS

Medicalions

Alcohol (toxicity or withdrawal)
Anticholinergics

Anti-inflammatory agents including
corticosteroids

Benzodiazepines

Cardiovascular medicines (e.g.
antihypertensives, digoxin, diuretics)
Hyreceptor antagonists

Lithium

Opicid analgesics

Polypharmacy

Tricyclic antidepressants

Metabolic disturbances

Acid-base imbalance £
Acuteblood loss

Adrenal dysfunction
Dehydration

Electrolyte imbalance

End-organ failure
Hyperglycaemia/hypoglycaemia
Hyper-/hypocalcaemia
Hypoalbuminaemia
Hypoglycaemia

Hypoxia

Thyroid dysfunctions

Neurologic

CNSinfections
Head trauma
Seizures
Stroke
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- Subdural haematoma
- TransientIschaemic Attacks
- Tumours

Miscellaneous

- Bladdercatheterization

- Constipation

- Fever

- Hypothermia

- Multiple procedures e.g. bladder
catheterization, nasogastric tube
insertion, etc.

- Pain

- TPost-operativestate

- Physical restraints

- Urinary retention P

Surgery

- Cardiac

- Orthopaedic

- Prolonged cardiopulmonary bypass

Risk fuctors

Cognitive status

- Cognitive impairment,/ dementia
- Deprassion

- Previous delirium
Co-morbidities

- Anaemia

- HIVinfection

- Hypoalbuminaemia

- Metabalic derangements (see above)
- Multiple co-morbidities

L2
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- Neurologic disease (encephalitis,
meningitis, stroke, Parkinson's disease,
ete.)

- Severeillness

- Terminalillness

- Trauma

Decreased oral intake

- Dehydration

- Malnutrition

Demographic

- Apezdlyears

- Low educational attainment

- Malesex

PFunctional status

- Functonal dependence

- Gaitinstability

- Historyoffalls

- Immobility

- Reduced physical activity

- Sensory impairment

Clinical features

Diagnosing deliriom (Confusion

Assessment Method)

Delirium is present if the following 2 are

Fresent:

(i) Acute deterioration in cognition,
fluctuating aver ime

(ii) Imattention

Plus gne or the other of;

(iti) Disorganized thinking

{iv) Altered level of consciousness (agitation,

582
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coma, drowsiness, hyper-alertness,
irritability, stupaor)

Three forms present clinically:
Hyperactive, hyperalert

- Hypoactive, hypoalert, lethargic

- Mixed - combining features of the above
2forrns

Differential diagnoses
- Dementia
Depression
- Mania
- Organic psvchosis e.g. schizophrenia

Complications
Adverse outcomes of hospitalization 4
outcomes:

- Increased length of hospital stay:
functional decline, immohbility, pressure
ulcers, deep vein thrombosis, pulmonary
embolism, ete.

- Complications associated with
underlying causes

- Increasedrisk of dementia

- Worsening of pre-existing cognitive

impairmerit

Iortality

]

Investigalions

Depending on the history and clinical
features:

- Fullblood count
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Treatment objectives

Electrolytes and urea
Serum calciurm and alburmin
Liver function tests

Blood glucose

Oneygen saturation

Blood culture

Urinalysiz

Urine culture

Chest X-ray

Thyroid function tests
Arterial blood gases
Vitamin B, levels
Toxicalogy screcns

Cortisol levels
Cerebrospinal fluid examination

e

Return patient to baseline cognitive
functioning

Non-drug treatment

Should be directed at underlying
cause(s) /risk factors:

Agitation: ensure safety; use physical
restraints only as a last resort to prevent
self-harm; allow family participation -
evenif only to sit by

Cognitive impairmenl: sensory
orientation, family presence, increase
nursing attention, calendars, clocks,
newspapers, familiar music, games, ete,
Dehydration: rehydrate

Hearing loss: hearing aids

Immobility: ambulate out of bed az soon
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and as frequently as possible, involve in
self-care as much as possible, minimize
tethers (IV lines, nasogasiric tubes,
urinary catheters, etc.), physiotherapy
Medications: taper and discontinue
unnecessary medicines (see Beer's list of
potentially inappropriate medicines),
consider renal and liver function in
relation to medications, use alternatives,
avoid medicines with long half lives

Sleep deprivation: avoid sedatives, sleep
protocol (back massage, soothing music,
minimize vital sign checks/procedures,
reschedule medication regimen to
exclude night time if possible, caffeine-
free drinks; maintain sleep-wake cycle
Visual impairment: provide glasses or
other appropriate visual aids

Dirug treatment

Haloperidol: 0.25-1 mg every 20-30 minutes
as loading dose until patient is calmer; divide
loading dose by 2 and give every 12 hours;
taper over 2-3 days, Maximum daily dose 3-5
my; doses above 5 ing per day not beneficial;
incredse harm.

Lovazepam: 0.25 - 0.5 myg starting dose

Notable mdverse drug reactions

Haloperidol should not be given by the
infravenous route because of the risk of QTc
prolongation. Obtain ECG prior to the first
dose if possible.
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Caution with haloperidol if patient is taking
other medicines that proleng QTe

Prevention

Identify potential risk factors and avoid
or mitigate them

DEPRESSION (Please see Appendix for

screening tool - Geriafric Depression Scale)

ELDER MISTREATMENT
Introduction

Acts that cause harm to vulnerable elder
PE'[‘SO'EIE-

Occur deliberately or through neglect
Meted out by caregivers or persons held
intrust

May occur in home or institu Honal
Settings

May affect older persons across all social
classes

May affect males as well as females
Diagnosis may be missed if not carefully

sought

Risk factors
For suffering abuse

Advanced age
Disability (physical or mental)
Lack of financial skills

bl
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Eecent bereavement or other personal
loss
Conditions thal increase dependence

For committing abuse

Elder dependence
Family caregiving

Lone caregiver and stress
Mental illness

Physical abuse in the past
Substance abuse

Types

PFinancial or material neglect:

Exploitation, theft of financial
documents, forcible transfer of property,
elc,

Meglector abandonmentneglect:
Caregiver fails to meet the older person's
needs e.g. clothing, hygiene, healthcare,
shelter, social stimulation, ete.

Physical neglect:

Injury inflicled through striking, force
feeding, use of restraints, etc.
Psychological neglect:

Mental anguish inflicted through
insulting statements, threats, social
isolation, etc.

Seli-neglect neglect:

Acts by older adult that threaten their
ownwellbeing or safety

Sexual neglect:

Forced sexual activity, touching or

387
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fondling without consent

Cliwical fentures

Bruising in unusual locations

Burns in patterns suggesting intentional
njury

Delay in seeking medical care

Decubiti

Dehydration

Inattention to personal hygiene

Injury patterns suggesting use of
Testraints

Malnutrition

Traumatic alopecia

Unexplained fractures

Unexplained weight loss P

Differential diagnoses

Allergic reactions

Adwverse reactions to medications
Contactdermatitis

Mental illness

Senile purpura

Systemic diseases presenting with
features of neglect e.g. diabetes mellitus,
malabsorpton, urinary tract infection,
etc.

Complications

Physical harm

Psychological harm e.g. living in fear,
depression, anxiety, etc.

Morbidity worsening

bt
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- Mortality

Investigations
- As indicated by history and clinical
features

Treatinent objectives

- Improve safety

- Improve health status

- Improve overall wellbeing

Non-drug treatment

Individualized, multi-disciplinary
approaches:

- Assess decisionmaking capacity

- Social work referral £
- Comprehensive geriatric assessment

- Otherreferrals asindicated

Drug treatment
- As indicated by the clinical scenario e.g.
analgesia for pain

Prevention

- Recognize waming signs (in the older
adult, caregiver, home or institution) and
intervene

FALLS

Introduction

- A fall is to inadvertently come to rest on
the ground or lower level with or without
loss of consclousness or injury

sk
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The diagnosis excludes falls associated
with intrinsic events e g. seizures, stroke
or syncope, or falls from overwhelming
environmental hazards

May be an atypical presentation of acute
illness inanolder adult

Amarker of frailty and impaired mability
inolderadults

Older adults are mote likely to fall with
increasing age

Risk of falling increases with previous
falls

Falls account for significant morbidity
and mortality inolder adults

Incidence of falls is approximately equal
in older men and women but wommen are
more likely to be injured

Aetiology

Multifactorial

Risk factors

Modifiable, difficult to modify, non-
modifiable

Intrinsic

Age

Alcohol use

Fearof falling

Hearing impairment

Medical conditions e.g. arthritis,
dementia, stroke, Parkinson's disease,
efc,
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- Muscle weakness

- Orthostatic hypotension
- Pain

- Poorbkalance

- Urinary incontinence

- Vertigo

- Visual impairment

Extrinsic

- Medications

- Anbconvulsants

- Antidepressanis

- Antihypertensives

- Antipsychotics

- Benzodiazepines

- Diuretics P

- Improper or improper use of assistive =
devices

- Inappropriate footwear

Environmental/Situational

- Clutter

-  Haste

- Inadequatelighting

- Lack of non-skid surfaces in bath tubs

- Loosemats/rugs

- Poor housing design/disrepair e.g.
UnEven steps

- Slippery floors

Clinical features

- Patient is found on the ground or at a
lowerlevel than & /he was
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- Complications arising fromfall

Evaluation

Cet Upand Go test

Patient sitting on an arm chair is timed when

asked to:

- Rise from the chair without using the
ATTNS

- Walka distarice of 3 m across the room

= Turn, walk back to the chair and sit down

Increased risk of falling if the above activities

takemore than13.5 seconds

Complications

Economic

Costs of:

- Disability

- Dependence

- Hospitalization and interventions to
treat complications

Physical:

- Dehydration

- Dependency

- Disability

- Fractures

- Haemorrhagee.g. subdural hasmatoma

- Hypothermia

Imimobility

Increased likelihood of falling again

Self-imposed reduction in physical

activity

Severe injuries requiring hospitalization
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- Bkinlacerations
- Mortality
- Pneumonia
Pressureulcers
Ps;tr:holﬂgm
Anxiety
- Depression
- Fearof falling; falls phobia syndrome
- Lessofconfidence
- Socal withdrawal

Investigations

- Should be tailored identify underlying
causes e.g. anaemia, arthythmias,
electrolyte imbalance, infections, etc.

- Additional investigations to confirm or
rule out complications as indicated by
clinical presentation

Treatinent objectives

Eliminate or reduce modifiable predisposing

factors, forexample:

- Reduce total number of medications
and for doge of individual medicines if
feasible, e.g. in patients with postural
hypotension

Non-drug treatment

- Pleaseseebelow (Prevention)

Drug treatment

- Specific treatments for underlying
conditions and complications arising

SR
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from falling

Prevention
Vitamin D 800 ILI daily plus Calcium 1,200 mg
for all older adults af viskoffalling
En_lmmnmmlmg_l.ﬁcﬁ_uﬂn
Adequate lighting, preferably with
switches located at entrances to rooms or
hallways
- Arrange furniture to avoid obstruction
- Cleanupspills withoutdelay
- Light source (e.g. [ashlight) lo be kept
handy in the event of power failure
- MNon-skid matsin bath tubs
- Provide elevated toilet seats
-  Provide handrails on both sides of
bathroom
Address predisposing factors
- Educate patients on:
- Properuseof assistive devices
- Arising and changing position slowly
- Signsand symptoms of hypoglycaemia
- Examineeyesregularly
- Maintainadequate hydration
- Provide frequent, small ineals
- Encouragervestaftermeals
Rehabilitabon
[mportant to address risk of falling again
- Physical
- Pasychological
- Social
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FRAILTY

Introduction

- A physiological state characterized by
increased vulnerability to stressors

- Caused by decreased physiologic
TESETVES

- An endpoint of multiple disease
P‘IL"JEESSES

Aetiology

- Multifactorial

- Lack of physical exercizse and
undernulrition play major roles

Clinical features
Symptoms

- Anorexia

- Fatigue

- Inactivity

- Weakness

- Weightloss
- Inactivity

Signs

- Abnormalities of gaitand balance

- Deconditioning (loss of physical
functioning)

- Osteopenia

- Sarcopenia (decreased skeletal muscle
mass, strength and exercise tolerance,
thermoregulation, energy expenditure,
etc.)

895
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- Blow gait speed (Timed Up and Go test =
15seconds)
- Undernutrition

Fried's phenotypic eriteria for diagnosis of

frailty

- Reduced physical activity

- Self-reported exhaustion/poor
endurance

- Slow gait

- Weakness

- Weightloss

Each of the above is scored 1 if present

Total scores are interpreted as follow:

- Robust=0

- Prefrail=1-2 =

- Frail=3-5

Differential diagnoses
Complications

- Acuteillnesses
- Dependency

- Disability

- Falls

- Hospitalizations

- Injuries

- Institutionalization
- Mortality

Investigations
- Fullblood count
- Electrolytes, urea and creatinine
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- Liver function tests

- Thyroid function tests

- Serumcalcium and albumin
- Urinalvsis

Treatinent objectives
- Return patientto baseline status

Non-drug treatment
- Should be tailored to address clinical
presentation

Drog treatment
- Should be tailored to address clinical

presentation

Prevention

Multi-dimensional approaches:

- Identify patients who are pre-frail and
intervene to return o robustness

- Bxercize (endurance and muscle
strengthening; stretching and balance
exXercises)

- Nulrition (healthy food; supplements as
indicated)

- Feduce chronic disease prevalence

- Treatsarcopenia

- Promote healthy aging

ATYPICAL PRESENTATION OF ILLNESS
IN OLDER ADULTS (See Appendix VI)
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CHAPTER [E}

INFECTIOUS DISEASES/
INFESTATIONS

FEVERS: MANAGEMENT APPROACH
Introduction

Aleading cause for seeking medical care

In health, temperature is controlled within
limits (in adults at a mean of 36.8C) with
diurnal variations of about0.5C

'Fever' is elevation of body temperature that
exceeds the normal daily variation and occurs
in conjunction with an increase in
hypothalamic set point

In children younger than 5 years of age:

A rectal temperature greater than 38C

Oral temperature above 37.8C

Axillary temperature above 37 2C

Important pointsin the history are:
Chronology of symptoms

Qccupational history

Travel history

Geographic region

Bamily history

Physical examination:

Vital signs (axillary temperatures are
unreliable)
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Skin, lymph nodes, eyes, nail beds, CNS,
chest, abdomen, cardiovascular, muisculs-
skeletal and nervous systemns

Rectal examination is imperative

The penis, prostate, scrotum and testes (for
men)

Pelvic examination (for women)

Investigations

The number of investigations will depend on
the clinical circumstances. On oceasions,
patients mav need to be extensively
investigated

General:

Full Blood Count
Differential white blood cell count

Urinalysis with examination of the urinary
sediment

Examination of any abnormal fluid collection
Microbiology:

Smears and culture of specimens from the
throat, urethra, anus, cervix, and vagina (as
indicated)

Sputum smears; culiure

Bload culture

Uinie microscopy, culture and sensitivity
Cerebrospinal fluid examination

Abnormal fluid collection: specimens for
microscopy, culture and sensitivity testing
Chemistry:

Urine examination
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Serumureg, electrolytes and creatinine

Bload glucose

Livet function tests

Cerebrospinal fluid examination

Radiology:

Chestradiograph

Other investigations as may he indizated in the
clintical circumstances

Complications

Heatstrokeinadults

Febrile comvulsions in children
Complications associated with underlying
cause(s) of fever

Treatment objectives
Tolower the temperature
To treat underlying causes

Non-drug treatiment

Tepid sponging

Liberal oral sips of watet (if clinical state isnot
a contraindicaton)

Drug treatment

Paracetamol

Adult500mg - 1 g orally every 4 - 6 hours;
maximum4 g daily

Child; 3months -1 vear: 60-125 mg; 1 -5 years:
120-

250 mg; 6 - 12 years: 250 - 500 mg; repeated
every 4 - 6 hours if necessary to a maximum of
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4 dosesin 24 hours

- Infants under 3 months should not be given
paracetamol unless advised by a doctor
Aspirin: (acetylsalicylic acid)

Adult: 300 - 900 mg orally (with or without
food) very 4 - 6 hours if necessary; maximum
4g daily

Treat the identified (or suspected) cause of
fever

Child: under 16 years, not recommended
because of the risk of Reye's syndrome

Notable adverse drug reactions, caution
Paracetamol:

Liver damage (and less frequently, renal
damage) following over dosage

Aspirin

Gastrointestinal discomfort, nausea
Ulceration with occult bleeding

Hearing disturbances such as tinmitus (rarely
deafness)

Use with caution in the following clinical
conditions:

Asthma

Allergic disease

Impaired renal or hepatic function
Pregnancy

Breastfeeding

Elderly

Dehydration
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FOOD POISONING

Introduction

A spectrum of disorders arising from:

Infections acquired by eating contaminated

food

Clinical problems that result from eating food

contaminated with toxins

Cliniral sequelae from inherently poisonous

anirmals, plants or mushroons

Clinical forms:

Staphylococcal food poisoning:

- Food is contaminated by 5. aurens when
prepared unhygienically by individuals
who are carriers 2|

- Subsequentgrowthof 5. aureuws in the food
and enterotoxin production occurs if the
food is not cooked at temperalures
sufficient to kill the bacteria, or is not
refrigerated

Food-borne botulism

Mon-typhoidal Salmenellosis

Shigellosis

E. coli food poisoning

Campylobacter food poisoning

Listerig monocytogenes food poisoning

Yersinia enferocoliticn food poisoning

MNaorwalk virusfood poisoning

Hepatitis A virus food poisoning

Glardiasis

Helminthic parasitic food poisoning

&2
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Clinical features
Staphylococcal food poigoning:

Nausea
Diarthoea 2 - 6 hours after eating food
contaminated by enterotoxin

Food-borne botulism:

Incubation period is 18 - 36 hours, but

depending on toxin dose, can extend from a

few hours to several days

Symmetric descending paralysis

Diplopia

Dvsarthria/dysphagia

Mausea, vomiting and abdominal pain may o

precade or follow the onset of paralysis

Mon-typhoidal Salmonellosis:

Diarthoea

Nausea

Vomiting

Abdominal cramps

Fever

Headache

Myalgia

Shigellosis:

Fever

Self-limiting watery diarthoea

Bloady diarrhoea

Dysentry

- Frequent passage, 10 - 30 times/day of
small volume stools containing blood,
mucus and pus

al3
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Abdominal cramps

Tenesmus

Campylobacter food poisoning:

A prodrome with fever, headache, myalgia

and/ or malaise

12 -48 hiours later:

Diarrhoea and abdominal pain

E. coli food poisoning:

Watery diarrhoea accompanied by cramps

L. monocytogeres food poisoning:

Common source of outbreaks of acute

gaslritis

Mot a major cause of sporadic diarrhoea

Norwalk virus food poisoning:

Abrupt onset of nausea and abdominal

cramps followed by vomiting and/or

diarrhoea

Hepatitis A virus food poisoning:

May cause large outbreaks of diarrhoea and

vomiting from contaminated food, water,

milk and shellfish

- Intrafamily and intrainstitutional spread
COMMon

Diagnosis

Essentially clinical

Laboratory confirmation of the specific
microbe(s) involved

Differential diagnoses
hher cavses of acute omset diarrhoea,

&l



B} PR T AU DR ASFS BMFESTATING

nausea,
abdominal cramps and vomiting with or
without systemic manifestations

Complications

Fluid and electrolyte derangements

Others

- By no means limited to the stated
organisms

Shigellosis:

Dehydration

Rectal prolapse

Protein-losing enteropathy

Ma.l;nutr'itinn 2]

Haemolytc-uraemicsyndrome

Toxic megacolon

Perforation

Campylobacter [ood poisoning:

Bacteraemia

Cholecystitis

Pancreatitis

Cystitis

Meningitis

Endocarditis

Arthritis

Peritonitis

Cellulitis

Septicabortion

Treatment objectives
Restore fluid and electrolyte balance
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Meutralize toxin
Eradicate micrabe

Noun-drug measires
Gastriclavage infood-borne botulism

Drugtreatment

Appropriate fluid and electrolyte
replacement

Trivalent (types A, B, and E) equine anti-toxin
should be administered as scon as possible
after specimens are obtained for laboratory
analysis for food-borne botulism
Emeticsinfood-borne botulism

Administer appropriate medicines
Shigellosis

Oral Rehydration Therapy

Plus:

Adult: Amosdcillin 30 - 100 mg/ kg / day orally
every & hours;up to 2 g/day

Child up to 10 years: 125 mg every 8 hours,
doubled in severe infections

Ot

Trimethoprim/sulfamethoxazole (co-
trimoxazole)

Adult; 960 mg orally every 12 hours for 5 days
Child weeks to 5 months: 120 mg orally; 6
months - 5 years: 240 mg; 6 - 12 years: 480 mg
givenevery 12hours for 5days

O
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Ceftriaxone:
Adujt: 1 gintravenously slowly
Child: 50 mg/kg/day intravenously for 5
days
Campylobacter food poisoning
Fluid and electrolyte replacemerit
Plus:

Ervthromyein

Adult: 250 mg orally every 6 hours for5-7
days

Child: 30-30 mg kg orally every 6 hours for 5
-7days

E. coli food poisoning

Ciprofloxacin

Adult: 500 - 750 mg orally every 12 hours

Or:

200 - 400 mg 12 hourly by intravenous

infection over 30 -60 minutes

Child and adolescent: notrecommended

L monocyogenes food poisoning

Amoxicillin

Plus:

Gentamicin

Treal specific complications as appropriate

E.B-

- : Antibiotic-unresponsive toxic
megacolon: colectomy

- Haemolytic-uraemic syndrome: dialysis

- Malnutrition from protein-losing
enteropathy: nutritional support; optimal
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nutritional management

Prevention

Appropriate environunental and personal

hygiene

- Mand washing with soap and water

- Decontamination of water suppliesby

- Useofsanitary latrines or toilets

ldentify and treat chromic carriers among

food handlers

Hygienic preparation and storage of food
Ensure that food is cooked at temperatures

sufficient to kill bacteria

Refrigerate food whenever possible

Encourage exclusive breastfeeding
Encourage measures to reduce the burden

of malnutrition (with its attendant

predisposition to severs infections)
Administer a pentavalent vaccine (A, B, C,

D, and E} for persons at high of batulism
Report new cases to public health anthorities

HELMINTHIASIS

Introduction

Parasitic worm infestations can arise from
difterent groups:

MNematodes (round worms)

Ascaris

Ancylostoma (hoskwormy)

Enterobius (pinworm)

Trichiuris {whipworm)

&l
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Cest o A L]
- Taenin solium and T. saginafo

- Trematodes (flukes)

- Schistosoma haematolium and 5 mansoni
Round worm infestations are associated

withruralliving and poorhvgiene

- Prevalent among school children and
young adults

- Acquired through soil and faeco-oral
contamination

- Flatworms and tape worms are acquired
by eating under-cooked contaminated
meatorfish

Bladder worms (5 heematobiion) are
acquired by wading through streams and
ponds contaminated with the vector snails

Clinical features

Depend on the infecting helminth:

Ascariasis

Lung phase:

Irritating, non-productive cough

Burning substernal discomfort, aggravated
by coughing or deep inspiration

Dyspnoea

Blood-tinged sputum

Iritestinal phase: Usually nio symptoms Pain
Features of small bowel obstruction

Features of perforation, Intussusception.
Volvulus

Biliary tree occlusion: biliary colic,

&l
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cholecystitis, cholangitis, pancreatitis,
intrahepatic abscess
Effects of migration of an adult worm up the
oesophagus:
Coughing
Oral expulsion of the worm
o0 Ori
Mostare asymptomatic
Maculo-papular dermatitis
Mild transient pneumonitis
Epigastric pain, often with post-prandial
accenfualion
Diarrhoea
Weakness
Shortness of breath
Skin depigmentation
Entorobiasis
Perianal pruritus, worse at night owing o
the nocturnal migration of the female worms
Skin excariabion and bacterial superinfection
Abdominal pain
Weightloss
Vulvo-vaginitis
Pelvic/ perineal granulomas
Trichuriasis
Abdominal pain Anorexia
Bloody or mucoid diarrhoea
Rectal prolapse
Crowthretardation

Strenievloidiast
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Distinguished by its ability to replicate in the
human host
- Can thus persist for decades without
further exposure of the host to exogenous
infective larvae
Recurrenturticaria: buttocks and wrists
Pruritic raised erythematous skin lesions:
advance as rapidly as 10 cm/hour along the
course of larval migration
- The pathognomonic serpiginous eruption
Mid-epigastric abdominal pain
Nausea
Dizrrhoea
Gastrointestinal bleeding
Mild chronic colitis
Weightloss
Small bowel obstruction

Disseminated strongyloidiasis in patients
with unsuspected infection who ave given
glucocorticoids can be fatal

Trichinellosis

Iri the firstweek after infection (gutinvasion):
Diarrhoea Abdominal Pain

Constipation

MNausea

Vomiting

In the second week after infection (muscle
invasion): Fever

Periorbital and facial cedema

Haemorrhages (subconjunctival, retinal and

Bbl]
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nail bed)
Maculopapularrash
Headache

Cough

Cryspnoen
Dysphagia
Tachyarrhythmias
Heart tailure
Encephalitis
Preumonitis
Schistosomiasis

- See Urology

Differential diagnoses =
Other causes of acute-onset diarrhoea
and/or wvomiting -Other conditions
depending on the predominant clinical
presentation

Investigations

Stool examination for ova and parasites

Urine examination: microscopy
Haematology: eosinophilia and anaemia may
be present Serology and CT scan may be
requirad insome instances

Drug Treatment

Hoolowarm

Mebendazole

Adult prd child: 100 mg orally every 12 hours
for 3 days Iron supplementation may be given
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if anaemia is present

At

Mebendazole

Adult and diild: 100 mg orally every 12 hours
for3days

Trichiuria
Mebandazole
Adult and child: 100 mg orally every 12 hours
for3days
Enterobins
Pyrantel embonate
Adultand child: 10 mg/ kg orally once
- Repeat dose 2 weeks later; several
treatments may be necessary
Trematades
Praziquantel
Adult:40mg/kg given orally at once
- Providesup toB0% cure rates
Chald over 4 years: 20 mg / kg followed after4 -6
hours afurther dose of 20 mg kg
Praziguantel is effective in all human cases coused
by schistosomes
Cestodes
Praziquantel
Adull: 40mg/kg given orally at once

O

- 20mg/ ke followed by another 20 mg/ kg
afterd - 6 hours

Clald over 4 years: 20 mg / kg followed after 4 - 6

1k
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hours a further dose of 20mg/ kg (20mg,/ kg 3
times daily for ome day for 5. japonicum
infectons)

Notable adverse drug reactions, cantion and
contraindications

Avoid mebendazole in pregnant women
Side effects of praziquantel include
abdominal pain, headache, dizziness and
skinrashes

Prevention

Good parsonal and food hygiene
Access to safe and potable water
Regular deworming

Adequate cooking of food and meats

HUMAN TMMUNODEFICIENCY
VIRUSINFECTION {HIV)
Introduction

Human Immunodeficiency Virus (HIV) is a
retrovirus, which infects primarily CDd4 T
cells (T helper cells)

Infection leads to a progressive destruction
of the immune system with a consequent
myriad of opportunistic infections and the
development of certain malignancies

Acquired Immuno Deficiency Syndrome
(AIDS) is defined as the presence of an ATDS-
defining illness (see table 1} with a positive
antibody test for HIV
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HIV tr js=io)

Sexual transmission through vaginal and
anal sex is the commonest route globally and
in Nigeria, accounting for about 80%
Transiusion of infected blood and blood
products Use of contaminated mstruments;
sharing needles, tattooing and ocoupational
exposures Mother-to-child transmission of
HIV: from an infected mother to her baby
during pregnancy, at delivery and, after birth
through breast-feeding

Clinical Course of HIV Disease:

- Acute (Primmary) HIV infection: This
occurs 1-4 weeks after infection during
which infected people experience
transient flu-like symptoms, which may
iriclude:

- Mild fever

- Muscleachesand pains

- Fatigue

- Enlargementof lymphnodes

- Sorethroat

- Pever

- Skinrash

This stage is difficult it iz difficult to

diagnose by standard laboratory assays,

- Seroconversion: Uswally occurs
within 4 weeks. Patients develop
antibody response, which is
detectable by a positive HTV Ab test,

- Asympitmatic Infection: The
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individual fecls well despitc on-going
wiral replication. Usually last qoariable
amount of time and is marked by a
gradual declinein CD4 cell counts.

- Early Symptomatic Infection:

- Generalized lymphadenopathy

- Weightloss

- Nightsweats

- Pruriticskinrash

- Unexplained fever

- Chronic diarrhea

- Oral candidiasis

- Oralhairy leukoplakia

- Herpeszoster

- Prneumococcal infections

- PulmonaryTb

Late Disease/AIDS defining Illness:

This period is marked by the appearance of

opporhinistc infectons and neoplasms

Opportunistic infections:

- Pulmonary/extrapulmonary
tuberculosis and Disseminated TB

- Pneumocytisjiroveci (carindi) pneumonia.

- Cryptococcal meningitis

- Recurrent bacterial pneumaonia

- Candida cesophagitis

- CNStoxoplasmosis

- Kaposisarcoma

- Non-Hodkin's lymphoma

- Disseminated/extrapulmonary
cocridi omycosis, crylococcosis or
histoplasmosis
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-  Chronic (> lmonth) intestinal
ayplosporidicsis or isosporiasis

- Disseminated extrapulmonary
mycobacteria (non-tuberculous)

- Progressive multifocal
leukoencephalopathoy (PML)

- Recurrentsalmonella septicaemia

- HIVwasting syndrome

Staging of HIV/ AIDS

WHO Staging System for HIV Infection and

Disease in Adults and Adolescents

Clinical Stage I:

Asymptomatic
Generalised lymphadenopathy

- Performance scale 1: asymptomatic,
normal activity

Clinical Stage II:

- Weightloss <10% of body weight

- Minor mucocutaneous manifestations
(seborrhoeic dermatitis, prurigo, fungal
nail infections, recurrent oral ulcerations,
angular cheilitis)

- Herpes zoster within the last five years

- Recurrent upper trespiratory tract
infections (i.e. bacterial sinusitis)

- And/or performance scale 2:
symptomatic, normal activity

Clinical Stage I1I:

- Weight loss » 10% of body weight
Unexplained chronic diarthoea, = 1
month Unexplained prolonged fever
(intermittent or constant)
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=lmonth Oral candidiasis (thrush) Oral
hairy leuceplakia Fulmonary
tuberculosis within the past year Severe
bacterial infections (i.e. pneumonia,
pyomyogitis)

And/ or performance scale 3: bedridden <
50% of the day during last month

Clindcal Stage IV:

HIV wasting syndrome

Pneumocystic carindi pneumonia
Toxoplasmosis of the brain
Cryptosporidiosis with diarthoea > 1
month

Cryptococcosis, extrapulmonary
Cytomegalovirus disease of an organ
other than liver, spleen or lymph node
(e.g. retinitis)

Herpes simp]ex virus infection,
mucocutansous (>1month) or visceral
Progressive multifocal
leucoencephalopathy

Any disseminated endemicmycosis
Candidiasis of oesophagus, trachea,
bronchi

Atypical mycobacteriosis, disseminated
orlungs

Non-typhoid salmonella septicaemia
Extrapulmonary tuberculosis
Lymphoma

Kaposisarcoma 2

HIV encephalopathy

And/ or performance scale 4: bedridden =
50% of the day during lastmonth
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- 1:Weight loss of = 10% plus either unexpl
ained chronic diarrhoea > 1 month, or
chronic weakness and unexplained
prolonged fever =1 month.

2: Clinical findings of disabling cognitive

and/or motor dysfuncon interfering with

activities of daily living, progression over
weeks or months in absence of concurrent
illness or condition other than HIV infection
that could explair the finding

b1y
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cics
-Other wasting syndromes

Differential diagnoses:
-Diabetes mellitus

-Tuberculosis

-Mali

Complications:
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Table 1: Complications of HIV disease

at different CD4 a:'st cut=offs.
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Investigations

Full Blood Countand differentials

VIBL {or BPR)

Tuberculin test (PPD)

Sputum smears for TB Electrolytes,

Ureaand Creatinine

Bload glucose

Liver function tests

Lipid studies (fasting lrigycerides, LDL,
HDL)

HBV, HCV serology

Cervical (PAP) smears

CD4 T cell counts

HIV EM A level (viral load)

HIV DNA (paediatric diagnosis <18 months
ofage)

Genotype and phenotype assays for
resistance testing

Treabment objectives
Clinieal: prevent discase progression
Immunological: restore immunity
Virological: contrel or suppress viral
replication

Public health: reduce infectivity

Criteria for initiating ART based on Nigerian
ART guidelines
Criteria for initiating ART in adults and
adolescents (including pregnant women)
When to start ART in adults and
adolescents (including pregnant women)
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* It patients with dual TB/HIV disease TH
treatment should be initinted first, followed by
ART ns soon as possible thereafter (and wilhin
the first gight weeks of initiating TB treatment).
For those with o CD4 cornt less than 500 celly/
mind, ART showld be provided within bwo weeks
of starting TH treatment.

**bepere chronic liver disease inclides
cirrhosis and end-stage liver disense and i3
cotegorized into compensated and
decompensated stages.

Decowpensated cirrhosis is defined by he
development of clinically evident complications of
povial hypertension (ascites, variceal haemarrhage
and kepatic encephalopathy) or liver insufficiency
(inundice).

Criteria for initiating ART in Children and non-
preguant adolescents up to 15 years old?

Targel
population Eecommendation
Adolezcents | Tnitiate ART if C4 cell coarnt
(10-15 wears) | =-500 cells/mnm 3 or WHO
clinical stage 3 or £ i
Chiildren Imitiate AR regardless of
(5-10 years) | WIIO clinical stage and CD4
cell eouint Fox those with:
Active TE
— HBWV co -infection +
severe chromnde liver
discase
WHO clinical stage 3
o S
Children Initiate ART in all regardless of
(=5 years old) | WHO clinical stage and/or

| T cell count
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Drug treatment
Recommended first-line ART regimens

for adults, adolescents, pregnant and
breastfeeding women and children.
Recommended first-line ARV regimen
for ART naive adults and adolescents

First-lime ART Preferred = Allernative first -
firsi-line | line regimen
regimens

Adults

(Including pregnant AFT +3TC +

and breastfeeding NP

wonnen and adulis AFT + 3TC +EFV

with TH and HEV | TDR+ ABC +3TC+ EFV

coinfection) sTC+ |

Adelescents (10-19 | BFV AZT +3TC +

years) NVE

= 3o kg AFT +3TC + EFV

ABC + AZT +

ATC
Recommended first-line ARV regimen
for children

Age | Comsderation | Preferre | Altemnative 1 * line

Araup P d 1= bine | regimeds {in arder

| regimen | of preference)

Ctode | With no prior | AZT+ ABC +3TC + MVP

months | Exposaze o FTC + AZT+ 3TC+ ABCH

{t-3 | NNRTR MVE

yrears]

| With priar | ATT + ABC+3ITC+LPV/r
| ewposuretn | ATCH
| MMNETI= | LBV
| (through 3
| With | AZT+ AZT + 3TC + EFY
| ankmowmn [ 3TC+ ABC + AFT + 3TC
| enposure to KVE 4T + 3TC + EFY
| MIMETIs | MB:

| Closely

oot
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for

toemime
ek
o |filwe |
3told | Regardlessof | AZT+3 @ AZT +3TC + NWF
years | NMRTE | TC4EF | ABC+ AZT +3TC
| EXPOSUTE rees MT + 3TC+ EFV
Special | Severe [ AZT

Cieraum | Anasmia, | shaald
stances | MNeutropenia | not be
uged m

persane
| with Hb

L | =Bg/dl
HEBV in TOF+

| children >3 | 3TC +

| yenrg EFye*t

[or

| nt

4 EFV is only indicated for use in children =3
wears of age end >10kg.

++ I case of ABC hypersensitivily reackions, do
tot ever re-use in-patient,

Triple NRTI therapy (ie. ABC + AZT + 3TC)

is suboptitnal and should only be used if there is
absolutely no alternatie

Recommendations for ART in
HIV + children with active TB
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Commiderationa | Time of | Preferred ART
i initiation of regimen
AR | B
#ctive TB Startanti -TE | Children <3 years and
dizggnesed, not | treatment® PWITCT exposura to
yetun HAART | Stant ART 240 | NNETI
B weeks after | Use Triple METI (AZT
| commencing |+ 3ITC + ARC)
antti-TE Children < 3 years and
treatment no FMTCT exposure to
MHETI
Litiare NV -baged
regimen and increase
WV dose 0 200
mg/ wper day, OR
Triple METI {AZT +
ITC + ABG)
Children =3 years:
Standerd 17 line AZT =
3ITC = EFV*is preferred.
Consider 1stline
alternatives if prefe rred
I —— regimen not epplicable.
Active TB If <3 yeavg Continue regimen but
diagreged, and on NVE - | inctease MVE fo
already on based regimen | mamimum dose
HAAKT [ [200mg/ md day)
If =3 years Substitute: Replace
and on MVF - | WVF with BFV
based regimen
Fon LFV/r | Increase dese of
based regimen | Ritonavir to make 11
ratio with LFV

‘Administration of CPT is fmpiarf.:mr in children
with TB/HIV co-infection.
* Regimen assumed to contain Rifumpin

‘Careful clinical monitoring toill lab support, is

recommended where NVP is used with rifampicin,

This combination should only be used if there ave
Ao ofher options
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"EFV is not currently recommended for children
<3 years of nge.

Monitoring Response to ART and diagnosis
of Treatment Failure

Clinical and laboratory monitoring of patient
on ART is critical to achieving the {reatmend
objectives. Through this, treabment response
and possible toxdcity of ARVs are monitored
and patients that are eligible for drug switch
are easily detected.

Recommended and desirable laboratory tests
during monitoring of ART

Laboratory Tests after the initial baseline
investigations and during follow-up on ART

FPhase of Fecommended | Desirable (if
HIV feasible)
| Mmanagement -
Follow-up 124 cell count
before ART | (Bvery 6  -12
months)
ART CDd cell count | Haemoglobi
initiation n test for
AZTs
Pregnancy
test
Blood
pressure
IMEAsUreImne
nt
Urine
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dipsticks for
glycosuria
and =«GFER
and serum
creatinins
for TDF®
Alanine
aminotransf
eraset  for
NVFP

Receiving

ART

04 cell count
(every 6
manths)

HIV wiral load
{até months
after initiating
ART and every
12 months
thereafter)

Urine
dipstick for
glycosuria
and serum
creatinine
for TDYEe

|

Treatment
Eailure

CDM4 cell count
HIV wiral load

HEV
(HBsig)
serology
(before
switching
ART
regimen if
this testing
was not
done or if
the result
Was
negative at
baseline)

WH definttions Tch’n{ml, immunological
aid virological failure for the decision to
switch ART regimens

el
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Definition

viralogical fuilure

clinical, immunological and

~ Failure | Diefinition Comnents
Clindeal | Adulls and The
Failure adolescents condition
MNew or recurrent st be
clinical event differentiate
indicating severe d from
immunodeficiency | Immune
(WO elinical stage | Reconstibuti
4 condition) after & on
months of effective Inflamimator
freabment. ¥ Ejrndrame
areurring,
Children after
Mew or recurrent iniHating
clinical event ART
indicating advanced
0T 5Evere For adulis,
immunodeficiency certain
(WHO clinical stage | WHO
3 and 4 clinical clinical
condition with stage 3
exception of TB) conditions
after 6 months of (pulmonary
effective reatment TB
and severe
bacterial
infections)
may also
indicate
reatment
failure
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Immuno | Adults and Without
logical adolescents concomitant
failure CD4 eount falls to or recent
the baseline (or infection to
below) Cause &
Or Persistent T4 transient
levels below 100 decline in
cells/ mm3 the CD4 cell
50% decline from | count
op-therapy T cell | 4
peak level gyatematic
review
Children Younger found that
than 5 years current
Persistent CD4 WHO
levels below 200 clinical and
cells/mm3 or <10% | immunologi
cal criteria
Older than 5 years have low
| Persistent CD4 sensitivity

Notable adverse drug reactions, caution and

Contraindications

Nevirapine (NVP)

- Life-threatening skin rash (Stevens-
Johnson syndrome); occurs in < 5% of
patients, usually within 8 weeks of
treabment

- DERESS syndrome (drug rash,
eosinophilia and systemic symptoms):
manifests as fever, athralgia, etc

-  Hepatitis and jaundice reported
Efavirenz (EFV)

- Morbilliform rash may appear; usually
not life-threatening
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CNS side effects in about 50% of patients
{usuall}rsdf-hmlhngj
Hallucinations
- Insommnia
- Abnormal dreams
- Sommnalence
- Amnesia
- Abnormal thinking
- Confusion
- Euphoria

For these remsons, EFV is ronfrgindicoted in

patients who already have psychiatric

manifestations

- Foetal abnormalities observed in animal ~
models; efavirenz should not be used in
pregnant women or women who might
become pregnant while on therapy

Zidovudine (ZDV)

= Bonemarrow suppression resulting in:

- Anaemiawith macrocytosis

- Thrombocytopaenia

- Leucocytopaenia

- Gasfro-intestinal intolerance is fairly
common: hypersalivation, nausea,
abdominal discomfort

Stavudine (d4T)
Peripheral neuropathy presenting with
painful sensations in the lower limbs
more than the upper limbs

- Lacticacidosis with hepatic steatosis

- Stop treatmnent or switch to a drug less

a3l
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toxic to mitechondria (worse when d4T is
used incombination with ddl)

- Peripheralfatatrophy

- Ascending motor weakness resembling
Guillain-Barre syndrome

Lamivudine (31C)

- Mo major side effect but class side effects
may occur

Didanosine (ddl}
Doserelated pancreatitis; worse when
combined with hydroxvecarbamide
(hydroxyurea)

- Peripheral neuropathy; worse if
combined with d4T
Lactic acidosis (aclass adverse effect)

Tenofovire (TDF)

- Infrequent; mot more than what is
observed in placebos in controlled trials

- Renal insufficiency and bone

demineralization

Abacavir (ABC)

- Life-threatening hypersensitivity in 3 -
9% of patients

- Lactic acidosis with or without hepatic
steatosis

Indinavir (IDV)

- Ulass-specificevents

- Mephrolithiasis with or without
haematuria in 10 - 28% of patients; (fluid
intake should be increased)

- Alopecia

Nelfinavir (NFV)
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- Diarrhoea: 10 - 30% of patients; (should
be managed with agents such as
loperamide)

- Fataccumulation

- Hyperlipidaemia

Lopinavir/ ritonavir (LFPV /1)

Well tolerated except for occasional class

adverse reactions:

- Gastrointeztinal

- Hepatic transaminitis especially in
patients with hepatitis Bor C

- Hyperlipidaemia

- Fataccumulation

Saquinavir (SOV)

GIT intolerance in 5 - 30% leading to: =

- Mausea

- Abdominal pain

- Diarthoea

Amprenavir (AMF)

- Class adverse effects

GIT intolerance; oral paraesthesia in
2E% of patients

Oral solution contains propylene glyeol

which may precipitate:

- Seirures

- Slapor

- Tachycardia

- Hyperosmolality

- Lacticacidosis

- Renalfailure

- Haemolysis

Oral salution is contramdicated i children below
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4 years; showld be changed to capsules s soon as

possible
Ritonavir (RTV)

Class side effects

Perversion of taste

Circurnoral and peripheral paraesthesia
Hepatotoxicity

MAesthenia

Ataranavir {ATY)

Unconjugated hyperbilirubinaemia
Gaztrointestinal effects

Mo effect on lipids

MNaote
Refer to standard texts for possible drug-drug
interactionsin all cases

Prevention
Prevention Of Mother-To-Child
Transmission (PMTCT)

Pregnancy or breastfeeding is an
indication [or (riple prophylaxis in HIV

Positive womenirrespective of the
baseline CD4 cell count or viral load and

ARV should be provided as soon as

possible irrespective of the gestational

BEE.

- For positive pregnant women with a
baseline CD4 < 500 cells/mm’, ARV
should be provided forlife
Those with CD> 500 cells /mm’, triple
prophylaxis should be provided and
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this should continue up to one week
after cessation of breastfeeding.
Thereafter, the mother and chald
should be evaluated at a competent
ART center for comprehensive care.

Drug of choice

Preferred first-line regimery TOF+3TC +
EFV

Alternative first-line Regimens

AZT + 3TC + EFV(Recommended
glternative to TDF for pregnant and
breatfeeding women)

AZT + 3TC + NVP(Far pregnant women
wiho cannot telerate EFV)

TDF + 3TC + NVP(For pregnant wonen
who canmottolerate AZT and EFV)
Prophylaxis for HIV expozed infants

All infants born to HIV mothers are exposed
and should receive post-exposure

prophylaxis
NVP dosing for Infant HIV prophylaxis®
Inkaik ays Datly doging
Birth to & weeks:

Blrth weight <2500 gramenes | 10 mg (1 ml) once daily
Birth weight ~ 2500 grammes | 15 mg (1.5 ml) once daily,

=6 weeks 1o b months" 20 mg (2 ml) enee daily
w6 momths to 9 months® 30 mg (3 ml) once daily
>3 manths to 12 months® 40 mg (4 ml) onee daily

*Dosing beyond 6 weeks of nge should be
considered in special situations.

** For the duration of therapy, refer to the
Integrated National Guideline on HIV

fit
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Prevention, Treatment and Care of Nigeria

Post-exposure prophylaxi

Evaluate the risk of exposure and potential

eligibility of post-exposure prophylaxis

- Occupational exposure: The chosen
regimnen wrust be confinued for at lenst 28

- dmoys oruntil the result ofthe HIV statis of the
sOLrce persoR 15 knowt folbe

- negahive

(@) 2-drug combinatiosn
- TDE/3TC(300/300mg) o.d. or
- AZT/3TC(300mg,/150mg) b.d.

() 3-drug combination

TDEF/3TC/EFV (300/300/600mg)
o.d. or

AZT/3TC (300/150mg) b.d. + EFV
(600mg) o.d,

MNE:

1. Newirapine should never be used for PEP as
the risk of fatal hepatotoxicity onfweighs the
risk of HI Vinfection.

2. Where Efivirenz is contraindicated, either of
the 2drug combinations may be conbined
with ATV/ror LPV/r

Sexual Assault

- This should ke jnitiated ns soon as possibie
{and wp o 72 howrs post-assaulf) to optimise
thie poten inl bengfit.

Mechanisms with established merit:
Ac Abstinence
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B: Be faithful (mutual fdelity to infected
partner)
C:Consistent and correct uge of male and
female condoms
D: Delay onset of sexual activity
E: Examine yourself
F: Find outyourstatus
Screening and treatment of sexually
transmitted infections
Encourage Partner Disclosure and
Voluntary
Confidential Couple Counselling (VCCCT)
Promote the rights and protecton of
children and infusion women

MALARIA
Introduction

An infectious ptotozoan disease transmitted
by the female Anopheles mosquito

A major public and private health problem
and indeed a cause and consequence of
national underdevelopment Five species of
the parasite cause the disease in humans:

Plgsmodiwm falciparun, P.omalarize, P oivax, F.
praleand P knowlesi

P. faiciparum accounts for 98% of all cases of
malaria in Nigeria and is responsible for the
gevere form of the dizease

Principal mode of spread: bites from
infected female Anopheles mosquito

Peak feeding times are usually dusk and
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dawn, but also throughout the night Other
uncommot modes ate:

Blood transfusion

Mother-to-child transimission

Classificationbased on clinical course of F.
falciparum
- Asymptomatic parasitacmia
- Acute Uncomplicated malaria
- Severamalaria
- Asymptomatic parasitaemia:
older children and adults living inhigh
malaria endemicity
Have acquired natural immunity to
clinical diseaze
Have malaria parasites in the peripheral

blood but no symptoms
- Acute Uncomplicated malaria:

Present with clinical features , usaually non-
specific:
Fever
Chills
HeadacheMalaise
Arhes and body pain
Weakness
Tiredness
Pallor
Anorexia
Vomiting
Bitterness in the mouth
Excessive sweating
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Pallox
Hepatasplenomegaly
Jaundice

Severe (Complicated) malaria:
Malaria iz severe when thereis:
Repeated vomiting
Prostration
Impaired consciousness
Severe anaemia ( Haemoglabin<5g/dl)
Circulatory collapse (Algid malaria)
Hypoglycaemia( whole blood glucose
<2.2mol/L)
Pulmonary cedema
Abnormal bleeding/ DIC )
Jaundice{Serum bilirubin >3g/ dl)
Haemoglobinuria(Black water fever)
Febrile zeizures
Acuterenal failure
Hyperparasitaemia(=3% of EBCs are
parasitized)
Hyperpyrexia(Temp >40°C)
Lactic acidosis

Other early complications include;

Preumonia

Septicaemia

Preterm contractions/ preterm labour
Abortions

Low birthweight

Intrauterine deaths

Congenital malaria
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Late complications:

- Hyperreactive malaria splenomegaly
- Quartan malarianephropathy

- Possibly, Burkitt's lymphoma

Cerebral malaria

Asevere form of malaria

Oceurs usually in children and in non-
tmmume adults Manifests with diffuse and
symmetric encephalopathy; focal neurologic
signs are unusual Requires prompt and
effective therapy to avoid fatality

Diagnosis of malaria
Clinical diagnosis alone is presumptive, gives
room for over-diagnosis
Confirmatory diagnosis is based on the
detection of parasites in the blood
Parasitological confirmation is recommended
inall suspected cases of malaria
Light microscopy remains the gold standard
Microscopic diagnosis should not delay
appropriate treatinent if there is a clinical
suspicion of severe malaria
Rapid Diagnostic Test is used in  Primary
Health Care levels

Dyifferential diagnoses
Typhoid fever
Meningitis
Encephalitis
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Septicasmia
Other causes of fever

Investigations
Blood smear for malania parasites
Packed cell volume; haemoglobin
coneentration
White cell count with differentials
Bload sugar
Urinalysis
Electrolytes and Urea; Creatinine Stool
microscopy for ova; occult blood Chest
radiograph

Cerebrospinal fluid biochemistry;
microscopy, culture and sensitivity

Treatinent objectives

Eradicate parasitaernia
Preventprogression to severe malaria

Attend to the immediate threats of life
Prevent transmission of gametocytes

Provide personal protection against malaria
Provide chemoprophylaxis in susceptible
groups

Dirug treatment

Uncomplicated malaria
Artemisinin-based Combination
Therapy(ACTs) are the current
recommended treatments for uncomplicated
malaria globally




(=
medicine of chaice while Artesunate-

Amodiaquine[AA) is the alternative

skepgxip oo sp(qei g | Fugzg gt

sieppedpeomo PEA T | S0 T

SEpf Apaono e 1 | Bwegg/fneg
~ Usmideyjafesoq  WISUROS 1a[qE]

| Skepgx Apeouojoiqa 1| FWEEL/FH0G |

ApECaATp 2oTA) SqEI;

Wi

| SKEpCEA[p Satm QBT |

Wi
qet JuK03Z/ 0p)
550D /SI91¥ 70 ON

LY LSIENE SISV IR0 SRl



B} PR T AU DR ASFS BMFESTATING

o ACTs avai e for the t o
uncomplicated malaria:

- Artesunate-Mefloquine

- Dihydroartemisinin- Piperaquine

- Artemisinin-Piperaquine

Children < Skg with uncomplicated malaria

with an ACT at the same mg/kg between
target dose as for children weighing 5kg.

It is vital lo prevent severe disease, therefore
as s00n as a presumplive diagnosis of malaria
ismade;
Insert artesunate suppository per rectum
asasingle doge
Re-insert if expelled; in young children the
buttocks may need o be held or taped
together for 10 minutes to ensure retention of
the rectal dose, in adults cne or more
artesunate suppositories should be inserted
however dose should be given once and
followed as soon as possible by definitive
therapy

Severe malaria

Parenteral Artesunate is the drug of choice,
and ireatment should be started without
delay

If not available other effective parenteral
antimalarial should be commenced

Adults and Children >20kg:

Artesunate 2.4mg/kg (BW) IV or IM given

Bl
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on admission (time 0), then 12hrs and 24hws,
then omce a day. There is no upper limit to the
total dose of artesunate

Children =20kg:

Artesunate 3mg/ kg (BW) IV or IM given on
admission(time 0),then 1Zhrs and 24hrs,then
onceaday.

Parenteral artemether or quinine iz an
alternative if parenteral artesunate is not
available

Artemether 3.2mg/kg (BW) IM given on
admission then 1.6 mg/kg (BW) per day: or
Quinine 20mg salt/kg (BW) on admission (1V
infusion or divided IM injections), then
10mg/kg (BW) every B hrs; infusion rate
should not exceed Sing/ kg (BW) per hr.

Naote: Give parenteral antimalarials in the
treatment of severe malaria for a minimum or
24hrs once started (irrespective of the patients
ability to tolerate oral medications early) and
thereafter complete treatment by giving a
complete course of the recommended ACT
In gl cases, patiend's progress should be monitored
and management changed as decmed necessary

Supportive measures

Paracetamol (oral/rectal) for symptomatic
relief

I temperature is =>38.5°C, wipe with wet
towel, and fan to lower the temperature
Pulmonary cedema
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- Murse in cardiac position

-Give oxygen

-Furosemide 2 -4 mg/ kg intravenously

-Exclude anaemia as the cause of heart of the
heart failure

Renal failure

- Give fluids if patient is dehydrated: 20
ml/kg of chloride injection 0.9%, and
challenge with furosemide 1-2mg/ kg

- Catheterize to monitor urinary output

If no urine within the next 24 hours, refer for

peritoneal or haemodialysis

Profusebleeding

- Transfuse with screened fresh whaole
blood

- Give pre-referral treatment and refer
urgently

If meningitis is suspected, and cannot be

excluded immediately by lumbar puncture,

give appropriate antibiotics

Other severe diseases should be treated

accordingly

Treatments not recommended

Corticosteroids and other anti-inflammatory

agents: agents used for cerebral cedema e.g.

urea, adrenaline, heparin

- Hawve no role in the treatment of severe
malaria

MNotable adverse drug reactions, caution and

contraindication

Melloquine should be avoided if the patient
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had cerebral malaria because of the increased
risk of seizure, encephalopathy and psychosis

Prevention

Parsonal protection

- Reduce the frequency of mosquito bites
by avoiding exposure to mosquitoes at
their peak feeding times

- Useinsectrepellants

- Putonsuitable clothing

- Use insecticide-impregnated bed nets
(ITN)

Chemoprohylaxis

- Indicated for;

- Children bormn to non-imoine mothers in
endemicareas

- Pregnant women (see section on antenatal
care)

- Travellers to endemic areas

- People with sickle cell anaemia should have
regularchemoproplylaxis(see Sickle Cell
Diseases)

Recommended antimalarial prophylaxis in

Nigeria:

Mefloquine

Atovaquone-Proguanil

Mefloquine: 5 mg base/ kg weekly, giving an

adult dose of 250 mg base weekly

- If tablets are available, an appropriate
fraction can be given to child aged 5-13
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years
- Contraindicated in children <8 years and

in pregriant womery
- Commence 2-3 weeks prior to arrival,
weeldy in country and thereatter for 2-3
weeks after departure
Atovagquone-Proguanil
Fixed dose combination, administered daily
Commence 1-2 days prior to arrival, then
continue throughout stay, and for 7days

after departure
Atovaquone-Proguanil Dosage Regimen 0
Weight | Total daily dose Dosage
(kg) Regimen
11-20kg | 62.5mg/25mg | 1 Paediatric
Tablet dly
21-30kg | 12.5mg/50mg | 2 Paediatric
Tablet dly as

a single dose
31-40kg | 187.5mg/75mg | 3 Paediatric
Tablet dly as
a single doze
>40kg | 250mg/100mg | 1 Tablet(
adult

strength) as
a single doge
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Chemoprophylaxis is not recommended for
individuals living with areas of intense
transmission

RABIES

Introduction

An acute disease of the CNS caused by a
bullet-shaped rhabdovirus that affects all
mamimals

The wirus is a single-stranded RNA wvirus
found in animals, in all regions as urban
rabies or sylvaticrabies

Transmitted by infected secretions, usually
saliva

Mosl exposures arve through bites of an
infected animal; cccasionally contact with a
virus-containing aerosol or the ingestion or
transplant of infected tissues may initiate the
disease process

Human infection is through contact with un-
immunized domestic animals

Dogs are the most important vectors
worldwide

Clinical features

There are four stages:

A non-specific prodrome of 1 - 4 days
consisting of

- Fever

- Headache
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hlalaize
Myalgia
Anorexia
Mausea
Vomiting
Sore throat
Cough
Paraesthesia

Anacute encephalitic stage

Excitement
Agitation
Confusion
Hallucinations
Combativeness
Bizarre aberrations of thought
Musclespasms
Meningismus
Seizures

Focal paralysis
Hydrophobia

Brainstem dysfunction

Diplopia

Facial paralysis

Optic neuritis

Difficulty with deglutition
Priapism

Spontaneous ejaculation
Coma

Death orrecovery
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Differential diagnoses

Gullain-Barre gyndrome

Otther causes of viral encephalitis
Poliomyelitis

Allergic encephalomyelitis

Complications

Inappropriate secretion of ADH

Diabetes insipidus

Cardiac arrythimias

Adult Respiratory Distress Syndrome
(ARDS)

Gastro Intestinal (CI) bleeding
Thrombocytopenia

Paralyticileus ey

Investigations

Full Blood Count and differentials
Ureaand Electrolytes

Culture of secretions

Cerebro Spinal Fluid (C 5F) analysis
Serology

Pulmonary Chain Reaction (PCR)

Treabinentobjectives

Disinfect wound; avoid early suturing
Provide passive immunization with
antirabies

antserum

Provide active immunization with the
vaceine
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Non-drug treatment
Wound care
The wound or site of exposure should be:
Cleansed under running water
Washed for several minutes with soapy water
Disinfected and dressed simply
It showdd not be sutured immediately

Drug treatment

Unimmunized persons or those whose
prophylaxis is probably incomplete
- Rabies (cellmediated) vaccine
Adult: 1 ml by deep subcutanecus or
intramuscular injection in the deltoid region
ontdays0,3,7,14 and 30
Plus:

Rabies immunoglobulin given on day 0 Child:
sarme as for adult For [ully immunized
PErSOns:

- Rabies (cell mediated) vaccine

Adult: 1 ml by deep subcutaneous or
intramuscular injection in the deltoid region
on days land 3 Child: same as for adult
Post-exposure prophylaxis (PEP)

Should be initiated as soon as possible after
exposure The decision to initiate PEP should
include:

Whether the individual came into physical
contact with saliva or another substance
likely to contain rabies virus

Whether rabies is known or suspected in the
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species and area associated with the exposure
The circumstances surrounding the
exposure e.g. whether the bite was provoked
or unprovoked
- Consider the use of rabies vaccine
whenever a patient has been attacked by
an amimal in an environment where
rabies is enzootic, even if there is no direct
evidence of rabies in the attacking animal
- Pregnancy notacontraindication

Supportive measures

Allay anxiety: reassure

Other measures as appropriate for clinical
situation

Notable adverse drug reactions, caution

Concomitant chloroquine administration
interferes with antibody response to rabies
vaccine there are no specific
contraindications

Prevention

Pre-exposure prophylaxis

Should be offered to persons at high risk of
exposure and/ or contact with rabies virus:
Veterinnarians

Cave explorers

Laboratory workers who handle the rabies
Virus

Animal handlers
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Workers in quarantine stations
Field workers who are likely to be bitten by
infected wild animals

Certain port officials Bathandlers

Persons living in (or travelling to) areas
where rabies is enzoolic and/ or where there
is limited access to prompt medical care

Those caring for patients caring for patients
withrabies

- Although there is no proven evidence of
human-transmission

Pregnancy is not a contraindication: if there
iz substantial risk of exposure, and rapid
access to post-exposure prophylaxis is
limited, give pre-exposure prophylaxis

Rabies vaccine:

- 1 ml by deep subcutaneous or
intramuscular injection in the deltoid
regionon days0, 7 and 28

Booster doses every 2 - 3 years for those at
continued risk

TETANUS

Introduction

A common, infectious disease affecting
individuals of all ages and sexes, particularly
the socio-economically deprived

A neurologic disorder characterized by
increased muscle tone and spasm that is
caused by tetanospasmin, a powerful protein
toxin elaborated by Clostridium tefani The
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bacteria are found in the soil, inanimate
environment, animal faeces and occasionally
in human faeces Portals of entry: Umbilical
stump Fernale genital mutilation (PFGM) Male
circumcision Abortion sites

Fenetrative wounds (e.g. nail punchure or
intramuscular injection) Head injury; scalp
wounds Traditonal scarificaion (e.g for
tribal identity) Trado-mediecal incisions Post-
operative surgical sites Chronic otitis media
Clinical forms: Generalized tetanus Neonatal
tetanus Localized tetanus Cephalic tetanus

Clinical feabures

Generalized tetanus

Lackjaw Dysphagia
Stiffness or pain in the neck, shoulder and
back muscles
Rigid abdomen and stiff proximal limb
muscles
The hands and fect are relatively spared
Neonatal tetanus
Poor feeding
Rigidity
Spasms
Localized tetanus

Increased tone; spasms are restricted to the
muscles near the wound

Prognosisisexcellent
Cephalic tetanus
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Follows head injury or earinfection

Trismus
Dysfunction of one or more cranial nerves,
oftenthe 7 * nerve
Mortality ishigh

Diagnosis
Entirely clinical

Differentinl diagnoses

Alveolar abscess

Strychnine poisoning

Drystonic drug reactions

Hypocalcaemic tetani =
Meningitis,/ encephalitis

Acute abdomen

Complications

Autonomic dysfunction

- Labile or sustained hypertension

- Tachycardia

- Dysarrhythmias

- Hyperpyrexia

- Profusesweating

- Peripheral vasoconstriction

- (Cardiac arrest Aspiration pnenmcnia
Fractures

Muscle rupture

Deep vein thrombophlebitis

Pulmonary emboli

Decubitus ulcers
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Rhabdomyolysis

Investigations

Wound swab for microscopy, culture and
sensitivity

Cerebrospinal fluid for biochemisiry;
micrescopy, culture and sensitivity most
Full Blood Count; ESR

Urinalysis; urine microscopy, culture and
sensitivity

Blood glucose

Electrocardiography

Serum Electrolytes, Urea and Creatinine
Electramyography 2

Treatment objectives

Eliminate the souree of toxin airborne

Meutralize unbound toxin

FPreventmuscle spasms

Monitor the patient's condition and provide
support (egpecially respiratory support) until
TECOVETY

Nown-drug treatment
Admit patient to a guiet room
Protectairway
Explore wounds
Cleanse and thoroughly debride the wound
Provide intubation or tracheostomy for
hypoventilation
Physiotherapy
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Monitor bowel, bladder and renal function
Prevent decubitus ulecers

Drug treatment

Antibiotics

- Benzylpenicillin (Penicillin G)

Adult: 0.6 - 24 g daily by slow infravenous
injecHon or infusion in 2 - 4 divided doses;
higher doses in severe infectons

Child: 1 month - 18 years, 100 mg/kg in 4
divided doses, every 6 hours; dose doubled in
severe infections (maximum 24 g every 4
hours)

1 - 4 weeks: 75 mg/kg daily in 3 divided
doses, every 86 hours; dose doubled in severe
infection Preterm neonate and neonate under
7 days: 25 mg/kg ,every 12 hours; dose
doubled in severe infection

Or:

- Metronidazole

Adult: 500 mg intravenously every 6 hours
for10days

Child: neonate, initially 15 mg/kg by
intravenous infusion then 7.5 mg/kg twice
daily; 1 month - 12 years: 7.5 mg/kg
{maximum 400 mg) every 8 hours; 12 - 18
years: 400 mg every § hours Antitoxin

- Human tetanus immune globulin (TIG)
Adult; 250 units by intramuscular injection,
increased Lo
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300 unitsif:

- Thewoundisclder than12 hours

- Thereisrisk of heavy contamination

- Patientweighs more than90 kg

A second dose of 250 wwnits should be given after 3 -

4 weeks if patient immunosuppressed ov if active

immuynization with tetanus vaccine is

contratmdicated

- Administer antitoxin before
manipulating the wound

- Controlof muscle spasm

- Diazepam

Adult: 20 mg intravenously slowly stat and

titrate up to 250 mg,/ day ininfusion

Child: 1 month - 18 years: 100 - 300

micrograms/kg repeated every 1 -4 hours by

slow intravernous injection

- Could also be administered by
intravenous infusion or by nasoduodenal
tube as follows

3 - 10 mg/ke over 24 hours, adjusted
according to response

Or:

Phenobarbital (dilute injection, 1 in 10 with
water for injection)
Adult: 10 mg/ kg intravenously ata rate of not
more than 100 mg/minute, up to maximum
total dose of 1g
Child: 5-10mg/kg at a rate not more than
30mg/ minute
Treat autonomic dysfunction with
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- Vasopressors, chronotropic agents if
necessary Hydration

- To contol insensitive and other fluid
losses

- Enteral or parenteral nutrition

- Asdetermined by clinical situation

Treatintercurrent infections

Notable adverse drug reactions, caution and
confraindications

Diazepam is adsorbed from plastics of
infusion bags and giving sets; causes
drowsiness and light headedness;
hypotension

Benzyl penicillin: hypersensitivity reachions
Metronidazole: taste disturbances
Phenobarbital: caution in renal and hepatic
impairment

May cause paradoxical excitement,
restlessness and confusion in the elderly;
hyperkinesia inchildren

Prevention

Active immunization of all partially or un-
immunized adults, those recovering from
tetanus, all pregnant women, infants and un-
immunized {missad) children

Health education

Improvement insocio-economic status
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TEYPANOSOMIASIS (Sleeping sickness)
Introduction

African lrypanosomiasis is an acute or
chronic disease caused by Trypenosoma
bruceinamely T. bruceithodesiensa (East
Africa) T. bruceigambiense (West Africa)

Clinical features

{Gambian Sleeping Sickness)

Twoclinical stages:
- Larlystage
- CNSstage

Early stage:

A nodule or chanere following a bite

Fever

Headache

Dizziness

Weakness

Significant posterior cervical (Winterbottom
sign} and supraclavicular lymphadenopathy
Splenomegaly

CNSstage:
Occurs six months bo several years later
Characterized by behavioural changes with
hallucinations, delusions, and disturbances
of sleep with drowsiness during the day and
terminating with stupor

Investigations
Peripheral blood film for the detection of

trypanosomes
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Rapid Card Agglutination Trypanosomiasis
Test (CATT) for antibody detection

Diagnosis

Presumptive

- Based on the clinical suspicion and
history of exposure to the tsetse fly

A finding of the trypanosome in peripheral

blood, lymph node aspirate or CEF is

confirmatory

Differentinl diagnoses

Malaria fever

Meningikis

Viral infections involving the CNS

Treatment

Early stage

Suramin

Adult and child: 5 mg/ kg on day 1, 10 mg/kg
on day 3, and 20 mg/kg on days 5, 11, 17, 23
and 30

Latestage

Melarsopral

Adult: 20 - 36 mg/kg intravenously in 3
divided doses for 3 days, followed 1 week
later with 3.6 mg/kg intravenously in 3
divided doses for 3 days 10 - 21 days later: 2.6
mg/ kg intravenously in 3 divided doses for 3
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days

Coution
Urine should be examined for casts and
protein before and after treatment with
SUTATIIN
Lumbar puncture follow-up for at least 1
year after treatment with melasoprol is
required

Prevention
Surveillance and treatment
Chemoprophylaxis
Vector control by selective clearing of
vegetation and use of insecticides

TYPHOID FEVER
Introduction

A systemic disease characterized by fever
and abdominal pain, caused by
dissemination of Salmonells typhior 5.
parafyphi,

Transmitted only through close contact
with acutely infected individuals or chronic
carriers (from ingestion of contaminated food
or water)

Incidence of chronic carriage is higher
among women and persons with biliary
abnormalities: gall stones, carcinoma of the
gall bladder; also higher in persons with
gastrointestinal malignancies
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Clinical features
Incubation period ranges from 3 - 21 days
Prolonged fever (38.8Cto 40.5-C)
A prodrome of non-specific symptoms:
- Chills
- Headache
- Anorexia
- Cough
- Weakness
- Sorethroat
- Dizziness
- Muscle pains
- Gastro-intestinal:
Diarrheea or constipation
Abdominal pain Rash (rose spots) ~
Hepato-splenomegaly Epistaxis
Relative bradycardia

Complications
Neuropsychiatric symptoms
Intestinal perforation
Gastro-intestinal haemorrhage
Pancreatitis

Hepatitis

Splenic abscesses
Meningitis

MNephritis

Preumonia

Osteomyelitis

Chronic carrier state
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Investigations
A positive culture is fhe 'gold stendard' for the
diagnosis of fyphoid fever

Specunens for culture may be obtained from
the blood, stool, urine, bone marrow; gastric
and inttestinal secretions
Therz are no diagnostic fests other than positive
criltures

Non-specific

Full Blood Couwnt

- Leucopenia, neutropenia, leacocytosis
can develop early, especially in children;
late if complicated by intestinal
perforationor secondary infection

Liver function tests

- Values may beelevated

- Hlectrocardiography:

ST and T wave abnormalities may be present

- Serological tests

- Widal test gives high rates of false
positives and negatives

Treatmentobjectives

Eliminate 5. typhiand 5. paratyghi
Preventcomplications
Praventchronic carrier status

Drug treattnent
Ceftriaxone
Adult: 1 g daily by deep intramuscular

s
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injection or by intravenous injection over at

least 2 - 4 minutes; 2 - 4 g daily in severe

infecton

- May also be given by intravenous
infusion

Child: neonate, 20 - 50 mg/kg daily by

intravenous injection over 60 minutes; infant

and child under 50 kg: 20 - 50 mg/ kg daily; up

to 80 mg/kg in severe infection; over 50 kg:

adultdose

Doses of 50 mg/kg and above should be given by

intravenous infusion only

Intramuscular doszs over 1 g should be divided

betweenr more Han ome site; single intravenous

doses above 1 g should be given by intravenous

tnfusion only

Or;

Ciprofloxacin Adult: 500 - 750 mg orally

every 12 hours

Oir:

200 - 400 mg every 12 hours by intravenous
infection over 30 - 60 minutes

Child and adolescent: notrecommended
Parenteral fluid administraton

Treat complications

Notable adverse drug reactions, caution
Ciprofloxacin:

Diarrhoea, nausea, vomiting, abdominal
discomfort, headache {which are themselves
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features of the diseaze)
Should be given with caution in pregnancy
and during breastfeeding
- Not recomunended for children or
adolescents

Non-drug treatinent
MNursing care
Enteral or parenteral nutrition

Prevention
Eliminate Salmonella by effective treatment
of cases, improved sewage management,
improved water reatment and improved
food hygiene (production, transit, storage
and utlization) Typhoid immunization is
recommended for thoze atrisk
- Not a substitute for scrupulous personal
and environmental hygiene
Identify, and teat chronic carriers with
amoxicillin or ciprofloxacin daily for 4 - 6
weeks
- In patients with urolithiasis and
schistosomiasis appropriate treatment
should be instituted
Correct anatomic abnormalities associated
with the disease surgically
- Cholecystectomy may be required
in some cases
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CHAPTER [T

EHEUMATIC & MUSCULOSKELETAL
DISORDERS

BACK PAIN

Introduction

Back pain is defined as pain along the spine
stretching [rom the neck downward and
including the buttocks area.

1t affects the cervical, thoracic, lumbar, sacral
and cocoyx spines.

Probably the commonest affliction of
mankind.

Affectsall ages groaps and sex

Low Back pain is the commonest form

Most cases are due to mechanical causes
-poor posture, overuse, unaccustomed
ORETUISes

Most back pain are from the soft tissues of the
back viz, muscles, ligaments, tendons, and
not from the bony or joint structure.

Most back pain will resolve within six weeks
with or without breatment, hence there is no
need to investigate most cases of back pain,

[t could however be recurrent.

There are TRed flag' clinical features that
necessitate  [urther investigations (X-rav,
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MRIL CT).

Theze include;

- Backpain that disturb sleep

- Back pain that persists with recumbent
position

- Back pain associated with constitutional
disturbances such as fever, loss of weight,
nausea, and general feeling of being
unwell.

- Back pain associated with bowel
disorders,

- Back pain associated with urinary
symptoms.

- Back pain associated with mmuscle
waakness
Back pain associated with deformities of
the back.

Other causes of back pain apart [rom
mechanical include:

Degenerative Arthritis- spondylosis
Spinal canal stenosis
Spondylolisthesis

Ostecmyelitis

Primary or secondary malignancies
Osteoporotic fracture

Multiple myeloma

Tuberculosis of the spine

Spinal abscess

Clinical features
Back pain
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Radicular pain in the arms or legs

Back Stiffness

Saddle anaesthesia

Paraesthesiain the feet

Back pain worsened by coughing or sneezing
issuggestive of disc lesions

Back deformity

Differentinl Magnasis

Referred pain from gastro-intestinal
structures, liver, gall bladder, pancreatic

disease.

Aortic aneurysms
Tumours of the pleura, pericardium
Pelvicinflammatory diseases

Psychosomatic disorders

Investigations

Mone if the pain is mechanical

Laboratory investigations lo exclude other
Causes

Imaging- Plain X-ravs, CT Scan, MRI, Bone
Densitometry, Radicisotope studies

Treatment Objectives

Relief of pain

Treatment of underlying disease
Treatment of complications

Management
L. Non Pharmacologic:
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Weightloss
Avoidance of precipitating factors

Physical therapy

Acupuncture

Bio feed back

Back exercises e.g. Mackenzie Extension

Exercises

IL Pharmacologie

- Simple analgesics- Paracetamol up to
lgmtds, with or without-

Non steroid Anti-inflammatory drugs
e.g. lbuprofen up to 2400mg dly,
MNaproxen - 300mg BD, Diclofenac -
75mg BD, Cox 2 inhibitors - Celecoxib-
200mg daily.

Muscles relaxants -Tizanidine - up to
4mg tds, Baclofen 5-10mg daily

Narcotic analgesics- Tramadol-50mg tds,
Codeine based compounds

Anfi depressants - Amitriptyline- 25-
Slmg nocte

Selective Serotonin Re-uptake inhibitors
2.g. Fluoxetine

Anti-convulsants - Pregabalin - up to
600mg daily Gabapentin- up to 1,500g
daily.

GouT

Introduction

Crystalline inflammatory disease, due to
menesodium urate monohydrate crystals
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deposition jointand Hssues

Due either to excessive uric acid production
from intrinsic purine metabolism or
extrinsic (dietary)

Also due to decrease renal excretion of uric

acid and resultant accumulationin the blood.

Commonly seen in males (40 years and

above) and post menopausal females

4 major types:

- Asvmptomatic

- Acute

- Intercritical

- Chronic Tophaceous

- Iteould be either primary (no identifiable
cause) orsecondary.

Secondary causes-

Dehydration

Fasting

Renal impairment

Hypertension

Malignanecy such as lymphoma, leukemia
Psoriasis

Sickle Cell Disease

Use of cytotoxic agents

Excessive alcohol intake especially beer
Low dose Aspirin

Drugs such as Pyrazinamide, Diuretics

Clinical Presentation
- Usually mono-articular, occasionally
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Polyarticular (in elderly persons and in
renal failure)

Sudden onset of pain and swelling

Pain and swelling maximal within 24-48
hours

Tendency to start at night or early hours
of the morning

Usually follows binge of aleohol or
consumption of offal of animals
Recurrent painful episodes

Affects big toe (Podagra), but also large
joints - forefoot, ankles, knees, wrists
There may be associated fever, vomiting,
diaphoresis, rigors

Chronic Tophaceous Gout

Follows long standing attacks of acute
gout, usually up to 7 years

Tophi deposit in the skin, ear lobes, over
joints

Tophi may deposit in the kidneys and
brain

Differential Diagnosis

Septic Arthritis
Osteparthritis
Bheurnatoid arthritis
Gonococeal arthritis
Traumatic synovitis
Pseudogout
Osteomyelitis
Reactive Arthritis
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Investigations

- Serum Uric Acid- may be normal in acute
Gout

- Haematoerit, white blood cell count, ESR

- Creatinine, Urea- to exclude associated
renal impairment

- Cholesterol, Triglycerides- usually co-
existwith Gout

- Plasma glucose (high serum uric acid may
be a component of metabolic syndrome)

Treatinent objectives
Treatmentof pain
Lower Serum Uric Acid to belaw émg/100ml

Non - drug treatment

Dietary contrel - avoid offal, salman, sea
food, red meat

Awvoid alcohol especially beer, wine

Reduce weight

Control cholesterol level

Avroid tight shoes

Restallfected joints

Avoid surgical operation of tophi

Drug Trealment
Acute Gout
- NSAIDs at higher doses above
normale.g,
Maproxen - 500mg tds
- Diclofenac - 75mg BD
- Prednisolonz - 40mg dly for 1 week
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thentaper quickly and stop
- Intraarticular steroids

Chronic Tophaceous Gout
- Allopurinol - Xanthine Oxidase

- Inhibitor - gradual
escalation from 100mg dly up to
600mg daily

- Sulfinpyrazone - uricosuric agent

Adverse Drug Reactions

NSAIDs - Dyspepsia, Peptic Ulcer Disease,
Gastro - intestinal haemorrhage, renal
insufficiency, hepatotoxicity, heart failure
(especially elderly persons)

Allopurinol - elevated liver enzymes,
Allopurinol Hypersensitivity Syndrome-
liver failure, renal failure, eosinophilia,
hypersensitivity skin.

OSTEOQOARTHRITIS - DEGENERATIVE

ARTHRITIS

Introdnction

- Heterogeneous group of diseases

- All forms of assault on the joint or any
other arthritis will resultin OA

- Degenerative disease of synovial joint -
ostecarthritis, degenerative disease of
intervertebral disc spondylosis

- Commonest type of arthritis affects
mostly middle aged to elderly
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Females mmore frequent affected than
males

Mostly primary, but can be secondary
Secondary causes include - previous
trauma to the joint, meniscal injury, any
previous arthritis e.g. Gout, RA:
Congenital hip dysplasia; Epiphyseal:
dysplasia; hypermability syndromes,
previous poliomyelitis in the limb,
glycogenstorage disorder.

Joints affected - mostly knee, also hip,
ankle, Distal interphalangeal joints,
cervical, Lumbasacral. Rarely thoracic
spine,

Clinical features:

Joint pain - developing over several
weeks Or even years

Initially pain on movement but later at
Tast

Joint warm to touch
Minimal joint morning stiffness
Creakiness (crepitus) on walking
Swelling of the joint may be bony -
osteophytes, or soft due to effusion
Presence of Heberden's nodes (Distal
Interphalangeal joint); Bouchards nodes
(proximal interphalangeal joint)

Joint deformities ~ knee - Genu Varus ,
Genu Valgum

Complications

Joint deformity
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- Iminobility
«  Joint subluxation

Differential DMagnosis

- Bheumatoid Arthritis

- Gout

- Psoriatic arthritis

- Bursits

- Ankylosing spondylitis

Inwvestigalions

= Toexcude other diagnosis

- Noblood tests diagnostic

- Imaging - X=ray; CT, MREI (hardly done
because of cost)

Treatment objectives
Reduce pain
Enhance mobility
Prevent deformities

Treatment

A, Non-pharmacologic

- Patlenteducation

- Weightloss

- Avoidance of excessive flexion of joint
suchastheknee

- Kneebrace, feetinsoles, walking sticks

- Regular exercise - walking, bicycling,
swimming. Aveid jogging, if knee is
affected

- Physical therapy - Quadriceps
strengthening exercise, range of motion

&77



W RHPUMATIC & MUSCULCEERLFTAT DISORDELS

EXETCISES
Crecupational therapy
Acupunciure

TENS

TPharmacologic
Paracetamol - up to dgm daily in divided
dose
Mainstay of treatment is NSAIDs (none is
superior to the other); depends on
patientsrespanse
[buprofen - 200mg daily up to 2,400mg
daily in divided doses
Diclofenac - 75mg - 150mg daily
MNaproxen 300mg BT
NSAIDs with misoprostol or FF1
COX - 2 inhibitors- Celebrex - 200mg
daily;
Loecal application - Diclofenac gel,
Initra — articular steroid - not to be given
more than four timez in the year
Intra - articular platelet rich plasma
Marcotic analgesics:
- Codeine based compound,
- Tramadol

Adverse Drug reactions

MNSAIDS - Dvspepsia, Peptic Ulcer Diszase,
Gastro-intestinal haemorrhage, perforation,
hepatotoodeity, impairment of renal blood
flow, pyloric stenosis, fixed drug eruptions,
constipation, skin rashes
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Indications forsurgery

Intractable pain
Disability
Deformity

Prevention

Reduce weight
Regular exercise

SEPTICARTHRITIS
Introduction

Septic arthritis is accompanies by
articular manifestation due to presence of
pathogen within a joint.

Mostly due to bacteria, but can also be
due to fungal, viral, or protozoan agent,
rickettsia

Two major enlities - gonococcal and Non
- gonweoccal

Staphylococcus aureus is the commaonest
organism

Other organisms are Klebsiella
prieumnonia {aleoholics); psendomonas
aeruginosa (intravenous drug abuse)
Gram negative bacteria (malignancy use
of immunosuppressive drugs);
salmonellae, MNeisseria meningitides;
streptococcus pneumonia (SLE)

Joint infection mostly as a result of
haematogenous seading during a
bacteriaenic episode

May also occur secondary to penetrating
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Cutaneous trauma

- Rarely iatrogenic from local
corticosteroid joint injection

- Any joinl may be involved but usually

large joint such as knee orankle
RiskFactors
- Extremes of life - very young and persons
above 80vrs

- Immunosuppressive/ cytotoxic agents

- Immunosuppression - HIV, chronic

renal, failure, hypogammaglobulinaemia

Diabetes mellitus

- Previousintra -arbcular steroid
Osteoarthritis

- Alcoholism

Haemoglobinopathies

- Cutaneouszulcers

- Prostheticjoint

Clinical Features

- Usually monocarticular

- Acutely swollenjoint

- Jointhot to touch, extremely painful

- Tenderness on palpation and movement
- Highfever

- Rigors, diaphoresis

Differential Diagnosis

= Gout

- Pseudogout

- Reactive arthritis

- Haemarthrosis — possibly from aspirin
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Osteparthritis
Intra articular injury
Osteonecrosis
Metastic, carcinoma

Investigations

Hasmatocrit, white blood cell count and
differentials

Joint aspirate - microscopy, culture and
sensitivity

Blood culture

ESR, CRP

X-ray of affected joints

CT,MEL

Treatment

Antibiotic treatment depending on
bacteria isolated
Cloxacillin or Flucloxacillin - 2mg IV qds
Vancomycin - for MRESA resistant
staphylococous
Ceftriaxone -1 - 2gm once daily (IM or IV)
for suspected gonococcus ar
meningoroceus

NSAIDs
Surgical

Diaily needle aspiration

Open drainage

Arthroscopic debridement with lavage
Intravenous therapy for 10 -14 days and
then oral antibiotics for up to 6 weeks
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Complications:

Septicaemia

Jointankylosis

RHE!.T MATOID ARTHRITIS

Rheumatoid arthritis is a chronic
auto-immune inflammatory arthritis.
Typically affects females more than
males and constitutes 10 - 15% of all
palients seen in rheumatology clinics in
Nigeria.

Affects all age groups but especially
40yrs and above

Untreated badly managed, it could result
in deformities, cardiovascular
morbidities and decreased life
expectancy

It is characterized by affectation of small
and medium sized joints in a symmetric
fashion

Primary lesion is a synovitis whereby
immune competent all infiltrate the
acellular synovium, leading to formation
of 'pannus'. Auto antibodies such as
rheumatoid factor.

Pannus produces a lot of digestive
enzymes, proleases, collagenases,
metalloproteinase, cathepsin D
Ultimately, destruction of carlilage, bone,
tendons, ligaments

Resultant vasculitis and atherosclerosis
may affect internal organs such as lungs,

heart, eyes

&H2
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Risk fartors - genetic such as Shared
Epitope of HLA DRBL environmental
such as infective agent - parvowirus,
Epstein Barr virus, mycoplasma,
smoking

Clintical features

Diagnosis based on the American Caollege
of Rheumatology criteria (ACE)

Lately the ACR and European League
Against Rheumatism (EULAR) criteria
Symptoms include constitutional features
such as fever, loss of weight, loss of
appetite, fat FUE, Nausea, anaemia
Polyarthritis involving especially joints of
the hands, elbows, shoulders, feet, knees,
hip and temporo-mandibular

Hardly ever affectz joints of the spine
except Atlanto - axial joint

Dryness of themouth and eves
Subcutaneous nodules especially the
elbow

Internal organ involvement may include
pleural effusion, interstitial pneumonitis,
pericarditis, pericardial effusion,
ischemic heart disease, conjunctivilis,
hepatoslenomegaly

Differential Magnosis

Polyarticular ostecarthritis
Polyarticular gout

Systemic Lupus Erythernatosus
Spondyloarthropathy
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- Reactive Arthritis

Investigations

- Haematoerit, white blood eell count, ESR,
CEFP

- Liver functon tests (as most of drugs
used could be hepatotoxic)

- Chaolesterol, triglycerides

- Rheumatoid [actors

- Anti Cyclic Gitrullinated Peptide

Imaging

Plain radiographs especially of the hands
arid feet to demonstrate erosions

- Ultrasound of the joints to demonstrate
synovitis and erosions

CTscan

- MRI

Radicisctope

Treatinent of Objectives

Toreduce pain and swelling

To prevent joint destruction and deformities
To prevent cardiovascular morbidities

Management

Non-pharmacologic treatment as in
osteoarthritis

Disease modifying Antirheumatic drugs
(DMARDS) are the mainstay and must be
started immediately

- NEAIDs are supportive and should

.
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be stopped if no pain or if any adverse
effects
- Synthetic DMARDs:

- Methotrexate - gold standard -
7.5mg - 25mg once weekly orally or
subcutaneously
Sulfasalazine tablets - 1gm - 3gm
daily in divided doses

- Hydroxychloraquine - 200mg daily

- Leflunomide - 20mg - 20mg daily
after loading dose

- Arathioprine - 2-3mg/kg body
weight daily

- Cyclophosphamide

- In some cases, combination therapy

with Methotrexate + Sulfasalazine +

Hydroxychloroquine or Metholrexate +

Leflunomide

Biologic DMARD

- Used accordingly to guidelines if disease
activity high after synthetic DMARDs

- Numerous groups

Anti TNE -Btanercept,

B Lymphocyte Depletor - Rituximal,

Corticosteroids - Prednisolone at low doses,

less than 15mg eventually phased out within

& months; intra - artenlar steroid

NSAIDs -used only in exacerbation of pain

Adverse Effects
NSAIDs - Dyspepsia, Peptic ulceration,
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Gastro intestinal bleeding, hepatotoxicity,
fixed drug eruptions.

DMARDs - susceptibility to infections,
hepatotoxicity, elevated blood lipids,
pancytopenia, bone marrow suppression,
malignancy, teratogenicity

SYSTEMIC LUPUS ERYTHEMATOSUS

LUPUS

- Systemic lupus erythematosus is a
multisystemic auto immune disorder
with abroad spectrum of manifestations

- Affectsall organs and systems

- Deposition of inmune complexes
It presents as a chronic disease with a
waxing and waning course

- Gignificant morbidity and possible
mortality

- Affects mainly African Americans and
Hispanic

- Affects mostly females of child bearing
age [16-55yrs]

- Early damage due lo the diseasc; lato
disease due to infections and
atherosclerosis

Aetiology and puthogenesis

No definite aetiology, but genetic and

environmentfactors implicated

- Femalesex

- Genetic factors - commoner in
monoezygokic bvins
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Epigenetic factors

Environmental - ultraviolet rays, drugs;
Epstein-Barr virus (EBV); wvirale.g.
procainamide, hvdralazine, methyldopa)
Oral drugs such as oral contraceptives

Clintical features

Affects all organs and systems - skin,
joints, heart, lungs, kidneys, brain,
preghaney

Dhagnosis mostly by American College of
Rheumatology (ACR) Criteria and lately,
Systemic Lupus international
collaborating clinies [SLICC] criteria
Usually presents with fever,
polyarthralgia, fatigue, loss of weight
Heair loss, skin rashes, mouth or
pharyngeal ulcers.

Specific organ involvement:

Lung - pleurisy, pleural effusion,
pulmonary fibrosis

Heart ~ Pericarditis, pericardial effusion,
iachermic heart disease

Kidneys - Proteinuria, acute and chronic
renal failure, nephrotic syndrome

CNS - meningitis, encephalitis, seizure,
psychosis

Blood - Hemolytic anasmia, leucopenia,
thrombocytopenia

Pregnancy - Antiphospholipid
gyndrome - recurrent pregnancy losses,
intra-uterine growth retardation
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Differential Dagnosis

- Rheumatoid Arthritis

- Sclernderma, inflammatory myopathies
- Fibromyalgia

- Benign Hypermobility Syndrome

Investigalions

- Haematocrit, white blood cell count,
platelet count
ESR, CRP

- Urine Analysis and microscopy - for
casts, RBCs, protein

- Electrolytes and urea

= ChestX-ray

- ECG

- Serology - Anti-nuclear Antibody
(ANA); Extractable MNuclear Antigen
(EMNA); Double stranded DNA

- Kidney Biopsy -asindicated

Mantagement

- Corticosteroids- Prednisclone -
1-2mg/kg

- Anti-malarial - Hydroxychloroquine -
200mg-400mg daily

- Azathioprine - 2mg-3mg/kg body
weight

- Mycophenolate Mofetil - 1gm-3gmdaily

- Cyclosporine

- Cyclophosphamide

Biologic DMARDs - Rituximab,
Non—Ph,amamlﬂgm
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Avoid sunlight

Mvoid physical and emotional stress
Physical Exercise

Sunscreen
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CHAPTER B

OBSTETRICS AND GYNAECOLOGY

ABORTION

Introduction

Expulsion from the mother's uterus of a
growing and developing embrve or fetus
prior to the stage of viability (about 20 weeks),
with fetal weight less than50 g

Abortion is ome of the leading causes of
maternal morbidity and mortality in Nigeria
It may ba;

Spontaneous- Qccurring from natural
CcAauses ar

Induced - Brought about purpesefully
by drugs or mechanical means

The different types are:

Complete-- With complete expulsion or
extraction from the mother of a fetus or
embryo, and of any other products of
conception

Incomplete:- Parts of the products of
conception have been expelled but some
{usually the placenta) remain in the uterus
Unsafe

- Termination of a pregnancy in

&9
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circumstances where the law is restrictive
Safe: When it is carried out in accordance
with legal prescriptions.
In Migeria, abortion is legal when it is
necessary to save the life of a woman. When
therefore a doctor determines that the life of a
woman ig at stake and therefore cannot
continue with a pregnancy and therefore
carries out an abortion, the abortion is a safe
aborticn.
Abortions done in other circumstances is

unsafe,

Abortioncanalso be:

Habitual: - A single experience of an
abortion, or

Habitual:- When a woman has had

three or more consecutive, spontaneous
abortions

Clinical featuves
Threatened aborton:

Slight vaginal bleeding is often the only
symptom

The fetusis often alive and viable

Imminent/ incipient/impending abortion:
Copious vaginal bleeding

erine conlractions

Inevitable abortion:

The bleeding is more severe

The cerviz has started to dilate with
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separation of the conceptus from the uterine
bed

Rupture of the membranes in the presence of
cervical dilatation in a pre-viable pregnancy
Ampulla/ tubal abortion:
- Abortion of pregnancy in the ampulla of

thefallopian tube or the tube itself

- Rupture of an oviduct, the seat of ectopic

pregnancy
- Extrusion of the products of pregnancy

through the fimbriated end of the oviduet

- Aborted ectopic pregnancy, the T
pregnancy having originated in the
fallopian tube

Septic abortion: Complicated by fever,

endometritis and parametritis

Differentinl diagnoses
Ectopic pregnancy, and Hydatidiform mole

Investigations
Pelvic ultrasound scan

Pregnancy test will be necessary in cases of
threatened abortion

Microscopy, culture and sensitivity test of
vaginal discharge
Urinalysis; urine microscopy, culture and
sensitivity
Full Blood Count
Blood Group
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HIV test, Hepatitis B and C antibodics

Complications

Endometritis, Parametritis, Peritonitis
Haemorrhage, HIV infection, secondary
infertility,

Perforation of the uterus and/or intestines
rupture of the bladder

Treatment objectives
Restore hemoestasis, prevent/treat
cormplications, provide health education, and 1o

provide post-abortion family planning

Non-drug treatment
Mursing care
Psychological support
Personal hygiene

Drug treatment

Treatinfection(s)

Replace fluid, electrolyte, and blood losses.
Complete/incomplete abortiom:  Surgical
correcton evacuation of retained products
using manual vacuum aspiration (MVA) or
misoprostal

Prevention

Promote personal and family
understanding of basic reproductive health
- Universal basic education
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- Girl child education
- Moral insbruction

Frotect vulnerable groups (young females)
fromundue exposure to their male folks
- Athome
- Imschool
- Within peer groups
Legislation against street hawlking for
vulnerable groups Provide access to Primary
Health Care and referral to efficient and
effective higher levels of care Enforce existing
laws on the criminality of abortion

Review existing laws on abortion with a
view to promoting and prolecting the overall
wellbeing of mother and unborn child

ANTENATAL CARE (ANC)
Introduction

Antenatal Care (ANC) is the clinical
assesament of mother and fetus, with the
overall goal to obtain the best possible
outcomes for both

ANC is an excellent example of preventive
health care, as it deals mainly with normal
individuals with an emphasis on the practice
of health promotion

Availability, accessibility and utilization of
ANC remain poor in Nigeria as in many other
developing nations

Aims of antenatal care

ftd



B RS TETRICS AN Gy HARCT LG

- Assessment and management of
maternal risk and symptoms

- Assessment and management of fetal
risks

- Prenatal diagnosis and management of
fetal abnormality

- Diagnosis and management of perinatal
complications.

- Decisions regarding timing aned maode of
delivery.

- Parental education regarding pregnancy
and childbirth

- Parental cducation regarding child-
Tearing

Providers of antenatal care
Communily care, supervised
predominantly by the midwife

- Shared care between the woman's
general practitioner, midwife and
obstetrician, with visits interspersed
between all health professionals
concerned-

Basic care component-
75% of pregnant woinen usually qualify for
this
Haospital-only care:

- In cases where there is increased risk to
the mother, fetus, or both- specialized
care componert

- Acritical 25% of women will usually fall
under this category
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Schedule of visits during preghancy

Previously, antenatal vigits were:

- Monthly until 28 weeks gestation, then
fortnightly until 36 weeks, and weekly
thereafter until delivery, resulting in up
to 14 hospital visits during pregnancy

Best available evidence indicates that thereis
no difference in outcome between a four-visit
schedule and a twelve-visitschedule

- Current trends favour fewer visits,
while establishing clearly defined
objectives to be achieved at each visit,

This pattern of ANC is called Focused

Antenatal Care

Pre-conception visit

IstANC visit

- Bestbefore, and notlater than the 12 week

2nd ANC visit

- Scheduled around the 26, weeks

Sl ANC visit

- Scheduled around the 32 week

HhANC visit

- Belweenthe 36a, and 38a,week

Posimatal visit- scheduled within 1 week

postnatally

This model is suited for the basic care component,

the specinlized care component is better managed
writh the 12-visit schedule
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Malaria Prophylaxis

Intermnittent preventive treatment in
pregnancy using Sulphadoxine-
pyrimethamine (IPTp-SP).

Administered as directly observed therapy
(DOT) of three tablets of Sulphadoxine-
pyrimethamine | each tablet containing
500mg/25mgSP).

Three doses of IPTp-5I is recommended

Starting as early as possible in 2 Trimester
(after quickening or 16-18 weeks)

IFTp-SP is recommended at each scheduled
ANC visit until time of delivery provided
that the doses are given one month apart.

IFTp-5F should be avoided in first trimester.

SP should not be administered to women
receiving co-trimoxazole.

SP can be safely used in a woman on daily
dose of §.4mg of Folic acid.

Folic acid at a daily dose equal or above Smg
should not be given together with 5P as this
counteracts its efficacy as antimalaria,
Activities during each visit
Pre-conception visit

Asgess the general health and well-being of
the patient

Take appropriate action based on the
outcome assessmernt

General advice regarding nutrition and life
style
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1stANC visit
Should be in the 1%trimester, preferably
before the 12« weel

Should last between 20 - 40 minutes. Key

objective is to obtain the patient's medical and

obstetric history:

- Assess the woman's eligibility to follow
the basic component of the new WHO
model using, the classifving form which
contains 18 sets of questions.

Activities during the visit should include:

Physical examination

- General examination including height
and weight

- Blood pressure

- Chestand heart auscultation

- Symphvio-fundal height (SEI)
measurement and abdominal palpation

- Waginal examination - specifically for Pap
smear if the woman has not done one in
the past2 years; also for women with past
history suggestive of cervical
incompetence - assessmentand referral

- Any medical or obstetric conditions that
require specialized care

Investigations -Urinalysis for bacteriuria,
proteinuriaand glycosuria

- Haemoglobin, genotype

- Blood group

- HIV screening,

- VDREL

Hepatitis Band Cscreening
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- Haemoglobin concentration/ packed
cell volume

Irterventions
Iron and folate
Tetanus toxoid- 1"injection.
Treat for syphilisif VDRLis positive.
Refer if other investigation results so require.
Allow time for advice, gquestions and
answers, and scheduling of next
appointment.

Maintain complete clinic records of all
transactions of the visit

Ind ANC visit
Should be elose to, or at 26thweek
Expected to take about 20 minutes.
Activities during the visit should include:
Review of history for any changes.
Assessment of adherence to youtine ANC
medicines.
Aszess for referral

- Update the risk status and refer if the
need arises.

Physical examination

- General examination: pallor, edema

- Blood pressure

- SFHmeasurement

Investigations
Urinalysis for bacteriuria,

LEE]
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proteinuria -for nulliparous women and
those with a history of hypertension or pre-
eclampsia/ eclampsia

Haemoglobin concentration/ packed cell
volume only if there is evidence of anaemia

Istterventions
Iron
Folicacid
Malaria prophylaxis
- Intermittent treatment with
sulfadoxine/ pyrimethamine

- Omne full treatment dose in the 2 and
Irdtrimesters

- Last dose notlater than 1 month before the
Expected Date of Delivery

On:
- Proguanil 100 - 200 mg orally daily
Maintain complete clinic records as well as
AMC card records

Ard ANCY

Should be around the 32 week

Expected to take about 20 minutes.

Activities during the visit:

Review history for any changes

Assess adherence to routine ANC
medicines,

Exlraattention to advice on

700



B RS TETRICS AN Gy HARCT LG

- Whatto doiflabour oceurs

- Whatto do if membranes rupture

- Birth spacing and counselling on
contraception,

- Assessforreferral

Physical examination

- General examination: pallor, edema,
dyspnea

- Breastexamination

- Blood pressure

- Abdomen; SFH palpation to exclude twin
gestation, and fetal growth retardation

Investigations

-Haemoglobin concentration or packed cell
volume

-gompulsory for all in this visit

-Urinalysis: bacteriuria, proteinuria; for
nullipara and those with hypertension,
pre-eclampsia/eclampsia

Interventions

Iron

Folic acid

Tetanus toxoid (2 injections)

Antimalarial drugs

Maintain complete records: clinic as well as
ANC card records

AhANCvisit

The final visit before labour or delivery
Should take place about or between the 36 -
F8weeks
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Activities during the visitinclude:

Review history forany changes

Aszseasment of adherence to routine ANC

medivines

Physical examination

- General examination

- Blood pressure

- Abdomen:SFH, fetal lie and presentation;
presence of multiple gestations

- Advise on the concept of prolonged
pregnancy and the need to present if still
notinlabour by the 41 week

Investigations

Urine: proteinuria; only in nullipara,
hypertension, pre-eclampsia/eclampsia
Assess for referral

Interventions

Irom

Faolic acid

Malaria prophylaxis

Advice, questions and answers; scheduling
nextappointment

Maintain complete records: clinic as well as
ANMNC card records

Malaria treatment for breakthrough
episodes
Queinine is safe and can be used in all
trimesters
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Artemisinin-based combinations are safe in

the 2 and 3rdirimesters

- Artemether-lumefantrine is
considered safe

Postnatal visit

Should hold within 1 week postpartum

Offer contraception

Complete tetanus prophylaxis with tetanus

toxoid

Continue interventions: iron, folic acid and

malaria prophylaxis

ANAEMIA TN PREGNANCY

Anaemiais the most common complication of

pregnancy insub-Saharan Africa

It is a diminution below normal of the total

circulating haemoglobin mass

World Health Organization definition of

anaemia

- Haemoglobin concentration less than 11
g/dL or a hematocrit less than 33% in
peripheral blaod

For practical purposes in developing and

tropical countries a haemoglobin

concentrationof 10 g/ dL or hematocrit of 30%

is taken as cut off

- Below these levels there may be adverse
fetal and maternal cutcomes

Classification
Mild -PCV 25-29%
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Moderate- PCV 20-24%
Severe - PCV <20%

Clinical presentation
Varies; depends on the severity
- May be asymptomatic or symptomatic

Symptoms

Generalised weakness

Lassitude

Basy fatigability

Headaches

Dyspnea on mild exertion

Ankle swelling

Sigits

Pallor

Jaundice may or may not be present

Pedal edema

Tachypnea

Tachycardia

Haemic murmurs

Pseudo-toxaemia

- Systolic hypertension, edema and
albumirnuria

Theremay, or may not be clinical evidence af

causative pathology

- Gickle cell facies, urinary tract symptoms,
etc.

Hepatomegaly: not invariable

Splenomegaly: notinvariable

Anaemic heart {ailure in extreme cases
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Differential diagnoses

Mutritional deficiencies

- Iron, folic acid, protein, vitamin C; trace
elemendts, and rarely vitamin B12

Physiological demands of pregnancy

Excessive red cell haemelysis as inmalaria,

haemaoglobinapathies

Infections: urinary tractinfection, HIV/ AIDS

Hookworm infestation

Antepartum haemorrhage

Bone marrow pathologies

Miscellaneous: e.g. bleeding ducdenal ulcer

Complications

Maternal

Aborton

Cardiacfailure

Reduced ability to tolerate blood loss at
delivery

Reduced ability to tolerate anaesthesia
Diminished resistance to infection

Preterm labour. Precipitate labour may occur
Death

Spontanecus abortion

Intrauterine growth restriction. Intrauterine
fetal death

Sl birth

Prematurity

Risk of developing anaemia within 2 - 3
months of birth if mother suffered iron

705



B RS TETRICS AN Gy HARCT LG

deficiency anaemia

Investigations
Haematoerit
Haemoglobin concentration
White blood cell count and differentials
Blood picture
Reticulocyte count
Blood smear
Midstream urine: microscopy, culture and
sensitivity
Stoel analysis: ova, cysts, parasites, occult 1o
blood
Group and cross-match blood
Haemoglobin genotype Blood Group
VDRL
HIV screening Urinalysis and culture.
Ultrasound scan (e.g. of abdomen, pelvis).
Bone marrow biopsy if bone marrow
invalvement is suspected

Treatment objectives

Correcthematocrit,

Treat underlying cause(s)

- Seedifferential diagnoses.

Fetal surveillance;

- Of growth and wellbeing to exclude
IUGR and intrauterine asphyxia

Correction of hematocrit:

Oral haematinics

- For mild and moderate anaemia -
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Ferrous sulfate
- 200 mg daily and folic acid 5 mg daily
Vitamin C (ascorbic acid)
= 10 mg three times daily.
- Parenteral iror: indicated in
- Mild to moderate anaemia, near term
- Malabsorption of oral iron, or when it
causes serious gastroenteritis
Administration:
Calculate haemoglobin deficit
For each 1 g/dL deficit, 250 mg of iron
dextran injection isrequired
Additionally, 50% of the total calculated is
added onto the deficit valus to take care of the
iron stores
Administer by deep intramuscular injection
into the gluteal muscle, by slow intravenous
injection or by intravenous Infusion (after a
negative test dose)
Intramuscular injection
- 250 mg daily; after a negative test dose of
25mg Intravenous
- Ifthetotal calculated dose of iron dextran
isless than 1,500 mg it can be given over §
hoursinone litre of sodium chloride 0.9%
- If greater than 1,500 mg, it should be
given in divided doses daily, not
exceeding 1,500 mg/day Ankhistamine
(chlarphenamine injection), epinephrine and
hydrocortisone injection must be available:
iron dextran could cause severe anaphylaxis
Blood transfusion
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- Consider as from the 37 week for mild
anaemia and from the 32 week for
moderate anaemia

- Usually, packed cells under furosemide
cover

Indications:

Severe anaemia irrespective of gestational
age

Cardiacfailure

Moderate anaemia detected in labour or
during an abortion, ar co-existing with other
conditions such as sepsis, renal failure,
haemaorrhage or eclampsia

Prevention
Counselling on contraception; adequate
spacing of pregnancies.
Malaria prophylaxis in pregnancy.
Chemoprophylaxis against helminthiasis.
Prompt and appropriate treatment of febrile
illnesses in pregnancy
Improvement of the socioeconomic status of
the people

Provision of accessible and affordable
maternity care facilities

CANCER OF THE CERVIX

Introduction

The second most common malignancy and
the leading cause of death among women in
developing countries
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- 75% of the patients present in advanced
stages; lack of organized screening
programmes for detection of the preclinical
stages inmany countrias

Aetiologw/risk factors
Aeticlogy not known but several risk factors
have beenimplicated:
Early sexual exposure
Multiple sexual partners
A promiscuous male partner

History of sexually transmitted infections
particularly Human Papilloma Virus
infection; Herpes simplex type 2; chlamydia
trachomatis
Early first child birth
High parity
Low socio-ecanomic status, Smoking
Micronutrient deficiency. Poor sexual

hygiene

Clinical features
Two age groups with highest incidence: 35 -
4l years; 45 - 55 years,
May be asymptomatic
- Picked up in the early stage by routine
PAFP smear screening
Abnormal vaginal bleeding:
- Post-coital
- Contact
- Sponianeous
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- Inter-menstrual
Post-menopausal Vaginal discharge Becomes
offensive in advanced disease, Pyomelria
withuterine enlargernent

Haemorrhagic, ulcerative or fungating
lesion on the cervix, with extension to the
vagina wall in advanced stages Vesico-
vaginal fistula in advanced stages. Also, there
may be recto-vaginal fistula in advanced

stages Cachexia
- The presence of a lesion on the cervix

Presumptive DHagnosis
Based on:
- Typicalhistory of risk factors
- Histological confirmation of malignancy

Differentinl diagnoses

Endometrial cancer.Endometrial
hyperplasia.Endometrial polyps. Cervicitis,
Cervical polyps, Cervical erosion

Vaginal lesions: vaginitis, vaginal
malignancy Functioning tumours of the
ovary leading to endometrial hyperplasia and
vaginal bleeding Iatrogenic: hormomnal drugs
and IUCD in-situ, Blood disorders: bleeding
dyscrasias, leukaemia

Investigalions

FPacked cell volume; haemoglobin
concendration
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Urinalysis
Blood Group
White ecell count, and differentials.
Electrolytes and Urea, Liver function tests
Midstream urine specimen for microscopy,
culture and sensitivity; Chest radiograph;
HIV screening, Inbravenous urography

Principles of managemeil
Examination Under Anaesthesia

- Blaging and Biopsy

Treatment of invasive carcinoma of the cervix

- Surgery

- Radiotherapy

- Surgery plusradictherapy

- Chemo-radiation

Treatment options will depend on

the skill of the surgeon, availability of

facilities, the stage of the disease, Age of the

patient, and the

Ability of available personnel to manage

untoward effects of the modality of treatment

chosen

Surgery or radiotherapy {as primary modes

of treatment respectively)
Radiotherapy can be used as primary
mode of treatment in all stages of the
disease

Follow up
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This is for life. Regular cytology of wvault
smears for early detection and prompt
treatment of recurrence.

Prevention

Adequate screening programmes:
Papanicolaou smear Visual inspection of the
cervix after acetic acid lavage (VIA). Testing
for the human papilloma virus. DNA Specific
programures targeted at eliminating or
mitigating the effects of recognized risk
factors

CARDIAC DISEASE TN PREGNANCY

Introduction

A rare but potentially serious clinical

entity. Occurs in about 1% of all pregnancies.

Incidence and prevalence of all heart diseasze

varies from place to place.

- Rheumatic heart disease is more
commonly found in less affluent societies
while congenital heart disease now
accounts for approximately 50% of
cardiac diseases in pregnancy in the UK.

Types of cardine diseases in pregnancy

Acquired

Eheumatic heart diseases

- Mitral > Aortic > Tricuspid > Pulmonary
Cardiomyopathies
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- Particularly peripartbum cardiomyopathy
which could be either congestive or
obstructive

Pre-existing hypertensive heart disease

Ischaemic heart disease

Congenital

Acyanotic heart disease

- Atrial septal defect, ventricular septal
defect, patent ductus arteriosus, ete,

Cyanoticheart diseaze

- Tetralogy of Fallot, Eisenmenger's
syndrome, Acquired forms of cardiac
disease appear to be more lethal in
association with pregnancy, in women
aged 25 years or more, and in third or
later pregnancies

Congenital malformations are more

prevalent in younger wormen and in those of

lower parity

Clinical features
Severity of heart diseasein pregnancy
The New York Heart Associabion Guidelines

(1965) isused.

- Relies on the cardiac response to physical
activity; may not bear any relationship to
the extent of the lesion present

Class1

- Nolimitation of physical activity Class 2

- Elight to moderate limitation of physical
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activity: ordinary day-to-day activities
cause dyspnoea

Class 3

- Marked limitaton of activity, Minimal
exertion causes dyspnoea

Class4

- Symptoms at rest; unable to carry oot any
physical activity without dyspnoes;
orthopnoea may be present

Other symploms

Palpitations Nasal stuffiness

Dizziness; light headedness; syncope
Epigastric or sub-xiphoid pain; bloating,
heartburn

Heatintolerance, sweating and flushing

Signs

Plethoric{acies

Qdema (legs; occasionally hands and face)
Varicoseveins

Bounding pulses and capillary
pulsations. Capillary
telangiectasia Prominent jugular venous
pulsalions. Lateral displacement of cardiac
apex. Sinus tachycardia; ectopic beats Third
heartsound

Widely splitS and Sheart sounds]

Murmurs. Crepitations

Investigations
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Full Blood Count

Serum Electrolytes, Urea and Creatinine
Urinalysis

Blood Glucose

Bedside crude clotting time
Echocardiography (Doppler)
Electrocardiography

Serial blood cultures (if iInfective endocarditis
is suspected)

Chest radipgraph is better puoided in pregnancy

Management
Pre-pregnancy
Fully evaluate patient in conjunction with a

cardiologist

Surgically correct any defect thatis amenable

Counsel on the following points:

- Risk of maternal death

- Possible reduction of maternal life
expectancy

- Risk of fetus developing congenital heart
disease; fetal growth restriction

- Possibilily of pre-term labour

- MNeed for frequent hospital attendance;
possible admission

- Meed for intensive maternal and fetal
monitering in labour

Antenatal Care
Joint managerment with the cardiologist
Extreme vigilance: most features of cardiac
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failure are present in pregnancy

Watch out for respiratory tract infection or
urinary tractinfection and treataggressively

Watch out for anaemia, obesity and

multiple gestations for intensive care.
Intensive care also required when other
medical or psychological conditions co-exist.
Examinatbon:
- Ankleand sacral edema
- Pulserate and rhythm
- Blood pressure
- Jugular venous pressure
- DBasal crepitations
- Symphysio-fundal height (5FH)
measursment,
- Compatent dental care:
- Fullinspection
- Advise onoral hygiene
- Dental treatment eg tooth extracton
should be done under antibiokic cover to
preventinfective endocarditis
Admission
- Individualised; usually when
complications or intercurrent ilinesses oceur

Supportive measures
Elastic stockings or tights to prevent pooling
of blood in the veins of the lower limb
- Indicated for example in patients with
congenital heart disease, with pulmonary
hypertension; artificial valve
replacements; those with atrial
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fibrillation
- Heparin safer in pregnancy; warfarin is
teratogenic Termination of pregnancy
and sterilization
- Bestoption insevere debilitating cases
Congestive Cardiac Failure
Manage as if non-pregnant (in conjunction
withacardiologist)
Fetal surveillance:
- Ultrasound scan particularly for cardiac
anomaly at 22 weelss
Delivery:
- Fither for maternal or fetal indications.
Cardiacsurgery in pregnancy if indicated
Management of labour in women with
cardiac dizease
Avoid induction of labour if possible
Prophylactic antibiolics to prevent bacterial
endocarditis
Careful fluid balance
Avoid the supine position
Epidural anaesthesia by a senior anaesthetist

Shorten 2 stage with low cavily forceps
delivery Oxytocin for third stage;
ergometrine is contraindicated Oxygen
should be available and used if needed

Complications

Maternal
Mortality:

o b



B RS TETRICS AN Gy HARCT LG

- 25-50% in Eisenmenger's syndrame; 5%
in tetralogy of Fallot; 1% in rheumatic heart
disease
Congestive cardiac failure:
- Greatest risk in the immediate post-
partum period

Fetal
Bheumaticheart dizease;
Intrauterine growth restriction;
pre-term delivery
Cyanotic comgenital heart disease:
Poor outcomes; up 40% fetal loss
Dneorrected coarctation of aorta:
Fetal growth restrictionin>10% of cases
Pre-maturity
Small [or gestationage
Intrauterine growth restriction
Intrauterine fetal death
10 - 15% chance of baby having congenital
heart discase

ECLAMPSIA
Introduction
The occurrence of generalized
conwvulsions, associated with signs of pre-
eclampsia during pregnancy, labour, or
within 7 days of delivery; not anticoagulation
Referred to as atypical eclampsia if it ocours

- Intheabsence of high blood pressure
- After 7 days post-partum
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Incidence is widely wvariable. Worldwide
range reported to be 1 in 100 - 1 in 3,448
pregnancies In Migeria, it is commoner
among un-booked patients.

Actiology

Mot exactly known. Its precursor is pre-
eclampsia. A disease of primigravidae, or
multigravidae with pregnancy for a new
consort.

Clinical features
Generalized tonic-clonic seizures, usually
heralded by:
- Headaches
- Dizziness and blurring of vision
- Nauseaand vamiting
- Epigaslric pain
- Rapidly progressive edema.
- Exaggerated tendon reflexes.
-  Oliguria
Hypertension.
Worsening proteinuria

Complications
Maternal
Cerebral haemorrhage
Disseminated intravascular coagulopathy
Renal failure
Cardiopulmonary failure
Liver dysiunction (as in HELLP symdrome)
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Fatality

Fetal

FPrematurity

Intrauterine growth restricton. Intrauterine
fetal death. Fetal brain damage

Differential diagnoses
Idiopathic epilepsy: sometimes
accompanied by transient proteinuria
Cerebral malaria: sometitnes accompanied
by hypertension and albuminuria It
Prneumococcal meningitis
Hyper and/or hypo-glycaemia, particularly
among diabetics.
Terminal phase of severe anaemia
Terminal phase of hepaticfailure,
Severe infections and septicaemia.
Others:
- Uremia
- Braintumours or abscesses
- Cerebralhaemorrhage
- Poisoning (accidental or intentional)
- Hysteria

Investigations
Haemoglobin concentration/hematocrit
Haemoglobin genotype, Platelet count, Blood
Group
Serum Urea and Electrolytes; Creatinine
Liver functon tests
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Urinalysis

Management
Mannge in conjunction with the physician

Treatinent objectives
Stabilise the patient
Deliver fetus by the safest and most
expeditious route
Preventcomplications
Stabiliration
Control (and prevent further) fits
Control blood pressure
Maintain the airway
Ensure adequate urinary output
Monitor
Controlling fits
Intravenous diazepam -10mg stat to abort
seizures or prevent fits during examination;
then
- Intravenous infusion of glucose 5% in
water with 40 mg of diazepam addad,
and titrated against the patient’s level of
CONSCIOUSTIess
Magnesinm sulfate {see details below)
Treatment packs ave contained in cardboard boxes
containing magnesivm sulfate for the londing
dose, 24hour maintenance therapy and treatment
of one (vecurrent) convulsion. Syringes, swabs,
drip sets and fldds also contmined in Featment
packs.;
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- Calcium gluconate should always be
available to manage toxicity

Intravenous infusion of magnesium sulfate

- Loading dose: 4 g by slow intravenous
injection over a period not less than 5
minutes (preferably over 10-15 minutes)

- Maintenance: 10 g in 1 litre of sodium
chloride 0.9%, given by intravenous
infusionatarate of 1g per hour

The intramuscular magnesium sulfate

(Pritchard) regimen

- Leading dose: 4 g by slow intravenous
injection over a period not less than 5
minutes, then 10 g intramuscularly, 5 g by
deep intramuscular injection into each
buttock

- Maintenance therapy: 5 g by deep
intramuscular injection, 2.5 g in each

buttock every 4 hours

- Continue for 24 hours after last
convulsion, or delivery.

Recurrent comvulsions

Magnesium sulfate
- 2-dgintravenouslyoverSminutes
Give lower dose (2 g) if the patientis small

and /or weight isless than 70 kg
Monitoring during magnesium sulfate
therapy

Continue with intravenous infusion or give
the nextintramuscular dose onlyif
- Patellarreflexes are normal
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- Respiratoryrateis > 16 cycles/minute
- Urine output is > 25 mL/hour {or > 100
mbLindhours)
Consider reducing the dose if
- Renal lunctionis impaired
- Respiratory depression cccurs
- Urine oulputis <100 mL in4 hours
More frequent monitoring is required in the
first two hours onintravenous therapy

Magnesium toxicity

Absent patellar reflexes:

Stop magnesium sulfate treatment

Administer oxygen by face mask

Administer 1g calcium gluconate by slow
intravenous injection,

If respiratory rate is abnormal:
Stop further magnesium sulfate

If there are no regpiratory abnormalities or
abnormal patellar reflexes:
Feduce the dose by half.

Respiratory artest:

Stop magnesium sulfate treatment

Intubate and ensure ventilaton (manage
with the anaesthetist)

Calcium gluconate 1 g by slow intravenous
injection.

723



B RS TETRICS AN Gy HARCT LG

Control of bloo a

Intravenous hydralazine
- 5mg bolusslowly over 15 minutes, stat.
Further boluses can be given every 20 - 30
minutes as long as diastolic blood pressure is
110mg and above

Onr:

Labetalol

- 20 mg intravenously asabolus

- Repeat after 15 - 20 minutes (if need be,
increasing the doses)

Theairway:

- Intermittent suction of the nostrils and
oropharynx

- Inscrtanairway

Urinary output:

- In-dwelling Foley's catheter for strict
fluid input and cutput monitoring,

Monitoring:

- Quarter-hourly vital signs

- Record any further fits

Delivery
Induction of labour

- Is the first option if the cervix is
favourable, particularly if the patient is
notyet inestablished labour

- Can be done by the use of escalating
doses of oxytocin infusion or with
misoprostol tablets

T



B RS TETRICS AN Gy HARCT LG

Electiva forceps delivery

Should be done if patient is in the second
stage to reduce the stress and
cardiovascular changes, especially peaks
of elevated blood pressure that
accompany expulsive efforts at this stage
inlabour

Emergency Caesarean section is indicated

whei:

Cervix is unfavourable for induction
Thereis fetal distress

Patient is unconscious (unless delivery is
imminent)

Vaginal delivery is unlikely within 6 - 8
hours from the onset of the first eclamptic
fitand there is an obstetric indicationfora
Caesarean sechion

Post-partum

Continue parenteral anticonvulsant for

another 24 hours after delivery (or after last
seizure), whichever comes first

Prevention

Adequate antenatal, intrapartum and
postpartumcare,

Early detection of pregnancy-induced
hypertension.

Aggressive managemenit.
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This is the 'gold standard' towards achieving
good fetal and maternal outcomes

Re-occurrence

- Occursinl5.6% of cases

- Adequate counselling on the need for
early booking, regular antenatal clinic
attenidance and hospital delivery in
subsequent deliveries required.

ECTQPIC PREGNANCY
Introduction
Fregnancy in which the conceptus implants
either cutside the uterus (fallopian tube,
ovary or abdominal cavity) or in an abnormal
position within the uterus (cormua, cervix,
angular and rudimentary horn)
The most common surgical emergency in
womenin many developing countries.
A substantial cause of maternal mortality:
- Rapidity with which haemorrhage
angd shock occur
- Fre-rupture diagnosis is elusive, with
consequent delay in surgical
managemernt

Clinical features:

The clinical subsets include:
Acute ectopic gestation

-  25% orlessofcases
Sub-acute ectopic gestation
- 753% of cazes
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"Silent" ectopic/ chronic ectopic gestation

Acute Ectopic Gestation

Amenorrhoea

Features of acute abdomen particularly
lower abdominal pain, vaginal bleeding or
brownish discharge, severe pallor, shoulder
tip pain,

Difficulty with sitting on hard surfaces.
Features of shack with cardiovascular
collapse: hypotension and tachycardia
The uterus is slightly enlarged with
tenderness onone side

- Some advice that examination
should be avoided if there is a strong
suspicion of an ectopic pregnancy

Positive cervical excitation tenderness

Sub-acute Ectopic Gestation

Slow-leaking ectopic prior to rupture, with
most of the signs and symptoms of acute
ectopic gestation pregent but in the mildest
form.

"Silent" vs. "Chronic" Ectopic Gestalion
Asymptomatic
- May just be picked up during a pelvic
examination in the course of booking or
antenatal clinie, or found on ultrasowund
for another pelvic pathology
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Complications

Shock
Sterility (with the loss of both tubes). Often
requires blood transfusion (with its attendant
cost and risk of blood-borme infections) 3-
20%riskofhavinganotherectopicgestation
Fatality

Diagnosis

Requires a high index of suspicion
particularly in the case of atypical, slow-
leaking or chronic ectopic gestation where
diagnosis could be difficult

Differential diagnoses

For unruptured ectopic pregnancy: Acute
pelvic inflammatory disease, Adnexal
torsion, incomplete abortion, Endometriosis
Degenerating uterine fibroid, Acute
appendicitis, Accidented ovarian cysts

Investigations

Haemoglobin concentration/packed cell
volume

Blood grouping and cross matching

Urinalysis
Ultrasound scan of the pelvis (preferably
trans-vaginal) ; Serum B-hCG (where
available) especially in silent cases
Laparoscopy may be necessary when still in
doubt, but the availability of trans-vaginal
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ultrasound scan may obviate this
- Final arbiter when the diagnosis isin
doubtis exploratory laparotomy

Treatinentobjectives
Depend on the clinical subset. The objective is
to preserve maternal life

Acute ectopic
[mmediate resuscitation (fluids/ bload). Stop

haemorrhage by emergency surgery. Replace
lostblood.

General principles and treatment modalities

Surgery

- Salpingectomy (total or partial) for
ruptured ectopic pregnancy

- Partial salpingectomy if the remaining
segment of the tube is about 4 cm long;
this could be used for reconstructive
surgery subsequently

- Salpingostomy for unruptured cases.

MNon-surgical options

- Used in unruptured cases: expectant
management and medical agents

Expectant management
- Monitor pregnancy by -h(CGlevels
- Vaginal scans: spontaneous resorption
can occur provided gestationsacis <4 cm
and hCGis <1,500 IU
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Medical treatment

- Methotrexate

Administered systemically or locally to

induce dissolution of trophoblastic tissue (Ru

486)

-  Hyperosmolar glucose solution,
potassium chloride and prostaglandins
canalso been used

Autotransfusion

- During surgery for ectopic gestation;
very important in developing countries
with inadequate blood banking services

- The risks of transfusion with domated
blood arc avoided

- Useonlyfreshblood.

Ondischarge:

- Counsel for contraception and advise to
report immediately to the hospital if a
pregnancy is suspected so that its site can
be confirmed

HYPEREMESIS GRAVIDARUM

Introduction

A clinical situation in which vomiting in early

pregnancy considered to be physialogical

becomes persistent or severe enough to

disturb the patient's health and/or require

hospitalization., Occurs in approximately a

third to 50% of women

- Often the first sign of pregnancy,
beginning at about the 6 week and stops
spontaneously before the Tdthweek
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Generally limited to the early morning, but
may occur at ather times of the day, Cause is
essentially unknown, buthypotheses include
Hormonal:

- Increased sensitivity to placental
hormones such as hCG, estrogen or
Progesterome.

- May be psychogenie:

- The woman thinks she should have esarly
morning sickness because generations
before her have had it.

Clinical fealures
Tersistent and severe vomiting that leads to
electrolyte and nutritional derangernents

Differential diagnoses
It is a diagnosis of exclusion. Concerted effort
muat be made to exclude the under listed
causes of pathological vomiting:
Multiple gestations
Hydalidiform mole
Malaria in pregnancy
Gastrointestinal disorders:
Heartburn due to hiatus hernia: & common
cause of vomiting in late pregnancy
Entoritis
Appendicitis
Peptic ulcer disease
Hepatitis
Acutefatty liver of pregnancy
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Pancreatitis

Cholecystitis

Urinary tract disorders: pyelomephritis

Arcute polvhydramnios

- Commonly associated with monozygotic
twinning and diabetic pregnancies

Pre-eclampsia Accidents to ovarian cvsts

- Torsion, haemorrhage, infection and
rupture Red degeneration in a fibroid

Complications

Biochemical abnormalities

- Usually sequel to vorniting, starvation
and dehydration

- Ketosis, electrolyte imbalance (alkalosis
and hypokalemia); vitamin deficiencies

In neglected or poorly managed cases: severs

weight loss, Tachycardia, Hypotension,

Oliguria

Meurologic disorders from vitamin B

deficiency

Retinal haemorrhages, Jaundice (from

hepatic necrosis), Oesophageal tears and

spontaneous rupture of the ocsophagus,

Mendelson's syndrome, Fetal loss, Maternal

muortality

Investigations

Full Blood Count with differentials; Urea,
Electrolytes and Creatinine; Liver function
tests;
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Midstream urine for microscopy, culbure
and sensitivity; Urinalysis for ketones;
Blood film for malaria parasites; Ultrasound
scan of the pelvis/abdomen to rule out
multiple orabnormal pregnancies

Management

Admit

Strict intake-output monitoring Intravenous

fluid therapy to:

- Correctelectrolyte dishubances

- Providecalories

- Rehydrate the patient

- Anti-emetics
Those that have been proven not Lo be
teratogenic.

- Cydizine 50 mg orally

O

- Promethazine 25 mg orally

All of these are taken thiee times datly.

Total parenteral nuirition

- Insevers caszes

In persistent and intractable cases with
significant maternal complications,
termination of pregnancy may be considerad

JAUNDICE INPREGNANCY

Introduction

Usually indicates a liver/biliary disorder
and becomes clinically agparent when the
serim bilirubin exceeds 2 -

25mg/dL

Many indicators of liver disease in the non-
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pregnant State are normal findings in
pregnancy. Thesle include:

- =g}:ﬂdr&r naevi

- Decreaszed plasma albumin

- Increased serum lipids

Prothrombin time, transaminases and
bilirubin are unaltered in normal pregnancy
Taundice ocours in about 1 in 1,500 - 2,000
Pregnancies

Aetiology

Aetiology peculiar to pregnancy
Hyperemesis gravidarum

Pre-eclampsia and eclampsia as seen with
HELLF syndrome

Acute yellow atrophy {acute fatty liver in
pregnancy; acute hepatic failure)
Intra-hepatic cholestasis of pregnancy
Cholestasisin pregnancy Gallstones

Aetiology nol peculiar to pregnancy

Viral hepatitis

Haemolytic jaundice

Adverse reactions to drugs e.g.
chlorpromazine, tetracycline

Congenital hyperbilirubinaemias such as
Dubin-Johnson syndrome

Liver cirrhosis

Clinical features

Acute yellow atrophy
A rare and serious disorder associated with
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highmortality

Occursin the order of 1: 10,000 pregnancies
Unknown aetiology

Typically noted in primigravidae, occurring
after the

30"week of pregnancy or few days after birth
Thejaundice is classically cbsbructive
Onsgetusually sudden with

- Abdominal pain (right upper quadrant)

- Headaches

- NMauseaand vomiting
- Progressivejaundice i
- Encephalopathy

- Hypertension is notuncommen

Histology

Perilobular fatty infiltration of the liver cells
There is no place for lver biopsy because of visk of
severe bleeding complications

Manrgement

Early diagnosisis mandatory

- Clinical features with evidence of
deranged LFTs and of renal failure

The management requires a combined team

of obstetrician, physician and anaesthetist

Definitive treatment

Deliver the baby as scvon as possible
(frequently by

Caesarean section)
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Supportive measures

Transtusion with bload, fresh frozen plasma,
platelets as indicated

Renal dialysis

Complications

Disseminated intravascular coagulopathy

Hypotansion

Significant risk of maternal and fetal death

due to:

- Maternalliver failure

- Metabolic disturbance

- Encephalopathy

- Overwhelming haemorrhage assoriated
with clotting defects

Prognosis

Good

Post-natally, liver function returns to normal
over a few weeks and there is no evidence of
long-term liver dysfunction

Cholestasis of pregnancy

Uncommon, in the order of 1: 2,000
pregancies

Common in certain southern American
countries particularly Chile

Presents commonly in late third trimester,
after 36 wecks
Clinically significant because of its
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association with intra-uterine [etal growth
retardation (IUGE) and intra-uterine fetal
death (IUFD) (mecharism unclear)

It is not as a rule associated with maternal
complications

Clinical features

Generalized pruritus

Decreased fetal movemnents

Upper abdominal pain

Dark urine

Steatorrhea

QOccasionally there is jaundice (particularly in
the later stages of the disease)

Investigations

Liver function tests:

- Mildly deranged

- Serum bilirubin and bile salls may be
elevated

Differential diagnoses
Viral hepatitis

Barly HELLP syndrome
Acute fatty liver

Management

Careful maternal follow-up with LFTs

Fetal surveillance: by growth (serial
ultrasound biometry) and wellbeing (cardio-
tocographic fetal) monitoring
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If all is well induce at 38 weeks

Managementof agsociated pruritus:

(Difficult to manage)

Topical agents offerlittle help

Caolestyramine

- Tobindbilesalts

Vitamin K

- Todecrease bleeding tendencies

- (Colestyramine binds fat soluble
vitamins)

Antihistamines

- May offer brief respite

Ursodeoxycholic acid and colestyramine

(orally) decrease itching and normalize liver

function

Adult: 10 - 15 mg/kg daily in 2 - 4 divided

doses

Child 1 month -18 years: 10 - 15 mg/kg twice

daily; total dose may be given in 3 divided

doses

Recurrence

Quite high

Prognosis
Good
- Completerecovery indays to weeks

Dubin-Johnsen syndrome

Intermittent bilirubinaemia (conjugated)
Often chronic and familial

Mo itching, usually asymptomatic

7ag



B RS TETRICS AN Gy HARCT LG

Causeis unknown

Treatment

MNone is required

Intra-hepatic cholestasis of pregnancy

Also termed ‘recurrent obstructive jaundice’
or 'idiopathic cholestasis'

Thought to be due to the effect of high
estrogen levels on the liver, which results in
decreased conjugation of bilitubin

Arare condition
- Incidence of 1:500 pregnancies
More commonly seen in among
Scandinavians

lts exact etiology is unknown

Clinical features

Intense pruritus due to retention of bile salts
The most common presenting symptom and
may occur in the absence of other symptorns
Onset of symptoms usually in the third
irimesier

Taundice is not often seen

Investigations

Bilirubinuria

Elevated bile acids

Elevated alkaline phosphatase
Elevated liver iransferase enzymes
Prothrombin Hme
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Ahonys exclude viral disease, gallsiones ond
treafinentwith chiorpromazine

Complications
Maternal
Haemorrhage
Preterm labour
Steatorrhea

Fetal

Fetal distress

Still-birth Iy
Perinatal death

Prematurity and its problems

Meconium staining of the liquor

Management

Careful maternal follow-up with LFTs

Fetal surveillance: by growth (serial USS
biometry) and well-being (CTG) monitoring
If all is well, induce at 38 weeks

Management of pruritus

-See Cholestasis of pregnancy

Recurrence

Risk of recurrence is 30%

Can be precipitated by estrogen-containing
oral contraceptive pills

Viral hepatitis
The most common cause of jaundice in
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pregnancy, accounting for about 40% of cases

Incidence during pregnancy iz probably no

more thanin the normal population

Pregnancy does not alter the course of the

disease

Hepalitis A virus does not affect the fetus, but

hepatitis B and C can cross over the placenta

toaffect the fetus

-  Unlike other hepatotrophic viral
infections, which carry a significant risk
of vertical transmission (particularly in
the third frimester)

A severe attack may influence fetal outcome

- Slight increase in premature labour and
stillbirths (as seen in any severe medical
illness)

Treatment

Avoid any further damage to the liver by

drugs

Bed rest

Adequate nutrition

If hepatitis B is present then the infant

requires protection with immunoglobuling

againstHBsAg

- Hepatitis B immunoglobulin by
intramuscular

Injection Neonate: 200 units as soon as possible

after birth

Child 1 month - 5 years: 200 units; 5 - 10 years:

300 umnits; 1018 years: X units
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Avoid breastfeeding

Delivery room personmel must exercise great
care in dealing with these patients, as all their
body fluids are highly infectious

Immediate delivery if hepatitis becomes
fulminant

Ideally, all women should be tested for
hepatitis B and C antibodies at the first
antenatal wvisit, And women should be
immunized against these wiruses before

pregnancy.

PELVIC INFLAMMATORY DISEASE

Introduction

Ascending pelvic infection involving the

upper genital tract

Usually invelves sexually transmitted

organisms e.g. Neisserin gonorrhoege and

Chlamydia trachomatis

- It mayv also be caused by organisms
endogenous to the lower genital tract.

In severe cases, organisms may migrate via

the peritoneum to the upper abdomen

causing perihepatic adhesions: the so- called

"wiolin strings" (Fitz-Hugh-Curtis

syndrome).

Responsible for significant morbidity in
women, accourding for about  30% of all
gynaecological admissions in sub-Saharan
Africa, It is thought that 3% of women have

T4
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Pelvic
Inflammatory Disease (PID) during their
lifetime

Risk factors

Age:

- Peakincidence between 15- 25 years

Sexual activity:

- Multiplicity of sexual partners

Use of intrauterine contraceptive devices:

- Usuallywithin the first 4 months of use

Previous episode(s) of PID

Clinical features

Major criteria (the Westrom triad):
Lower abdominal painand tenderness
Cervical excitation tenderness
Adnexal tenderness

Minor criteria

Fever (38 degrees C)
Leucacytosis
Purulentvaginal discharge
Adnexal mass

Diagnosis

Based on the presence of the Westrom triad of
symptomatology plus one of the minor
criteria Confirmation by demonstration of
causative organism(s) on microscopy, culture
and sensitivity testing
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Differentinl dingnoses

Acute appendicitis

Owarian cystaccident
Endometriosis

Urinary tract infections

Renal disorders (e.g. nephrolithiasis)
Pelvicadhesions

Lower lobe pneumonia

Ertopic gestation

Complications

Pelvicabscess
Septicaemia

Chronic pelvic pain

Ertopic gestation

Infertility

Fitz-Hugh-Curtis syndrome

Recurrence (about 25% rates)

Investigations

Packed cell volume

Haemoglobin genotype

Blood Group

White Blood Cell count

Electrolytes and Urea

Midstream urine microscopy, culture and
sensitivity

Endocervical swab

High waginal swab culture: to exclude
trichomoniasis, bacterial vaginosis

Urethral swab
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Ultrasound scane to exclude cyesis, ectopic
gestation, adnexal mass (e.g. ovarianmass)
Indications for admission

Uncertain diagnosis

Intolerance of oral medication or non-
response to oulpatient therapy

Presence of a pelvic mass

Presence of anintrauterine device

Upper abdominal pain
Mon-adherence to therapy

Pregnancy

MNulliparity

Treatnent objectives

Rehydrate adequately

Eradirate the infecting organism(s)
Preventcomplications

Drug treatment

Appropriate antibiotics for an adequate

period

- The antibiotic chosen should cover all
possible causative organisms while
awaiting culture / sensitivity results

Chatpalient therapy while awaiting culture

Tesults:

Ceftriaxone (or equivalent cephalosporin)

- lgintramuscularly stat

Plus:

Daxyeyeline

- 100 mg orally every 12 hours for 14 days

745
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Plus or minus:

Metronidazole

- 400 mg orally every 12 hours for 14 days

[f noresponse in 48 - 72 hours

- Admit, re-evaluate and give appropriate
intravenous therapy

Inpatient triple therapy-

Ceftriaxone/ doxycycline/ metronidazole

Or:

Clindamycin/ gentamicin/ metronidazole
Triple antibiotic regimen to be continued for 48
hours after the patient improves clinically
Subsequently, the patient should continue
therapy with

Daoxyeyeline

- 100mg orally every 12 hours

Plus:

Metronidazole

- 400 mg orally every & hours for 10-14

days

Prevention

Encourage the wuse of barrier contraceptive
with spermicides

Modify risky sexual behaviour: avoid
multiplicity of sexual pariners

Contact tracing: to break the existing chain of
infertionand preventrecurrence

Prompt diagnosis and treatment to prevent
long-term complications
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RAPE

Introduction

Performance of the act of sexual intercourse
by force, duress, intimidation or withoutlegal
consent {as with a minor)

A growing social disorder afflicting the poor
and rich, alike, with devastating and
longstanding emotional consequences for the
afflicted, family and society atlarge.

An enormous societal problem that appears
to be poorly recognized and grossly under-
reported.

An average of one in five adult women may
have experienced sexual assault during her
lifetime.

Adult women are much more likely to be
raped by a spouse, ex-spouse, or
acquaintance than by a siranger,

The girl-child is much more likely to be raped
by her close male associates (non-strangers),
not excluding hér father, uncle, brother,
cousin, neighbour, school teacher, family
driver, security personnel, and even faith-
based instructor

Mental illness, alechol and drug abuse appear
to be predisposing factors; neglect and
inattentiveness to the needs of the girl-child
also contribute

Clinical features
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Indirect presentation

Vague symptoms

Physical features:

- Perineal pain

- Bleeding per vaginam

- Bruised face/body

- Arthribis

- Disordered gait

Psychological symptoms/ disorders
- Sadness

- Depression

- Refusaltorespond to simple questions
- Avoidance of eye contact

- School fwork abzenteeism

L]
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Differential dingnoses
Vaginitis

Threatened abortion
Domestic violence
Alcohaolism

Drug abuse
Depression

Investigations

Early

Vaginal/perineal swab for microscopy,
culture and sensitivity

Semen; DMNA analysis

Late

Urinalysis; urine microscopy, culture and
sensitivity
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Pregnancy test (blood)
HIV screening

Treatinent objectives

Evaluate safety of the patient

Assess and treat physical injuries

Provide emotional support

Assess and deal with the risk of sexually
transmitted infections and pregnancy
Itisfmportant to documment clinical findings

Non-drug measures Iy
Reassure patient
Provide information aboutlegal services

Drug treatment

Treat physical injury (as appropriate)

Treat STls, UTI (as appropriate)

Treat HIV infection  (if detected); Post-
exposure prophylaxis if clinical situation so
requires

- Seesectionon HIV infection

Manage pregnancy (as appropriate). 1f seen
within 120 hours, give emergency
contraceptives (e.g. prostinor2) to prevent
unwanted pregnancy.

Rape is an indication for safe termination of
Pregnancy in some countries. If indeed, it is
adjudged to threaten the life of the woman,
this could also be a justification for
termination of pregnancy inNigeria
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Treat depression (if present)

Prepention

Promote Basic Education for All

Reduce adultilliteracy

Promote family / community moral values

Promote Basic Health Education

Promote safe shelter and neighbourhoods

Enforce existing laws onrape

Legislate for new laws to deter potential

rapists and protectfemales

Promote socio-economic well-being for all

IMMUNIZATION SCHEDULES( 5See
Appendiz VII)
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CHAPTER pG>

RESFIRATORY DISEASES

ACUTE EFIGLOTTITIS

Introduction

Epiglottitis is inflammation of the epiglottis
and adjacent supraglottic struchures.
Epiglottitis can progress rapidly to life-
threatening airway obstruction if not treated.
The condition is commonestin children.
Pathogens in children include H. influenza
type B, types A, F, Sheeplococei and Staph.
RUFENS

The commeonestis H. influenzatype B.

In adults a wide rangs of pathogens,
including wviruses, bacteria, fungi are
involved but I influenza type B appears to
be the most conunon.

In immunocompromised hosts, epiglottitis
may be caused by Pseudomonas acruginosa
and Candida.

Mon-infectious causes include, thermal
injury, corrosive ingestion, foreign body
ingestion

Rarely may occur as a result of graft-versus-
host disease in transplantation.

7R1
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Clinical features

Common presentationin children
- Difficulty with breathing

- Stridor

- Hoarsevoice

- Pharyngitis

- TFever

- Sorethroat

- Tendemess of anterior neck
- Cough

- Difficulty swallowing

= Changeinvoice

Adult presentation usually less fulminant
- Sore throat

- Pever

- Muffled voice

- Drooling

- Siridor

- Toarseness

- Difficulty swallowing

- Difficulty breathing

1. Differential Diagnosis

- Laryngotracheitis or spasmodic eroup

- Uyilitis

- Bacterialtracheitis

- Peritonsillar or retropharyngeal
absceszes

- Foreignbody lodged in the larynx

- Angioedema

- Upperairway congenital anomalies

7h2
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- Diphtheria

Complications

- Airway obstruction

- Epiglotticabscess

- Secondary infection

- Necretizing epiglottitis (rare, in
immunodeficiency)

- DeathInvestigations

- Radiograph (lateral neckx-ray)

-  "“Thumb sign” appearance of the -
enlarged epiglottitis

- Ulirasound

- Microbiology

Treatmentobjectives
Safeguard airway

- Control infection

Drug treatment
- Amoxicilling Clavulinic acid 625mg
12hourly for 7 - 10days

oK

- Cefuroxime

= Adult : 250mg orally every 12Zhours for3 -
10days

- (Child : 125mg orally every 12Zhours for 5 -
10days

OR

- Ceftriaxone

Adult : 250mg — 500mg IM/IV for 5 — 10days
Child : neonate, infuse over &0mins, 20 -
Slmg/ kg daily
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Child under 50kg : 20 -50 mg/kg daily by
deep im injection or by IV injection over 2 -4
minutes or by IV infusion ; up to 80mg/kg
daily in severe infections.

Supportive measures

- Oxygen

- Steaminhalation

- Nasotracheal intubation may be

necessary
- Maintain adequate caloric intake and

hydration

Notable adverse drug reactions, caution
Cefuroxime : avoid in pregnancy and in
patients withrenal impairment.

Ceftriaxone : rashes, fever, GIT disturbances
Dose reduction in the elderly.

Prevention

- Haemophilus influenza vaccine

- Child 2months - 18years : 0.5mls

- 5Should be part of childhood
immunization.

ACUTE BRONCHITIS

Introduction

Aninflammation of the bronchial tubes,
Commonly caused by a variety of viruses,
same as those that are responsible for
common cold, Primary bacterial aetiology
may also oceur.
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Acute bronchitis can last from a few days to
10days but the aszsociated cough may lIast for
several weeks after the infection has cleared
up.

Bronchitis lasting up to 90days is still usually
classilied as acute bronchdtis.

Clinical features

-  Cough

- Sputum production

- Sputum may be clear, yellow or greenish
-  Wheezing

- Muscle and backache

-~ Low gradefever

- Shortmess of breath in severe cases

- Chestpainespecially while coughing

Differential diagnosis

- Cough-variant asthma

- Mycoplasma prieumonia
- Chlamydia prieumonia
- Bordetella pertussis

Complications

-  Preumonia

- Aoute respiratory failure

- Repeated bouts of acute bronchitis over
time may lead to COPD

Relevantinvestigalions and management

- Chestxray
- Spulumtests
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- [Quality sputurn for culture and tests for
evidence of allergy)
- Pulmonary function tests

Management

- Antibiotics usually NOT required unless
there is clear evidence of primary
bacterial astiology or secondary bacterial
infection

- Druglrealment
Empirical antimicrobialse.g.
Amoxicillin 500mg PO 8 hourly for 5 -7
days
Macrolide e.g. ervthromycin 500mg
Shourly 5 -7 days
Co-~trimoxazole 96dmg 1Zhourly 5 - 7
days

- Adverse events related to drugs
Mausea, Skin rashes, rarely Stevens-
Johnson syndrome with co-trimoxazole,

ACUTE LARYNGO-TRACHEO-
BRONCHITIS {Croup)

Istroduction

An infection of the upper and lower
respiratory tract affecting children 2 - 3 years
of age

Causes significant sub-glotlic cedema

Most common aeticlogy is parainfluenza
virus infection preceded by an upper
respiratory tract infection

il
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Clinical features
Fever

Hoarseness
'Bovine cough'
Inspiratory stridor

Differential diagnosis
Acuteepiglottitis

Complication
Respiratory obstruction

B

Investigalions
Radiograph of the neck (postero-anterior
view)

Treatinent objectives
Preventasphyxdation
Treatinflammatory cedema

Supportive measires
Humidification
Huospitalization may be necessary

Drug treatment

MNebulized epinephrine

Child; 400 micrograms/ kg (maximum 5 mg)
- Repeatafter 30 minutes if necessary
Glucocortcoids

- Dexamethasone
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Child 1 month -18 years:1(0 - 100
micrograms/ kg orally daily in 1 - 2 divided
doses, adjusted according to response up to
300 micrograms/kg daily especially in
EINETZENCies

- Give parenterally in more severe cases

- May repeat dose after 12 hours if

'l'I.lECESSﬂI‘}'

Caution

Effects of nebulized epinephrine last 2 - 3
hours: the child should be monitored
carefully for recurrence of the obstructon

ACUTE RHINTTIS (commnon cold, coryza)
Introduction

An acute nflammation of the nasal mucosa
with variable degrees of pharyngitis.
Rhinoviruses are the commonest
aetiologically important agents followed by
the coronaviruses, the parainfluenza, RSV,
influenza and adenoviruses in that order.
Others include enteroviruses, rubella,
varcella and possibly a sizeable group of
undiscovered virnses.

Clinical Features

Systemic complaints are often absent or
modestif present.

Feveris usnal.

Features may include

7Eg
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Tickling sensation in the nose associated
withitching of the nose and palate
Qcrasional vertigo due to associated viral
labyrinthitis.

Watery nasal discharge (rhinorrhoea),
which may later become puralent
Sneezring

Headaches

Masal obstruction (usually alternating)

Differential Diagnosis

Allergic rhinitis
Bacterial thinitis {often supervenes after
the viral onset)

Complication

Superimposed bacterial rhinitis

Suspect this if symptommns last longer than
7-10days

Sinusitis

Lower respiratory infection

OHtis media

Obstruction of internal auditory meatus:
may cause deafness.

Management

Trealment objectives

Relieve mnasal mucosal oedema and
obstruction

Relieve pain/ discomfort

Treat complications

Drug treabment

7hY
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- Symptoms of rhinorthea and sneezing
can be relieved with non-selective
sedating antihistamines such as
chlorpheniramine, .

- Selective H, receptor inhibitors are not
effective,

- Eg. Adult chlorpheniramine 4mg orally
every 4-6hrs up to a maximuwm of
Mmg/day, maximum of 12mg/day in
elderly.

- Forchildren
1-2years Imghb.d
2-gyears lmg every 4-6hours [max
omg/ day)
6-12years 2mg every 4-6hours (max
12mg/ day)

- Symptoms of headache,
mvalgias and occasional fever

Analgesics

- Paracetamol

Adults: Tgmthree times daily

Children: 1-5years 120-250mg

6-12yvears 2530-300mg

12-18years 300mg chourly (max 4 doses/ day)

- Non-steroidal anti-inflammatory drugs
([BUFROFEN) may improve symptoms
irradults with rhinovirus infection.

- Symptomsofnasal decongestion

Masal sprays containing decongestants

should not be used for more than 5-7days to

avoid rebound rhinitiz medicamentosa on

a0
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withdrawal

e.g. Ephedrine hydrochloride nasal drops 1-
Zdrops into each nostril up to 34 times daily
for a maximum duration of 7days. Applicable
to adultsand children over 12years.

Notable adverse drugreactions
Paracetamol: raised liver enzymes, renal
papillary necrosis

Mon-steroidal
Anti-inflammatory: Upper G.1 bleading

drugs.

BRONCHIAL ASTHMA

Introduction

A chronic inflammatory disease of the
airways that is characterized by hyper-
responsiveness of the tracheo-bronchial tree
to a multiplicity of stimuli

Manifests physiologically by wide-spread
airway narrowing and clinically by
paroxysmal attacks of dyspnoea, cough and
wheezing

Acute episodes are interspersed with
symptom-free periods

Clinical featires

Episodicdyspnoea

Cough: unproductive, or productive of
scanty spubum

76l
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Wheezing

Tachypnoea

Tachycardia

Pulsus paradoxus in severe attacks
Mildly raised blood pressure
Rhonchi: inspiratory and expiratory
Prolonged expirabon

Silent chest (an ominous sign)

Differentinl dingnoses

Chronic bronchitis
Left ventricular failure

Glottic dysfunction with respiratery
obstruction

Recurrent pulmonary embaoli

Eosinophilic preumonia

Carcinoid tumour

Complications
Spontaneous pneumaothorax
Freumo-mediastinum
Atelectasis

Investigalions

Diagnosisis based on:

Adrway reversibility lo inhaled p - adrenergic
agonisk

lsocapnoeic response to hyperventilation of
cold air

Sputum eosinophilia
Chestradiograph: hyperinflation
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Treatment objectives
Arrestand reverse acute episodes

Prevent (or at least reduce) frequencies of
asthmaticattacks

Achieve astable asymptometic state
Maintain the best pulmonary function
possible

Drug treatment

Acute asthma episodes:

Mebulised salbutamol

Adult pad child over 18 months: 2.5 mg repeated

upto 4 imes daily; may be increased (o5 mg if

NEecEssary

Child wnder 18 months: 1.25 - 2.5 mg up to 4

times daily

- More frequent administration may be
needed in severa cases

Intravenous aminophylline in patients not

previously treated with theophyilline and

without contraindications.

Adult: 250 - 500 mg slowly (with close

monitoring) over 20 minutes

Child 1 menth - 18 years: by intravenous

injection 5mg/kg (maximum 500 mg), and

then by intravenous infusion

Intravenous steroids

Adequate hydration

Oxygen

Chronic management is based on severity:
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Inteymittent symptoms

Inhaled salbutamol on as-needed basis

Mild persistent asthma

Inhaled salbutamaol

Adult: 100 - 200 micrograms for persistent
sympiomsup io 4 times daily
Child T month - 18 yerrs: 100 - 200 micrograms
(1-2 puffs) up to 4 imes daily (for occasional
use only)
Plus:
Inhaled corticosternid
- Beclomethasone dipropionate 100

microgram 3 -4 times daily

Moderate persistent asthma

Inhaled salbutamol

Adult: 100 - 200 micrograms for persistent
symptoms up to4times daily
Child 1 month - 18 years: 100 - 200 micrograms
{1- 2 puffs) up to 4 times daily (for occagional
use only)
Plus;
Inhaled corticosteroid
- Beclomethasone dipropionate ()
Adult; 100 microgram 3 -4 imes daily
Child wnder 2 years: 50 micrograms every 12
hours; 2 -5 years: 100 - 200 micrograms every
12 hours; 5 - 12 years: 100 -200 micrograms
every 12 hours; 12 - 18& years: 100 - 400
micrograrms every 12 hours
Plus:

b
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Long- acting B agonist
2 -Salmeterol
Adult: 50 micrograms twice daily, up to 100
micrograms

Child 2 - 4 years: 25 micrograms (1 puff) every
12 hours; 4 - 12 years: 50 micrograms (2 puffs)
every 12 hours; 12 - 18 years 50 - 100
micrograms (2 -4 puffs) every 12 hours
Severe persistent asthma

Inhaled salbutamol

Adult and child wp over 15 months: nebulizer
2.5 mg repeated up to 4 times daily; may be
increased to 3 mg if necessary

Child under 18 monthis: 1.25 - 2.5 mg up to 4
times daily
- Repeated administration may be required

inseveracases

Long- acting B, agonist
Adult: 50 micrograms twice daily up to 100
micrograms
Child 2 - 4 years: 25 micrograms (1 puff) every
12 hours; 4 - 12 years: 50 micrograms (2 pufis)
every 12 hours; 12 - 18 years 50 - 1(H
micrograms (2 - 4 puffs) every 12 hours Oral
corbcasteroid
- Predniselone
Adult: 40 - 50 mg orally daily for a few days,
and thenreduce gradually
Child: 1-2mg / kgorallyoncedailyfor3-5days

Supportive measures
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Supplemental oxygen Hydration
Education on care and precipitating factors

Notable adverse reactions, caution
In all cases, prescribers/ dispensers should
consult product literature to confirm the
strengths of various aerosol preparations
Aminophylline
- Donotexceed 500 mg in 24 hours because
of the risk of cardiac arrhythmias
- Avoid in elderly or in patients with
arrhythmias and hyperthyroidism
- Exercise cautionin hypertensive patients
- May cause CNS stimulation with
insominia and convulsions
Steroids
- Immune suppression, metabolic
derangerments, etc
- Care should be taken in withdrawing
steroids
Prevention
Avoid precipitating factors
Appropriate use of medicines
Training of patients in the techniques of the
proper use of aerosols/spacer devices is
important

CHROMNIC OBSTRUCTIVE AIRWAYS
DISEASE

Introdnction

A pulmonary disorder of adults

-
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characterized by chronic airflow limitation in
the small airways Complicates chronie
bronchitis and emphysema Obstruction to air
flow is only partially reversible with
bronchodilator therapy

Twao exireme types of COAD are recognized
although thereisalotof overlap

Clinical features

Depending on the predominant syndromes,
could ba described as follows:

Pink puffers
Slowly progressive dyspnoea
Cough withscanty sputum
Aesthenic features
Barrel-shaped chest
Whaeze
These patients mainly have emphysema

Blue bloaters

Prolonged periods of cough and copious
spufum production

Dhvspnoea

Frequentrespiratory infections

Central cyanosis

These patients mainly have chronic
bronchitis

Differential diagnoses
Chronic persistent asthma Cystic fibrosis

i
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Complications
Respiratory failure

Recurrent bronchial infections with
Huagmophilus fnfluenza and Streptococcus
PRELIgNIaE

Cor pulmonale

Leftventricular failure

Pulmomary thromboembaolism

Inwvestigations
Chest radiograph: hyperinflation,
pulmonary hypertension
Ventricular function tests: FEV, /FVC ratio
Blood gas analysis
Blood pH
Haematoerit
Sputum microscopy and culture (during
symptom exacerbation)
Electrocardiogram
Airways reversibility test

Treatment objectives

Maintain optimal level of oxygenation and

ventilation

- Supplemendal oxygen, at24-28% orl
-2 litres/ minute

TreatinfecHons

Reverse airways obstruction

Clear airways secretions

76g
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Dirug treatment

Long acting f, - agomnist

See brorchial asthma

Theophylline

- Aminophylline (see bronchial asthma)
Antibiotics {when necessary to control
infection)

- Frythromycin

Adult; 250 - 500 mg orally every & hours, or 500
mg - 1 g every 12 hours (up to 4 g daily in
severe infections)

Co-amoxiclavulanate

Adult; 300/125 mg orally every 12 hours

Supportive measures
Assisted ventilation
Hydration

Pulmonary physiotherapy

Prevention
Avroidance of cigaretle smoldng
Avoid/remove atmospheric pollutants

BRONCHIECTASIS

Introduction

An abnormal and permanent dilatation of
medium sized aivway due to damage of their
walls. Usually arises {from repeated bacterial
or viral infections which result in
inflammation and destruction of the
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structural components of the bronchial tree.

May be focal or diffuse

Bronchiectasiz has beoth congenital or

acquired causes.

The most important cause is severe or

repeated respiratory infections.

{Mher causes include:

- Uysticfibrosis

- Other hereditary disorders eg, ciliary
dyskinesia

- Immunodeficiency disorders

- Autoimmune disorders e.g. rheumatoid
disease, ulcerative colitis, Sjogren
syndrome

- Mechanical factors e.g. chronically
enlarged lymph nodes with pressure
effect, lung tumour

- Inhaled toxic substances eg. silica, cola
dust, tobacco smoke,

Clinical features

- Persistentor recurrent cough

- Purulentfetid sputum

- Haemoptysis

- Pleuritic chest pain

With or without a history of preceding

preumonicillness.

- Digital clubbing

- Crepitations, rhonchi and wheezes

- Cor pulmunale and right ventricular
failure in chronically hypoxic patients

7o
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Differential diagnoses

Pulmonary tuberculosis
Lung abscess

Chronie bronchitis
Bullous emphysema

Complications

Massive haemoptysis

Lung abscess

Mycotic abscess

Pulmonary amyloidasis

Ventilatory failure

Cor pulmunale and right ventricular
failure

B

Investigations

Chest radiograph: cystic spaces with air-
fluid levels

Bronchography: saccular, cyvlindrical or
varicose bronchial dilatations

CT scan {of the chest)

Bronchoscopy: biopsys of endobronchial
lesion

Sputum microscopy, culture, Ziehl
Nielsen microscopy

Ventilatory function test: obstructive
pattern

Treatment objectives

Eliminate underlying pathology
Improve mucus clearance
Control infection

Beverse airflow absbuctHon
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Dirag treatment
- Empirical antibiotics in acute
exacerbations
- Amoxicillin
Adult. 300mg - 1g orally every Bhoursfor 5-7
days
Child: 40mg/kg orally in 3 divided doses
daily
- Cotrimoxazols
Adult: 960mg, orally every 12 hours for 5 -7
days
Child: & weeks to Bmonths: 120mg orally;
fmonths - Syears: 240mg; 6-12years: 480mg
Appropriate antibiotics as soon as culture
results are available,
- Bronchodilators
- Salmeterol
Adult: 2 puffs (50 micrograms) twice daily
Can be doubled in severe airway
obstruction
Child: same as adult dose (for children >
dyears)
- Balbutamol
Adult: 1 - 2 pufts (100 - 200micrograms) 3 - 4
times daily
Child: usually 100 microgram { 1pufl) may be
increased to 200 microgram with more severs
sympioms.

Supportive measures
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- Supplemental oxygen
- Postural drainage or suction
- Cessation of cigarette smoking

Notable adverse drug reactions, caution

- Prescribers / dispensers should consult
product literature to confirm the strength
of various aerosol preparations.

- Salbutamol: palpitations, tremors,
nervous tension, muscle cramps, sleep
disturbances, tachycardia, peripheral
vasodilation, hypotension.

Prevention

- Avoidance of snoking

- Timely and effective treatment of
bacterial infections

- Respiratory care during childhood
measles

LUNG ABSCESS

Introduction

Deefined as necrosis of the lung parenchyma,
usually caused by microbial infection, often
with an air-fluid level.

May be classified as acute (symptoms <
Imonth) or chronic (symptoms > Imonth).
May alsobe classified as primary if itoccurs in
a previously healthy person or in a person
prone to aspiration.

Secondary lung abscess commonly ocours in
association with bronchogenic carcinoma or
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immunodeficiency states e.g. HIV infection.

Lung abscess may be associated with the
following,

- Pyagenicbacteria

- Tuberculesis

- Fung

- Parasites

- Pulmonary infarction

- Primary or metastatic malignancies

- Silicosis -
- Coalminer's prieumoconiosis
Clinical features

Symptoms are indolent lasting several weeks:
- Cough, with purulent offensive sputum

- Fever, chills

- MNightsweats

- Weightloss

- Pleurtic chest pain

Signs:
- Digital clubbing
- Crepitations

- Pleural fricton rub
Differential diagnoses

- Localized bronchiectasis
- Pneumonia

- Tuberculosis

Complications
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- Cerebral abscess
- Empyema
- Amyloidosis

Investigations

- Sputum: Gram stainand culture
- Bronchoscopy

- Transthoracic aspiration

- Blood culture

- Chestradiograph

B

Trealment objectives

- Bradicate bacterial caunse

- Drainabscess

- Preserve normal lung function

Non-drug treatment
- Hydration

- TPainrelief

- Physiotherapy

Drrug treatment
- Antibiotics
- Metronidazole
Adult: 500mg orally every Shours
Child: neonate, initially 15mg/kg orally then
7.5mg/ kg every 12 hours; 1 month - 12 years:
7.5 mg/ kg (maximum 400mg) every § hours,
12-18years: 400mgevery Shours
Plus:
- Amoxicillin
Adult: 500mg orally every 8 hours for 7 -
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10days

Child legs than 5 years: a quarter adult dose; 5
- 10vears; halfadultdose

Or

Amoxicilling clavulanic acid

Adult: 1g/200mg orally every Shours [or 7 -
10days (Definitive antibictic therapy should
be based on culture and sensitivity results)

Prevention
- Good dental care
- Adequate treatment of acute prieumonia
- Preventive with vaccination in person at
rizk
- HIV infected patients who are still
capable of responding to a vaccine

challenge.
- Patients with recurrent
sinopulmonary infection
- Patients with or acquired
hypogammaglobulinaemia
CHEST PAIN
Infroduction

A common clinical symptom that may or
may not have significant clinical implications

Clinical features (wil differentinl diagnoses)
Sharp, lancinating lateral chest pain, worse
with breathing and coughing: pleurisy
Dull aching lateral chest pain: chest wall pain,

77a
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pleural effusion

Central chest pain precipitated by a dry
harking cough: suggestive of tracheitis or
tracheobronchitis

Central chest discomfort/pain with
sensation of heaviness or chest compression:
suggestive of myocardial ischaemia

Lateral burning chest pain associated with
tenderness on physical contact: Bornholm's
disease

Investigations
Chestradiography
Electrocardiography
Echocardiography

Treatinent objectives
Treat primary cause Relieve pain

Drug treatment

Nonnarcotic analgesics

- Paracetamol

Adult: 1 gorallyeveryBhours

Child 1 - 3 months: 30 - 60 mg every § hours; 3 -
12 months: upto 120 mg every 4- 6 hours; 1-5
vears: 120 -250 mg every 4 - 6 hours; 6 - 12
years: 250 - 500 mg evary 4 - 6 hours; 12 - 18
years: 500 mg every 4 - § hours Non-steroidal
analgesics

- Diclofenac sodium

Adult; 25 - 50 mg orally three times (daily

77
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depending on severity)

Child & months -18years: 0.3 1 mg/ kg by mouth
or by rectum 3 times daily (maximum total
dose 150 mg daily} Pain of more serious
actiology e.g. pain of lower or upper
respiratory tract infection, or pain of
myocardial ischasmia

- Refer to anappropriate specialist

COLIGH

Introduction

The explosive expiration that clears the
tracheo-bronchial tree of secretions and
foreign particles or noxious gaseous materials
A defensive reflex reacHon

Comes to medical attention only when it
becomes troublesome, affects life style
and / or when there is concern about its canse

Clinical features
Coughmaybe:
Acute or chronic
Seasonal
Associated with breathlessness and or
wheezing Productive of sputum: note colour,
smell; haemoptysis Associated with fever
Aszsociated with chest pain: note location
and character of pain
Associated with risk factors, e.g dgarette
smaoking Associated with the use of drugs for
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other illnesses Associated with other
congtitutional symptoms

Differential diagnoses

Triggers of cough may rise from the upper or

lower airways, or lung parenchyma Upper

airways:

- Inhaled irritants: dust, fumes, smoke

- Upperairways secretion

- Gastricreflux Lower airways:

- Inflamnmation

- Viralbronchitis

- Bronchicctaesis

- Bacterial infection

- Bronchial asthma

- Endobronchial tuberculosis

- Bronchial infiltration/compression
Parenchymal lung disease

- Poeumonia

- Lungabscess

- Interstitial or endabronchial cedema due
toheart disease

Drugs:

- ACEinhibitors

Inwestigations

Macroscopic and microscopic examination of
sputum Sputum culture

Exclude tuberculosis if cough is chronie
Sputum cytology for malignant cells
Chestradiograph where mdicated

HIV screen if history and clinical features are

T
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suggestive
Treatment objectives

Identify and treat the undetlying cause(s)
Abolish cough

Nown-drug measures

Adequate rehydration to prevent inspissation
Encourage expectoration for productive
cough

Do not use antitussives unless cough is dry,
unproductive and distressing

Drugtreatment

Cough suppressants: for dry, unproductive

cough

- Codeine cough linctus Aduit: 5-10mL3-
Atimesdaily

- Mot recommended in children
Appropriate antibiotics {or bacterial
infections

Notable ndverse drug reactions, caution
Codeine cough linctus: sedation, constipation

DYSPNOEA
Introduction
An abnormal and uncomfortable awarensss
of breathing
Effort of breathing is out of proportion with
exerbon needs
Patients often have difficulties in describing

TH0
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the discomfortof dyspnoea

Clinical features
Will depend on the underlying cause(s) of
dysprioea

Differential diagnoscs
Pulmonary:
- Obstructive airways disease: asthma,
chronic bronchitis, emphysema
- Parenchymal lung disease: pneumocnia,
preumoconiosis, pulmonary fibrosis
- Pulmonary wascular obstruction:

pulmonary emboli
- Chest wall disorders: respiratory muscle

paralvsis, kyphoscoliosis
Cardiogenic:
- Congestive cardiac failure
- Leftventricular failure Metabolic:
- Diabetic ketoacidosis
Meurogenie:
- Ainxiety neurosis

Treatment objectives
Treatcause(s) of dyspnoea
Restore normal respiration

Noun-drug treatment

Oxyvgeninappropriate concentration

Other treatment will depend on
theunderlying/ precipitating cause

7
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NON-OBSTRUCTIVE (SIMPLE) CHRONIC
BRONCHITIS(NCB)
Introduction

Chremic bronchitis denotes  chronic or
recurrent bronchial mucus hyper
secretion resulting in Chronic
expectoration of sputum,

For clinical or epidemiological purposes,
the term is applied to patients whao have
coughed up sputum on most days during
at least three consecutive months in two
successive years.

Non-obstrucHve Chronic bronchitis:

In this condition there is Chronic or
recurrent mucaid hyper secretion
sufficient to cause expectoration but there
isna air flaw obstruchon.

Between 10 -25% of adult population are
affected by NCB.

It tends to be comumon Inmen,

1t is not well understood why some of
these persons progress to chronic
obstructive airway disease and some do
not

NCB has a generally good prognosis.
With smoking cessation and vigorous
treatment early in the disease process the
disease may be reversed.

The exact cause of the illness is not known

More common in urban or industrial
areas.
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Some inhaled irritants play a role in
persistence and aggravation of
symptoms and pathology. These include,
inhaled tobacco smoke, air pollutant,
dusts, powder and noxious fumes,

Viral or bacterial infection many
precipitate oraggravate disease.
Although history of heavy smoking is
common, disease may be abserved in non
sinokers,

Pathologically, there is hypertrophy and
hyperplasia of mucus secreting glands
relative to wall thickness.

There are diffuse inflammatory changes
of bronchial epithelium with ulceration,
neutrophil infiltration, loss of cilia,
bacterial invasion and area of squamous
metaplasia. These changes interfere with
muce-ciliary function.

Clinical features:
History

Most striking features are impressive
history of cough with sputum production
for many years.

Initially cough present during cold
seasons, especially inthe morning,

Over the wears cough increases in
frequency, severity and duration untl
coughis presentall year round.

Sputum is usually scanty, mucoid and
more in the mornings and occasionally
blood stained.

A3
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Physical signs

- Patient may be overweight

- Palient may not be in respiratory distress
and respiratory rate may be normal.

- Palpation of chest may reveal local
tenderness over recently fractured rib.

- Percussionnote resonant over the lungs,

- Liver dullness and cardiac dullness
normally preserved,

- Breath soundis vesicular

- Positive signs are almost all referable to
bronchial secretions.

- Transient basal rales may be noted on
inspiration. May clear completely with
cough.

- Finger clubbing is not commonly
observed in pure chronic bronchitis,

B

Differential diagnosis
- Asthma

- Bronchiectasis

- Pulmonary TB

- Bronchogenic Ca

Complications

- Muco-purulent relapses due to
secondary bacterial infection.

- Progression to chronic obstructive
airway disease.

Relevant investigations in non-
obstructive(simple) chronic bronchitis
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Spirometry tnay reveal no abnormality in
lung function, since there is no airflow
obstruction.

Chest Xray does nol show any
characteristic abnormality in simple
chronic bronchitis.

Bronchography may reveal irregular
narrowed or distorted bronchi. There is
however, no need for routine
bronchography in chronic bronchitis.
Sputum examination; In early stages,
sputum may be muceid. Sputum M/C/5
may be necessary to detect bacterial
infection.

Arterial blood gas studies may be
unnecessary in straightforward
uncomplicated NCB.

Management
a. Reduction of bronchial irritation
- Smokingcessation
- Avoidance of dusty and smoke Iaden
enviromment.
b. Treatment of respiratory infecons

C.

- Purulent sputum should be treated
with amoxicillin 500mg Shourly for
seven days,

In the absence of response a sputum

culture and sensitivity is done and

antibiotics changed to sensitive

antibiotics,

Mucolytics- Mucolytic expectorant
appear to improve quality of life and

ThS
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decreases cough. Indinated glyceryl at a
doze of 60mg four times daily for 1 to 8
waeks canbe used.

d. Bronchoedilators and steriods may
notbe necessary in simple chronic

bronchitis since there is no airway

obslruction.

e. Physiotherapy- postural drainage
may be of value in patients with increased
sputum production.

Adverse drugreaction
Maculopapular reactions may occur in
patients taking amoxicillin.

PNEUMONIA
Introduction
Aninflammation of the lung parenchyma
Various bacterial species, fungi and viruses
IMAY CAUSE PRetmonia

The setting in which infection is acquired
could be a predictor of the infecting pathogen
Bacterial Pneumonia: iz defined as bacterial
infection of the lung parenchyma associated
with recently developed radiological
shadowing which may be segmental, lobar or
multilobar.

Types
- Community Acquired Pneumonia (CAF)
- Hospital Acquired pneumonia (HAF)

e
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- Ventilator Associated pneumonia (VAF)

- Health care associated
Prieumonia(TICAF)

- Pneumonia in the immunocompromised

- Agpiration pneumonia

Streptococeus preimottige is the most
common pathogen in community-acquired
pricurnonia
Comumon bacteria causing CAP,

- Streptococcus pneutmnonia
- Mycoplasma pneurnonia
- Lagionella pneumophilia
- Chlamydia pnewmeonia

- Haemophilusinfluenza

- Staphylecoccus aurcus

- Chlamydia psittaci

- Coxiellaburnetti

- Klebsiella pneumonia

- Actinomyces iscaelli

Other causative organisms:
Haemophilus influenzae
Mycoplasma prieymoniae

Pseudomonns aeruginoss (usually implicated
innosocomial pneumonia)

B

Clinical features

Typical preumonia:
Suddenonset fever, chills and rigors
Coughwith purulent sputum production
Pleuriticchest pain

Breathlessness with short inspiratory efforts
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Signs:
Fever
Herpeslabialis
Tachypnoea
Signs of lung consolidation
Pleural fricion rubs
Chestsigns are very helpful depending on the
phase of the inflammatory response
Whenconsolidated
- Dull percusision
- Increased Tactle and vacal fremitus
- Bronchial breath sounds
- Whispering pectoriloquy
- Crepitations

B

Signs of severity

- Confusion

- Urea=YVrool /L

- Respiratory rate > 30/min
SystolicBP <20

- Age 65vears

Score 1 point for any of the above features
Present

0 or 1- home treatment

2- Hospital-supervised treatment

3 or more- manage in Hospital as severe
prewmonia

4 or5-ICT Adinission

Adypical pneumonia:

Gradual onset
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Dry cough

Prominent extra-pulmonary symptoms
Headache

Sorethroat

Fatigue

Myalgia

Chestcrackles or rales

Differential diagnosis

Acutebronchitis

COPD Exacerbation

TPulmonary embolism/ infarction
TB

Pulmonary eosinophilia

B

Complications

Empyema Thoracis

Pleural effusion

Lung abscess

Lobarcollapse

Deep vein thrombosis and pulmonary
embolism

Pneumothorax

ARDS

Multi organ failure

Hepatitis, pericarditis, myocarditis,
meningeencephalitis

Pyrexia from drug hypersensitivity

Relevant Investigations

FBC+ESR+CRP
SerumE/ U/ Cr

TaY
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Treatiment objectives

LFT

Blood Culture

Serology

Cald agglutinins

Arterial blood gases/ SPO,

Sputum gram stain M/C/5

Urine prneumococcal and legionella
antigen

Chest X-ray

Pleural fluid M/ C/5

B

Eliminate the infection
Returntonormal lung function

Trealment

GEMNERAL

Oxygen tomaintain Pal, at or above 8kPa

IV fluids especially insevere cases

Anti pyretics

Antibiotics

- Uncomplicated CAP + No
modifying factor, no antibiotics use
in the last 3months:

Co-amoxiclavulanate

Adult :1g12hourly for 5-7 days

Child : MNeonate and premature infanis,
25mg/kg 12 hourly; Infants up to 3 months,
25mg/kg & hourly; 3months - 12years,
25mg/kg Bhourly increased to éhowly in
more severe infections.
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OR

Benzyl penicillin

Adult ;initially 2million units 6 hourly.

Child : preterm and neonate under 7 days,
25mg kg by IMinjection

Or by slow IV injection or infusion every 12
hours; double dose in severe infections.
Neonate7 - 28 days: 25mg/ kg Shaurly; double
dose in severe infectons.

1 month - 18vears : 25mg/kg 4 - 6hourly.
Double dose in severe infections.

Commence oral therapy as soon as possible.

OFR

Macrolide (azithromycin 500mg stat ,then
250mg daily, or Clarithromycin 500mg twice
daily for up to 14days)

Ok

Cefuroxime axetil

Adult: 500mg orally & hourly for 5 -7 days
Child: 3months - 2 wvears

10mg/ kg(maximum 125mg) orally 12 hourly
2 - 12 vears 15mg/ kg orally 12 hourly
12 - 18 years 12 hourly. May double
doses in severs infactons,

Patients with history of recent use of
Antibiotics
- Respiratory quinolone (levofloxacin).
Quinolones are generally better
avoided in TB endemic areas because of

741
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their potential use as part of 2™ line
regimen in the treatment of MDR-TB.
- Advanced macrolide+ amoxycillin
A d v a n C ] d
macralide+amoxycillin+clavulanic acid
- Complicated CAP
- 1V p lactam + advanced macrolide
Iv respiratory quinolones+advanced
macralide
- Penicillin G+advanced macrolide

Adverse reactions

Co-amoxiclav: nausea, diarrhoes, skinrashes,
contraindicated in penicillin hypersensitive
individuals.

Cefuroxime: nausea, vomiting, abdominal
discomfort, headaches, rarely antibiotic
associated colitis.

Macrolides: similar to those mentioned above
but usually milder. Hepatoxicity and
antibiotic associated colitis are quite rare.

Prevention
Preumococcal vaccine
Haemophilus influenzae vaccine

PULMONARY TUBER CULOSTS
Introduction

Tuberculosis {(TB) is one of the oldest diseases
kniown to affect humans.

It is caused by bacteria of mycotuberculosis
complex which includes M. fuberculosis, M.

s
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bowis, and M. africonun
M, tuberculosis is the most common cause of
tuberclosis worldwide.

Transmission is by droplet infection.

Nigeria ranks 11" among the high burden
courntries of THinthe world.

Federal government of MNigeria established
the MNational Tuberculosis and Leprosy
Control Program (NTBLCS) in 1993 with the
objective to reduce the prevalence of TB and
Leprosy to a level at which they no longer
constitute public health problem in the

country.

Almost every organ can be affected. The lung

parenchyma are affected in more than 80% of

the cases. This can be either as primary

pulmonary disease (occurs mainly in

childhood) or post primary pulmonary

disease,

Those at risk of acquiring tuberculosis are:

- Cantacts of patients with smear positive
pulmonary disease

-  Immunocompromised individuals,
health works and people living in
overcrowded conditions.

Clinical Features
Common symptoms of pulmonary
tuberculosis:-

793
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Persistent cough
Weightloss

Drenching night sweats
Chest pain (dull or pleuritic)
Haemoptysis

Anorexia

Signs:-
Physical examinationmay benormal

Crepitations usually in the upper zone
{earliest physical sign)

Physical signs of consolidation, cavitation
and fbrosis develop later

B

Other signs:- palor and finger clubbing,
Erythema nodusum and phlynctenular
conjuctivitis (Primary PTB}

Differential DHagnosis

Prneumonia

Carcinoma of the bronchus

Lung abscess (especially due to Klebsielln
phermomnioe)

Pulmonary infarction

Complications

Lung collapse
Bronchiectasis
Chronic Obstructive Pulmonary Disease
Pleural effusion
Corpulmonale
Destructive lung syndrome
Lung abscess
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- Acute Respiratory Distress Syndrome
- Spontanecug Pneumothorax
- Haemorrhage/Mycetoma

Exlrapulmonary TB:

Lyinphnode TB:
- Painless swelling of lymph nodes (usually
cervical and supracervical sites
- Usually discrete in early discase; may
become inflamed and have a fistulous
tract draining caseous material)
Pleural TB:
- FPever
- Pleuritic chest pain
- Dysproea
- Dullness to percussion
- Absence of breath sounds
TB of the upper airwavs:
MNearly always a complication of advanced
cavitatory pulmonary TB
May involve the laynx, pharynx and
epiglottis:
- Hoarseness
- Dysphagia
- Dwsphonia
Chronic productive cough
Genitourinary TB:
Urinary frequency Dysuria Haematuria
Flank pain
Skeletal TH:
Weight bearing joints are affected: spine, hips

o5
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and kness
Spinal TB (Pott's disease):
Paraparesis Paraplegia
TB meningitis:
- Headache
- Mental changes
- Confusion
- Lethargy
- Altered sensorium
- Neckrigidity
- Ocularnerve paresis
- Hydrocephalus
Gastrointestinal TB:
Commonly affects the terminal ileum and

caecum
- Abdominal pain (may be similar to that of

appendicitis)
- Diarthoea
- Intestinal obstruction
- Haematochezia
- Palpable mass Fever
- Waeightloss
- Nightsweats
- TBperitanitis
Pericardial TH:
- Fever
- Dullretrosternal pain
- Frictionrub

Cardiac tamponade

Military TB:
- Fever
- Nightsweats

B
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- Anorexia

- Weakness

- Woeightloss

- Cough

- Hepatomegaly

- Splenomagaly
- Lymphadenopathy

- Choroidal tubercles (pathognomaonic)

- Meningitis

There are ne clinical findings specific for o
dingnosis of pulmonary TB; a history of contact
with a smear positive pulmonary TB case.
respiraiory sympioms for more than 2-3 weeks nol
responding fo brosd spectrum anfibiotics, and
wreight loss, failure to thrive may suggest TH

Relevant Investigations

Bacteriologic examination:-

- Sputum AFB X 3 (spol, morning,
spot)

- Sputum mycobacterial culture and
drug susceptibility testing/Gene xpert-
Xpert MTB-RIF Assay

Radiclogic Examination

- Chest X-ray

Oher tests:-

- Tuberculin skin test (low sensitivity
and low specificity)

- Hematologic - Full blood count and
ESE

I cases of diagnostic difficulties one may

need High Resolution CT and fibre-oplic

s
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brouchoscopy with bronchoalveolar lovage
and trans-bronchial biopsy

Treatinent

Treatment objectives

Cure the disease

Prevent death from active TB or its late effects
Preventrelapse of TB

Decrease transmission of TH

Prevent the development of acquired drug
resistance

B

NTBLCP recommends that all TB cases and
TB suspects should be managed in DOTs
centres. This programme provides good
quality drugs free of charge to all patients. It
also implements international standards for
tuberculosis care,

Chemotherapy
Standard drug regimens for Adults
A b months regimen
- Initial Intensive Phase:-
This is for 2 months using
Rifampicin, lsoniazid,
Pyrazinamide and Ethambutol.
Continuation Phase:- 4 months using
Isoniazid and Rifampicin. In this regimen,
there is fully supervised administration of
drugs in both intensive and continuation
phases.
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Daily doses and adverse reactions of
commoenly used anti-tuberculosis drugs

{Adults)
Drugs Daily dose Adverse
drug
reactions
Rifampizi | 10 mg/kg Drug
n takenm (maxirnum interactions,
30 mins dose) 600mg | hypersensitiv
before ity hepalitis
brealtast fever
Izoniazid | 5-10mg/kg Hypersensiti
(maximum vity,
dose) 300mg | polyneuropat
hy. _
| Ethambut | 15-20mg/kg | Optic neuritis |
ol (maximum hypersensitiv
| dose) 1.6g ity
Pyrazina | 20-35mg/ kg | Hepatitis,
mide (maximum gout,
dose) 2.5¢ hypersensitiv
| ity

- Pyridoxine 10mg is usually added to
prevent peripheral neuropathy

- These drugs can be provided as fixed
doze combinations to enhance adherence
lo therapy orloose tablets.

Other aspects of management include:-
- Contact tracing
- Health education of the patient

Standard drug regimens for Children

Twao standardized treatment Regimen
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adopted for the treatment of all children

diagnosed with susceptible TB in Nigeria:

p Standard six month treatment
Regimen for all children with newly
diagnosed or previously treated PTB
disease.
a. Regimen 1 for Children:

2(RHZ+E)/4(RH)

2 Standard six month treatment
Regimen for all children with newly
diagnosed or previously treated EPTE

disease,

a.  Regimen 2 for children with EPTB:

2(RHZ+E)/10(RH)
Thb Paediatric drugs and dosages
Drug | Dosa | Rang | Maximu
ge(mg | efmg/ | m dose
/kg) | kg) | (mg/day)
Isoniazide 10 7-13 300
) ;
Pifamnpici 15 1020 &00
n (R)
Pyrazina | 35  50-40 2000
mide (£)
Ethambut 20 15-23 1200
ol (E)
Use of Pyridoxine (Vitamin B6&) in
children

Pyridoxine (vitamin B6) protects against
isoniazid-induced peripheral neuropathy
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Not routinely given but is vecommended for
severely malnourished and HIV-infected
children

The recommended dose is 25 mg/ day until
treatment is completed

Monitoring of PTB Treatiment

Monitoring for response to therapy (clinical
improvement and bactericlogic clearance in
sputum) and adverse drug reactions.

Routine laboratory monitoring for drug
toxicity may not be necessary when there are
ne symptoms, signs ar co-morbid factors like
hepatic and renal disease.

MULTIDRUG RESISTANCE
TUBERCUL QSIS (MDR-TB)

Dirug resistance in mycobacteria comes about
through random spontanecus mutation
Emergence of this is creating additional
barriers to effective tuberculosis control.
MDR-TB is caused by an organism resistance
toatleast isoniazid and rifampicin.

XDE-TB is MDE-TB plus resistance to any of
the floroquinolones and one of the second line
injectables.

MDE-TB SUSPECTS

- Failure of treatment with first line anti-
tuberculosis drugs

- Symptomatic contacts to a known MDE-

&0
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TB case

Diagnosis

Send sputum samples to specialized facility
for culture, molecular line probe and drug
susceptibility

Treatment - refer to designated treatment
centres

HIV ASSOCIATED PULMONARY
TUBERCLULOSTS

Tuberculosis is an important opporfunistic
arnong HIV infected persons and commonest
cause of death in such patients.

It directly attacks the critical immune
mechanism invelved in protection against
Tuberculosis.

[is presentation depends on the stage of HIV
infection.

Diagnosis of tuberculosis in HIV patients may
be difficult when the immunity is highly
compromised (low CD4 count) because of
atypical presentation, increase frequency of
sputum smear negativity and atypical
radiographic features.

All TB patients should be offered HIV
counselling and testing; also all HIV patients
should be screened for TB.

Treatment:
Commenee anti-tuberculosis treatment.

fnied
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Offer Co-trimoxazole preventive therapy

Commence anti-retroviral therapy

First line Anti-tuberculosis drugs though

very effective but the problems in the

treatment of such patients are:

- Pillburden

- Druginteraction

Potentials for drug interactions with

rifampicin and antiretroviral agents such as

protease inhibitors (Pls) and non nucleoside

reverse transcriptase inhibitor (NNRTIs)

Rifabutin may be used in place of rifampicin

butnot easily available and expensive.

Efavirenzin place of nevirapine

- Immunereconstitution syndrome

- Increased incidence of drug resistance
CASES
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CHAPTER [

INJURIES ANDY ACUTE TRAUMA

Dog bites

Responsible for 80% of bite wounds

Bactericlogy usually mixed

- Alpha haemolytic streptococci,
pasteurella species, staphylococci,
Eikenella chorrodeus, nctinomyces,
fusobacterium, prevotella,
pophyomonas species,

Caprocyfophaga canimorsus

15-20 % of wounds become infected

Lowet limbs are most commonly affected

InfectHons occur 8 - 24 hours after bite and

may manifestas:

- Pain

- Fever

- Lymphadenopathy
- Cellulitis

If the canine tooth penetrates synovium or
bone:

- Septicarthritis

= Osteomyelitis

Cat bites
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Less commmon

Maore than 50% resultin infechon

Pemales are more affected than males

The hands and arms are more comunonly
affected

Usual organisms include P. pufocida and
those ones fellowing dog bites

Rats, mice, gerbils and animals that prey on
them

MMay transmit Streplobacillus moniliformis or
Spivillus minor

Usually affect hunters or laboratory handlers
of rats

Manifests as:

Fever

Chills

Myalgias

Headarhes

Severe migratory arthralgia

A maculopapular rash involving the palms
and soles

Human bites

May be:

Self-inflicted

Sustained by medical personnel caring for
patients

Sustained during fights, rapes or during
sexual activity

May become infected more than bites from
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other animals

The oral microflora include multiple species
of aerobic and anaerobic bacteria

Those of hospitalized and debilitated patients
ofteninclude Enterobacleriaoae

HIV, HEV have been reported due ko human
bites

Sharks and crocodiles
Cause death by:
Tissue destruction
Crush symdrome
Haemorrhage
Infection

Marine invertebrates

Have specialized organelles called
nematocysts for poisoning and capturing
PIey

May cause serious ill health and death

Initinl assessment

Careful history

Contact local authorities to determine if the
specic is rabid; if possible locate animal for
observation

Antibiotic allergy, immunization of patient
and other morbid condiion(s) should be
documented

Inspect wound for evidence of infection.
Conduct general physical examination,
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including vital signs

Investigations

Depend on the type of injury, the clinical
presentation and the onset/type of
complications:

Full Blood Count

Electrolytes and Urea

Bload clotting profile

Arterial blood gas estimations
Chestradiographs

Wound and blood cultures

Treatment objectives
MNeutralize envenomation
Limit systemic effects
Local wound care
Preventonset of complications
FPrevent specific infections such as rabies in
highrisk cases

Nost-drug measnures

Limb splinting (and rest the limb)

Use of venorm detection kit (if available)
Applicatioriof pressure bandage
Control/care of the airway Incision is
discouraged; fe mouth showld not be used fo
suction

Wound debridement and fasciotomy for
compartment syndrome may become

necessary
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Dirug breatment

Administration of high flow axygen

Intravencous fluid administration to
maintain circulation: use colloids or
cystalloids as clinically appropriate

Treatment of anaphylaxis with
antihistamines (H blockers), epinephrine

(adrenaling) and corticosteroids

Analgesia
Prophylactic antibiotics as appropriate
Tetanus prophylaxis

For animal bitez in which rabies is
considered a significant risk it is imperative
that anti-rabies prophvlaxis be instituted

- If the patient iz not previously vaccinated
local wound cleansing should be done,
rabies immune globulin administered
and the vaccine given

Antirabies prophylaxis

Rabies immune globulin

Adult and child: 20 units/ kg body weight by
infiltration in and around the cleanzed
wound; if whaole volume not exhausted, give
remainder by intramuscular injection into
anterior-lateral thigh (distant from vaccine
site)

- Half of the dose is infilirated around the
wound and the rest given
intramuscularly into the gluteal muscles

Human Dipleid Cell Vaccine (HDCWV) or
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Rabies Vaccine Adsorbed (RVA)

- 1 mL is given into the deltoid on days
0,3,7 14, and 28

- Should not be administered in the gluteal
area

If the patient has previously been vaccinated

clean the wound and give the vaccine given

on days 0 and 3 only Adrenaline

(epinephrine), hydrocortisone must be

immediately on hand for the treatmncat of

anaphylaxisifit occurs Prevention

Appropriate clothing and footwear while

outdoors Altention and care to observe

general safety measures

BLIRNS

Introduction

A common form of tranma in our
envircnment

Involves coagulative necrosis of tissue cells

following varied insults
-  Flames

- Chemicals

- Electricity

- FPriction

- Cold orhotfluids

The wvarious types occur with varying

frequencies in various segments of the

population

- Por example scalds occur with great
frequency in children while flame burns
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occur commonly in young adults

Clinical features(and complications)
Extensive skinloss with dehydration
Airway burns leading to dyspnoea,

tachypnoea, stridor, hypoxia, hvpercarbia,

airway obstruction and death

Breathing difficulties from circumferential
chestburmns

Acute respiratory distress syndrome, acute
lung injury and pulmonary oedema

Massive fluid losses from evaporation and
interstitial fluid shifts leading to
hypovolaemicshock

Acute renal failure from pre renal failure,
acute tubular neecrosis, and the crush
syndrome

Electrolyte abnormalities: hyper or
hypokalagmia with cardiac dysrhythmias
and / or arrest

Anaemia from destruction of red cells.

Also nutritional anaemia

Hypothermia

Innmune dysfunction

Burns wound sepsis and septicaemia

Tetanus

Acute gastric dilatation

Stress ulcerations in the pastrointestinal

system

Limnb compartment syndrome

Crush syndrome
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Deep vein thrombosis

Systemic Inflammatory Responge Syndrome
(SIRS)

Multiple Organ Dysfunction Syndrome
(MODS)

Inwestigations
Full Blaod Count
Electrolytes and Urea Grouping and cross-
matching
Arterial blood gases
Chestradiograph
Electrocardiogram
Wound swab for microscopy, culture and
sensitivity
Blood culture
Intracompartmental pressure monitoring

Treatment objectives

AL the scene: to stop the burning process or
remove vichm from the burn situation
Transfer the patient to hospital as soon as
possible In the hospital identify life
threatening injuries and treat

Perform a detailed survey

Restore patient's physiology as much as
possible

FPromote wound healing

Preventcomplications

Eehabilitation
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Treatment
Copiously irrigate the wound with cold
water (noticecold) for 10 -15 minutes
Avoid hypothermia and the use of agents
such asraw eggs and palm oil
- They are not useful and may promote
wound sepsis In hospital perform a quick
primary survey
Check:
Airway
Breathing
Circulation
Disability
- Exposure
Correct problems identified Give patient
100% oxygen
Pass an endofracheal tube if there is risk of
airway obstruction
Obtain specimens for investigations as
detailed above
Determine percentage total body surface area
{TBSA) burned
- Wallace rule of nines is recommended in
adults
- In children there are several charts e. g
Lund and Browder charts
Calculate the total Auid requirement in the
first 24 hours using appropriate formulae
- Woerecommend the Parkland's formula
Determine burn depth
Apply burns dressing
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Pass all relevant tubes and gadgets
- MNaszogastric tube, urethral catheter, etc
Perform a detailed secondary survey
(especially if combined with other traumay)
- Obtainthe AMPLE history
Allergies, Medications,
Past medical history, pregnancy, Last meal
Environment (including details of the
incident)
Administer tetanus prophylaxis depending
onimmune status
Applyrelevant splintage
Commence prophylaxis against deep
venous thrombosis
Thysiotherapy
Decide whether patient should go to a
burns unit or burns centre following standard
criteria

Drug treatment

Oxygen

Tetanus toxoid

Anti tetanus serum, antitetanus globulin as
appropriate

Narcotic analgesics e. g. morphine, pethidine,
trammadaol

Monsteroidal anti inflammatory analgesics e.
g. diclofenac

H, receptor antagonists e.g. ranitidine
Prophylactic antibiotics e.g. cephalosporins
Topical wound dressing agents e. g with zinc
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oxide based creams, antibicticcontaining
dressings

Prevention
Health educetion to promote healthy life
style and avoidance of risky behaviour
Installation of fire warning systems such as
smoke detectors in buildings
Control of petroleum products
An efficient fire service
Fire protocols in all establishments

DISASTER PLAN
Introduction

A disaster is an event which causes serious
disruption to community life, threatens or
causes death or injury in that cornmunity,
and /or damage to property

It is bevond the day-to-day capacity of the
prescribed statutory authorities and requires
special resources other than those normally
available to those authorities

Could arise from natural causes cyclones,
earthquakes and tsunamis or from man-made
situations such as plane crashes and wars

Orecur with little or no warning - Only well-
prepared systems will be able to limit the
damages and losses thatfollow disasters

The effeciveness and quality of response to
a disaster is highly dependent on the level of
preparation
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An ill-prepared system will lead to an
ineffective and uncoordinated response
Apart from an effective response, other
advantages of preparation include cost
savings and animproved and alert system
There are four phases of disaster
management:
- Prevention
- Preparation
- Response
- Recovery

Prevention

Essentially the evolution and
implementation of strategies to prevent or
mitigate the impact of disasters if/ when they
arise e.g. designing tsunami warming systems
or fire alarm systems

Preparation

Involves system upgrade, overhaul,
protocol design, implementation and quality
assessment for disaster management

Response

Involves the interaction of the various
emergency response agencies to the disaster
to save as many casualties as possible; guick
transfer to hospitals, coordination of the
hospitals and ereation of temporary shelters
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Recovery
A phase thatinvolves:
- Rebuilding,
- Heconstruction
- Rehabilitation,
with a goal to restoring the conumunity o its
pre-eventstate orasclose to itas possible
For a disaster plan to be effective it needs to
invaolve all the stake holders inits design
Disaster plan is necessary at various levels of

health care and political terrain:

- Mational,

- Regional,

- State and local governmentlevels

There should be disaster plans within
organizations such as the hospitals, fire
service, Army, Alr force and Navy, the
Ministries of health, the police and the
Emergency Medical Service (EMS)

There is need for a coordinating agency
such as the National Emergency Management
Agency (NEMA) to supervise, monitor and
coordinate inter-agency procedures,
protocols, joint lraining sessions and drills

Personnel in all the relevant response
agencies must be familiar with the policies,
protocols and procedures to be implemented
following a disaster
Training and retraining is essential

The hospital disaster plan
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There should be a Disaster Comumittee in the
hospital which should:
Design a disaster plan for the hospital

Put in place procedures and protocols to be
implemented in a disaster situation
Supervise staff training for disaster
managemant
Be engaged in capacity building

Promote staff awareness regarding disaster
prevention and preparation

Promote inter-departmental interaction
regarding disaster management
Determine staff competency levels in

disaster management
Allocate statf roles in disaster management

Ensure regular drills, seminars, tabletop
exercises, computer simulations and
interactons on disasters

Enzure stockpile of drugs and equipment to
be mobilized in disaster situation
Ensure quality assurance and audit
Promote inter-hospital and inter-agency
interaction within the municipality with
regard to disaster management

Ensure management commitment to
disaster management

Committee composition

The committee should be composed of the
following;

The Hospital Trauma Director
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The Emergency Department Chief

The Head of Surgery

TheHead of Anaesthesia

The Chief of Nursing services

The Head of Security

The Head ofStores

The Head of Pharmacy

A representative of the Hospital Manager

The disaster protocol in the hospital should
address the following principal issues:

Whao activates the disaster protocol?

What are the criteria for activation?

Information relay to critical departments:
laboratories, blood bank, theatres, ICU,
radiclogy, anaesthesia, Emergency
Department (ED) Management, Hospital
Management, Porlage and Security

Pattern of staff call up to the Emergency

Department ina disaster situation

Method of statf call

Pre-determined plan for Emergency
Department evacuation
Information centre constilution for distressed
relatives
Departmental disaster procedures
Logistic issues in a disaster situation
"Standing down" criteria and procedure

HEAD INJURY
Introduction
The term refers to any injury to the head
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- Includes bruises and lacerations ko the
scalp

For practical purposes it is preferable to talk

of:

Traumatic brain injury (TBI)

Craniocerebral injury

Craniofaciocerebral injury

This section will focus on TBL

- TBliscommonintrauma patients

- Present in up to 50% of multiply injured
patients

- Isolated TBIis uncommon

In up to 50% of cases of severe TBI there is
multisystern trauma

Classificalion
Canbe considered from the point of view of :
Mechanism of injury
Severity of injury
Morphology Mechanism:
Blunt or penetrating Severity:
- Depends on the patient's position on the
Glasgow
ComaScale (GCS).
- 13-15:mild
- 912:moderate
- Borless: zsevere
Morphology:
Skull fractures
Intracranial lesions
- Bkull fractures could involve the vault or
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base of the skull

Vault fractures may be linear, stellate,
depressed or non-depressed; open or
closed

Basilar fractures may be with or without
CSF leaks and alzo with or without facial
nerve palsy

Intracranial lesions may be focal or
diffuse,

Focal lesions include epidural, subdural
and intracerebral hasmatomas

Diffuze lesions include concussions and
diffuse axonal injury (DAT)

Pathophysiology

The brain is covered by the meninges: dura,
arachnoid and pia mater with the subdural
and the subarachnoid spaces

(CSFis produced inthe lateral ventricles

The normal circulating volume of CSE is
140 mL The brain normally regulates its
blood flow by a process of
autoregulation, which is for the most ime
undisturbed in TBI

Mormal CBF is 800 mL/ min or 20% of total

cardiac output

CBF = CPP/CVR =50 mL/100 g of brain
tissue,/ min

CPPis the Cerebral Perfusion Pressure
CVE is Cerebral Vascular Resistance
CPP=MAP-ICP

MAP is Mean Arterial Pressure
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- ICPisIndracranial Pressure

The normal ICP is 10 mmHg {136 mm H,0)

- Changes in intracranial volume result in
compensation, with alterations in CSF
volume and blood volume within the
cranium but with minimal change in
intracranial pressure

At some point minimal changes in volume
result in geometric increases in ICP (The
Monre-Kellie doctring), and decompensation
occurs

An expanding infracranial mass (such as a
subdural haematoma) leads to:

- Uncal herniation through the incisura in
the tentorium with compression of the
oculomotor nerve and the motor tracts in
the mid brain

- This leads (o ipsilateral pupllary
dilatation and contralateral hemiparesis
orhemiplegia

In the Kermnohan's nolch syndrome which
occasionally occurs there isipsilateral
papillary dilatation and hemiparesis.

With progressive expansion of an
intracranial mass the cerebellar tonsils
eventually herniate through the foramen
ma@um (coning)

This is associated with hypertension and
bradycardia (Cushing's reflex)

- Sequentially apnoea, arrythmias,
hypotension and death ensua
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Clinical features

These patients may present with:

Features of multisystem trauma

Alterad level of ronsciousnass

Skull fractures and mass effect from

intracranial lesions

Features of raised intracranial pressure

- Headacheas

- Nausea

Projectile vomiting

- Drowsiness

- Papilloedema

Complications of TBL:

A lucid interval (often occurs in
extradural haematoma)

- Post injury, the patents maintain a
satisfactory level of consciousness until
suddenly consciousness is lost

Extradural haematoma:

Rarc; overall, coccurs in less than 1% of head

injuries

More common in young patients

Often results from torn middle meningeal

vessels

CT shows a biconvex or lenticular cpacity

Subdural haematoma,

More commeon

Occurs in 20 - 30% of severe head injuries,
more commonly in the elderly (due to brain
atrophy)
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Results from torn bridging veins
The opacity on CT follows the contour of the
brain
Basal skull fracture:
May besuggested by:
- Periorbital ecchymosis (racoon eyes)
- Retroauricularecchymosis (Battle sign)
- (5Fleaks
- Facial nerve palsy

Complications of TBI
Early:
Coma
Posteoncussion headaches
Posttraumatic amnesia
Retrograde amnesia

Abnormalities of salt and water metabolism
such as diabetes insipidus and syndrome of
inappropriate ADH

Anterior pituitary dysfunction such as
ACTH abnormalities and poor cortisol stress
TESpPOnse

Late:

Chronic subdural haematoma

Infections such as meningitis and brain
abscess

Hydrocephalus

Epilepsy

CSF leaks

Carotico-cavernous fistulae
Traumatic aneurysms

&23



I IMJUIRIES AR ACUTE TRALBA

Chronic headaches
Personality changes

Treatmentobjectives

Identify life threatening injuries and treat
Limit primary injury

FPreventsecondary brain injury

Provide critical care

Rehabilitate

Primary survey:
Assess airway and maintain patency

Suctioning and manoeuvers to elevate the
tongue (jaw thrust and chin lift) may be
useful

Apatent airway is important in
ophrnizing outcome in TBI

Ventilaion is next addressed:

Administer 100% oxygen

Hypoxia is one of the causes of secondary
head injury and must be avoided
Conduct a quick chest examination to
identify tension pneumaothorax,
preumothorax, haemothorax, flail chest
et

Institute urgent treatment as may be
indicated

Maintenance of the circulation;

Equally important in optimizing
outcomes
Hypotension is a cause of secondary brain
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injury and must be avoided
- Intravenous lines should be set upy;
administer crystalloids
Assesthe GCS and the state of the pupils
Expose the patient to perform a quick gencral
examination but avoid hypothermia.
Secondary Survey:
{See secton onmultiple infuries)
Secondary brain injury
Meuronal injury that is not present at the tirme
of the primary insult but develops in response
to subsequent intracranial or exiracranial
events
Extracranial causes:
Hypoxia
Hypotension
Seizures
Hyperthermia
Hyponatraemia
Hypernatraemia
Hypoglycaemia
Hyperglycaemia
Intracranial causes:
Extradural haematoma
Subdural haematoma
Intracercbral haematoma
Cerebral cedema
Cerebral contusion
Hydrocephalus
Meningilis

235



I IMJUIRIES AR ACUTE TRALBA

Brain abscess

CTscanin TBL:

- Has revolutionalized the management of
trawmatic brain injury as it can readily
diagnose intracranial haematomas and
skull fractures

- In traumea it is advisable to do a non-
contrast CT scan

- Indications for CT scan:

- GCSofl4orless

- GCSof15 with:

- Lossof consciousness > Simimuites

- Ammnesiafor injury

- Pocalneurclogical deficit

- Signsof calvarial or basal skull fracture

Intracranial pressure monitoring;

Best done through a wveniriculostomy

catheter, with or without concomitant

intraparenchymal transducer

Indications for ICF monitoring in TEL

- Patients with post resuscitation GCS of 8
orless

- Intubated patients in ICU

- Patients with intracranial haematornas
butare adjudged not to need surgery

Emergency management of raised

intracranial pressure:

- Endotracheal intubation

- Confrolled ventilation to a plO of 35
mmHg2

- Volume resuscitation

- Maintainnormal blood pressure
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- Narcoticsedation

= Neuromuscular blockade

- Bolus mannitel {1 g/kg)
= (See Meningitis)

- Head up tiltat30 degrees

- Controlled hypothermida

Surgeryin TBIL:

Often indicated in head injury for the

evacuation of iniracranial haematomas or

elevation of depressad skull fractures

Indications may depend on the centre and the

neurosurgeon, but all agree that an

intracranial haematoma causing significant

mass effect should beremoved

A midline shift of more than 5 mm is

considered significant

Indications for surgery will depend on:

- Theneurclogical status of the patient

- Findingsen CT

- Extentof intracranial injury

- Intracranial pressure.

The procedures include:

- Burrholes

- Craniotomy

- Craniectomy

- Elevation of depressed skull fractures

Drugsin TBL:

- Diuretics to reduce intracranial pressure
e.g. mannitol (see Meningitis)

- Sedativese.g. diazepam (see Tetanus)

- Muscle relaxants e.g. diazepam,
suxamethonium
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- Anticonvulsants e.g. phenytoin,
phenobarbital (see Epilepsy)

- Antibiotics as appropriate

- WVasopressors e.g. noradrenaline,
dobutamine if there iz hypotension, and
incollaboration with a physician

Prevention

Measures aimed at reducing accidents in

transportation (especially road traffic

accidents), inhomes and in factories:

- Motorbike crash helmet laws and
enforcement

- Alcohol laws

- Speed limits

- Bettermotor licensing rules

- Healtheducation

- Better motor engineering

- Goodroad designs

- Safety procedures at work and a good
EMS and trauma system

MULTIPLE INJURIES

Imtroduction

The multiply injured patient is that patient
with injury to more than one organ system
Often victims of motor wehicle crashes, motor
bike accidents, pedestrians hit by cars, ot falls
fromheights

Pregent a challenge to the managing team in
terms of priority of medical intervention
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- If the priorities are not well ordered
the results can be catastrophic

Difficult to outline clinical features for these

patients as virtually any injury is possible

Treatment objectives

Identify life threatening injuries and treat
Identify all injuries, institute primary
management and limit progress of injuries
and further tissue damage

Restore patient's physiology paying special
attention ko the triad of:

- hypothermia,

- acidosis

- coagulopathy

Format a prioritized plan of definitive
treatment and rehabilitation

Management

Advanced trauma life support (ATLS)
principlesshould apply

Patient should be received by a trauma team
consisting of at least:

- Atraumateamleader

- Anairway and a procedure doctor

- Twonurses in similar capacity

- Aradiographer

- Ascrubnurse

- Asocal worker

It is important that hospitals which regularly
manage trauma patients should maintain a
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standing trauma team on a 24- hour basis
- This helps to optimize outcomes in

patient management

Prehospital information

The trauma team needs this information from

the pre-hospital tearn

- Relayed in the MIST format, preferably
before the patient's arrival to enable
adequate preparation to be made before
hand

M: Mechanism of injury

I: Injuries sustained

5: Prehospital vital signs: pulse, blood

pressure, respiratory rate, oxygen saturation,

temperature

T: Treatment given e g cervical collar,

intravenous fluids etc

Primary Survey

- Cick survey to identify life threatening
injuries and treat

Adrway

- Talking? Assume airway is alright. If not
suction, Guedel's airways

- Caretul with airway manoeuvers such as
the jaw thrust and chin lift

- Always protect the cervical spine

- Applyrigid cervical collar

- May need endotracheal intubation.

Breathing

- (Check the breathing, respiratory rate,
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oxygen saturation

Examine the chest:

- Tension prieumothorax? Haemothorax?
Flail chest?

Chest tube decompression?

- Always obtain a chest radiograph before
decompression if possible

- Performarterial blood gas estimations

Circulation:

- Checkthe pulse, blood pressure, capillary
refill

- Listentothe heart sounds

- Applyelectrocardiograph leads

- Set up an intravenous line with a large
bore cannulasize 14 or 16 FG

- Collect blood for investigations: ABGs,
FBC, electrolytes and urca, grouping and
cross matching; pregnancy tests

- Focused Assessment using Sonography
in Trauma

(FAST)

Disability and Neurology

- Assess patient's level of consciousness
using the

Glasgow coma scale

- Check the state of the pupils and their
reaction tolight

- Expose the patient to perform a quick
general examination but prevent
hypothermia

a3



I IMJUIRIES AR ACUTE TRALBA

- Cover with warm blanket or put on
artificial warmer if available

- Record core temperature

The trauma series of radiographs is part of the

primary survey. Theseare

- A-Pchestview

- A-Ppelvicview

- Lateral cervical view

- (Inthe above order)

Secondary survey
This is a total body examination to detect

injuries sustained
Involves obtaining the AMPLE history

(allergics, medications, past medical history,

pregnancy, last meal, environment including

details of the accident)
Head:

- Check for scalp haematomas,
lacerations, skull fractures, CSF leaks
(rhinorrhoea, otorhoea); facial fractures,
TEE‘C-EIDI.'['E}?EE

- Remove contact lenses; examine pupils,
oral examination; Battle sign

Neck:

- Performacareful neck examination

- Leave in collar if there is a high index of
suspicion for cervical injury

Chest

- Inspect for dyspnoea, tachypnoea, chest

movements, flail chest, open
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pneumothorax or obvious penetration
Palpate for chest expansion, crepitus
(subcutaneous emphysema) and rib
fractures

Assess position of the trachea and
detetmine any tracheal shift

Determine percussion notes in both lung
fields (dull in haemothorax and
hyperresonant in pneumothorax)
Auscultate for breath sounds and air

entry

Abdomen:

Examination findings often unreliable in
the multiply injured patient

This may be as a result of altered
sensorium due to head injury, inebriation
or drugs, neurclogical injury, or
distracting injury

There is need to augment examination
with bedside investigations like FAST
and DPL {Diagnostic Peritoneal Lavage)
if indicated

Ini the haemodynamically stable patient
the best imaging modality is the CT scan
with contrast

Inspect for seat belt marks, lacerations,
abdominal contour and movements with
respivation

Palpate for tenderness, rebound
tenderness and rigidity

Percuss if indicated

Auscullate for bowel sounds

Pass a nasogastric tube Pelvis:
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Perform anteroposterior and lateral
compression tests to check for pelvic
fractures

Ii fracture is suspected, apply a pelvic
girdle or pelvic sheet to decrease pelvic
volume, improve tamponade and
decrease pelvic haemorrhage

Examine the perineum:

Check for perineal bruising. bogginess,
scrotal haematomas, and blood at the tip
of the penis

If there is blood at the tip of the penis itis
inadvisable to pass a urethral catheter: a
partial urethral rupture may be
converted to a complete rupture. Do an
urethrocystogram to confirm  urethral
Tiptire

If not condraindicated pass an indwelling
urethral catheter to monitor urinary
output and tissue perfusion

Haematuria is suggestive of bladder or
kidney injury Perform a wvaginal
examination, checking for bleeding and
lacerations Lower limb examination:
Check for obvious lacerations, deformity,
fractures and dislocations

Undertake an appropriate neurovascular
assessment

Assess muscle power in each limb Upper
limb examination:

Same as for lower limb
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'LOG ROLL'

The patient is now log rolled by four
persons so as to examine the back

The spine is examined from the occiputto
the coccyx checking for deformity,
swellings, steppings, and tenderness
While still in this posilion perform a
digital rectal examination to assess anal
tone, presence of blood in the rectum and
the position of the prostate

A high riding prostate is suggestive of
urethral rapture

Return patient to the supine position
MNeurological examination:

Perform a detailed neurological
examination as indicated

The trauma team should now note all the

observed injuries and format a plan for:

The further management of the patient
Removal from the emergency department
and

Definitive management of the patient under
the appropriate surgical units and
consultants
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CHAPTER B}

SURGCICAL CARE

PERI-OPERATIVE CARE

Consists of:
Pre-operative care

Intra-operative care

Post-operative care
Targeted at ensuring that the patient is fit
for anaesthesia and intended surgical
procedure, as well as prevent complications
after surgery

The focus on peri-operative care is based on
the evidence that majority of complications
and mortality following elective surgery are
avoidable and can be prevented.

It involves what happens to the patient
before going into the operating room, what
happens in the operating room and what
happens after the patient leaves the
operating roorm.

The goals of peri-operative care include:

- Prevent avoidable complications

- Ensure early identification of
complications and prompt lreatment
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- Prevent avoidable mortality

- Ensure quick recovery and return to
activitias

- Ensure safe and smooth surgery

- Ensure optimal patient outcomes

Fre-gperabive care
The goal is to prevent and/or minimize the

risk of adverse cardio-pulmonary events
during and after surgery.
Clinicnl eoalisalion

Efforts should be made to identify the
following by history and physical
examination: Cardiopulmonary disorders:
Cough

Chestinfection

Bronchial asthma

Chronic obstructive airways disease
Hypertension

Cardiac failure Metabolic disorders:

Diabetes mellitus Haematologic disorders:
Sicklecell discase Allergy:

Drug allergies (e.g. penicilling, talc,
elastoplast, anbsephics ate.)

Drug history:

Propranclol, diuretics, steroids and other
hormonal agents; prednisolone, oral
contracaptives; ricyclic antidepressants
Social habits:

Cigarette smoking, alcohol use
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Provious anaesthebc exXporicnoe:
How long ago, type of anaesthesia

Investigalions

Cardiopulmonary:

Chest radiograph: especially for patients 60

yvears and above, and those with chest

infection

- Look for evidence of chest infection and
cardiomegaly

Electrocardiogram: especially for patients

over 60 years and those with heart disease or

hypertension

Pulmonary function tests may be necessary in

patients with obslructive airways disease

Metabolic:

Urine sugar to exclude diabetes mellitus

- Al adults and patients with history
suggestive of diabetes mellitus

Serum Electrolytes and Urea

Haematologic: Haemogram/packed cell

volume

Haemoglobin genotype

Clotting profile (prothrombin time and kaolin

cephalin clotting time) where there is

suspicion of bleeding diathesis e.g. in

jaundiced patients

Others:

Oher investigations as may be indicated by

individual clinical circumstances
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Correction of abnormalities and preparation

forsurgery

Cardiopulmonary: Rehydrate patient

adequately, using appropriate fluids

Control blood pressure

Treat/control chest infections with

appropriate antibiotics

Control obstructive airways disease

Metabolic conditions and derangements:

Correct electrolyte deficits, especially

hypokalasmia

Acidosis is usually corrected by adequate

rehydration (provided the patient has no

renal disease)

Diabetes should be controlled

- Patients already controlled will need their
therapy to be converted to soluble insulin
for long surgical procedures (this should
be dome in conjunction with the physician
and anaesthetist)

Haematological: Correctanaemia

- Cause(s) of anaemia should be identified
gl treated

- The minimum haemogram for a patient
underpoing elective surgery should be 10
g/dL

- Haemogram 6-9g/dL: correction may be
achieved by haematinics; reschedule

surgery
-  Haemogram <6 g/dL. correction may
require blood transfusion
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- Emergency surgery: correct anaemia by
blood transfusion

Blood transfusion should be avoided as much

as practicable.

- Patient with sickle cell anaemia:
haemogram should be brought up to 8
g/dL

- These patients must be adequately
hydrated to avoid sickling and sludging
within the bloodstream

- Bhort day case procedure: imperative to
admil the patient with sickle call anaemia
at least a day before surgery to achieve
adequate hydration

Suspected bleeding diathesis

- Intramuscular vitamin K (10 mg daily), at
least 43 - 72 hours before surgery

- For major surgery, blood should be
grouped, cross-matched and stored

Other disorders:

Amny associated medical condition should be

treated / controlled before embarking on

surgery

- This should be done in conjunction with
the physician as much as possible

Patients who require nutritional

rehabilitation

- If surgery is elective reschedule it, and
give adequate time to achieve improved
nutritional status, otherwise morbidity
and mortality may beincreased

High-risk patients:
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- At high risk of developing postoperative
complications

- Deliberate and metculows efforts should
always be made to adeguately evaluate
them and ensure optimal fitness for
surgery

- Elderly patients (age =60 years): - risk of
deep vein thrombosis, atelectasis

- Obesity- risk of deep vein thrambosis,
atelectasis

- Cancer-risk of deep vein thrombosis,
atelactasis, haemorrhage

- Women on oral contraceptive pills-risk of
deep vein thrombosis

- Co-existing chronic medical conditions-
risk of wide ranging complications

- Sickle cell anaemia-risk of sickling crises,
deep vein thrombosis

Consent for surgery

Details of the surgery should always be

explained to the patient (or relatives) in very

simple [anguage before surgery

Should include a mention of the

possible/ common complications

A signed consent should be obtained, in the

presence of a witness (usually anurse)

Obtaining consent should be done by the

surgeon himselt

There are a number of evidence-based risk
stratification to guide in predicting the risk
of adverse events and help in instituting
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appropriate measures to prevent these
events (Tables 1 and 2).

Table 1:Cardiac risk stratification in patients
undergoing non-cardiac surgery

High(36% -
cardiag risk)

Intermediate -
(1%-5%
cardiac risk)

Low (<1%

“« & & = &

Eumgﬁmm:;;;ﬂaﬁam
particular iy
Avrtic or major vascular

BLESECY

Peripheral vascular surgery
i sidtriie]
Intraperitoneal and
intrathoracic surgery
Carotid endarterectomy
Head and neck surgery
Gymaecologic surgery
Meurssurgery
Orthopedic surgery
Urologic surgery
Superficial procedures

Beasstn :

Cardiac events include fatal and nonfatal

cardiac evenls

Incorporates perioperative cardiovascular
events within 30 days after surgery
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Table Z:American Society of ﬁnaesthﬂﬂlugmt

rhysiral status classificafion system

ASAT

ASA TL

Aasa TIL

A pationt
welth maild
systeimic
diseaszg

A patiest
writh

SOV ELD
Hystemic
disrase

WTild digonses
oy withou
substantive
functonal
limadtations.,
Examples
includa (ut noe
limited to):

PTegTancy,
oheglty (230 =
Bh = 40, well-
contralled

TR T, mild
lung disease

Substantive -

o rore
micderate to
saveare diseases,

inclade (but not
limndiad bo):
poorly
contralled T
it HTHN, 2O,
::rl:nrbciﬂ. ub:md:r
(BT 400,

actve hepatitis,

alcehol
dependenes ar

abuse,

Prcemiaker,

tnoclerate
reduction of
election fracticn,
ESRLD
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The addition of “"E” denotes Emergency
surgery: (An emergency is defined as
existing when delay in treatment of the
patient would lead to a significant increase
in the threat to life or body part)

Inthra-gperative caie

The focus of intra-operative care is to ensure
a safe and smooth surgical procedure. The
entitre team in the operating room, including
surgical team, anaesthesia team and peri-
operative nursing tearn, should work
together as a team and take responsibility
for infra-operative care to ensure a smooth
and safe operation. The World Health
Organisation's 'Surgical Safety Checklist' is a
helpful guide for safe and effective intra-
operative care This checklist can be
modified to suit each hogpital based on local
renlities,

Post-operative care

An excellently performed operation can be
marred by poor post-operative care and
inadequate attention to patient's post-
operative needs,

Meticulous and efficient care in the
postoperative period is paramount for
adequate patient recovery and success of

SUrgery
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A well-planned and supervised
postoperative care ensures a smooth
recovery, and helps to prevent or limit
postoperative morbidity and mortality
Preoperative, intraoperative and
postoperative care is a continuum and
interlinked
- Many of the instructions and therapy
started in the preoperative period may
nzed to be continued into the
postoperative period
The surgeon himself must be involved in the
postoperative care and not leave it to others,
who may nothave much ideas or information
about the surgery

Initial recovery

Close monitoring and observation:

The first 4 - 6 hours after & major surgery and

general anaesthesia are critical

- The patientis still drowsy and recovering
from the effects of anaesthesia

The cardiopulmonary status (pulse rate,

blood pressure, respiration) needs to be

monitored very closely (every 15 minutes) in

order to promptly detect any abnormality

Where available, electronic monitors with an

alarm system should be used

Airways management
The patent may still be under some effect of
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anacsthesia

- Airwaysneed to be kept patent
Prevent the tongue from falling backwards by
positioning patient in the left lateral position
The neck should be prevented from falling on
itself as this can occlude the airway

Secretions should also be cleared using a low-
Pressure suction

Nursing position

Different operations require specific
positioning in the postoperative period to
reduce venous pressures, keep airwayvs
patent, enhance drainageetc

The surgeon should be conversant with the
gpecific positions and give appropriate
instructions

Analgesia

Painisamostundesirable eflect of surgery

Patients should not be allowed to suffer from

painunduly

The appropriate analgesic technique should

be chosen for the nature of surgical procedure

performed

Adequate analgesia will ensure early

ambulation and help to limit atelectasis

The following principle should guide the use

of analgesia for control of postoperative pain:

- Multimodal approach: should be pre-
emptive and preventative
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- Use of ocal anaesthetics:
- Improveanalgesia
- Decrease opioid requirements
- Decreaseopioid-related side effects
- Canbe given via:

- Wound infiltration

- Epidural

- Peripheral nerveblocks

- Opivids remain the mainstay of
surgical pain contral

- Pain should be continuously
evaluated using appropriate
pain assessment toals to help in
ensuring adequate and
appropriate management

The following analgesic guide is helpful in
the comtrol of postoperative pain (Figure 1)

SEVERITY OF PAIN ., TREATMENT AFPROACH
SEVERE PAIN/MAICOR SURGERY (2.2.) Strong Dplalds
Laparatammy +

Tharsoatomy MEAID ar Paracetarmicl
Major Limd surgery +

Cesaraan section La,/AA

MODERATE PAIN/ MODERATE Wieek Oploids
SURGERY (2.8} +

Appendectamy MEAIDS ar Paracets mol
Herniarhaginy +

Excision af [umps LR,

LD PAIN/MINOR PROCEDURE {2.8) MEAIDE oF Paracetsmol
Minar lacerations +

enipumciu ra -1 | La

Strong Opioid example: Morphine

\Waalk Dpiodd axamples: Trmadsl, Panmancing, Pathiding
Non-steroidal anti-inflammatony agents (MSAIDs) mamples:
metoralac, Ibyprofen, Dialoferac, Pirckicam

L [acel anaesthesin uging Bunlvamsine of Lignacaine

s reglonal anaesthelsa Buplvacalne or Ugnocaine

LA can be done by local wound infiltration or topical agplication

R4 can be done by nerve blochs, epidoral block, caudal binck

Figure 1:wide for posioperative analgesia
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Nasogastric decompression
The stomach may need to be kept
decompressed for 24 - 48 houwrs, particularly
following gastrointestinal surgery
Decompression:
- Prevents abdominal distension and
- Prevents tension on abdominal fascial
clogure ]
Prevents splinting of the diaphragm and
atelectasis

The widest possible bore of nasogastric tube

{or patient’s age should be chosen

The nasogastric tube should be removed as

soonasitisnolonger needed, evidenced by:

- Progressively diminishing effluent (<500
mL/ 24 hoursinan adult)

- Chenge from bilious colour to clear colour
of gastricjuice

Fluid and electrolyte balance

Ensure that the patient receives adequate
amounts of intravenous fluids if oral intake is
prohibited

Choose an appropriate fluid to provide
enough calories and electrolytes

Glucose 5% in sodium chloride 0.9% or
lactated Ringer's solution is appropriate for
most adults

After the 48 hours, the daily requirement of
potassium shonld be provided if oral intake is
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still prohibited, especially if nasogastric

drainageis ongoing

- This should be in form of potassium
chloride added to intravenous fluids

Assess fluid and electrolyte balance ona daily

basis and correct deficits

All intake (intravenous fluids, drugs, blood

cte.) and output (urine, nasogastric drainage,

other tubes, etc.) as well as insensible losses

should be carefully recorded

MNutrition

Pollowing major surgery, adequate nuirition

should be provided for the patient,

particularly if oral intake is going to be

prohibited for more than 48 - 72 hours

- This can be done in the form of parenteral
nutrition

Chest physiotherapy:

Bed-ridden patients and patients who have

had chest or upper abdominal surgery are

prone to basal atelectasis and hypostatic

Preumonia,

- These should be prevented by
appropriate chest physiotherapy

- Ensure adequate analgesia to enhance
chestexcursion

- Encourage coughing and expectoration,
with a hand supporting any abdominal
wiouned

By
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- Periodic chest percussion to lonsen
bronchial secretions
- Ambulateas early as possible

Muobilization and ambulation

Mobilize and ambulate patients as early as is
practicable to avoid the complications of
prolonged recumbency

Ambulation should be gradual: prop up in
bed, sit sut of bed, short walksete.)

Early ambulation should help prevent
hypostatic pneumonia and deep vein
thrombosis (very important in obese and
elderly patients)

Antibiotics
Appropriate antibiotics as indicated
Irrational or indiscriminate use is not to be
encouraged

Wound care
Specific surgical wounds are cared for in
different ways
Clean surgeries: do not open wound (unless
indicated) until day5-7
Inspect wounds immediately if there are
features suggestive of surgical site (wound)
infection

Undue pain
- Undueswelling
- Discharge of serosanguinous fluid or pus

&R0
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Infected wounds:
Wound swab for mirrobiclogical culture and
sensitivity tests
Adequalelocal wound care
Appropriate antibiotics
If there are systemic features (e.g. fever,
anorexia) systemic treatment with antibiotics
may be necessary

Care of indwelling tubes, catheters and
drains

All indwelling catheters, tubes and drains
should be monitored and appropriately
managed to avaoid infection,
dislodgement/ displacement

They should be removed as soon as they have
servad their purpose(s)

General complications in the post-operative
period

Look out for general complications and treat
accordingly

Postoperative pyrexda may be due to:

- Malaria

- Atelectasis and hypostatic pneumeonia

- Wound infection

- Urinary tractinfection

- Deepveinthrombosis

- Woundinfection

ACUTE ABDOMEN
These are abdominal conditions causing
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sudden or severe pain, that require
immediate or urgent attention.

Cause may be surgical in nature or medical

diseases.

Medical conditions should always be borne in
mind as they would usually not require
surgical intervention.
Common surgical and medical causes are

detailed i Table 3. Tn rewboens, intestinal
obstruction (Table 4) is the commonest cause

of acute abdomen and their care is different

from that of adults and older childrern.

Table 3:Causes of acute abdomen

‘Surgical pathology

Inflammatory / Infecti

ve
Appendicitis,
cholecystitis,
pancreatitis,
salpingitis,

diverticulitis, primary

peritonitis, intra-
abdominal abscess

Gastrointestinal
perforation
Perforated typhaoid
enferitis, perforated
peptic ulcer, Gl
perforation from

&R2

Medical diseass

MMetabolic disease
Diabetes mellitus,
porphytia

Haematologic
disease
Haemoglobinopat
hy (e.z. sickle cell
diseaze,
thalasaemmia),
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trauma, perforated GI
neoplasms,

Intestinal
obstruction/strangula
fion

Inguinal & other
external hemias,
internal hernias,
intussuscephon,
peritoneal adhesions,
vobrulus, obstructing
Gl neoplasms

Intra-abdominal
haemorthage

Trauma (spleer, liver,
other solid wiscera),
ectopic pregnancy,
ruptured aortic
angurysm, ruptured
neoplasm (e.g.
primary liver cell
carcinoma)

Biliary tract
obstruction

Urinary tract
obstruchion

Gynaecologic disease
Twisted ovarian cyst,
salpingitis, ectopic

pregnancy, bleeding
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Gastrointestimal
infections/ infestati
oz
Castroenteritis,
typhoid enteritis;
parasitic
infestation
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Extra-abdominal
Infection/ infestati
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Lower lobar
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malaria
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Table 4:Causes of neonatal intestinal
obstruction

Anorectal malformation
Intestinal atresia
Hirschsprung's disease

Intestinal malrotation and
midgut volvulus

Incarcerated and strangulated
inguinal /other hernia

Less common causes

Meconium obstruction (plug
and ileus)

Extra-luminal compression from
masses

Congenital peritoneal bands

Others

Clinical Evaluation

A detailed history should be taken and
meticulous and thorough physical
examination done. However, prompt
resuscitation should not be sacrificed for
taking too much time for history and
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examination. Clinical evaluation and
resuscitation should as much as feasible be
done simultaneously to save time.

[ Acute abdominal pain note the following:

- Location

- Omnsetand progression

- Natuwre and character

- Aggravating and relieving factors

- Abdominal distension
A pasthisiory of similar pain suggests
complication of an underlying condition

In typhoid perforation, fever precedes

abdominal pain, while the reverse is true for

acute appendicitis

Nausea and vomiting;

- Afrequent finding

- Commeon inintestinal obstruction

Altered bowel habits:

- Diarrhoea may suggest an
infective/ mflammatory condition

- Constipation occurs in intestinal
obstruction and late in peritonitis

- The presence or absence of blood, murus
instool should be ascertained

Fever:

- An early feature in
inflammatory/ infective conditions
A late feature in most other causes of
acute abdomen

Gynaecalagic history:

&5
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In every female, the following should be
azcertained

Last menstrual period: this will help in the
suspicion of ectopic gestation and
bleeding Graffian follicle

Vaginal discharge: salpingitis

Urinary symptoms:

Pas

Ascertain the presence or absence of the
following

Pain onmicturition

Pusinurine or cloudy urine

Urethral discharge

Loin pain

tmedical history:

Diabetes mellitus
Sickle cell disease

Physical examination;
General examination

Dehydration

Temperature (the exact temperature
should be taken with a thermometer: oral,
axillary or rectal temperature)

Pallor

Taundice

Foetor {as indiabetic ketoacidosis etc.)

Haemodynamic status;

Pulserate: =100/ minuteis abnormal
Blood pressure: <100 mumIHg systolic and
=60 mmHg diastolic pressures indicate
hypotension inan adult

faal-
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Chest:

- Examine carefully for evidence of chest
infection

Abdomen:

- Distension

- Presence of scars of previous surgery or
bruising in trauma

- Visible peristalsis (suggests intestinal
obstruction)

- General peritonitis:

There may be no movement with respiration

Ascertain the site of tenderness

Localized:

- Right iliac fossa (appendicitis,
gynaecologicconditions ete.)

- Right hypochondrium (cholecystitis)

Generalised: varied causes

As much as possible any palpable mass

should be characterized

If tenderness is not too marked, ascertain the

presence of free fluid in the peritoneal cavity

by shifting dullness or fluid thrill (ascites)

Listen for bowel sounds

- Diminished or absent in peritonitis;
exaggerated in early stages of intestinal
obslruction

Fectal examination:

- Lookforperianal seilage

- Presence or absence of faeces in recham

- Palpate rectovesical pouch or
rectouterine pouch (of Douglas) for

&R7
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bogginess and tenderness indicating a
pelvic callechion of pus or blood

Examine the faeces on the examining finger

for blood, mucus Vaginal examination:

- May be necessary to exclude
eynaecological conditions

Differential Diagnosis

Give very careful thought to findings at
clinical evaluation and list of possible causes
in table 1, and then make a list 3 - 5 possible
differential diagnosis before proceeding to
carry out relevant investigations.

Investigations

Plain radiography

Abdomen:

- Gupine and upright Glms to identify
features of intestinal obstruction (dilated
bowel loops and multiple fluid levels)

- Aradic-opaque shadow may be seen in
the region of the urinary tract in ureteric
colic

Chest:

- An upright film may identify gas under
the diaphragm in gastrointestinal
perforation

- Chestinfection should also belocked for

Abdomino-pelvic ultrasonography:

Should help to ascertain the cause of pain ina

proportion of the patients (e.g. cholecystitis,
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gynaecologic conditions, urinary calculi, and

degenerating masses)

-  May identify injured solid organ in
trawma

Diagnostic peritoneal lavage:

- Useful in abdominal trauma to identify
haemoperitoneum and leakage of
gastrointestinal contents and secretions
of other organs into the peritoneal cavity

Biochemical teats:

Urinalysis: test the urine for sugar,
protein, ketones, etc

- Random blood sugar to exclude diabetes
mellitus

- Serum electrolytes and ures; correction
may be needed

- Serum amylase to exclude acute
pancreatitis

Haematological tests:

- Haemogram toexclude anaemia

- Packed cell volume may not be reliable
because of haemoconcentration from
dehydration

- If there is suspicion of sickle cell disease,
the haemaoglobin genotype should be
obtained

- A complete blood count may show
evidence of acute infection (leucocytosis,
neutrophilia)

- Blood should be grouped, and compatible
blood cross-matched and made ready

Other investigations:
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- Computed tomography may be needed
when there is diagnostic confusion

-  Cultures: any suspicious fluid and
materials should be obtained and sent for
microbiology and culture (e.g. vaginal
discharge, peritoneal fluid)

Management

Resuscitation and General Measures
In most patients, resuscitation and
institution of some general measures are
necessary betore proceeding to definitive
treatment of the condition

Time taken to adequately resuscitate the
patient is critical to achieving a good
outcome and preventing/ minimizing
morbidity and mortality. ,

Monitored very closely by repeated
examinations and electronic monitoring to
identify when patient is adequately
resuscitated

Avoid e wasting as well as identify
patients who are not responding to
resuscitation and require additional
measures

Surgery may become part of resuscitation as
a damage control measure but such surgery
is usually limited in extent.

General measures
Resuscitation
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Rehydration and correction of electralyte

derangements

Correct shock by giving erystalloids {sodium

chleride 0.5%, Ringer’'s lactate) or colloid (e.g.

dextran)

Maintenance Huids are calculated based on

degree of dehydration

Correct electrolyte deficits (especially

potassium)

Masogastric decompression: the largest

possible size of tube for patient

Aspirate intermittently using low pressure

suction or large syringe

Urethral catheterization (fo monitor urine

output)

Correct anaemia (by blood transfusion)

Commence broad spectrum, intravenous

antibiotics effective against likely

micreorganisms

- Do not give aminoglycosides antil
urine output is adequate

Monitor the following parameters o ensure

adequate rehydration:

- Cardio-respiratory stability

- Pulserate

- Blood pressure

- Central venous pressure

- Pulmonary capillary wedge pressure

- Urine output, volume, colour

- Hydrationstatus

- Skinturgor
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Sensorinm

Ascertain level of consciousness
Emden@e of adequate resuscitation

Pulse rate begins to fall towards, or below
100 beats / minute

Blood pressure: begins to towards
normmal

Urine output: 50 - 100mL/hr (1 - 2
mL/kg/hr); clear or amber

Digfinitive Treatment

Ongee the patient is adequately resuscitated,
definitive treatment can proceed. The
treatment of newborns with intestinal
obstruction is summarized in Table 5.
Surgical conditions:

Most of the surgical conditions will require
urgent laparctomy after adequate
Tesuscitation

Evacuation of pus, blood and all infected
material

Meticulous examination of all organs and
TECES5es

Identify primary pathology

Identify other associated/coexisting
pathelogy

Treat identified pathologies on their
meTits

Cleanse peritoneal cavity with large
volumes of warm sodium chloride 0.9%

Medical conditions:
Consult a physician as appropriate, to treat

au2



the condition accordingly
It'z important that repeated examination and
monitoring continues during and after
definitive lreatlment to identify any problems
and prompily attend to them,

Table 5:MNeonatal Intestinal Obstruction:

recognition and management

oo

Key Symptoms

Bilous vamiting

Abdominal
distension

Man f delayed
passage of

Plain
abdominal X-
mr [
(upright/supin
E):

numbear/ distrib
ution of gas
shadows, free
peritoneal gas

Serum
electrolytes fur

=8

Complete

blood count

Specialised
imaging a5

863

Ensure patent
airways
secretions ywiom

adequate
breathing and
cRy EEmatian
Decompress
stomach with
N/G tube to
improwe
Tespiration
Rehydraticon
Insert urinary
catheter to
manitar urine

outpuf

broad spectrum
antibiotics

Keep warm
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TIECOTIT,
oomstIpation

Key Physical
Findings

Dehydration,
AnasTrHE,
jaundice

Prognosis

nEcessaTy

Refer to
appropriate
hospital if no
capacity to
handle [only
when stable
after
Teguscitation)
Definitive
reatment at
appropriate
hospital with
capacity for
newborn
EIEECTY

Qutcome and survival depends on:
Early presentation and diagnosis

Prompt and adequate resuscitation before

surgery

Appropriate and meticulous surgery and
other treatments as indicated

PREVENTION OF BLOOD LOSS AND

BLOODTRANSFUSION IN SURGERY

Blood transfusion is the mtroduction of whole
blood or blood components into the blood

stream of anindividual
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Should be used appropriately because its use
is not without complications and untoward
effects

Several techniques and manouvres (Table 6)
are available to help minimize bloss loss at
surgery, and hence minimize blood
transfusion,

Table 6:Use of simple techniques to
minimize blood loss at surgery

Techniques

Elevation of site of surgery
Pressure (digital and sponge)
Electrocautery

Clipping and ligature

Surgical glues (e.g. fibrin glue)

Tourniquets

{zlastic bandage or pnieumatic,
useful in limbs, remember
tourniquet time, remember to
remove before closure of skin
wound}

Blood and its commenly used comporents:
Whole blood
Packed red cells

fal e



M sRGIcAL CAEE

Fresh frozen plasma
Clotting factor concentrates
Platelet concentrate

Basic principles of blood transfusion:
Appropriate use

Adequate evaluation before transtusion to
ascertain the indication, amount and
component required

Screening for communicable diseases (HIV,
hepatitis, etc.) before transfusion

Adequate grouping and cross-matching
before transfusion

Store under at appropriate temperature

Use blood fractions whenever possible to
avoid wastage

Use autologous blood whenever possible to
minimize risk of transfusing communicable
diseases Transfusion is nof @ substifule for
meticulous end appropriete surgical technigues

Indications for blood transfusion

- Toreplacelost blood volume

- IHaemorrhage from trauma and other
forms of blood loss

- Operativehaemorrhage

- Toimprove oxygen carrying capacity

-  Warious types of anaemias To replace
clotting factors

- Some liver diseases

- Deficiency states
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Complications

Early complications:

- Immune reactions

- ABO incompatibility

- Rhesus incompatibility

- Febrile reactions

- Allergic reactions

- Reactions to plasma proteins

Biochemical complications:

- Hyperkalaemia

- Citrate toxicity (hypocalcasmia)
Haemoglobinaemia Infective
cnmplicati ons: Bacteraemia

- Transfusion of parasites (e.g. malaria)

- Transfusion of viruses (HIV, Hepatitis B,
C.Dy

Physical complications:

- Velume overload

- Alrembolism

- Hypothermia

Complications of massive blood transfusion:

Masgive transtusion refers to the single

transfusion of 50 - 100% of the equivalent of

an individual's blood volume in less then 24

hours

- 2.5 - 5 litres in adults and 40 - &)
mL/ kg body weightin children

The complications are related to:

Volume overload

Transtusion of old blood

Electrolyte derangements (especially

potassium and calcium)
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Transmission of infections
Delayed complications:

- Haemosiderosis

- Posttransfusion purpura

Autologous transfusion
Transtusion of the patients' own blood

Advantages

Reduced risk of transmitting communicable

digeases

Overcomes the problem of shortage of blood

Typesand methods

Pre-depositblood

- Usually best done in conjunchion with
haematology staff

- The patient donates one unit of blood at a
time (e.g. weekly) several weeks before
the elective surgery

- Following donation, the patient is given
haematinies, and sometimes
erythropoietin lo enhance borie marrow
funetion; the blood is stored for later use

Pre-operative isovolaemic haemodilution

- Just before elective surgery, 1 - 2 units of
blood are taken from the patient and
replaced by volume expanders such as
Ringer's lactate, sodium chloride 0.9%, or
colloid

- The blood taken is transfused
intraoperatively after all haemostasis has
been secured

&eg
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Intraoperative blood salvage

- Appropriate for patients undergoing
laparotomy or thoracotomy for
haemorrhage into these cavities (e.p.
traumatic haemothorax, splenic injury,
ectopic gestation)

- The blood is collected in an appropriate
blood bag and then transfused using a
blood giving set with filter

- Special salvage equipment may be
available sometimes

- Contaminated blood must not be
transfused

Conlraindications to autologous transfusion

Pregnancy

Chronic medical condibons

Cancer

Situations where the blood may have become

contaminated (this is for intraoperative blood

salvage)

Children:

Other sources of blood
Umbilical cord blood

Alternatives to blood transfusion

Since blood transfusion is attended by several
untoward effects and complications, efforts
are continuously being made to identify
alternatives to transfusion

- Moat of these are experimental at the
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moment and are not practicable in the
clinical setting

PREVENTION AND CONTROL OF
SURGICAL SITEINFECTION

Postoperative surgical site infection (S51) is a
rather common, but undesirable
complication. Increase postoperative
morbidity and may sometimes lead to
maortality. Efforts therefore need to be made
to prevent it.

Prevention requires a good appreciation of
the risk stratification according to tvpe of
surgical wound as well as the indications for
the utilization of antibiotic prophylaxis
(Tables 7 and 8).

Table 7:Class of surgical wounds and

risk of 551

Classof  Chanacterisis Risk _
fics e of S51
wound (%)

L. Clean Uninfected <2
opetative
wourd
No
inflammmation
Respiratory,ali
mﬂnmrj'rr
urinary fract not
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1. Clean-
Contaminated

Contaminated

IV.
Dirty/ Infected

entered
Primarily closed
or drained with
cloged dram

Respiratory,ali
mentary,/ urinar
y tract entered
under
controlled
conditions

No urusual
contamination
Mo major break
in technique

Open, fresh
accidental
wounds

Major break in
sterile technique
Gross spillage
from
respiratory /ali
mentary /urinar
¥ tract

Acute non-
purulent
inflammation

Old traumatic
wounds with

retained
devitalised

&N
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Hasue
Existing clinical
infection or
perforated
VISCETa
(organism
wwwe.ode.gov/ hepac/551/ table7-3-9-10-551L hitm]

Table 8:Evidenre-based indications for
e L o L |
antibiotic prophylaxis

Class of surgical ~ Useof

Clean MNone

Clean (implant, Prophylactic
prosthesis, valvular

heart diserse,

MM ROS PP TESSION,

on steroids efc.)

Clean- Prophylactic
contaminated

Contaminated Prophylactic
Dirty/ Infected Therapeutic

Prophylactic antibiotics for prevention of
551

Objective of antibiotic prophylaxis
To prevent postoperative infection in
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susceptible patients

Principles of antibiotic prophylaxis

Should be used anly where there is a high risk

of bacterial contamination

Intravenous route is prelerred to achieve

ophmum effect

Should be given not =2 hours before surgical

incision

- Many surgeons prefer to give at the
time of induction of anaesthesia

Should be repeated intracperatively if the

surgery lasts for >3 hours

Mot more than 2 - 3 doses (not longer than 24

hours) should be given after surgery

Antibiotics should be reinstituted if

infecHon occurs

Choice of antibiotics

Should depend on the known prevalent
bacteria in the partof the body

Broad spectrum antibiotics are preferred
Combination of antibiotics (with synergistic
actions) is preferred to a single antibictic
Should be used only when sciendific evidence
shows benefit

Indications for antibiotic prophylaxis
Clean-contaminated and contaminated
surgical wounds
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Patients with increased risk of infection: e.g.
Immunosuppresion, diabetes mellitus,
severe malnutrition, patients on steroids,
patients oncytotoxic chemotherapy

When prosthesis or implants are used

To prevent infeclive endocarditis in patients
with valvular heart disease or prostethic heart

Patents with peripheral vascular disease ™
undergoing surgery an thatlimb

Complications

- Antibiolicmisuse

- Antibiotic resistarice

- Side effects of antibiotics (e.g.
peeudomembranous colitis)
False sense of surgical security

Antibivtic prophylnxis should be effective and

efficiznt
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CHAPTER jEE

PAEDIATRIC PERSIECTIVES

MEASLES (Rubeola)

Introduction

An acute viral infeclion caused by an ENA
virus of the genus Morbillivirus in the family
Paramyxoviridae

- Only oneserotypeis known

Endemic throughout the world

A major contributor to childhood mortality,
79% reduction in deaths from measles dueto
the global push to improve vaccine coverage
Approximately 114900 deaths in 2014

Also amajor cause of preventable blindness
Transmission is by droplet infection during
the prodromal stage

Incubation period: 9-11 days

Time of exposure to appearance of rash: about
14 days

Clinical features

The essential lesion is found on the skin,
mucous membranes of the nasopharynx,
bronchi, intestinal tract and conjunclivae
Threestages:
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Incubation period

Prodromal stage with an enanthem

Final stage

[ncubation period:

Mild fever;10-11 days

Prodromal stage:

3-5days -
Low grade to moderate fever

Dy cough

Coryza

Conjunctivitis

Koplik spots

Photophobia

Final stage:

Temperature rises abruptly as the rash
appears

Rash begins from the upper lateral part of the
neck, behind the ears, along the hairline and
posterior parts of the cheek then spreads to
the restof the bady

Rashtades inthe same patternin3 -4 days
Associated lymphadenopathy

Differentinl dingnoses

Fubella

Rosealainfantum

Infections from Brhovirus, Coxsackie Virns
and

Adenovirus

Infectious mononucleosis

Toxoplasmosis
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Meningococcasmia

Searlet faver

Rickettsial dizeases
Kawasaki disease

Serum sickness
Drugrashes
Complications

Diarrhoea

Otitis media

Preumonia
Laryngo-tracheobronchitis
Malnutrition

Encephalitis

flaccid

Seizures

or

Blindness

Subacute sclerosing panencephalitis

Investigations

Isolation of the virus by Hssue culture

ELISA: first Ighl and later [gG response
Demonstration of Warthin Finkeldy giant
cells in smears of the nasal mucosa

Full Blood Count: low white blood cell count
withrelative lymphocytosis

Lumbar puncture: increase in CSF protein;
and small increase in lymphocytes, normal
zlucose leval

Treatment objectives
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Relieve symptoms

Hydrate adequately

Treat secondary bacterial infection
Preventcomplications

Nown-drug treatinent

Humidification of the room for those with

croup =
Protection from strong light for those with
photophobia

MNutrition

Fluids

Drug treatment

No specific drugs

Some children require supplemental vitamin

A

- 100,0001U stat for age 6 months -1 year

- 200,0001U stat for age above Iyear

- Repeat on days 2 and 14 for those with
ophthalmologic evidence of vitamin A
deficiency

Specific treatment of complications:

- use of dexamethazone for Croup

Notable adverse drug reqaclions

Vitamin A may cause features of

pseudotumonr cerebri

- MNausea, vomiting, drowsiness,
bulging fontanelle, diplopia,
papilloedema and eranial nerve palsies
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Prevention

Isolation precaution from the 5th day of

exposure until

Sdevs after appearance of the rash

Measles vaccine at 9 months

- Vaccine may be given at 6 months for
measles post-exposure, and in outbreak
prophylaxis

Post-exposure prophylaxis

- Passive immunization with immune
globulin within 6 days of exposure

POLIOMYELITIS

Introduction

An acute infecticus disease of huwmans

{particularly children) caused by any of three

serotypes of poliovirus

P1,P2,and F3

Immunify to one serotype does not confer

immumnity to athers

Qccurs in many regions of the developing

world

The global polio eradication initiative was

launched in 1988

- It 15 years, the number of cases had
fallen by 99% and the number of infected
countries reduced from 125 t0 7

= There was an increase in global cases

asaresult of anepidemicinIndia
In 2015, Nigeria was declared a polio free
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country.

Puthogenesis

Entry into mouth (via faecally-contaminated
food/water)

Replication in pharynx, gastrointestinal tract,
local lymphatics

Haematologic spread to lymphatics and
central nervous system

Viral spread along nerve fibres

Destruction of motor neurons

Clinical features

Incubation period: 6 - 20 days, with a range of
3-35days

Asymptomatic infection: 95%

Minor non-specificsymptoms: 4-8%
Symptoms cccur inless than 2 %

- Slightfever

- Headache

- Malaise

- Sorethroat

- Vomiting

Non-paralytic polio (1-2%)

- Symptomslast]-2 weeks
Moderate fever

Headache

Vomiting

Diarrhoea

Fatigue
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Irritability

Pain or stiffness of the back, arms, legs,
abdomen

Muscle tenderness and spasms in any part of
the body

Meck pairi and stiffness

Skinrash o
Lo

Paralytic polio

3 types depending on the level of

involvement

- Spinal polio: 79%

- Bulbarpolin:2%

- Bulbospinal: polio 19%

Fever 5-7 days before other symptoms

Headache

Stiff neck and back

Assymmetric muscle weakness

Rapid onset

Progresses to paralysis

- Location of paralysis depends on region
affected

Abnormal sensation

Hyperaesthesia

Difficulty in initiating micturition

Constipation

Bloated abdomen

Dysphagia

Muscle spasms

Drooling

Dyspnoea
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Irritability
Positive Babinski's sign

Complications
Multipleintestinal erosions
Acute gasiric dilatation
Hyperlension
Hypercalcaemia i
MNephrocalcinosis

Vascular lesions

Mlyocarditis

Pulmonary oedema

Pulmonary embolism

Paralysis of limbs, muscles of respiration and
swallowing which can be fatal

Differentinl diagnoses

Guillain- Barre syndrome

Lead toodcity

Cranial nerve Herpes zoster
Post-diphtheric neuropathy
Arthropod borne viral encephalitis
Rabies

Tetanus

Botulism

Encephalomyelitis: demyelinating type
Neoplasmsin and around the spinal cord
Familial periodic paralysis

Myasthenia gravis

Acute porphyrias

Hysteriaand malingering

&a2
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Conditions causing pseudoparalysis
Unrecognized trauma

Transient toxic synovitis

Arcute osteomyelitis
Acuterheumaticfever

Scurvy

Congenital syphilis: pseudoparalysis of -
Parrot

Complications
Multipleintestinal erogions
Arute gastric dilatation
Hypertension
Hypercalcaemia
Mephrocalcinosis

Vascular lesions

Myocarditis

Pulmonary cedema
Pulmonary embolism
Paralysis of limbs, muscles of respiration and
swallowing which can be fatal

Investigalions

Viral isclation from stool, pharynx or
cerebrospinal fluid

If the virus is isolaled from a person with
acute paralysis, it must be tested further,
using fingerprinting genomic sequencing to
determineif itis the wild type or vaccine type
Serclogy: afourfold rise in antibody may be
demonsirated
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Cerebrospinal fluid examination:

- Raized white cell count, 10 - 200
cells/ mm3{primarily lymphocytes)

- Mildincrease in protein: 40- 30 mg/mlL

Treatment objectives

Allay fear

Minimize ensuing skeletal deformities
Anticipate and treat complications

Prepare the child and family for a prolonged
management of permanent disability if it
seems likely

Non-drug treatment

Bedrest

Avoidance of exertion

Application of hot packs

Lying ona firm bed

Hospitalization for those with paralytic
disease

Suitable body alignment to avoid excessive
skeletal deformity

Active and passive motions as soon as pain
disappears

IManual compression of the bladdex

Adequate dietary and fluid intake

Review by orthopaedist and psychiatrist
Gravity drainage of accumulated secretions
Tracheostomy in case of vocal cord paralysis

Dyug treatment
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Bethanicol 5 - 10 mg orally or25 - 5 mg

subcutaneously for bladder paralysis

Analgesics

- Avoid opiates if there is impairment of
ventilation

Treat urinary tract infection with appropriate

antibictics

Prevention

Hygiehic practices

- To prevent / limit contamination of food
and water by the virus

Vaccination

- The only effectivemethod of prevention

Oral Palio Vaccine

Given al:

Birth

B weeks

10weeks

14 weaks

- Highly effective

- B0% immmune after 1 dase

- >95% immune after 3 doses

- Confers herd immunity

- Immunity probably life long

- Limits spread of wild poliovirus
Inactivated Polio Vaccine:

Given at: 2 months 4 roonths 12 months
- Highly effective

- =00% immune after 2 doses
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- =09% imrmune after 3 doses

- Duration of immunity not known with
certainty Nofable adverse dritg reactions,
caution and contraindications

Oral palio vaccine:

- Paralvtic poliomyelitis

- Should not be administered to persons
who are immunocompromised (itis alive
vaccine)

Contraindicated in :

- Persons with history of severe allergic
reaction to a Vaccine component of
following prior dose
Moderate or severe acute illness

Inactivated vaccine may be used in imumune

cumpmmised PE‘E‘.‘SIJII,S

- Itmay (rarely) cause local reactions

VITAMIN A DEFICIENCY
Introduction

Vitarmin A was the first fat-soluble vitamin
tobe discovered
It comprises a family of compounds called the
retinoids

In nature, the actve retinoids oceur in 3
forms - Aleohol (retinol), aldehyde (retinal or
retinaldehyde) and acid (retinoic acid)

In the human body, retinol is the
predominant form, and 1l-cis-retingl is the
active form

Retinol-binding protein (RBP) binds vitamin

fel
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A and regulates its absorption and
metabolism Vitamin A is essential for:
Vision (especially dark adaptation)
[mumune response
Epithelial cell growth and repair
Bome growth
Reproducton
Maintenance of the surface linings of the eyes
Epithelial integrity of respiratory, urinary,
and intestinal tracts
Embryonic development
Regulation of adult genes
It functions as an activator of gene expression
by retinoid alpha-receptor transcription
factor and ligand-dependent transcription
factor

Deficiency of vitamin A is found among
malnourished children, the elderly, and
chronically ill populations in the United
States, but it is more prevalent in developing
countries.
Among the first signs of vitamin A deficiency
(VAD)} are:
- Abnormal dark adaptation
- Dryskinand dry hair
- Brokenfingernails
- Decreased resistance to infections

Epidemiology
An estimated 250 million children in

developing countries are at risk for vitamin

&87



B FAFDIATRE MFRAIFCTIVES

deficiency syndromes
The most widely affected group includes

up to 10 million malnourished children who
develop xerophthalmiz and have an
increased risk of complications and death
frommeasles

Each year 250,000 - 500,000 children become
blind because af VAD

Improving the vitamin A status of children
(aged & - 59 months) with deficiencies can
reduace rates of death from measles by 50%;
from diarrhoea by 33%, and from of all causes
of mortality by 23%

Pathoplrysiology
Vitamin A deficiency may be secondary to
Decreased ingestion,
Defective absorption and altered metabolism
Increased requirements

An adult liver can store up to a year's reserva
of vitamin A, whereas a child’s liver may have
enough stores to last only several weeks

Serum retine] concentration reflects an
individual's vitanun A staius

Because serum retinol is homeostatically
controlled, its levels do not drop until the
body's stores are significantly limited
The seruum conceniration of retinol is affected
by several factors:
- Synthesis of Retinol Binding Protein in

thaliver
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- Infection

- Nutritional status

- Adequate levels of other nutrients such
as zinc and iron

Recommended Daily Allowance

Infant {1 year or younger)

- 375 micrograms Child1-3years

- 400micrograms Child 4 - 6 vears -

- S00micrograms

Child ¥ -1 vears

= 700 micrograms

Allmales older than 10 years

- 1000micrograms

All females older than 10 vears

- Bl0micrograms

Aetiology

Malnulrition

- The commonest cause of VAD in this part
of the world

Inadequate intake

Measles infection

Increased risk of deficiency in:

Fatmalabsorption

Cystic fibrosis

Tropical sprue

Pancreatic insutficiency

Inflammatory bowel disease

Cholestasis

Small bowel bypasssurgery

Vegans

Ay
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Refugees

Recentimmigrants

Aleoholism

Toddlers and pre-school children living
below the poverty line

Clinical features
VAD may be asymptomatic B
Increased risk of respiratory and diarrhoeal
infections

Decreased growthrate

Retarded bone development

Increased fatigue as a manifestation of VAD
anaermia

Bitotspots

Poor dark adaptation (nyctalopia)

Dty skin

Dy hair

Pruritus

Broken fingernails

Keratomalacia

Xerophthalmia

Follicular hyperkeratosis (phrynoderma)
from blackage of hair [ollicles with plugs of
keratin

Excessive deposition of pericsteal bone
secondary toreduced osteoclastic activity
Anaernia
Keratinization of mucous membraries

Differential diagnoses

&
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Cataract
Refractive errors
Zine deficiency

Complications
Blindness
Corneal ulceration

Inwestigations

Serum retinol

- Costly butis a direct measure

- A value of less than 0.7mg/L in children
younger than 12 years is considered low

Serum RBP

- Easier and less expensive to perform than
retinol

- Less accurate beeause levels are affected
by serum protein concentrations; types of
REF carmet be differentiated

Serum zinc

- Useful because zinc deficiency interferes
with RBP production

[ron panel

- Useful because iron deficiency can affect
the

metabalism of vitamin A

Serum albumin

- Levels are indirect measures of levels of
vitarnin A

Full Blood Courntwith differentials

- I anaemia, infection, or sepsis is a

&a]
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possibility

Serum electrolytes

Livet function tests

- Toevaluate nutritional status

Radiographs of the long bones

- To evaluate bone growth and excessive
deposition of periosteal bona

Clinical testing for dark-adaptation threshold

Treatment objectives
Reduce morbidity
Preventcomplications
Treat complications

Nowu-drug treatment

Eatfoodsrich invitamin A

- Liver

- Beef

- Chicken

- [Eggs

- Wholemilk; fortified milk

- Carrots

- Mangoes

- Orange fruits

- Sweel potatoes

- Spinach

- Greenvegetables

Atleast 5 servings of fruits and vegetables per
day is recommended to provide a
commprehensive distribution of carotenoids

&2
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Dirug treatment

Daily oral supplements of vitamin A

Child:

Lessthan, or 3years

- 600 microgram (2,000 IU) orally once
daily

4-Byears

- 900 microgram (3,000 I orally once
daily

8-13years

- 1,700 microgram (5,665 IU) orally once
daily

14-18 years

- 2,800 microgram ({9,335 IL7) orally once
daily

Adult; all ages 3,000 microgram (10,000 ILT)

orally once daily

Severe disease

- 60,000 microgram (200,000 TU} orally for
aminimum of 2 days

- Has been shown to reduce child
mortality rates by 35-70%

Notable adverse drug reactions, caufion

Risk of teratogenicity increases in pregnant
women at doses =800 micrograms/day (not
recommended at these doses)

Contraindicated in
- Documented hypersensitivity
- Hypervitaminosis A:

Parenteral vitamin A in infants of low birth

LR
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weight may be associated with:

Thrombaocytopenia

Renal dysfunction

Hepatomegaly

Cholestasis

Ascites

Hypotension &
Metabolic acidosis (E-Ferol syndrome) =

Prevention

Eat foods rich in vitamin A, in adequate
aAnOunts

Family and community health education

SICKLE CELL DISEASE

Introduction

A group of inherited red blood cell
disorders with one abnormal haemaoglobin
called Haemoglobin S and another that is
also abnormal in the rbe,

Haemoblobin molecule is unusually
sensitivity to low oxygen tension making it
to denature affecting its shape to sickle and
its oxygen carrying capacity

It the other abnormal haemoglobin is
another 5, the condition is called sickle cell
anaermia, the cormmaonest variant of sickle
cell disorders.

Manifestations which vary with age and
may have intermittent episodic events called
crises tend to ocoar.

&og
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The two broad forms are :

- vaso-occlusive (painful/thrombaotic
crisis)

- Anaemic

Can also occur together in the same patient.

CLINICAL PRESENTATION

< 6 months B
Usually do not show any [eature of the

disease due to HbF protection

Late infancy (> 6mths - 2yrs)
Persistent pallor/ anaermnia, jaundice,
hepatosplenomegaly, and bone pains -
extremities copumonly.

Pre-school (2 - 5 years)

Persistent pallor /anaemia, jaundice,
hepatosplenomegaly, bone pains, *dactilytis
- painful swelling of the digits, and *hand-
foot syndrome - bilateral, painful, warm,
non-pitting swelling of the dorsa of hands
and feet, sickle cell habitus - bossing and
gnathopathy.

“Due to 1schaemic necrosis of the bones of
extremities. They are earliest sperific
manifestation

School age (6 - 12 years)

Persistent pallor/ anaemia, jaundice,
hepatomegaly + splenomegaly (due to
autpsplenectomy), sickle cell habitus -

a5
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bossing (prominent facial and skuoll bones
due to increased bone marrow actvity);
gnathopathy (overridding of maxillary bone
over the mandible); asthenia (leaner and less
weight) - lower weight, height and BMI
{though some have catch-up during
adolescence) and bone pain - usually back
bones.

Adolescents

Persistent pallor/ anaemia, jaundice,
hepatomegaly + splenomegaly, sickle cell
habitus, delayed sexual development in
both sexes (mean menarcheal age 15.5 vears
as against 13.4 years in AA girls) and bone
pain.

CRISES IN 5CD

Vazo Occlusive Crises

Bone pain erisis, abdominal pain crisis,
acute hepatopathy, acute chest syndroine,
priapism and cerebrovascular accident
(CVA).

Precipitating factors to VOO - fever,
infection, physical exertion, extremes of
weather and emotional disturbance
Anaeinic Crizes

- Aplastic crisis - due to parvovirus B19

- Hyperhaemolytic crisis — precipitated by
malaria and bacterial infection

- Sequestration crisis - rapping of

&g
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significant proportion of rbe in the spleen
- Megaloblastic changes - folic acid
deficiency

COMPLICATIONS OF 5CD
Oceur in almost all the body organs.
- Musculoskeletal system
complications —
= Osteomyelitis - commonly staph
aureus

- Awascular necrosis of hip or
shoulder joints

- Pathological fracture

- Digital clubbing

- Chronic leg ulcer - common in
adolescents, affects the skin around
the mallecli, heals slowly and
TECUrs.

- Kyphosis

- Scoliosis

- Kyphoscoliosis
- Hepatobiliary system complications
- Hepatomegaly
- Haepatic coma - rare
Haemosiderosis - transfusion
associated

- Cholelithiasis - uncommon in
Alrica

- Genito-urinary system
cornplications
- Hyposthenuria, polyuria, nocturia,

enuresis — due to impaired urinary
concentrating ability. Begins by 4-

&o7
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Syears

Haematuria - usually from the left

kidney

Proteinuria - early manifestation of

sickle cell nephropathy

Bacteriuria - affects 22% of febrile

SCD children

Pyelonephritis 2
Benal tubular acidosis

Cardiovascular systemn

complications

Cardiomegaly - due to functional
adaptation to chronic anaemia
CCF

Cor pulmonare

Respiratory system complications
Pulmonary hypertension
Hypoxaemia - hallmark of
pulmonary function abnormality in
5CD

Reduced lung volume - Due {o
frequent pneumonia and reduced
thoracic size

Central nervous system

cornplications

CVA

Seizures

Sensorineural hearing loss

Ccular lesions - anterior and
posterior chamber lesions
Susceptibility to infection

Sepsis and other bacterial infections
egpecially pnewmonia, H. influenza,

&g
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salmonella due to

- Alterad splenic lunction

- Functional asplenia

- Delective alternate pathway
of cormplement activation

- Elevated serum iron

Deranged pulmonary

alveolar macrophage function
from chronic hypoxia

Impaired psychosocial function

- Physical, skeletal and sexual

maturation problems

- Societal attitude /discrimination
- Prequent ill-health and

hospitalization
School absenteeism

- Role limitations

- Lossof job

= Persistent jaundice

MNeurocognitive impairment

- Academic performance

- Parentz and siblings psychological
problems

INVESTIGATIONS

Full blood count (FBC)-
Haemoglobin, PCV, REC count
Total leukocyte count, differential
lenkocyte count (Meutrophils including
bands, lymphocytes, monocytes,
basophils, eosinophils)

Platelet count
Erythrocyte sedimentation rate (ESE)
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Red blood cell indices (MCV, MCHC,
MCH)

Blood film may show sickled and other
abnormally shaped red cells, malaria
parasites

Reticulocyte count

Sickling test using 2% sodium
methabisulphite as a deoxygenating
agent

Solubility test using sodium dithionate as
buffar

Haemoglobin electrophoresis using
cellulose acetate paper at pH 84
(alkaline) or citrate agar gel at pH 5.6
{acidic). This detects the variant
haemoglobin bands

High performance liguid
chromatography (HFLC) for
Haemoglobin quantitation

Serum electrolytes, urea and creatinine
Liver function test:

serum bilirubin-total and conjugated
transaminases

alkaline phosphatase

serum albumin

prothrombin time

Urinalysis, microscopy, culture and
sensitivity

Stool microscopy for ova and parasites,
occult blood

Sputum M/ C /5, acid fast bacilli

Chest X-Ray

Ultrasound scan
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Abdominal ultrasound

Trans cranial Doppler ultrasound (TCD)-
detects those at increased risk of
cerebrovascular accident (CVA)
Magnetic Resonance Imaging (MRI)-
detects brainmicro infarcts

Organ dysfunction screen:

kidney: urinalysis, 24-hour urine protein
guantitation, renal ultrasound,
measurement of GFR, screen for
microalbuminuria

echocardiography detects pulmonary
hypertension

Pulse oximetry

TREATMENT

Objectives:
Maintain (or restore) a steady state of
health

- Preventand treat complications

- Provide accurate diagnosis, relevant
health education and genetic
coungelling to patients, relatives and
heterozygotes
Improve quality of live

- Provide a positive seli-image in
affectad persons
Strategies:

- Counseling and health education

- Encouraging membership of support
Sronaps
Providing infection prophylaxis
- Anti-malarial
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- Anfi-pneumococcal

- Hepatitis B, pnewmococcal, H
influenza and other childhood
vaccines

Providing folate supplementation

Avoiding pain-inducing conditions

Providing prompt treatment of

symptoims

Advising on contraception

Supervising pregnancy/Labour

Providingregular health chacks

Limiting family siza

Non-drug treatment:

Balanced diet- encourage adequate

intake of vegetables and fruits

Adequate fluid intake (at least 3 litres

per/ 24 hoursor 1.5L/m’ / 24 hours)

-

Avoidance of

Pain-inducing conditions

Strenuons exerbon or stress
Dehydration

Sudden exposure to extremes of
temperatare

Infections e.g. malaria {encourage
use of insecticide treated nets)
Emotional stress

Adjunct treatment:

Blood transfusion (especially red cell
transfusion)

Drug treatment:

Steady state (when patient is well
withno complaints)

Proguanil
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- Infants 25mg orally daily
- -4 years 50mg orally daily
- 5-Byears 100mg orally daily
= 914 years150mg orally daily
Flus
-  Folicacid 5mgorally daily
Plus
- Other vitamins as may be required
- Omega3 fatty acids
- K-thiocyanate
- Penicillin for children
- =2 months-3 years, 125mg orally 12
hourly
Over 3years, 250mg orvally 12 hourly

Pain crisis:

-  Mild pain

Paracetamol:

Child 10mg/ kg dose orally 4-6 hourly (max.
4 doses/ 24 hours)

OR

- Tbuprofen:

- child 5-10mg/kg/dose orally 6-&
hourly (max. 40-60mg/kg,/24 hours)

= Moderate to severe pain

Diclofenac sodium:

child 2mg/kg/ 24 hours intramuscularly in 2-

4 divided doses

OR

- Pentazocin:

- adult and child> 14 years 30mg/ dose
4-6 hourly intramuscularly
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OR

OR

Dihydrocodeine (DF11E) orally

Morphine,
infants and children, 0.1-

0.2mg/kg/ dose 2-4 hourly IM, IV, SC or
0.2-0.5mg/ kg /dose arally 4-6 hourly

Adolescents, 3-dmg/dose (as

necessary)

Ant-malarial:

Artemisinin-based combination
therapy (ACT): see section onmalaria
Detection and treatment of

precipitating factors e.g. malaria,
sepsis, dehydration etc.

Supportive measures:

Counseling and health education

- Membership of support groups
Regular health chacks

Notable adperse drug reactions,

cantions and contra-indications:

Paracetamol should be used with
caution in patients with hepatic
impairment

Opioid analgesics cause varying
degrees of respiratory depression
and hypotension. They should be
avoided when raised intra-crandal
pressureissuspected

MNSAIDS can cause abdominal pain,
gastrointestinal bleeding, ulceration
and perforation. It should not be
taken in an empty stomach
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NEFHROLOGY

LURINARY TRACT INFECTION
Introduction

UTl is a potential cause of renal scarring,
calenli, ht, erf.

Can be associated with various anomalies
and voiding dysfunction.

Urinary tract obstruction is a risk factor
Refers to the invasion of urinary tract by
pathogenic organisms.

UTI include cystitis, pyelonephritis and
asymplomalic bacteriaria

Breast feeding has been associated with
reduced risk of UTI in child< émonths
Incidence varies according to the age and
sex: 1-3% of girls. At <1 year, males > female
with a ratio of 2.8-5.4:1 and at 1—2 years
females > males at a ratio of 10:1
Neonales: 1-4%; M=F {pretermis
2.9%,full term 0.7%)

Infants( 1 month-1 vear):1.1-1.28(2%)
M=F

>Tyrs: 25% P>M

Clinical features:
Neorates: MNon-specific -

Vomiting, irritability,
diarthea, poot feeding, failure to thrive,
dehydration
Infants and toeddlers: fever may or may not
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be present

Older children:

Frequency, urgency, dysuria, abdominal
pain, enuresis, flank pain, hematuria

Investigations
Urinalysis: Best specimen for this and
MCS is the supra-pubic aspirate.
Mid Stream Urine can also
be uzed
Clean voided bag specimen
in 2months - 2yrs
- WEBC > 5HFF
- pH- proteus produces alkaline pH
- microscopic hematuria
Urine MCS:  any colony count following
a Supra Pubic Aspirate is diagnostic
100,000 cfil/ ml - female
10,000 efil/ml - male
Others :
Renal ultrasound
DMSA( dimecaptosuccinic acid)-
parenchymal filling defect in acute
pyelonephritis
It is superior to RUSS and IVU
MCUG: may be indicated in suspected
anatomic anomaly e.g. reflux, PUV,
IVL: - produces information regarding
precise anatomic image
- estimate renal function not reliable
for detecting renal scarring or
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pyelonephritis
- large dosge radiation is required
Renal cortical scintigraphy

Complications
Immediate - bacteremia, dehydration
Late - chromic urinary tract
infection, Renal scarring, Hypertension
Treatment
Goal:
To eradicate the causative organism and
correct associated symptoms
specific - antibiotics for 10-14days
-Cotrimoxazole
Ceftriaxone
Cefixime
Amoxyl/ clavulanic
Supportive - hydration, feeding, perineal
education

NEPHROTIC SYNDROME
Definition

It is a clinical syndrome characterized by
heavy protenuria , hypo albuminemia,
oedema , hyper cholesteronemia.

Clinical features

Facial pedema, pedal oedema, anasarca,
anuria/oliguria, frothy uring, hypertension
inl10% of cases
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Complications

Congestive cardiac failure, pulmonary
oedema, spontaneous bacteria peritonitis,
renal vein thrombosis, acute kidney injury,
myocardial infarction

Investigations

Urinalysis, 2dhour urinary protein, serum
protein (total and albumin), serum lipids,

serum electrolytes, urea, creatinine, renal

biopsy (when indicated)

Treatment

Ohbjectives:

To reduce cedema, to reduce proteinuria, to
correct lipedemia

Stercid at a dose of 60mg/m2/day single
dose for 6-Fweeks

Reduce to 40mg/m2 alternate days for 4
weeks and thereafter gradually taper off
MNote that steroid is not indicated in ALL
categories of nephrotic syndrome

Diuretics slow acting like thiazides at a dose
of 1-2mg/ day divided doses

Slow k at 1-2mg/ke/ day, transfusion with
25% salt poor albumin/ plasma at a dose of
10ml/ kg

Low salt diet, high protein

Immunization with Pneumococeal conjugate
vacrine
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ACUTE KIDNEY INJURY

Introduction

A significant cause of morbidity (electrolyte
derangements, disordered coagulation and
endocrine dysfunction) and mortality in
childrer.

Defined as a sudden, rapid and progressive —
deterioration in renal function resulting in
the inability of the kidneys to perform its
homeostatic funchon.

Manifested as a rise in plasma urea,
creatinine and accompanied by oliguria and
occasionally polymuria .

Recently referred to as acute kidney injury
with RIFLE staging (RISK INJURY
FAILURE LOSS END STAGE). Serum
creatinine and urinary cutput are
parameters used, the worst of the two being
used to stage.

Key words

Oliguria; reduction in U.0 <= 300ml,/ 1’ or
<Iml/kg/hr

Anuria: reduction in U.O to < 1ml kg/day
Polyuria: urine output > 4ml kg /hr
Azotemia: high nitrogeneous waste
indicated by high urea

Uraemia: symptom complex reflecting
organ dysfunction occurring when the
kidney fails to regulate body composition
Cause of renal injury:
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Pra-renal,

Intrinsic renal
Post renal.

Commonest causes in pediatrics are often
pre-renal and are due largely to preventable
CAUSes
least commen cause is post renal. -
50% AKI in children are non oliguric
Incidence iz difficult because of non
standardized definition .
Seenin 5% of children admitted into ICU.
Reported rates have been between 3.13% to
57.9%
Pre renal: Mainly due to volume loss -
diarrhoea, vomiting, haemorrhage
Intrinsic : Native disease of the kidney -
acute glomerulonephritis, nephrotic
syndrome,
complicated malaria, septicaemia

Post renal: usually due to obstruction -
posterior urethral valve, urethral stricture,
pelvi- ureteric junction obsbruction, vesico
-ureteric junction obstruction, neurogenic
bladder

Clinical features

Fluid retention, oliguria, anuria, oedema,
dyspnea, hypertension —convulsion,
congestive cardiac failure, pallor, acidotbic
breathing

Features of underlying disease
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Investigations

Complete blood count, malaria parasite,

serum electrolyte urea, creatinine

Others as indicated may include

MCUG

Treatment

Objectives: -
To prevent progression of failure, to rapidly =
restore volume in pre-renal cases, to treat

the underlying cause

Fluid management, blood transfusion in
case of acute loss, relieve obstruction,

dialysis

Anti malarial

Antibiotics

CHRONIC RENAL FAILURE
Irtroduction:
A situation of an irreversible reduction in
GFE with a prevalence at 18 per million and
may be congenital or acquired
KDQI defines chronic kidney disease (CKD)
as a kidney damage with GFR of
<60ml/m2/1.73m’ for >= 3 months.
Whatever is the kidney cause, there is
irreversible sclerasis and loss of nephrons
which leads to reduction in GFR
Clinical staging
Stage 1- kidney damage with normal GFE
> Q0ml/ min

2- mild reduction in GFR, 60-69
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ml/mm/1.73m’

3- mod reduction in GFR 30-39
ml/mm/1.73m’

4- zevere ” R 15 Al

5- kidney failure GFR < 15ml/mm
Different formulae for GFR but Schwatz is
the most commonly used :
Ht x k({constant)Kis age and sex dependent
SCE
The cause is age dependent: <5yrs
commonly from anatomic anomalies and for
> 3yrs, acquired glomerular dx
Glomerulonephritis, Urinary Tract
Obstruction, REFLUX, Congonital anomalizs
and urinary tract infection are leading
causes

Clinical features

Mon-specific: headache, fatigue, lethargy,
anorexia, vomiting, growth failure

Specific: anaemia, oliguria, anuria, puffiness

Investigation

RUSS, renal radionucleid sean, CT scan,
MRI, VCUG, urinalysis, spot urine for total
protein : cx, 24 HUP -total protein,
creatinine clearance, serum complements
(3, anti GBM antibodies, HBV, HCV,
Retroviral screening, serum electrolyte, urea
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and creatinine, serum Ca, phosphate, uric
acid, complete blood count

Treatment

Goal is to delay progression if possible, treat
pathologic manifestation, renal

transplantation -
Trealment of underlying conditions like ~
UTIL, Glomerulonephritides; cantrol of BP

with ACE inhibitors which also delay

progression through the reduction of

protein excretion; control of lipidemia; avoid
nephrotoxin

For Anaemia-

- Awoid blood Transfusion - do not
initate transfusion untl PCV is <30%
and aim to maintain PCV at 30%:;

- Treat Fe deficiency either orally or
parenterally;

- Erythropoetin either SCor IV ;

- Electrolyte; diet - protein restriction

ACUTE GLOMERULONEPHRITIS
Intraduction

A disorder of structure and or a funcHonal
anomaly.

Of an abrupt onset with a tendency to
spontanecus recovery

May be acute or chronic.

Chronic type is a common cause of ESKD in
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children.

Could be canszed by post streptococcal
glomerulonephritis, diffuse proliferative
glomewrulonephritis, mesangial

proliferative glomerulonephritis, focal

segmental glomerulosclerosis, membranous
glomerulopathy, rapidly progressive -
glomerulonephritis, systemic illness, SLE,
Henoch Schonlein Purpura, HBY, poly
arteritis nodoza

The commonest cause in this environment is
post streptococeal

Clinical features

History of passage of dark smoky urine,
preceding sore throat, skin infection, facial
or pedal cedema, seizure, oliguria, anorexia
Physical examination - Hypertension,
oedema, respiratory distress in presence of
severe fludd accumulation, seizures,
hypertensive encaphalopathy

Diagnostic Criferia
Gross hematurin, hypertension, oliguria are the
Hall mark of diagnosis

Complication

Hypertensive encephalopathy, acute kidney
injury, hyperkalemia, -fluid overload,
congestive cardiac failure
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Investigation:

Urinalysis:

- pH-acid

- colour-darksmoky urine

- Red cell casts commonly may be absent
and repeated urinalvsis of fresh urine
may be needed

leucocyte (pyuria)

- waxy -suggest pre existing nephritis

- pr-+2+not massive<300mg/dl

- nonselective pr (>0.21gG/ alb)

- Na',Ca2' reduced

- FelNa =(.3%Electrolyte, urea and
creatinine.

Throat Swalb-:

grp A strept organism

ASD =200 todds unit

Streptozyme:-

Complement: -C3

FBC - anaemia-

Treatiment
Goal:
Treatment of hypertension, eradication of
OTganism
Hypertension: Tabs aldomet at a dose of
10mg/ kg /dose in divided doses

ACE inhibitors like
Lisinopril

Diuretics e.g. thiazides at 1-
2mg/kg /day in 2 divided doses
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Salt restriction
Diet: normal protein with 60-70% high
biologic value but reduced to 0.6-1gm/kg in
renal failure
Organism: Oral penicillin at a dose of
100mg/kg/day divided doses
Cephalosporins o,
Erythromycin a dose of 40- e
S0mg/ kg/day divided doses when there is
penicillin allergy

PNEUMONIA

Trtroduckion

Prneumonia accounts for 15% of all under-

five deaths (including neonatal death due to

preumonia) in Nigeria, the highest in

Africa,

Burden of disease mainly in the younger age
groups;

81% of deaths from pnewmonia in children
less than 2 vears.

Ifale to female ratio is 1.5:1,

Classified clinically as lobar pneumonia or

bronchopneumonia

Clinical Features

Cough

Fast breathing.

Fever iz very commeon in childhood
pneumonia.

Vomiting
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Poor feading
Diarrhea
Convulsion
Chest pain (due to pleuritis) in older
children.
Tachypnoea is a sensitive marker of
preumonia and is commonly present ,.,_
and/or difficult breathing =
Dull or resonant percussion note on
percussion
Bronchial breath sounds and or erepitations
on auscultation
For neonates:
- Fever or hypothermia
- FPoor feeding
- Vomiting
- Lethargy or irritability
- Abdominal distension
- Convulsion
- Jaundice
- Tachypnoea (= 60 breaths/ min)
- Tachycardia elc

Complications
Complications canbe acute or chronic.

Acute:

- Heart failure

- Pleural effusion

- Empyema

- 3 Ps: Pneumatocoele, prieumothorax,
Pyopnewrnothorax, pyopneumothorax
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- Atelectasis

- Septicaemia

- Acute respiratory failure
Chronie:

- Lung abscess

- Bronchiectasis

Diagnostic Criteria

Gold standard' for  diggnosis  is chest
radiography. | although does not reveal the
aetiology.)

Investigations

Chestradiography

Blood culture to determine the bacterial
aetiology

Full blood count will determine anacmia and
snggest a bacterial (polymorphonuclear
leukocytosis) or viral aetiology
{lymphocytosis).

Electrolye and urea, may show
hyponatraemia and azotaemia especially in
those children with accompanying diarrhea
and vomiting, and poor feeding,.

Treatment

Clear the airway using gentle suction
Supplemental oxygen if oxygen saturation is
less than 90% in room air or sighs of severe
respiratory distress are present. If pulse
oximetry is not available give oxygen if
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signs of respiratory distress and or cyanosis
are present
- Give oxygen via nasal prongs or
nasal catheters: 0.5-1L/min for children
O-2Zmonths, 2-3L/ min for children 3
months to 5 years; maximum of 41 /min
for older children)
Allow small frequent feeds if tolerated;
feeding may also be done using nasogastric
tube
If feeds are not tolerated give intravenous
isotonicfluid. Ensure it contains at least 5%
glucose (e.g. 5% dextrose in 0.9% saline or
Ringer's lactate with added glucose)
Mursing care should be provided at least
every 3 hours: check vital signs including
oxygen saturation
The doctor should review the child at least
twice each day
For high grade fever (temperature =39°C),
give paracetamol 10-15mg/kg 4-6 hourly or
ibuprofen émg/kg. If widespread wheeze is
present (high-pitch musical sound during
expiration only or during both phases of
respiration) give first dose of short acting
bronchodilator such as salbutamel or
albuterol and re-assess.
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The Natiomal Guideline on the antibiotictreatment
of community-acquired pnenmonia in onder-3s 15

summarised below

[ﬁfnyh.g farededlin ANDDTYIM IV Idgentici
perdese il componer| genticin {5- n {57 5mg g
hely)fewat dSmpkEper  TEmgikg ance daily) for
leestScays  duse 1l bely)  ance duily) atleast 5 days

O aral on
Ty cefiaemes
(g ke per 150
doee 12 hrly) 100mg gl da
O oral ¥
caf upidme Fyvery 12
(1-1mnp ks hours),
per dhose 12 iLEL
Trty for el cofoiaxime: -
least 5 daye. {25-E0ng kg
& hrly) OR
TV T
genticin
157 3mg, kg
ance daily)
AND IV
choxacillin
& hely) for
atleast 3 days.
HIV- High doag Dl bi's I oefurcogne
imfacty Orral amoicitlin-  msnesdeillin {S0gicy B
d amoneilli clavalanie {50mg haly}
childe p acid eviry Bhws]  AND IV I
[ [45mpfkg  (emodeilling ANDIV/IM  genticis 5

perdoge 1l  rompanent genticin i 75mg/kg

helydbor 10 ASmgflogper  T5muli kg ance daily) lor

days doge 12 holy)  aonce daily) atleast 5 days
O amal FIUBhigh  OR
cefpododme deose co- TV cefiriarome
(Smg/kgper  trimoxezole 50
doz= 12 bely)  (SmptkeE 100mg, g fra
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Notes:

1. Step down to appropriate oral
antibiotics when improvement is
sustained, For instance, cefpodoxime
after ceftriaxone.

2, Target pathogens in outpatients'
treatment are Streplococcis preumoniae
and Heemophilus influenzae type B; -
whereas in cases on admission, these as
well as Staphylococcus aurens and other
bacilli are included.

3. Maximum dose of gentamicin should
not exceed 120mg,.

“Alternatives: Consider alternatives
wher first line drugs are not available or
applicable or child has not responded to
the first line drugs.

NEONATOLOGY

POST-RESUSCITATION CARE OF

ASPHYXIATED BABIES

Clinical manifestations (This depends on the

severity and degree of hypoxic -Ischaemic

encephalopathy)

- Inability to cry or suck, global
hypotonia and poor activity or global
hypertonia with brisk deep tendon
reflexes, shock, poor temperature
regulation, paralytic ilens, respiratory
distress, bleeding tendencies, seizures,
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pliguria

Management

Largely anticipatory.

Serial monitoring of parameters such as:
oxygen saturation, via pulse aximetry,
random blood glucese, serum electrolytes,
urea and creatinine, serum caleium, seriim
troponin, serum aspartate aminotransferase,
serum alanine aminodransferase should be
done where facilities are available,
Derangements should be appropriately
corrected according to standard protocols:

FProphylactic phenobarbitone by slow
intravenous administration (even in the
absence of seizures) 10-15mg/ kg loading
dose and maintained with 2.5mg/kg 12-
hourly tll nevrologic functions are
restored.

Seizures should be managed with slow
intravenous phenobarbitone (loading
dose of 15mg/ kg over 15-20 minutes to be
maintained with 25mg/kg 12 hourly.
The dose should be tailed off over many
days after serial neurologic physical
examination and
electroencephalography have
consistently shownnormal parameters.
Fluid restriction in the management of
perinatal asphyxia is no longer favored
because of the existing risks of renal
insufficiency coupled with the uncertain
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risk of the Syndrowne of Inappropriate
ADH Secretion. Efforts should be to
prevent over-hydration rather than fluid
resiriction. Administer the exacl daily
maintenance fluid requirement.

- Apneashould be managed with frequent
airway clearing and ventilation by bag
and mask.

- Nil per o5 should be maintained until
peristalsis is present and respiratory rate
i5 normal. Feeding should be instituted
even when the sucking reflex is sfill
depressed with the use of expressed
breast milk administered via a
nasogastric tube, The volume of milk to
be administered will depend on the daily
maintenance fluid requirement,

Outcome.

The persistence of abnormal cry, abnormal
motor functions and primitive reflexes
beyond the first week of life highly suggests
severe cerebral damage,

The risk of long term neurologic deficits has
been shown to be minimized with the use of
interventions such as magnesium sulphate
and selective cerebral cooling,

APNEA

Introduction,

Cessation of breath for more than 15 seconds
with bradycardia and cyanosis.
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There may also be hypotonia or pallor in
SEVETEe Cases.

Particularly common ameng very preterm
infants with estimated gestational age of <32
weeks. It may also occur among sick term
babies.

Prematurity and immaturity of the central
Tespiratory centre causes a separate cntity
knownas " Apnea of Prematurity”.

Other causes include septicasmia,
preumonia, necrotizing enterocolitis, gastro-
oesophageal reflux, congestive cardiac
failure, meningitis, intra-cranial
haemorrhage, seizures, hypoglycaemia,
severe anaemia and urinary tractinfection.

Management

The first step in the management of an apneic
infant is to provide tactile stimulation such as
flicking the sole of the feet. If there is no
response to tactile stimulation, the following
steps are recommended:

- Resuscitation: airway clearance,
assisted breathing and circulation according
to standard protocols.

- 10% Dextrose-in-Water (4ml/kg) for
the correction of blaod glucose.

- Start any of the following depending
on availability:

methyl-xanthine.

Caffeine citrate in a loading dose of 20mg/kg
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oral or slow intravenous and maintenance of
smg/ kg per 24 hoursis the drug of choice.
Alternative drugs include aminophylline in a
loading dose of 6ing/kg slow intravenous
and maintenance of 2.5mg /kg 12-hourly.

- Apneamonitor should be used if available
or a pulse oximeter with an alarm system
twmed for hypoxaemia may be a good
substitute.

- 1f apnea persists, nasal Continuous
Positive Airway Pressure (CPAP) is
recommended at 4-5cm HO. If apnea sfill
persists with persisting cyanosis, intubation
and subsequent commencement of
Intermittent Positive Pressure Ventilation is
recommended.

- Bor preterm infants, the medications may
be continued until the infant attains the post-
conceptional age of 33-34 weeks. For other
infants, medications may be continued till the
infant no longer requires oxygen therapy or
hasbeen free of apreafor at least 5 days.

- MNursing in the prone position with
cessation of oral feeds may be helpful if apnea
becomes recurrent and gastro-oesophageal
refluxis highly suspected.

HYPOGLYCAEMIA

Introduction.

Whole blood glucose leved of < 2.6 mmol/]
irrespective of age and gestational age.

Most infants with mild to moderate
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hypoglycaemia are asymptomalic.

Normal glucose utilization rate is 4-
tmg/ kg / minute buthigh-risk infants require
6-10mg/kg/minute. In the extreme cases of
hyperinsulinismm, the infanis utilize glucose at
arate greater than 10mg/ kg/ minute,

The following predispose to it prematurity,
intra-uterine growth restriction,
hypothermia, perinatal asphyxia,
polycythaemia, septicaemia, maternal
diabetes, in-born errors of metabolizm -
galactosaemia, glvogen storage diseases -
liver diseases, haemolytic disease of the
newborn, Beckwith-Wiedemann syndrome,
nesidioblastosis and other pancreatic
humours.

Clinical features

Mild cases of hypoglycaemia may be
asymptomatic,

Symptoms include diaphoresis, irritability,
hypotonia, lethargy, apnea and seizures.

Investigation

Screening for hypoglycaemia is mandatory
for all high-risk infants (EGA <37weeks,
Weight <25kg, SGA, infants of diabetic
maothers, infants of mothers on f-blockers,
infants with cold-stress).

The diagnosis of hypoglycaemia should be
confirmed using test strips which are not
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affected by haematocrit, oxygen saturation or
bilirubin level.

These modern strips usnally provide blood
glucose values very close to values obtained
by spectrophotometery.

Management

Intravenons 10% Dextrose-in-Water
should be administered at the rate of
60ml/kg/day on the first day. RBG
should be checked at lhour after
commencement of infusion, & hourly for
the first 24 hours and thereafter, 12
hourly.

If RBG is < 2.6 mmaol/1 and the infant is
asymptomatic, it is impartant to either
increase the 10% Dextrose-in-Water drip
rate by 30% or increase the concentration
of dextrose to 15%. A central vein should
be used to administer dextrose
concentration of >12.5%. Urine should be
monitored for glycosuria when high
concentration of glucose is infused. As
RBG normalizes, the concentration of
dextrose infusion should be gradually
reduced back to maintenance
concentration of either 4.3% or 8%.
Enteral feeding should be continued if the
infantcan toletate oral feeding.

If RBG is < 26 mmol/l and drowsiness,
seizures or coma are present, bolus of
4ml/kg of 10% dextrose should be
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administered and maintenance infusion
should be done at the rate of 8
mg/kg/minute. RBG should be checked
after 1 hour. If RBG is =2.6 mmol/],
infusion rate should be reduced to
bmg,/kg/minute and RBG should be
checked after another 1 hour, If RBG iz <
2.6 mmaol/]l and the infant is
asymptomatic, the infusion should be
maintained and RBG checked in 3 hours.
However, if RBG is < 2.6 mmol/] and
symptoms persist, the infusion rate
should be increased to 12mg/kg/minute
and RBG should be repeated in 1 houwr. If
RBG increases, glucose infusion rate
should be redured slowly over 4-6 hours.
If hypoglycaemia persists despite
12mg/ kg,/ minute

serwmn insulin should be measured and
intravenous hydrocortisone 2.5-5mg/kg
should be given 12 hourly.

If this step is ineffective, oral diazoxide
1.7-5 mg/kg 8 hourly with oral
chlorthiazide 10mg,/ kg 12 hourly should
be administered with close monitoring
for hypotension and dehydration,

In the extreme cases requiring more than
20mg/kg/minute of glucose,
subcutaneous somatostatin oclreotide
lug/kg 4 hourly or intramuscular
glucagon 20pug/kg 6 hourly may be
effective.
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- If hypoglycaemia persists with
hyperinsulinism, partial pancreatectomy
isindicated.

HYPERGLYCAEMIA

Introduction

Random blood glucose of > 80 mumol/L
Preterm infants particularly when treated
with 10% dextrose infusion or total parenteral
nutrition are prone toit. Hypothermia, sepsis,
post-operative cases, neonatal diabetes
{transient or persistent) are also associated.
Clinical features

Persistent dehydration with glycosuria.
Transient diabetes is suspected among
infants with wasting or intra-uterine growth
restricion who develop hyperglycaemia
whilat on enteral feeds.

Management

- The concentration of dextrose in infusion
should be reduced.

- Insulin 0.05-0.1 iu/kg/hour should be
commenced if RBG remains above 10
mmol/1 with glycosuria despite
reduction of glucose concentration in
infusion.,

- Treattheidentified canseif possible.

VITAMIN K DEFICIENCY BLEEDING
Introduction
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Formerly known as the Haemorrhagic
Dizeaze of the Newborn.

Itis due to the deficiency of the clotting factors
I VIL I and X.

In the newborn, the levels of the clotting
factors are naturally low and coupled with
low Vitamin K production, the newborn
infant has a natural tendency for
haemorrhage.

Both term and preterm infants are affected
but the risk is higher among preterm infants.
Infants of mothers on anti-convulsant or anti-
coagulant therapies and infants on prolonged
exclusive breastfeeding are also at higher risk
of the discase.

Clintical Presentalion

This disease in the classical type presents
between the second and fourth days of life.
The early type presents within the first 24
hours of life while the late type occurs as late
as three to six weeks of life,

Classical features include oozing from
puncture sites or circumcision sites, umbilical
stump haemorrhage, haematemesis and or
melaena, ecchymoses, epistaxis or scalp
haemorrhage, intra-viscera haemorrhage
(kidney, brain) may also occurin severe cases.

Investigations
- Prothrombin time - very prolonged
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- Activated partial thromboplastin time -
prolonged

- Thrombin time - normal

- Fibrin degradation products - normal

- Platelet count-normal

Management

Once haemorrhage occurs, intramuscular

injecions should be avoided to prevent

haematoma formation. Intravenous Vitamin

K, (1-3mg) should be administered daily for

uptod days.

- Fresh Frozen Plasma should be
administered along with therapeutic
doses of Vitamin K, because the
corrective action of Vitamin K, is usually
delayed.

- lf bleeding is severe and baby is shocked,
immediate replacement fransfusion with
O Rhesus-negative whole blood
{(20m]/ kg) is indicated. This is preferably
done through a central vein (umbilical
vein] over 20-30 minutes. Important
supportive care includes oxygen therapy
and frequent monitoring of oxygen
saturation and central venous pressure.

- In the absence of shock, gradual
correction using single-volume exchange
blood transfusion (80ml/kg) is
important This may be followed up with
top-up transfusion (10ml/kg of packed
cells or 15ml/ kg of partially packed cells)
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incase the haematocrit remains low.

NECROTITZING ENTEROCOLITIS
Introduction

This refers to extensive necrosis of the
intestine of multi-factorial origin. It may
ultimately result in intestinal perforation. It
commonly affects the terminal ileum and
proximal colon but it may involve the entire
length of the gut.

Prematurity and very low birth weight, early
infant formula feeding, intra-uterine growth
restriction, polycythaemia , septicaemia,
umbilical catheterization, congenital heart
diseases can predispose toit.

Clinical features

Grading,

This is different from the Bell's classification
but it involves clinical, laboratory and
radiologic features. This grading is useful for
prognostication and management planning,
Grade 1 {Better Prognosis)

Feed intolerance, abdominal distension,
bilious vomiting or gastric aspirate,
haematochezia or malaena, systemic illness -
lethargy, hypotonia, apnea - plain abdominal
X-Ray shows gaseous bowel distension or
presence of gas within the bowel wall
(pneumatosis intestinalis).

Grade 2 (Worse Prognosis)
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In additdon to features of Grade 1, cases also
have:

Abdominal tenderness and rigidity (evidence
of perforation), abnormal or spontaneous
bleeding, shock, leucopenia,
thrombocytopaenia, prieumomediastinum or
portal vein gas.

Investigalions.

Full blood count

Flainabdominal X-Fay

Random Blood Glucose

Serum electrolytes, urea and creatinine
Blood culture

Management

The baby should be put on Nil per Os
(NPO) and while Total Parenteral
Nutriion (TPN) is instituted. In the
alternative, intravenous fluid therapy can
be used to meet the maintenance fluid,
caloric and electrolyte requirements.
Abdominal girth should be monitored as
progressive increment may indicate
intestinal perforation.

Insert a nasogasiric tube to decompress
the stomach and for regular aspiration.
Antibiotics are administered
intravenously: a triple regimen of
cephalosporin (ceftriaxone, cefotaxime or
ceftazidime - 100mg,/ kg/ day),
gentamicin - 5Smg/kg/day ([or
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kanamyein) and

metromidazole Fmg/ kg B-hourly.

Serial plain abdominal X-Ray (supine and
right lateral) is useful in monitoring the
progress of the disease
Thrombocytopaenia and deranged
coagulation profile should be corrected
with the appropriate blood product
available.

Shock is managed using crystalloids or
colloids and inotropes. Urinary output
must be monitored to confirm the success
of anti-shock therapy.

Il diagnosis is confirmed (with X-Ray
findings), antibiotics and wil per os are
continued for 7 - 10 days but if diagnosis
remains unconfirmed and baby recovers
quickly, gradual oral feeds may be re-
introduced after 48 hours while antibiotic
therapy continues for 5 days.

Surgery is indicated by (i} clinical
deterioration (ii) intestinal perforation
Follow-up Care should anticipate
strictures presenting with intestinal
obstruchon.

JAUNDICE

Introduction

This refers to the yellowish discolouration of
the sclera, skin and mucous membranes as a
tesult of excessive accumulation of bilitubin
in the blood. It is clinically visible at total
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serum  hilirubin (TSB) level of 5mg/dl
{B5pmol/L). Close to 60% of term and 50% of
preterm infants develop jaundice within the
first weelk of life. Jaundice can be physiologic
or pathological.

Physiologic jaundice is characterized by the
following;

Usually a diagnosis aof exclusion, appears
after 36 hours of life, peaks at the 5th day of
life with total serum bilirubin (TSE) of
12mg/dl (205 pmol/L) for term babies or
15mg/dl (255 pmol/L) for preterm babies,
conjugated bilirubin of > 2Zmg/dl (34
pmaol,/L), jaundice clears spontaneously by
the 7th day of life for the term infants and
between the 10th and 14th days for the
preterm infants.

Pathological jaundice is characterized by:
Jaundice obsarved within the first 24hours of
life, jaundice lasting more than 14 days in
term infants and 21 days in the preterin
infants (this is known as Prolonged Jaundice),
jaundice with TSE >12mg/dl (205 pmal /L),
jaundice with fever and other signs of
sickness, conjugated bilirubin more than
2mg/ dl (34 pmol/ L) or deep yellow urine.

Clinical assessmicnt of infants with jaundice:
- Mote should be taken of risk factors:
preterm birth, history of jaundice in the
siblings, history of exclusive
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breastfeeding, small size <2.5kg at birth,
evidence of haemaolysis, sepsis.

Examine the baby close to the window or
under very bright light.

Examine the sclera for yellowish
discoloration.

Other examination sites include the gum,
the tip of the nose, the upper chest wall,
the lower abdominal wall, the palms and
soles. Using the tip of the finger, slight
pressure is applied to these sites for up to
10 seconds and when the finger is lifted,
the yellowish discolouration undemeath
the blanched skin becomes obvious.

Investigations

Serum bilirubin (only TSB is essential
in the first week of life; split bilirubin -
total, unconjugated and conjugated- is
only required in cases of prolonged
jaundice)

Trans-cutaneous Bilirubin (TcB)
estimation is reliable as it correlates well
with serum bilitubin except in severe
cases of hyperbilirubinaemia. Therefore,
this can be reliably used when serum TSB
isnotavailable.

Blood typing (for mother and baby)
Full Blood Count

TPeripheral blood film examination
Coomb's test

oD assay or scresning

Thyroid Function Tests

@38



B FAFDIATRE MFRAIFCTIVES

Hepatobiliary scan

Management.

The goal of treatment is to rapidly reduce
serum bilirubin levels and prevent bilirubin
encephalopathy.

Blue light phototherapy delivering
irradiance from a distance of 30cm from
the baby in a cot or incubator. Important
steps during phototherapy: (a) infant
should be nursed naked except for diaper
(b} infant must be blind-folded (¢) body
temperature to be monitored 4-hourly (d)
turning of infant every 2-4 hours (e} TSB
must be monitored 12-hourly and at
worst, ona daily basis,
Double-volume Exchange Bload
Transfusion (EBT) using 160-170ml/ kg of
compatible fresh whole blood fresh. This
procedure should be carried out over at
least 2 hours using a three-way valve.
Infants undergoing EBT should be
maintained on phototherapy to minimise
rebound hyperbilirubinaemia.

All babies wilth visible jaundice within the
firzt 24 hours of life must have
phototherapy until a diagnosisismade.
Intensive phototherapy is achieved with
further reduction of the distance bebween
baby and light source and increased
irradiance from multiple directions, The
use of Bili-blanket serves this purpose
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well especially when it is combined with
the conventional phototherapy.
Phototherapy should be continned until
Total Serum Bilivubin is 3-5Gmg/ dl lower
than the threshold range for the age or
until the jaundice has cleared
significantly.

Withoul obvious sepsis, antibiotics are
not indicated in the treatment of necnatal
jaundice. If fever is present, results of
relevant tests should guide treatment.
Note: Ceftriaxone and sulphur-
containing antibiotcs or antimalarial
drugs should be avoided because of the
risk of displacement of bilirubin from
albumin-binding sites.

Breastfeeding should be increased during
care for jaundice. If this iz difficult,
intravenous fluid should be administered
with extra 10ml/kg added to the daily
maintenance [luid requirement. Both
caloric intake and hydration enhance the
excretion of bilirubin,

Phenobarbitone is not recommended
because it is slow-acting and not effective
for jaundice cases characterized by
rapidlyrising TSB.

SEPSIS

Introduction

This is a clinical syndrome resulting from
bacterial blood stream infection with achve
proliferation of the organisms.
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Early-Onset sepsis manifests within the first
48 hours of life or at most 7 days of life while

Late-Onset sepsis manifests after 7 days of

life,

Terminologies,

Early-Onset sepsis is presumed when risk
factors for sepsis are present but the
infant has no clinical feature suggestive of
Sepsis.

In probable sepsis, an infant has clinical
and for laboratory features suggestive of
sepsis without bactericlogical
confirmaton.

Sepsis is latent when clinical features are
present with laboratory features such as
deranged full blood count or clevated
gerwmn C-Reactive Proteins and serum
Interleulins but without positive blood
culture.

Sepsis is confirmed when blood culture is
positive in addition to clinical
manifestations.

Clinical Features

Mon-specific features include fever,
vomiting, poor feeding, pooractivity

More specific features include hypothermia,
poor skin color, jaundice, abdominal
disterizion, respiratory distress, apnea and
bleeding tendencies.
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There may be local manifestations of serious
illnesses such as omphalitis, otitis media,
pneumonia, diarrhoea or urinary tract
infestatior.

Investigations

Anaemia, leucopacnia, thrombocytopaenia,
elevated C-Reactive Protein, elevated
procalcitonin, elevated interleukins 1,6,8 and
positive blogd culture. Others will include
specific ancillary tests for localized diseases
such as chest X-Ray, mid-stream urine and
other swabs for bacteriological studies.

Managenent

- For presumed sepsis in the
developing world, it is recommended
that blood culture should be requested
and the infant iz immediately
commenced on empirical antibiotic
therapy based on the local pattern of
organisms and their sensitivity pattern.
Intravenous cefuroxime 50mg/kg 12-
hourly and gentamicin 2.5mg/kg 12-
hourly, The infant should be closely
monitored for any evidence of clinical
deterioration. If the infant remains
asymptomatic and the blood culture
yields no growth, the antibiotics can be
safely discontinued after 48 hours.

- For probable sepsis, blood culture
should be requested while the infant is
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comnmenced on antibiotics: intravenous
second or third generation
cephalosporing; Cefuroxime 50mg/kg
12-hourly or Ceftriaxone 75mg kg daily
or Cefotmdme 50mg/kg 8-hourly and
gentamicin 2.5mg/ kg 12-hourly for 10 to
14 days depending on the clinical
response, It may be necessary to change
the antibiotics if the sensitivity report
from the laboratory suggests resistance to

the drugsinuse.
- Support care: Fluid and caloric
balance, dextrosz for hypoglycasmia,

blood transfusion for severe anaemia,
oxygen therapy and ventilators supports
forhypoxaemia.

BACTERIAL MENINGITTS

Introduction

This refers to inflarnmation of the lepto-
meminges as a result of bacterial infection.
This condition occurs more frequently in
Late-Onset Sepsis compared to Early-Onset
Sepsis, It is associated with high mortality
because early diagnosis is usually difficult
since the early features are non-specific.

Clinical Features

The early, non-specific features include:
fever, vomiting, poor feeding and poor
activity.

The late features are more specific and these
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include: hypothermia, tone abnormalities,
particularly, hypertonia, high-pitched cry,
setting-sun eye appearance, opisthotonus,
bulging and tense anterior fontanelle,
seizures, apnea and altered sensorium.

Investigations

A lumbar tap for cerebraspinal fluid
analysis is mandatory, Skip itif the infant
has cardio-respiratory instability.
Inability to carry out this important
investigation must not be a reason to
delay empirical antibiotic therapy.
Meningitis is diagnosed with cell count
oreater than 30/mm’, pleocytosis with
polymorphonuclear cells, protein greater
than150mg/ dl and glucose less than 50%
of simultaneously assayed blood glucose.
Neuro-imaging studies are required if: (a)
fever persists or recurs (b) seizures recur
after initial control (c) occipitofrontal
circumference is increasing. It will be
necessary to exclude subdural and intra-
cerebral collections.

Treatinent.

The empirical antibiotic therapy should
be tailored to the local pattern of bacterial
aeliology of neonatal meningitis.
Staphylococcus aureus, Streplococcus
prenwmanige and the Gram-negative bacilli
are frequently encountered in Nigeria.
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Therefore, the recommended antibiotics
include a combination of intravenous
third generation cephalosporin:
ceftriaxone 50mg/kg 12-hourly or
cefotaxime 50mg/kg 6-hourly and
gentamicin 2.5mg,/ kg 12-hourly.
Intravenous ampicillin 50mg/kg 6-
hourly may be useful in places where
resistance of organisms to the drug is not
remarkable and in known cases of Lisferia
monocytogenes infection.

The duration of antibiotic therapy is 14
days for Gram-positive organisims and 21
days for Gram-negative organisms.

Phenobarbitone iz recommended
through the intravenous route [or
seizures; 15mg kg loading dose followed
up with 2.5mg/kg 12-hourly
maintenance doses. The loading dose
could be repeated at 10mg/kg when
seizures are difficult to control.

Fluid therapy: The current body of
evidence is not in favour of fluaid
restriction for all infants. Critically-ill
infants tend to be dehydrated from poor
feeding or vomiting and fluid restriction
is likely to be harmiful - risk of shock and
renal shut-down - In such babies. More
important is the need to awoid over-
hydration (in lieu of the risk of cerebral
edema) and that could be achieved by
stringent administration of not more than
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the recommended maintenance fluid
requirement,

Corticosteroids: Unlike in older
infants and children, corticosteroids are
presently not recommended for use in
neonatal meningitis for lack of evidence
ofusefulness,

Support care: Fluid and caloric
balance, blood tansfusion for severe
anaemia, oxygen therapy and ventilators
supports for hypoxaemia.

MALARIA

Malaria in the newbeorn period masquerades
as sepsis in most instances as the clinical
features are very similar.

Investigations

Rapid Diagnostic Tests for rapid detection
of Plasmodium falcipgrum in situabons of
poorlaboratory services

Peripheral blood film microscopy with
Giemsa staining which most frequently
reveals Plasmodium falciparam.

Full blood count: anaemia and
leucocytosis,

Blood culture is expected to be negative.

Management

Every symptomatic infant and
asymptomatic infants in whom
parasilaemia persists beyond 72 hours of
life should be treated. Due to the extreme
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sirnilarities in the clinical manifestations
of malaria and sepsis in the newborn, it
may be safer to start acutely ill babies
with probable malaria on anti-mialarial
drugs as well as antibiotics until sepsis
cu:ruldbemnﬁdenﬂyexcluded
Oral quinine 20mg,/ kg stat, followed
with 10mg,/ kg B hourly for5to 7 days
is recommended.

- Oral amodiaquine as 25mg/kg total
dose administered as 10mg/kg/day
on the first two days and Smg/kg on
the third day may be used when
quinineis contraindicated.

In areas of high resistance to the 4-
aminoquinolines, amodiagquine may not be
useful.

Treat infants weighing <5 kg with
uncomplicated P. falciparwm malaria with
ACT at the same mg,/kg bw target dose as for
children weighing Skg with close monitoring
of response

BLOOD TREANSFUSION IN THE
NEWBORN

Introduction

Indicated by:

- Acutehaemorthage

- Anaemia

For haemorthage, the decision to transfuse
should be based on the infant's
haemodynamics - pulse, blood pressure -
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and not on haematocrit which is usually
normal immediately after haemorrhage.
Cross-match is desirable only if the condition
is not life-threatening, otherwise fresh Group
O Ehesus negative must be obtained for
urgent transfusion.

For anaemia, transfusion is recommended
when: PCV is < 36% and infant is critically ill;
PCVis < 30% and infantis stable or surgery is
urgently needed; cardiac failure is present
and can be attributed only to anaemia.

When severe anaemia cocurs within the first
week of life, single volume exchange blood
transfusion with 80ml/kg of fresh cross-
matched blood isrecommended.

Complications

- Transfusion reactions are exiremely rare
in the newbormn.

- Risk of transmission of infections (HIV,
Hepatitis B Virns, Hepatitis C Virus,
CMYV is germane

- Hyperkalaemia, Hypocalcaemia,
acidosis, hypothermia.

Circulatory overload is common. The

recommended measures include slowing of

the drip rate and intravenous frusemide

Img/kg.
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ACUTE LEFT VENTRICULAR FAILURE
Introdunction

Sudden diminution in the fanction of the left
ventricle. Pulmonary capillary and venous
pressure increase beyond plasma oncotic
pressure. There is resultant accumulation of
cedema fluid in the pulmonary interstitial
spaces and alveoli

Agtiology
Hypertension

Arhythmias
Myacardial infarction

Clinical features
Dhysprnoea
Orthoponea
Paroxysmal nocturnal dyspnoea
Cough
Heamopiysis
Restlessness
Wheezes
Iypoxia
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Differentinl dingnoses
Pulmonary thromboembolism
Bronchial asthma

Cardiactamponade

Complications
Acuterenal failure
Right-sided heart failure

Investigations
Electrocardiography
Plainchestradiograph
Echocardicgraphy
Cardiaccatheterization
Pulmonary function tests
Arterial blood gasses
Electrolyte, Urea and Creatinine

Treatmentobjectives

To improve pump performance of the [ailing
wventricle

Toreduce the cardiac workload

Tocontrol saltand water retention

Nown-drug treatinenl
Asinhypertension

Dirug treatment

Diuretics
- Furosemide
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Adult: 40 - 80 mg by slow intravenous

injecHon stat

- Then 40 - 160 mg orally or intravenously
daily in lor 2 divided doses for
maintenance

Child: neonate, 05 - 1 mg/kg by slow

intravenous injection every 12 - 24 hours

(every 24 hours if post-menstrual age is under

31 weeks) 1 month - 12 vears: 0.5 - 1 mg/kg

(maximum 4 mg/ kg), repeated every 8 hours

as necessary 12 - 18 years: 20 - 40 mg every 8

hours; higher doses may be necessary in

resistant cases Angictensin converling

enzyme inhibitors

~ Captopril

Adult: 6.25-12.5 mg daily orally, then 25 mgin

divided doses daily (maximum 150 mg daily)

for maintenance

Child: not licenged for use in children

Or:

- Lisinopril

Adult; 2.5 mg orally daily; 5 - 20 mg dailv for

maintenance

Child: neonate, initially 10 micrograms/kg

orally once daily; monitor blood pressure

carefully for 1 - 2 hours, increased as

necessary up to 500 micrograms/kg daily in

1-3divided doses

1 month - 12 years: initially 100

micrograms,/kg orallv once daily, monitor

adby
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blood pressure carefully for 1 - 2 hours,
increased as necessary up to a maximum of 1
mg/kgdailyinl-2 divided doses
12 - 18 years: initially 2.5 mg daily, monitor
blood pressure carefully for 1 - 2 hours; usual
maintenance dose 10 - 20 mg daily in 1 - 2
divided doses (maximum 40 mg daily if body
weightis =50 kg) May require morphine
Adult: 5 -10 mg orally, subcutaneously or
intramuscularly (usually a single initial dose)
Child: notlisted for this indication Digoxin
Adult; 125 - 250 micrograms orally daily may
be required

Aminophylline Adulf: up to 250 mg by slow
intravenous injection stat

Supportive measitres
Oxvezen
Nurse incardiac position

Notable adverse drug reactions, cantion and
cotitratndications

Use ACE inhibitors, and aminophylline and
digoxinwith caution
- Monitor potassium levels closely
- Monitor fluid input and output

Prevention
Adequate control of hypertension

450
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ACUTESEVERE ASTHMA

Introduction

An exacerbation of asthma that has not been
controlled by the use of standard medication
Feared by patients and may be life-
threatening. Unfortunately, the severity of
attack is easily underestimated.

Clinical Fealures
Patients with acute severe asthma typically
have:

The inability to complete a sentence in

oine breath

A respiratory rate of =225breaths /min

Tachyrardia = 110beats/min (pulsus

paradoxus not particularly useful as it is

only present in45% of cases)

PEFR. <50% of predicted normal or best

Features of life-threatening attack are:

A silent chest ,cyanosis or feeble

respiratory effort

Exhaustion, confusion or coma

Bradycardia or hypotension

PEFR =30% of predicted normal or

best(approximately 150L/ min inadults)

Arterial blood gases: -Normal or high

PaCO,=5kPaj45mmHg)

- Severe hypoxaemia PaQ,
<8kPa(60mmHg) despite oxygen
therapy

& A low and falling arterial Ph
e.z.<7.35

E
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SPO,<92%

Differentinl Diagnosis

Acute infective exacerbation of COPD
Acute pulmonary cedema

Tension pneumothorax

Pulmonary embolistn

Anaphylaxis

20
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Complications

Respiratory failure (type 1)
Prieumothorax or pnewmomediastinum
Cardiac arrest

Hypoxaemia with hypoxicischaemic CNS
Injury

Toxicity from medications

Investigalions

Pulmonary function tests

Arterial blood gases

KR

Sputum culture if yellowish, offensive or
copious.

Blood culture if pyrexial

FBC and ESR

EUCr

Management

A medical emergency thus intervention is
started immediately along with history
taking and physical examination.

Cuicldy assess severity of attaclk. Alert
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ICU it life-threatening

Sit patient up and give high dose Oxygen
40-60% via a non-rebreathing bag
Nebulised salbutamol Smg() is given.
This can be repeated dhourly for 4 doges
IV Hydrocortisone sodinm succinate
200mg dhourly for 24hours, Prednizsolone
is continued at 40-60mg orally daily for 2
weeks.

Nebulised ipratropium bromide 0.5mg
may bzadded.

If life-threatening features are present:

Inform ICU and senior colleagues.
AddMg50,1.2-2¢ IV over 20mins

Give salbutarmol nebulizer every 15mins
or 10mg continuously per hour. Monitor
ECG; watch for arrhythmias.

Burther management
If patient is improving:

40-60% oxygen

Tab Prednisolone 40-50mg per day for at
leastSdays.

Nebulised salbutamol 4houtly

Monitor peak flow and oxygen
saturations

If patientis not improving after 13- 30mins:

Continue 100% oxygen and steroids
IV Hydrocortisone 100mg or Tab
prednisolone 3lmg if notalready given.

Give salbutamol nebulizer every 15mins or

953
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10mg continuously per hour.

- Continue ipratropium 0.5mg every 4
thrs

If patient still not improving:

- Discuss with ICU and seniors

- Continue100% oxygen

- Repeat nebulised salbutamol every

15mins or give IV infusion 3-2{ag/min -
consider Aminophylline: load with
S5mg/kg IVI over 20mins, then
500ug/ ke /hr.
IE still no improvement or life-threatening
features are present; consider transfer to
ICU. Do arterial blood gases and if PaCO,
>7kPa, ventilation may be required.

Monitoring Treatment

- Repeat PEF 15-30mins after initiating
treatoment

- Pulse oximeter menitoring: maintain
SaPO,>92%

= Check ABG within Zhrs if; inidal PaCO,
was normal or raised or initial FPaQ,
<8kPa(60mmHg) or patient is
deteriorating.

- Record PEF pre- and post-P-agonist in
hospital atleast4 times.

- Oncepatientis improving,

- Wean down and stop Aminophylline
over 12-24hours,

- Redure nebulised salbutamol and switch
toinhaled B-agonist

L
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Initiate inhaled stercids and stop oral
steroids if possible,

Comtinue to monitor PEE. Look for
deterioration on reduced reatment and
beware early morning dipsin PEF

Look for the cause of the acute
exacerbaton and admission and take care
of it,

Discharge
Patients before discharge, musthave:

Been stable on discharge medications
Had inhaler technique checked

FEF =75% Predicted or best with diurnal
variability <25%

Steroids(inhaled and oral) and
bronchodilator therapy

Own a PEF meter and have management
plan

Respiratory clinic appointment within 4
weeks and GF appt within a weelc.

Common Adverse Drug Effects

Oxygen-seizure, retinal detachment,
ARDSete

Steroids-DM, osteoporosis, proximal
myopathy, PUD, Cushing's syndrome,
growth retardation.

Beta-agonists-fine tremors, nervous
tremors, palpitation, headache ,muscle
cramps, tachycardia, arthythmias,
peripheral vasodilatation, insomnia,
hypokalemia
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- Ipratropium-taste disorders, GERD,
Pharyngitis, dysuria, insomnia

- Aminophylline-palpitations,
tachycardia, arrhythmia, nausea,
vomiting, gastric irritatdon, headache,
convulsion, HTM( better avoided in the
elderly, patients with arrhythmias, high
BL)

- MgS0, -nausea, vomiting, flushing of
skin, hypotension, arrhythmias,
respiratory depression and muscle
wedkness,

CARDIACARREST

Introduction

Sudden cessation of cardiac pump function

If there is mo spontanecus reversal or

resuscitatory measure, death results

Commonest cause of cardiovascular deaths

among Caucasians

Peaks between ages 0 - 6 months and 45 - 75

Vears

Actiology

Myocardial infarction

Arrthythmias

Drugs and other substances of abuse

Suddeninfant deathsyndrome
Miscellaneous

Clinical features
Usually sudden collapse Unrecordable
blood pressure Loss of peripheral pulses

T
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Cessation of respiration Mayv be
asymptomatic Complaints may be non-
specific Presentation may be that of
underlying cause

Differential diggnoses
Syncope Selzures

Complications
- Acuterenal failure
- Cerebrovascular accident

Investigations (after the initial rapid
assessment and resuscitation)
Electrocardiography

Echocardiography

Urea, Electrolytes and Creatinine

Blood gases
Chestradiograph
Lipid profile

Treatinent objectives
Prompt restoration of cardiac and respiratory
funictorn
Monitoring of impact of cardiac arrest on the
various associated organs
Initervention to restore normal funclions
Formulation of a broader and more
comprehensive diagnostic and treatment
plan

a8d
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Eliminate/control aetiological factor(s) in
order to reduce morbidity/ prevent mortality

Noun-drug treatment

Ensure clear airway by tilting the head
backwards, lifting the chin and exploring to
remove foreign bodies/ dentures

Remove wears/ormaments which may
negate theabove

Basic life support (CPR)

Ensure that patient is lying on a firm/hord surface
Cardiac massage (80- 100 per minute)
Assisted ventilation using a masked ambu
bag
Twice in succession for every 13 cardiac
massages (once every 5"massage when 2
people arein attendance)

- Watch out for spontanecus respiration

during this exercise

Advanced life support

Intubation with an endotracheal tube
Defibrillation/ cardioversion for patients

with ventricular fibrillation/ventricular

tachycardia

- Defibrillate with 200 J shock. Additional

shock up to 360 ] may be required

Epinephrine (adrenaline) 1mg

intravenously after failed defibrillation

Repeat defibrillation Insert intravenous line

st
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Monitor arterial blood gases

Drug treattnent
Sodium bicarbonate
- 1milliequivalent/ kg
- Additional 50% of this dose every 1010 15
minutes as deemed clinicallv appropriate
Lidocaine 1 mg/ kg intravenously if there is
unstable cardiac electrical activity. Repeat as
required
Other antiarhythmic drugs if necessary For
cardiac arrest secondary to bradyarrhythordas
orasystale:
Continue CPE
Insertintravenous line

Prevention
Family and community basic support
education

DROWNING AND NEAR-DROWNING
Introduction

Fefers to death by suffocation due to
immersion in water

May be classified as "wet"- where the
victirn has inhaled water or "dry"- a less
commoen condition, but one that invelves the
closing of the airway due to spasms induced
by water

Wet drowning could cccur by either fresh
or saltwater

GRL
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Drowning typically accounts for a small but

significant percentage of acridental deaths
MNear-drowning episodes refer to instances

where rescue was successful and death
prevented

Mear-drowning can be associated with
considerable disability e.g. head injury,
paralysis, and respiratory complications

Contributory factors

Swimming in deep waters Falling
unexpectedly into water Not being able to
swim Breath-holding swimming and diving
Alcohol consumption High water
temperatures Easy, illicit access to pools
Inadequate pool and spa covers Muscle
cramps or epileptic attacks developing
during swimming

Pathophysiology

Inhalation of water results in ventilation-
perfusion imbalance with hypoxaemia and
pulmonary cedema

Absorption of hypotonic fresh water results

in collapse of the alveoli, resulting in right-to-
left shunting of ur-oxygenated blood

Absorption of hypertonic salt water results
in alveolar oedema, but the overall effects are
the samne for both inhalation of fresh and salt
water

Infection may develop subsequently and is

E
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more likely when contaminated water is
inhaled

Clinical features

If alive, patient is unconscious and not
breathing,

Hypoxemia and tissue hypoxia

Acidosis

Hypothermia

Inewmonia

Acuterenal failure

Haemolysis

Complications of near-drowning

Hypoxic brain injury with cerebral cedema
{which may oocur within 24 hours)

Cardiac arthythmias

Dehydration
Acute Respiratory Distress Syndrome
(ARDS) Acute renal failure

Disseminated Intravascular Coagulopathy

Investigations

Full Blaod Count; ESR
Chestradiograph

Electrolytes, Urea and Creatinine
Liver function tests

Acid base status evaluation
Arterial blood gases

Skull and spine radiographs

CT Scan (if available)

£
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Treatmenl objectives
Immediate resuscitation and stabilization to
prevent or minimize complications

Non-drug measires
Airway management Immobilize the cervical
spine, as trauma may be present
Treathypothermia vigorously
Endofracheal intubation with mechanical
ventilation and Positive End-Expiratory
Pressure if patient is apneic or in severe
respiratory distress or has oxygen-resistant
hypoxemia

Admission for observation for at least 24
hours if any of the complications are observed
even if briefly

Drug treatment

Ventilate with 100% oxygen

Establish an intravenous infusion with 0.9%
saline orlactated Ringer's solution

Manage pulmonary complications with the
administration of 100% oxygen initially,
titrated thereafter reviewing arterial blood
gases Bronchodilators if bronchospasm is
present Manage metabolic acidosis: give
NaHCOif pH is 3 persistently less than 7.2

Treatcerebral oedema

- Hyperventilation
- Intravenous mannitol (1 -2 g/kg every 4

“62
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hours) Appropriate management of
pulmonary oedema

Prevention
Teach the unzkilled to stay away from water
Teach persons not to swim beyond skill level
Parental/caregiver supervision of children
Diving only under suitable conditions
Education/ public awareness

Isclation fences around outdoor pools, and
locked doors for indaor pools Locked safety
coversfor spasand hottubs

ELECTROLYTE ABNORMALITIES
Introduction
Detection of deranged electrolytes and fluid
balance does nol constitute a diagnosis
Efforts should be made to determine the
underlying causes in every case

Hyperkalaemia
FPlasma K concentration > 5 mmoles,/L

Aetivlogy

Usually occurs as a result of potassium
release from cells

Decreased renal excretion of K as in renal
failure Decreased potassium secretion:
Impaired sodium reabsorptionin
= Primary hypoaldosteronism
- Adrenal msufficiency

963
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- Secondary hypoaldosteronism

-  Medications such as ACE inhibitors,
NSAIDs and heparin

Enhanced chloride reabsorption (chloride

shunt) as seen in Gordon's syndrome

20
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Clinical features

Weakness, flaccid paralysis, metabolic
acidosis

ECG changes
- Increased T waveamplitude
- Peaked T waves
- Prolonged PR intervals, QRS duration
- Atrioventricular conduction delays
- Lossof Pwaves
- Ventricular fibrillation or asystole

Inwvestigations

Serum Urea,

Electrolytes and Creatinine
Other renal function tests
Acidbase balance

Treatment objectives

Correction of hyperkalasmia
Preservation of cardiac function
Treatment of underlying cause(s)

Management

Depends on the degree of hyperkalaemia,
associated physical features and ECG

£
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changes

Themeasures are aimed at:

Promoting potassium loss

Limiting exogenous potassium intake
Discontinuation of anti-kaliuretic drugs
Shifting potassium into cells

Drug treatment
Calcium gluconate

- 10 ml of 10% solution intravenously over
2-3 minutes Insulin plus glucose infusion

- 10-20units of regular insulin plus 25 - 50
g of glucose given as 10 units in 100 ml of
50% glucose

Other alternatives to cause influx of

potassium: Sodium bicarbonate

(134mmoles/ L) if there is mnetabolic acidosis

- SeeCardiac Arrest

Or:

Parenteral/nebulised salbutamol (see

Bronchial asthma) Removal of potassium

with diuretics (loop plus thiazide diuretics in

combination)
Sodium polysterene sulphonate (a cation
exchange resin)

- Administered as a retention enema of 50
& of resin and 50 ml of 70% sorbitol mixed
in150ml of tap water

Haemodialysis
- The most rapid and effective way of

965
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lowering plasma potassium
concentration

- Reserved for patients in renal failure
and those with severe hyperkalaemia
unresponsive to more conservabive
measures

HYFERNATRAEMIA
Introduction

Defined as plasma sodium > 145
mmoles/ Litre

Majority of cases result from water loss in the
absence of sodium loss, when the thirst
mechanism is impaired, or (infrequently) due
to primary sodium gain

Clinical features
Mainly neurclogic:
Altered mental status
Weakness
Meuromuscular irritability Focal
neurological deficits Occasionally coma and
seizures
As in hyponatracmia severity of the clinical
fentures are related fo the rapidity of onset and the
magnitude of the rise in plasma sodium
concenfration

Treatment objectives
Correct water deficit
Stop on-going water loss

El
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Deficit = (Plasma Na -140)/140 X 0.5(males)
or{.4 (females)Xbody weightinkg

Water replacement in glomerulo
nephropathy

Mineralocorticoid excess (primary deficit
should be corrected slowly over 48 - 72 hours
to preventcerebral cedema

Water replacement can be given by mouth or
nasogastric tube pressure

- Glucose 5% injection is also suitable for
water replacement, being a hypotonic fluid

mmHg

HYPOKALAEMIA
Introdnction
Plasma potassium less than 3.5 mmol/ Litre
Mostly associated with increase in potassium
loss
Increased renal loss: Diuretics and salt-waste
and secondary hyperaldosteronism é
Increased distal delivery of non-
reabsorbable anions (vomiting, DKA, renal
tubular acidosis) Amphotericin B
Cushing's syndrome, Bartter's syndrome
Inereased non-renal loss:
GIT loss (diarrhoea, integumentary sweat)
Redistribution into cells:
Metabolicalkalosis
Drugs
Inzulin

P67
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P adrenergic agonists aadrenergic
antagonists Decreased intake: Starvation

Clintical features

- Vary between patients and depend
om the level of potassium loss

Serum K <3mmuoles/ Litre: Fatigue Myalgia

Weakness of the lower extremilies More

severe hypokalasimia resultsin

- Progressive weakness

- Hypoventilation

- Complete paralysis

ECG changes are due to ventricular

depolarisation and sulphonamide do not

correlate with the plasma potassium levels

- Flattening/inversion of the T wave

- Aprominent Uwave

- BT segment depression

- Prolonged QT interval

- Severe depletion results in prolonged PR
interval

- Decreased voltage and widening of the
QES complex

- Tnvestigations
Electrocardiography

Electrolytes, Urea and Creatinine
Acid-base status

Identifying the underlying disease

Treatment objectives
Correction of potassium deficit

268
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Minimize/stop an-going loss

Dyug treatment (oral route preferred)

Potassium chloride

- Daoses depend on deficits, on-going losses
and renal status

Intravenous potassium (given in an infusion)

- Donotexcead 20 mmoles /L

Calculation of potassium requirement

Deficit body weight {kg) 0.3

- Add daily requirement of potassium and
correctover3 days

Caution

Oral potassivm supplements should be
taken in an erect position or sitting upright
and with plenty of waler to avoid
oesophageal erosions

Hyponatraemnia
PlasmaMa+ < 135mmol/ L

Different types with varied aetiologies
Pseudo-hyponatraemia:

With normal plasma osmolality as seen in
hyperlipidaemia or hyper-proteinaemia

With increased plasma osmolality as seen in
hyperglveaemia, infusion of marmitol

Hypo-osmolar hyponatraemia;

Due to a primary water gain and secondary

sodium loss, or a primary sodium loss and
secondary water gain

EE
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Integumentary loss: sweating, burns
Losg from the GIT: vomiting, tube drainage,
fistula
Renal loss: diuretics, hypoaldosteronism,
salt wasting nouropathy, obstructive diuresis
Primary polydypsia
Cardiac failure
Hepatic cirrhosis
Nephritic syndrome
Decreased solute intake:
SIADH
Gluecocorticoid deficiency
Hypothyroidism
Chronic renal insufficiency

Clisrical features
Cerebral cederna
May be asymptomatic

Otherwise nausea, malaise, headache,
lethargy, confusion, and altered
COMECIoUSness

Coma when plasma sodium is less than 120
millimoles per litre

Differential diagnoses
Congestive cardiac failure
Hepatic cirrhosis
Mephritic syndrome

Investigalions
Directed at establishing the cause and

w0
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severity of hyponatraemia

Treatment objectives

To correct plasma sodium concentration by
restricting water intake and promoting water
loss

To correct the underlying disorder

Management

Mild asymptomatic hyponatraemia requires
no treatment
Mild hyponatraemia with ECF volume
comdraction: Sodium releption with isotonic
saline infusion
Hyponatraemia associated oedematous
states: Restriction of both sodium and water
intake

Promotion of water loss in excess of sodiumn
by useofaloop diuretic
For severe cases which are symptomatic
{plasma sodium concentration <115
mmoles/ Ll

Hypertonic saline to raise sodium
concentration by 1 - 2 mmol/L/hour for the
first 3 hours, but not more than 12 mimoles/ L
during the first 24 hours

Calculation of the total amount of sodium to
administer
Amountof sodium = (desired concentration —
actual conecentration) X body weight X 0.6
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HYPERTENSIVE EMERGENCIES
Introduction

Severely elevated blood pressure (>200/120
mmHg) with evidence of target organ
damage such as: Neurologic (e.g. altered
consciousness) Cardiovascular (myocardial
ischeamia, left ventricular failure)

Renal deterioration

Fundoscopic abnormalities

Presentations include:

Awnrtic dissection

Hypertensive encephalopathy

Eclampsia

Malignant hypertension

Aetiology

Improperly managed hypertension
Eenal vascular disease
Pheochromocytoma

Accelerated essential hypertension

Clinical features

Severely elevated blood pressure
(>200/120mmHg)

Headaches, malaise, vomiting, dizziness,
blurred vision, chest pain, palpitations,
dyspnoea, oliguria

Pundeoscopic changes

Evidence of left ventricular failure

Changesin level of consciousness

472
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Complications

Target organ damage
Cerebrovascular aceident
Myocardial infarction
Cardiacfailure

Renal failure

Death

20
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Investigations

Plain chest radiograph
Echocardiography

Full Blood Count

Urea, Electrolytes and Creatinine
Urinalysis

Echocardiography

Treatinent objectives
Prompt but gradual reduction in rnean
arterial by notmore than 25% within the first 2
hours Further reduction of BP to (not less
than) 160,/ 100 within 2 to 6 hours
- Lower pressures may be indicated
for patients with aortic dissection

Initiate /re-initiate long term therapy to

nermotensive levels

Drugtreatment
labetalol
Notable adverse drug reactions, caution
Stop infusion if response is unsatisfactory
after 10 minutes at maximum dose

¥
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Lower doses in patients already on anb-
hypertensives
Hypotension may accur
Monitor blood cyanide and thiocyanate
concendrations
Discontirmie if adverse drug reaction to
metabolites develop: tachycardia, sweating,
hyperventilation, arrhythmias, acidosis)
Reduce infusion over 15 - 30 minutes to
avoid rebound effect when stopping therapy

HYPOGLYCEMIA

Introduction

Blood glucose level less than 2.5 mmol /L {45
mg/dL)

May occur in a fasting state or mav be post-
prandial

Aetiology

Most commaonly iatrogenic

Antidiabetic drugs
Associated with quinine, salicylates and use

After overnight fast

Missed meal(s)

During exercise

Can be due to intengive insulin therapy

May follow weight loss

May follow alechol ingestion

Reduced insulin clearance Sepsis
Secondary to non-B cell

et
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tumours/ insulinoma

Clinical features

The two types are neuroglycopenic and
neurageanic

Neurogenic manifestations:
Palpitations

Tremors

Anxiety

Sweating

Hunger

Paresthesia

Neuroglycopenic manitestations:
Confusion

Fatigue

Seirures

Loss of consciousness

Death

Diagnosis

The Whipples's triad provides a framework
for diagnosis of hypoglycaemia:

Symptoms of hypoglycaemia

Low plasma glucose concentration
{(<2.5mmuole/L)

Alleviation of hypoglyeemic symptoms after
glucose administration

Differential [Magnoses
Chther causes of acute confusional state
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Investigations

Random blood sugar on presentation

Other tests to confirm the cause of
hypoglycaemia

Treatment objectives

Prompt restoration of normal blood glucose
level

Prevention of rebound or recurrent
hypoglycaernia

Prevention of occurrence of neural damage or
death

Treatment
Urgent treatment must be given if
irreversible complications are to be avoided
Oral glucose tablets or glucose drinks if
tolerated (and if patient is canscious)
If there is neuroglycopaenia preventing the
use of oral glucose:
- Give 50% glucose (dexirose) - 50
il /25 g indouble dilution intravenously
- Followed by 3 - 10% glucose
(dextrose) for at least 48 hours in
hyvpoglycaemia secondarv to
sulphonylurea therapy
- Intravenous glucagon Img stat (give
subcutanecusly or intramuscularly if
intravenous route is impractical)

Supportive measures

ol
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Discontinue or reduce the dosage of causative
drugs
Treat identified underlying cause(s)

Precaution

Clucagon is not effective in glvcogen-
depleted individuals e.g. those with alcohol
induced-hypoglycasmia

MYXOEDEMA COMA

Introduction

A life-threatening complication of
hypothyroidism

Follows a background of long-standing
hypothyroidism

Clinical features

May be precipitated by exposure to cold,
infecton, trauma and CNS suppressants

Coma with extreme hypothermia,
temperatures 24-32aC
Seizures Areflexia

CO retention and respiralory depression

due to2 decreased cerebral blood flow

Differential diagnoses

Coma due to CNS depressants
Adrenal insufficiency
Morbid depression

w7
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Complications

Cardiac failure

Respiratory failure
Death

Investigations
T,.T,. TSHassay

Treatment objectives
To restore normal body metabolism
To prevent death

Divug treatrment
Triiodothyronine - 20 micrograms
intravenously stat, then 20 micrograms every
8 hours until there is sustained clinical
improvement
May also require hydrocortisone 100 mg
intravenously every 8 hours
Maintain therapy with oral thyroxine in a
dose of 50 micrograms per day
Treat precipitating factor(s)

Precantion
Patients should not be re-warmed rapidly
because of risk of cardiac arrhythimias

PNEUMOTHORAX

Introdnction

The presence of air or gas in the pleural cavity
which can impair oxygenation and /or

!
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ventilation Occurs in apparently normal

lung or in the presence of an underlying lung

disease,

Clindecal results are dependent on the degree

of collapse of the lung on the affected side.

Classified as:

- Spontaneous pneumothorax which
develop without preceding trauma (e.g.
Primary and Secondary)

- Traumatic pneumothorax which develop
as a result of direct or indirect brauma to
the chest, including diagnostic or
therapsutic maneuvers (latrogenic
Preumothorax).

Primary Spontanecus Fneumothorax (PSP):
Presents in an otherwise healthy individual
withno underlying lung disease,

Oceurs in people aged 20-30 years, with a
peak incidence in the early twenties.

Rarely observed in people clder than 40 years.

Secondary Spontaneous Pneumothorax
(55F):

Complicates an underlying lung disease like
pulmonary infections e.g. Tuberculosis,
pneumocyslis pneumonia, bacterial
preumonia or pulmonary airway disease e.g.
COPD especially Emphysema, acute severe
asthma, and cysticfibrosis

Oceurs more frequently in patients aged 60-65

)
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yrs

Catamenia Pneumothorax:

Recurrent pneumothorax associated with
menstruation

Respiratory Symptorms occur within 24-48hrs
of menstruation in women aged 30-40 years
Mostly right-side and associated with parity
Pelvic endometriosis may be demonstratedin
up to one-third of patients.

Tension Pneumothorax:

life threatening condition develops when air
is trapped in the  pleural cavity under
positive pressure

Displaces mediastinal structures and
Complicates approximately 1-2% of the cases
of spontaneous pneumothorax.

Clinical features
Varies widely from being asymptomatic to
life threatening respiratory distress.

Symptoms

- Acute onset of chest pain (sharp and
stabbing) worse oninspiration

- Shortnessof breath

- Sweating

- Fainting

- ﬁm&t}r

- Cough

980

0

i
i



[ FMEBRGFNCTRS

- IHistory of previous Pneumothorax
- Acuteepigastric pain

Signs

Respiratory system

- Dyspnea

- Tachypnoea (or bradypnoea as a pre-
terminal event)

- Tracheal deviationto contra-lateral side

- Decreased chestexpansion

-  Decreased tactile fremitus

- Mormal or hyper-resonant chest wall
percussionnates

- Dacreased breath sounds on the affected
side

Central nervous system

- Altered conscionsness
- Anxiety

- Syncope

Cardiovascular system

- Tachyecardia

- Pulsus paradoxus

- Hypotension

- Raisedjugular venous pressure

Differential diagnosis

- Acutecoronary syndrome

- Acuterespiratory distress syndrome

- Acgrticdissecton

- Congestive cardiac failure and
pulmonary edema

- Esophageal rupture and tears

a8
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- Myuocarditis and cardiac tamponade
- Pulmonary Embolism
- Ribfracture

Complications

- Failureto re-expand

- Recurrence

- Haemopneumothorax

- Pyopneumothorax

- Re-expansion pulmonary edema
- Respiratory failure

Investigations

- Chest Computer Tomography (CT)
- Arterial Blood Gas Analysis

- ChestRadiography

- Chestultrasonography

Goals of Treatment;

Felieve the Pneumothorax
Preventrecurrence.

Modality of treatment depends on clinical
presentationand actiology.

Patients with PSP or SSP and significant
breathlessness associated with any size of
Pneumotherax should undergo active
intervention on admission{Tension
preumothorax)

Management of PSP

- Observation iz the treatment of
choice for small PSP without significant

982
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breathlesaness,

Selected asymptomatic patients with
a large PSP may be managed by
observation alone for the natural
tendency of the gasesin pleural spaceis to
bereabsorbed.

Patientz with a small PSP without
breathlessness should be considered for
discharge with early outpatient review.
These patients should also receive clear
written advice to rebum in the event of
worsening breathlessness.

Drainage of Pneumothorax

Needle aspiration (NA) using size 14-160G
needle drains.

NA should not be repeated unless there
weretechnical difficulties.

Following failure of NA, small core (<
14F) chest drain insertion is
recommended.

Large-bore chest drains are not needed
for pneumothorax.

Suction

Suction should notbe routinely used
Caution is required because of the risk of
re-expansion pulmonary edema

High - wvolume low-pressure suction
systerns are recommended

Specialist referral

Referral to a respiratory physician

983
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should be made within 2dhours of
admission,

Complex drain management is best
effected in areas where specialist medical
and nursing expertize are available.

Management of S5F

All patients with S5P should be admitted
tohospital for at least 2dhours and receive
supplemental oxygen,

Most patient will require the insertion of
asmall-bore chest drain.

All patient will require early referral toa
chest physician to treat underlying cause,

Those with a persistent air leak should be
discussed with a thoracic surgeon at
48hours onadmission.

S55P patient who are unfit for surgery

Medical pleurodesis may be appropriate
forinoperable patients

Patients with SSP can be considered for
ambulatory management with a
Heimlich valve

Discharge and follow-up

Patients should be advised to return to
hospital if increasing breathlessness
develops.

All patients should be followed up by a
respiratory physicians until full
resolubion.

Air travel should be avoided until full

afd
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resolution,

- Diving should be permanently avoided
unless the patient has undergone
bilateral pleurctomy and has normal
lung function and chest CT scan post-
operatively.

Medical chemical pleurodesis

- Chemical pleurodesis can control
difficult or recurrent Pnewmothoraces
but, since surgical options are more
etfective, it should only be used if a
patient is either unwilling or unable to
undergo surgery.

- Chemical pleurodesis for pneunothorax
should only be performed by a
respiratory specialist using 5g sterile talc
inMNormal saline.

Referral to thoracic surgeons

[ri cases of persistent air leak or failure of the
lung to re-expand, anearly (3-5 davs) thoracic
surgical option should besought.

Surgical strategies:

- Openthoracostomy

- video - Assisted Thoracoscopic surgery
(VATS)

Tension Pneumothorax treatment

- Tension Pneumothorax iz a medical
emergency

985
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- Treatmentis with oxygenand emergency
needle decompression at the second
intercostal space.

- Pleurndesis with 5% talc in Normal saline
is done when all the airis out,

PULMONARY THROMBOEMBOLISM
Introduction

Clindcally significant obstruction of a part or
the whaele of the pulmonary arterial trea
Usually by thrombus that becornes detached
fromits sites of formation outside the lung
The emboli is swept downstream until it is
arrested at points of intrapulmonary vascular
NArrowing,

Predisposing factars: the virchow's triad:

- Relative venous stalis

- Injury to thewallofa vein

- Increased coagulability of blood itself.
Pulmeonary thromboembalism most
commonly results from deep vein thrombosis
{ a blood clot in the deep veins of the legs or
pelvis) that breaks off and migrate to the lung
ie. Venous thromboembolism (VTE).

Sources of non-thrombotic emboli: Adr, fat,
amniotic [luid, bone marrow

Factors that contribute to wenous
thromboembaolism:

Immobilization,

Trauma,

-
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Heart disease

Malignancy

Pregnancy

Puerperium

Oestrogen therapy

Other risk factors include: obesity, chronic
bronchitis emphysema, diabetes mellitus,
homecyteinuria and polycythaemia.

Massive pulmonary thromboembaolism is a
medical emergency.

Clinical features

- Sudden onsetof breathlessness
- Chestpain

- Cough

- Haemoptysis

- Anxiety

- Cyanosis

- Syncope

- Suddendeath

Signs

- Varying degrees of dyspnea

- Pleuritic painon inspiration

- Pleuralrub

- Tachycardia

- Gallop rhythm

- Accentuated pulmonary component of
the second heart sound.

- Tugular venous engorgament

- Wheeze

987
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- Pyrexia
- (linical signs of deep venous thrombaosis

OVT)

Differential diagnosis

- Acutecoronary syndrome

- Acuterespiratory distress syndrome
- Anxiety disorder

- Adtrial fibrillation

- Cardingenicshock

- Pulmonary hypertension

20
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Investigations

- Llectrocardiogram

- CTpulmenary angiography
- Ventilation / perfusion scan
- Chestx-ray.

- Arterial blood gases.

- Echocardiagrphy

- D-dimerlevel

Wells score

Pulmonary embolism can be predicted using

the wells score.

- Clinically suspected DVT - 3.0 points

- Alternative diagnosis is less likely than
P.E-3points

- Tachycardia (HR=>100)-1.5 points

- Immobilization > 3days or surgety in
previous four weeks - 1.5 points

- History of DVT - 1.5 points

- Hemoptysis-1.0 points

- Malignancy (with treatment within 6
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munths) or palliative - 1.0 points

Traditional interpretation

Score > 6 - High (probability 59% based
on pooled data)

Score 2.0 to 6.0 - moderate (probability
29% based on pooled data).

Score < 2.0 - Low (probability 15% based
onpooled data).

Alternative interpretation

Score >4 -PElikely
Score4 orless - PEunlikely

Complications

Sudden cardiac death
Obstructive shock

Pulseless electrical achvity
Atrial or ventricular arrhythmias
Cor - pulmonale

Severe hypoxemia

Paradoxical embolism
Thrombophlebits

Management

1.

Anticoagulation

Enoxaparin (LMWH eg. lovenox)-
1mg/ kg 5C q12hr or 1.5mg/ kg SC qDay
Wartarin (e.g. Coumadin, Jantoven) -
initial dose: 2-5mg PO gDay (overlap
warfarin and parenteral anticoagulant for
atleast 3days then discontinue parenteral

-k
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therapy)

The INEismaintained 2.0-3.0

Side effectis spontaneous bleeding
Thrombolysis - with fibrinolytic therapy
Streptokinase - rarely used because of
ananphylaxis

Alteplase (e.g. Activase, TPA,) 100mg iv
infused over 2 hours; 10mg bolus
followed by P0mg over Zhr fallowed
immadiately with heparin therapy when
PTT returns to < 2times normal Side
effects is spontaneous bleeding,

Inferior wenma cava filters - when
anticoagulant therapy is contraindicated
Surgery

Pulmonary embolectomy
Prophylaxis for pulmonary embolism
Low - dose heparin e.g. levonox 40mg 5C
qDay

Antiplatelets e.g. Asprin 75- 8lmg PO
qDay

Notable adverse drug reactions, caution and
confraindications

Heparii:

Thrombocytopaenia and haemorrhage
Osteoporosis

Pathologic fractures

May cause hyperkalaemia (inhibition of
aldosterone secretion)

Contraindicated after recent surgery or

@afy
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trauma, in haemophilia and other
bleeding disorders, peptic ulcer, severe
liver disease, acute bacterial endocarditis
Enoxaparin:

- Haemerrhage

- May cause hyperkalaemia (inhibition of
aldosterone secretion)

Warfarin:

- Haemorrhage

- Skinnecrosis

- Avoid during pregnancy
Recombinant tissue plasminogen
activator

- Intracranial haemorrhage

Prevention

- Prophylactic warfarin or heparin in
patients atrisk

- Inferior wvena cava filters, when
anticoagulation cannot be undertaken
because of active bleeding,

THYROID STORM (THYROTOXIC CRISIS)
Rare but life-threatening

Mortality rate is up to 30% even with
treatment

Canses of death include cardiac failure,
arrythmias and hyperthermia

Precipitants include the following:

Infections

Trauma &Suargery

Stroke

o]
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Diabetic ketoacidosis

Radio iodine treatment of patients with
partially treated or untreated
hyperthyroidism

Clinical features
Fever

Darrhoea
Vomiting
Jaundice
Saizures

Coma

Complications
Cardiac failure
Arrythmias
Hyperthermias

Investigations

Diagnosis 15 mainly clinical and laboratory
investigntions are done to identify possible
precipibants-infection.

Level of thyroid horvmones way nof be
markedly elevated,

Correlation does not exist between levels of
thyroid hormones and thyroid stovm.

EBC may show lewcocylosis cven in the
absence of infection

Raised bilirthin,

Alkaline phosphatase

@92
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Management
Requires intensive monitoring Supportive
care

Identification and treatment of precipitating
cause(s)

Treatment objectives
Reduction in T synthesis/action and
restorabion tod normal values
Treatment of identified precipitating factors
Frevention of complications

Dug treatinent

Fropylthiouracil

Adult: 600 mg loading dose; 200 - 300 mg
orally every 6 hours by nasogastric tube or per
rectum Child 5 - 12 years; Initially 50 mg orally
3 times daily until euthyroid then adjusted as
necessary 12 - 18 years. Initially 100 mg 3
times daily administered untl euthyroid then
adjusted as necessary; higher doses
sometimes required

Saturated Scluton of Potassium lodide
(35KI)

Adult: 5 drops every 6 hours; to be
commenced 1 hour after the first dose of

propylthiguracil

Child 1 month -1 yesr: 0.2 - 0.3 mL orally 3
times daily
- Dilute well with millc and water
Propranolol

0
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Adult: 40 - 60 mg orally every 4 hours or 2mg
intravenously every 4 hours

Child: neonate, initially 250 - 500 micrograms
[kg every 6 -B hours, adjusted according to
response 1 month - 18 years: initially 250 - 500
micrograms,/kg every 6 - § hours, adjusted
according to response; doses up to 1 mg/kg
may be required; maximum 40 mg every 8
hours

Dexamethasone

- 2mgintravenously every & hours
Intravencus Chlorpromazine 50-100mg.
Intramuscular route to treat agitation
Intravenous anti-arrhythmic if arrhythmia is
present- choice of drug depends on
arrhythmia type.

Antibiotics (if infection is present)

Supportive measures
Adequate hydration with intravenous fluids
and cooling

LIPPER GASTROINTESTINAL BLEEDING
Introduction

Bleeding from the lower oesophagus,
stomach or duodenum up to the level of
ligament of Treitz.

Occurs worldwide and is responsible for
significant mortality and morbidity. Major
causesinclude bleeding from:

- Pepticulcer disease

Gog
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- Oesophageal and gastric varices
- Mallory-Weiss tear
- NSAID-related mucosal bleeding
- Neoplasia

Bleeding is either from rupture of engorged
varices or from disruption of the cesophageal
or gastro-duodenal mucosa with ulceration
orerosioninto an underlying vessel.

Clindcal features

Depends on whether the bleeding is acute or

chronic, mild or severe

Various presentations:

- Haemetemesis

- Melaena

- Haematochezia

- Hypovolaemia
Iron deficiency anaemia (with its
asgociated symptoms)

Differential diagnoses

Black stools from ingestion of iron tablets
Haematemesis/ melaena from previously
swallowed

blood (from the upper respiratory tract and
oral cavity)

Complications

Hypovalaemic shock

Congestive heart failure from chronic severe
anaamia

Lu5
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Investigations

Upper gastraintestinal endoscopy: picks up
lesions in %0% of cases

Upper gastrointestinal barium radiography:
80% detectionrate

Selective mesenteric arteriography
Radioisotope scanning

Stoal-occult blood test

Full Blood Count

Trealmentobjectives

Restore and maintain haemodynamic status
Control bleeding

Prevent recurrence of bleeding

Non-drug treatment

Carefully monitor vital signs (pulse, blood

pressure, respiration and temperature) as

frequently as necessitated by the patient's

condition Insert a nasogastric tube to aspirate

gastric contents and / or to introduce agents to

constrict the blood vessels

Blood transfusion: whole blood (acute

bleeding) or packed cells (chronic) bleeding,

Up to 5 - & pints of blood may be needed in

BEVETE CASCS

- Plasma expanders in the absence of
blood

Continuous Central Venous Pressure (CVF)

monitoring
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Dirug treatment

Bleeding peptic ulcers / erosions

Proton Pump Inhibitors

- Omeprazole 20 mg orally once daily for 4
weeks

Or:

- Omeprazole 40 mg by slow intravenous
injection over 5 minutes once daily untl
patient can take orally

Anti- Helicobacter pylori therapy set above.

Endoscopic treatment for actively bleeding

ulcer or visible non-bleeding vessel

- Injection therapy with 98% alcohol (total
volume less than 1mL)

Or:

- Injection therapy with epinephrine
(1:10,000) up to ImL

O

- Thermal coagulationwith heat probe

Or:

- Lasertherapy

Bleeding varices

Intravenous Octreotide 50 microgram stat,
then infusion or 25-50 microgram hourly for
24-48 hours, until endoscopy

Intravenous vasopressin 20 units over 20
minutes bolus then infusion of 0.1 - 0.5

way
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units/ min

Plus;

[ntravenous nitroglycerin 40 microgram /min
(ttrated upward to maintain systolic blood
pressure above 90 mmHg)

Endoscopic treatment

Variceal band ligation

Injection sclerotherapy: equal valume
mixture of 3% sodium tetradecyl sulfate, 98%
ethanol, sodium chloride 0.9% injection (2-5
mL/ site; masdmum 50 mL)

Radiologic therapy

Venous embolization

Transjugular Intrahepatic Portosystemic
Shunt (TIPS)

Oesophageal transection and
devascularization

Liver transplant

Peptic ulcers/ erosions/ tumours

Surgical repair or resection as appropriate

Suppuortive

Monitor vital signs and wrine output to detect
garly features of hypovolaemicshocle

Look out for features of hepatic
encephalopathy

Notable adverse drug veactions
Vasopressin can cause abdominal cramps. It
lowers blood pressure drastically and could
warsenischaemic heart disease

aud
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Prevention

Peptic ulcers/erosions related upper
gastrointestinal bleeding

Avoid NSAIDs.

Treat H. pylori infection

Oesophageal varices

pblockers (propranclol 40 mg orally 12
hourly and titrate up to 160 mg depending on
the heartrate)

Maintenance sclerotherapy

b e
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CHAPTER p4E

CLINICAL PHARMACOLOGCY
AND THERAFEUTICS

ADVERSE DRUG REACTTONS
Introduction

The use of medicines is inextricably linked
tounintended responses

The =afe use of medicines is therefore an
important congideration in therapy

Adverse drugreaction

Response to a medicine which is noxious
and unintended and occurs at doses normally
used in man for the prophylaxis, diagnosis or
therapy of disease, or for the modification of
physiologic function

Adverse drugevent

Any untoward medical occurrence that
may present during treatment with a
pharmaceutical product, but which does not
necessarily have a causal relationship with
the lreatment

A serious adverse event (experience, or
reaction)
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Any untoward medical ocourrence that at

any doge

- Resultsindeath

- Islife-threatening

- Requires patient hospitalization or
prolongs existing hospitalization

- Results in persistent or significant
disability/incapacity

- Causes a congenital anomaly or birth
defect

- Requires an intervention to prevent
permanentimpairment or damage

Side effect

Any unintended effect of a pharmaceutical
product occurring at doses normally used in
humans and is related to the pharmacalogical
properties of the drug

There is need to have a high index of
suspicion during therapy so as to recognize
and adequately manage adverse effects
Report any suspected adverse response to a
drug to the hospitals’ Adverse Reaction
Registry or directly to the National Agency
for Food and Drug Administration and
Control (NAFDAC) Abuja A sample of the
Yellow Formis shown in Appendix VIIT
Analysis of such reports enables appropriate
decisions to ensure safe and judicious use of
medicines
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Pharmacovigilance:

The science and activities relating to the
detection, assessment, understanding and
preventing adverse effects of drug or any
other possible drug related problems (WHO
2002). The scope also includes herbals,
traditional and complementary medicines,
blood products, biclogics, medical devices
and vaccines.

Other issues relevant to pharmacovigilance

are:

- Substandard medicines

- Medicaton errors

- Lack of efficacy reports

= Use of medicines for indications that are
not approved and for which there is

inadequate scientific basis

- Case reports of acute and chronic
Poisoning

- Assessment of drug-related mortality

- Abuse and misuse of medicines

- Adverse interactions of medicines with
chemicals, other medicines and food.

Objectves:

- Improve patient care and safety in
relation to the use of medicines and all
medical and paramedical interventions

- Improve public health and safety in
relation to the use of medicines

- Contribute to the assessment of benefit,
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harm, effectiveness and risk of
medicines, encouraging their safe,
rational and more effective (including
cost-effective) use

- Promote understanding, education and
clinical training in pharmacovigilance
and itz effective communication to the
public.

Working of pharmacovigilance
Pharmacovigilance relies on the reporting of
adverse events to a medical products to the
MNational Pharmacovigilance Center housed
in NAFDAC in order to facilitate early
detecion of hitherto unknown adwverse
reaction and interactions; and detect increase
frequency of known adverse reactions. (see
appendix VIII for pharmacovigilance
reporting [orm)

Who reports adverse reactions?
- Palients

- Physirians

- Murses

- Pharmaeist

- Otherhealth care personnel
- Padent-TPublic

ENVENOMATION
Snake bites

- In Africa, often occur among farmers who
wallk unshod
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Qecasionally occur arcund homes when
snakes are accidentally stepped upon

Poisonous snakes belong to the families of:

Viperidae (responsible for most snake
bitesin Africa)

Subfamilies: viperinae (old world vipers),
Crotalinae (New world vipers, Asian pit
vipers)

Elapidae (e. g. cobras)

Colubridae (e g. boomslang)

A large group; only a few species are
dangerously toxic to huunans
Hydrophidae (sea snakes)

Clinical features

Depend on the type of snake, location of
bite and prompimess ol intervention

Local effects:

Pain, Swelling, Bruising, Tender
enlargement of regional lymph nodes

S}r:stf"mu? effects:

Early anaphylactoid symptoms,
Transient hypotension with syncope,
Angioedema, Urticaria, Abdominal colie,
Diarrhoea, Vomiting, Late persistent or
recurrent hypotension,
Electrocardiograph abnormalifies,
Spontanecus systemic bleeding,
Coagulopathy, Adultrespiratory distress
syndrome, Acute renal failure

Viperidae and crotalidae

Local and systemic bleeding,

10404



B CUNICAL FHARMACILCCY AND THERAPTUTICS

Immpairment of organ function, Reduction
of cardiac output, Inhibition of peripheral
nerve impulses

- Multisystem effects: Rhabdomyolysis,
Haemolysis, Blood vessel damage

Elapidae

- Neuroboxic effects

Snake bite wounds may become secondarily

infected with:

- Clostridium tetani, causing tetanus

- Clostridium welchi, causing gas gangrene

Initial assessinent

- Brief history: time and circumstances of
bite, progression of local and systemic
symptoms; antibiotic allergy,
immunization of palient and other
morbid condition(s).

- Examinatiorn: to look for tooth marks,
local swelling, bleeding, shock,
cardiovascular and respiratory systems,
evidence of paralysis, level of
CONSCIOLUSNESsS,

Investigations

- FBCand differentials

- Test for haemostasis (20-Minute Whole
Blood Clotting Test)

- Electrolytes and Urea

- Blood clotting profile

- Arterial blood gas estimations

- Chestradiographs

- Wound and blood cultures
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Treabmentobjectives
Meutralize envenomation
Limit systemiceffects
Local wound care

Preventonset of complications

First-Aid and Transport to the Hospital

Move the victim to safety from area
where they may have been bitten
Reassure the patient {only 50% of the bites
by venous snakes cause envenonuing)
Femove constricting clothings, rings,
shoes, bracelets, bands from the bitten
limb

Immaobilize the whole patient, especially
the bitten limb, using a splint or sling
Transport the patient to the hospital as
quickly and passive as possible

Awoid harmful practices: never attemnpt
to suck out or aspirate the poison, do not
malke incisions, never attemptto catch the
snake, a tight arterial tourniquet should
never beused)

Hospital management

Non-drug measures

Assess and observe the patient for at
least 24 hours

Cardiopulmonary resuscitation may
be necessary: clearing of the airway,
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oxygen administration by face mask or
nasal cannula, intravenous access o
allow treatment of shock with
intravenous fluids

Identification of the snake would
help in the choice of antivenom (where
specific antivenoms are available)

Wound debridement and fasciotomy
for compartment syndrome may become

necessary

Drug treatment

Intravenous fuid administration to
maintain circulation: use colloids or
cystalloids as clinically appropriate

Antivenomm:

- Indications for antivenom treatment:

= Systemic envenomation

(neurotoxicity, spontaneous
systemic bleeding, incoagulable
blood (20MWBCT), cardiovascular
abnormality (hypotension, shock,
arrhythmia, abnormal
electrocardiogram)

- Local envenomation: extensive
swelling (involving more than half
of the bitten limb), rapidly
progressive swelling, bites on
fingers and toes

- Usnally polyvalent antivenoms are
used, but where specific species are
identified, a monospecific
antivenom may be used

- Adull and chid: No dose differerice
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between adult and child in terms of
dosage. Contents of the antivenom
vial diluted in sodium chloride 0.9%
intravenous infusion, and infused
intravenously over 30 minutes

- Intradermal, subcutaneous testing
with diluted venom before
administration are not predictive of
venom reaction and should not be
done
Prophylactic antibiotics as
appropriate Tetanus prophylaxis

Antivenom reachons:

Early reactions (3-60 minutes): cough,
tachycardia, itching, wrticarial, fever,
nausea, vomiting, headache.
Treatment of anaphylaxis with
antihistamines (H blockers), epinephrine
(adrenaline) and corticosteroids
Pyrogenic reactions: due to pyrogen
contamination of antivenom during
manufachire,

begins 1-2 hours after treatment and
characterized by fever and chills

Tepid sponging and administration of
paracetamol are useful

Late reactions: cccurs 5-24 days
{average 7 days) following antivenom.
There

Characterized by itching, urticaria,
fever, arthralgia, periarticular swellings,
proteinuria and sometimes

1004



B CUNICAL FHARMACILCCY AND THERAPTUTICS

- neurological symptoms.

- Anbhistamines are used for milder
attacks, but in severe cases, including
those with neurological symptoms, a
short course of prednisolone should be
used.

Scorpion Sting

Scorpion stings occur worldwide. Most
cases are minor but significant
envenomation resulting to death has been
reported. Children are particularly at risk of
scorpionstings and envenomation

Clinical Features:

Local symptom:

- Localized pains, edema, erythema,
paraesthesia, muscle fasciculalion and
numbness may occur atthe site of sting

Systemic symptom: usually due to

autonomic discharge

- hypersalivation, profuse
diaphoresis, lacrimation, miosis,
diarrhea, vomiting, bradycardia,
hypotension, increased respiratory
secrelions, priapism, tachycardia,
hypertension, mydriasis, hyperthermiz,
hyperglycemia, agitation, and
restlessness may oceur.

Investigations
- There is no specific diagnostic
investigations, and in most cases, no

1009
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investigalion is required
Investigations, when required, should
be tailored towards the complications
that may occur

Treatment =

Non-drug treatment

Allay anxiety
Cold presses may be applied

Drag Trealment

Analgesic: paracetamol, ibuprofen may
be used

Local anaesthetic agent like lidocaine
may be infilterated at the site of bite
Midazolam, diazepam: in addition to
allaying anxiety, they also act as
muscle relaxant

Prazosin for hypertension
Dobutamine for hypotension
Nitroglycerin for pulmonary edema
Antivenom: are available and increase
the rate of toxin elimination

FOISONS AND POISONING

Introduction

Poisons: are chemical or physical agents that
produce adverse responses in binlogical
gystems.

Paracelsus (1493-1541) famously said " All
things are poison snd nothing without poison.
Solely. the dose determines thal a thing is not a
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poison”

Poisoning: The ingestion by, or exposure of a
patient to excessive doses of a medicine or
other substances that may cause harm.

The pattern of poisoning may be influenced

by age and gender.

Poison may occur in the following ways:

- Self poisoning (may be suicidal or
parasuicide)

- Accidental

- Homicidal

- Oecupational

- Environmental

Common substances causing poisoning in the

Migeria include (butare not limited to):

- Pharmaceuticals-Analgesics,
hypnosedatives, antidepressants, alcchol

- Petroleum distillates

- Industrial chemicals

- A.ETnchemicﬁlS

- Household products

- Matural toxins

- Toiletries

Dhration of exposure:

- Acute: if exposure ocoors for less than 24
hours. To be described as acute toxicity,
the adwverse effect must ocour within 14

days of exposure,
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- Subacute: if exposure veeurs for up to 1

morth
- Subchronic: if exposure occur for
between 1-3 months

- Chronic: if exposure accur for > 3 months

Clinical presentation

Determined (amongst others) by:

- Typeof Agent

- Inherent toxicity

- Dose and duration following exposure
Concurrent therapy

- Co-existing disease states ete

This guideline provides only a brief
overview.

NB: Practitioners are advised to seck advice from
gxperts, stondard dtexits in medicing and
toxicolagy, tn the absence of a Poison Information
Centre

Principles of management of poisoning

Aims;
1. Stabilize the patient
2. Decrease the absorption of the substance

3. Increase elimination of the substance
4. Preventandireatcomplications

5. Reduce the risk of future occurrence
Managemf:nt:

1} Emergency stabilization
- Remove the patient from the
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environmment if there is irmmediate
sign of danger (important in
environmental poisoning).

Provide fresh air and oxygen
(respiratory decontamination)
Life-saving measures take priority
over all other decomtamination

techniques.

The following ABC approach is
recommended:

Al

gn

Establish a clear Airway (patientmay
have to be intubated if they are
unconscious; all patient should be
placed in left lateral position to
prevent aspiration of poison and
gastric content)

Ensure adequate Breathing and
ventilation (Give high flow oxygen,
except in paraquat Poisoning where
this may worsen mild-moderate
hypoxia)

Ensure adequate Circulation
Address Drug-induced depression
of the central nervous and
respiratory systems

Correct any Electrolyle and
metlabolic abnormalities
(hypoglycemia and altered
potassium handling are common in
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severa poisoning, cardiac monitoring
for arrhythmias may be required
especially in poisoning with TCA)

Clinical Evaluation
Detailed history, physical
examinations and appropriate
investigations (Remember that
absolutely diagnostic features are
rare, however, some recognition of
some toxidromes may givea cluee.g
pinpoint pupil in opicid poisoning).
Informatien from relalives, friends,
and emergency services personnel
may be very useful.
The patient may have no symptoms
and signs when seen eatly in the
course of the poisoning
Amount, route and extent of
exposure should be ascertained.
Check for comorbidities
Calm the patient down
Appropriate laboratory
investigations (blood screen, urine
screer, blood biochemistry, liver
enzymes ete).
= NB: Blood or other specimen
assay may be wvery important to
determine if the condition (s actually
a case of drug potsoning for legal
purposes)
Watch out for and coentrol
convulsions, hvpothermia etc
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3)

Decrease the absorption of the

substance

Principle:it is based on thepresumplion
that bath the dose and durafion of exposure are
determinants of toxicity, and |imiting
continued exposure is beneficial,

Skin and mucuous areas:

Flushing the areas (e.g. skinand eyes)
with large volumes of water/normal
zaline to vemove the toxicsubstance

Gat decontamination:

Induced emesis: where there are no
conbraindications.
Gastric lavage: Most effeclive when
used within the 1* hour of poisoning,
Activated charcoal: Adsorb drugs
and other substances in a non-
specific manner and reduce
absorption into the body. Repeated
doses mav beused incases of poisons
with drugs kmown to undergo
entero-hepatic or entero-enteric re-
circulation (e.g. carbamazepine,
cardiac glycoside, dapsone,
phenobarbitone, quinine and
theophylline).
= NEB: Activated charcoal is very
unpalatable and conscious patients
wust be twade to understand this.
- Substances like boric gcid,
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4

5)

cyanide, ethanol, ethylenc glycol,
irgin, lithiuwm, malathion, methanol,
pebrolewin products and strong acids
and glkalis are not adsorbed by
activated charcoal.
Gastric aspiration: should be
considered in a patient that has
ingested potentially life-threatening
doses of drugs that are not adsorbed
by oral activated charcoal | 2.g
Lithium and Iron)
Cathartics or whaole bowel irrigation:
osmotic cathartics are no longer
recommended because of the risk of
electrolyte abnormality., Whole
bowelirrigation may be performed to
enhance rectal elimination of
unabsorbed drugs.
A combination of the above methods may
be rsed.,

Increase Elimination of poisons

Clearance of the toxic substances may be
enhanced by:

Manipulation of urine pH
Haemodialysis/ Haemoperfusion

Use specific Antidotes

An antidote is a drug that antagonizes
the toxicity of another substance inn a
specific manner. Examples of common
antidotes are:

a) Naloxone foropioids
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b) N-acetyleysteine for paracetarnol
<) Flumazenil for benzodiazepines
d} Penicillamine for copper and lead
g) Digoxin-specific antibody for
digoxin
f) 100% oxygen for carbonmonoxide
etc

6) Treatcomplications
Treat dysrhythmia, hypoxia,
hypotension, convulsions and
hypothermia

7) Reduce the risk of future occurrence
This may involve counselling and
psychiatrist support

SPECIFIC POISONS

Paracetamol

Toxicity often occurs following an acute
ingestion {within 24 hours) 0£ 7.5 -10 g {15-20
tahlets)

inadults or 150 mg/ kg inchildren, In patients
with certainrisk factors, dose of up to 5gcan
cause liverdamage.

Risk factors:

1) Coneurrent treatrnent with drug that
induces hepatic CTYP450 activily
(rifampicin, carbamazepines, 5t John's
wort et



B CUNICAL FHARMACILCCY AND THERAPTUTICS

) Decrease glutathione reserve

a.  Acutestarvation
b.  Alcoholism
¢, Chronic malnutrition
d. HIV
Clinical features
Aculepoisoning:

Often divided into 4 overlapping phases with
varying physical signs:

Phase (0.5-24 hours afteringestion)

- May be asymplomatic

- May present with anovexia, nausenq,
vomiting atud malaise

= Examination may show palor %
diaphoresis

Phase 2 (18-72 hours after ingestion)

- Anorexia, nausea and vomiting * right
upper quadrant abdominal pain

- tRightupper quadrant tenderness

- *Tachycardia and hypotension (ongoing
volume loss)

- i Decreaseurinary volume

Phase 3 (Hepatic phase: 72-92 hours after

ingestion)

- Anorexia, nausea, vomiting,
abdominal pain+ tender hepaticedge

- Jaundice, coagulopathy,
hypoglycemia and hepatic
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encephalopathy may develop
- Acuterenal failure may develop
- Multi-organ failure and death

Phase 4 (recovery phase: 4 days-3 weeks after

ingestion)

- Patient who survives phase 3 have
complete resolution of symptoms and
organ failure

Foor prognostic Factors:

- Encephalopathy or hepatic failure

- Greater than two fold prolongation of
Prothrombin time
Serum bilirubin > 68 micromol/L {4
mg/dL)

- Serum creatinine > 3.3mg,/L

Chronic poisoning: is usually similar but
aleoholics may present with a syndrome of
severe combined hepatic and renal
insufficiency.

Investigalions:

- LFTs including prothrombin time and
serurn proteins

- Urea, Electrolytes and Creatinine

- Blood sugar estimation

- Blood levels of paracetamocl at least 4
hours post-ingestion (where facility is
available). Paracetamol levels done
before earlier than this may be
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misleading,

Treatinent objectives

To prevent or reduce damage to organs
Torestore normal metabelic functions

Drug treatment

Activated charcoal, especially within 4

hours of ingestion

Adult: 50 g orally, repeated if necessary
Child: under 12 years, 25 g (50g in severe
poisoning)

Avcetylcysteine

Adult end child: initially 50 mg/kg by
intravenous infusion over 15 minutes,
then 50 mg/kg over 4 hours and then 100
mg/kgover 16 hours
Diluted 3: 1 with a non-aleoholic, non-
dairy beverage
Loading dose is 140 mg/ kg; maintenance
dose 70 mg/ kg every 4 hours for 17 doses
Treatment is effective if started within 8 -
10hours Alternatively:

Methionine

Adult end child ouer fyears: 2.5 g orally
followed by a further dose of 2.5 gevery 4
hours Child under 6 years: initally 1 g
followed by 3 further doses of 1g every 4
hours

Supportive measures

As for all cases of acute poisonings
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Notuble adverse drug reactions, caution and

confraindications

Acetyleysteine may cause:
- MNausea, F
- Vomiting and, &
- Epigasiric discomfort,

Antiemetics (metoclopramide) may be
required.

Methionine may cause:
- Nausea,
- Vomiting,
- Drowsiness,
- Irritability

Aspirin

Toxic daoses are associated with increased
sensitivity of the respiratory center,
incomplete  oxidative phosphorylation and
increased rate of metabolism

Clinical features

Initial manifestations (occur 3 - & hours after
anoverdose of =150 mg/kg):

- Vomiting

- Swealing

- Tachycardia

- Hyperventilation

- Tirmitus

- Fever

- Lethargy
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Confusion

Respiratory alkalosis
Impaired renal functon
Increased anion gap
Metabaolic acidosis may result

Severe poisoning:

Coma

Respiratory depraession

Seizures

Cardiovascular collapse
Cerebral and pulmonary oedema

Inwvestigatlions

FBC, ESK

Electrolytes, Urea and serum Creatinine
Eandom Blood Glucose

LFTsincluding prothrombin time
Blood aspirin levels

Treatment abjecﬁﬂes

Asfor paracetamol poisoning

Non-drug treatment

Gastric lavage and whole bowel irrigation

Drugtreatment

]

Activated charcoal can be used up to
12 - 24 hours after ingestion (see
Paracetamol poisoning)

Intravenous infusion of sodium
chloride 0.9% (preferably with glucose)
Correct dehydration and ensure good
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urine putput (saline diuresis)
Supplemental oxygen

Supplemental glucose

Intravenous vitamin K 10 mg daily for
coagulopathy

Intravenous NaHCO, to alkalinize urine
Correct other electrolyte derangements
Haemodialysis for severe salicylate
poisoning

Indications for haemodialysis

Severe clinical toxicity

Aspirin (acetylsalicylic acid) levels = 7
mmol/L (100 mg/dL)

a rapidly rising plasma salicylate level even if
not up to 7 wumol/l is an indication for
dinlysis

Failure of other treatment modalities
Renal failure

Heart failure

Seizures

Sevare acidosis

Benzodiazepines

Mest commeonly involves diazepam and
bromazepam

These drugs potentiate the inhibitory
effect of GABA on CNSneurons

Clinical features

CNS depression may occur within 30
minutes of acute overdose
Respiratory depression
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- Coma, especially when benzodiazepines
are combined with other CNS
depressants

- Paradoxcal excitement may occur early
in the course of poizoning

Treatinent objectives
- Asforparacetamol poisoning

Non-drug treatment
- Respiratory support

Drugitreatment

- Activated charcoal: method of choice
for gastrointestinal decontamination

- Flumazenil, a competitive
benzodiazepine receptor antagonist, can
revarse CNS and respiratory depression
(Givern as 200 micrograms Flumazeni] over
15 seconds; then 100 mnicrogram at 1 winute
intervals if need. Usual dose vange: 300-600
micragram IV gver 3-6 minutes; up fo Img
maxinuim or 2mg if in infensive care wnif)

Notable adverse drug teactions

- Flumazenil may trigger seizures

- Activated charcoal colowrs stoals
black

Carbon monoxide poisoning
- Results from inhalation of smoke, car or
generator fumes caused by incomplete
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combustionina confined space

- Carbon moncxide reversibly binds o
haemoglobin, myoglobin and
mitochendria, inhibiting cellular
respiration

Clinical features

- Respiratory system: Dyspnoea

- Tachypnoea

- Headache

- Emotional lability

- Confusion

- Impaired judgement

- Clumsiness

- Syncope

- Nausea, vomiting and diarrhoea may
QCCur

- Ischaemicchest pain,

- Arrhythmias,

- Heartfailure and hypotension may ocour

Insevere poisoning:
- Comaand cerebral cedema may ocour
- Pulmonary cedema
- Respiratory depression
- Cherry-red colour of gkin and mucus
membranes (rarely cyanosis)

Investigations

Full Blood Countand ESR

Serum Urea, Electrolytes and Creatinine
Liver function tests
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Acid-basestatus
Blood gases

Noun-drug treatment

Remove [rom carbon monoexide exposure;
muove to fresh air

Drug trealment

Oxygen administration - face mask in
conscious patients and endotracheal
intubation in comatose patients after
clearing the airways

Treathypotension and arrhythmia
Mannitol (10 - 20%; 250 mL intravenously
over 30 minutes, May repeat every &
hours)

Methanol poisoning

Methanol is commonly in many
industrial solvents and in adulterated
alcoholic beverages. Methylated spirit
contains 10% methanol

Other sources are: automotive
windshield washer fluids, paint thinners
and removers, varnishes, copy machine
fluids, and fuel additives (octane
boosters)

Toxicity of methanol is attributed to its
metabolism to formaldehyde and formire
acids which are toxic and reactive
metabolites

Clinical features

1026



B CUNICAL FHARMACILCCY AND THERAPTUTICS

Initial lag period of 12-24 hours before
toxic manifestation occur

Visual disturbance: dimming or blurring
of wision, scintillations, photophobia,
visual field defects and blindness may
ocour. Fundoscopy may show enlarged
blind spot

GIT: Nausea, vomiting, epigastric pain,
and pancreatitis

Others: dizziness, headache, mealaise,
agitation, generalized weakness, and
sensorineural depression

Laboratory findings:

Elevated anion gap

Metabolic acidosis

Elevated osmol gap

Positive serum methanal assay

CT scan may show characteristic finding
of bilateral cerebral infarction selectively
inwolving the putamenand adjacent
ATEAs

Treatment:

Ethanol is the antidote (see standard text
for guidelines)

In severe poisoning, hemodialysis
removes methanol

Kerosene poisoning

Similar to paisoning by other petrolenm
distillates: commoner in children
Petroleum distillate hydrocarbons are
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poorly absorbed following ingestion
(Aspiration wmay occur rvesulting  in

aspiration preumaonitis)
Clinical features pr
- NS excitatiom (low doses); depression &
(high doses)
- Rarely coma and seizures

- (Others: mausea, vomiling, abdominal
painand diarrhoea

Investigations

Electrolytes, Urea and serum Creatirine
- Liverfunction tests

Chestradiograph

- Electrocardiography

Now-diug treatmenlt

- Gastric lavage and decongestion are
contraindicated because of the risk of
aspiration

Supportive measures

- Oxygenadministration

- Respiratory support

- Monitoring liver, renal and myocardial
function

- Correctmetabolic abnormalites

Drug treatment
- Antibiotics for aspiration pnewmonitis
NE: Glucocorticoids are ineffective
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ORGANOPHOSFHATE/TNSECTICIDE

POISONING

Introduction

- (Cause irreversibly inhibition of
acetyleholinesterase leading to
accumulation of acetylcholine at
muscarinic and nicotinic synapses and in
the CNS.

- Organophosphates are absorbed through
the skin, lungs, and gastrointestinal tract
and are distributed widely in tissues

- Elimination is slow- by hepatic
metabolism

Clinical features
- Onset is usually between 50 minutes -2
hours after exposure

Musecarinic effects:

- MNausea

- Vomiting

- Abdominal cramps

- Increased urinary frequency;
- Urinary and fecal incontinence
- Increased bronchial secretions
- Couogh

- Dyspnoea

- Sweating

- Salivaton

- Miosis

- Blwrred vision

- Lacrimation

- Bradycardia
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Hypotension, and
Pulmonary cedema may occur

MNicotitie effects:

Twitching
Weakness £l
Hypertension

Tachycardia

Paralysis insevere cases

CINS effects: Anxiety, Restlesaness, Tremor

Confusion
Weakness
Seizure
Corna

Now-drug treatment

Remove contaminated clothing
Wash skin with soap and water
Ventilatory support

Drug treatment

Oxygenadministration

Atropine (Eifective for muscarinic
symptoms)

Adult: 0.5 - 2 mg intravenously every
5 - 15 minutes until bronchial and other
secretions have dried

Child: 20 micrograms/kg
(maximum 2 mg) intramuscularly or
intravenously depending on the severity
of poisoning, every 5 - 10 minutes until
the skin becomes flushed and drv, pupils
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dilate and tachycardia develops

Treat seizures with intravenous diazepam 10
mg stat

Lead poisoning

Lead is a component of paints,

gasolines, storage balteries, glass,
ceramics and as part of plumbing pipes
Inorganic lead is absorbed slowly via the
respiratory and gastrointestinal tracts,
but poorly from the skin; organic lead
compounds are volatile and are
absorbed from through the skin and
respiratory tract
Absorption via the gastrointestinal tract
is more in children, and is increased in
the presence of low dietary calcium, iron
deficiency and ingestion on an empty
slomach.
In the blood stream, most of the lead is
bound to RBC and remainder is
distributed to soft tissues of the brain
and kidney.

Clinical features:

Acute:

- manifest with signs and symptoms of
encephalopathy and colic

- hemolytic anaemia and basophilic
stippling may be present

= Subacute:

headache, fatigue, intermittent
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abdominal cramps, myalgia and
arthralgia

Chronic:

Presentation is mutisystemic:

- Faligue, myalgia

- CNS: headache, difficulty in
concentrating, irritability, peripheral
newropathy, and seizures

-  GI: colics, anorexia, epigastric
tenderness, constipation and metallic
taste may occur

Diagnosis:
- PBloodlevel of lead

Management:

- Removefromexposure

- Supportive care

- Chelation therapy: Dinercaprol,
penicillamine or Calcium disodiom
EDTA

RATIONALPRESCRIPTION WRITING
Introduction

The writing of a prescription is the
culmination of a clinical encounter with a
pakient

The decision to issue a prescription follows a
complex process of professional analysis and
must be based on following considerations:
Knowledge of the patient's clinical state
Factors likely to influence the drug's
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pharmacokinetics and pharmacodynamics;
the efficacy, safetyand cost of the drug
Rational prescribing entails the following
process with various steps:

Step1:
- Define the patient's problern

Step 2
- Specify the therapeutic objectives

Stap 3:
- Verify whether your proposed treatment

issuitable for this patient

Step4:
- GStartthetreatment
Issuing a prescription is not conclusive
lreatment. Two further steps must be
considered:

Step 5:
- Give information, instructions and

warnings

Step 6
- Monitor (and / or stop) the treatment
Dietails of this process will be found in the WHQO's
"Guide to Good Prescribing" A prescription
order should specify: What is to be
administered To whom

By whom prescribed It should clearly
indicate:

How much should be taken (the amounte.g.
in milligrams, grams) How often {frequency)
The route of administration
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And:

Dration of therapy Aparf from its wse in
therapy, n prescription order is important as a
medico-legal document Essential elements of a
prescription order Identity of prescriber:

- Mame

- Address/institution of prescriber

- Telephone number Date of prescription:

- Mear top/beginning of left margin of a
chart order Identity of patient:

- Mame

- Age(espedially in children)

- Gender

- Addressof patient

- Hospital number

Elements specifying medication:

- Mameof medication (generic name)

- Strength (metricunits)and quantity

-  Dosage

- Frequency
Duration

- Directions for use (drug- and patient-
specific)

- Refillinstructons

- Waiver of requirements for child-proof
containers

- Additional labelling instructions

Prescriber's signature and other
identification data e.g. code. Prescriptions
may be hand written or computer-issued:

- Hand written prescriptions should
be written in indelible ink and the hand
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writing should be legible (important, to
avoid medication errors)

- Any alteration{s]) made in a
computer-issued prescription should be
duly endorsed

Abbreviations

Only standard, official abbreviations should
be used. The following are some notable
abbreviatons

a.c ante cibum (before food)

b.d bis die (twice daily)

o.d omni die (every day)

0.m omni mane | every morning)

pc post cibum (after food)
p.rn pro re nata (when required)
g.d.s quarter die sumendum (to be

taken four times daily)

gqh  quarter quaque hora (every four
hours) stat immediately

tds ter die sumendum (to be taken
three times daily)

tid ter in die (three tmes daily)

NOTE

Avaid abbreviations of drug names

Doses should be written in the metric system
or in international units (IU) when metric
doses are not practicable

If a drug is to be administered 'as required’,
specify the minimum dose interval and the
total amount of drug to be administered
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Avoid unnecessary use of decimal points

Imgnotl.0mg

If>1gstateasg
[f<1 g state as milligrame.g. 500 mg not 0.5 ¢
If =71 mg state as microgram: 100 microgram
net0.1 mgIf the decimal point is unavoidable,
insert zera (0) in front of the point e.g. 0.5 ml,
not .5 mL Microgram and nanogram should
not be abbreviated Millilitre (mL) should be
usad for volume and not cubic centimetre, c.c
orem’

Prescription for special cases:

Special precaution should be taken in
children (especially neonates and infants),
and the elderly when considering drug
therapy

There are differences in drug handling
(pharmacokinetics) and sensilivity in
drug response (pharmacodynamics) in
the differentage groups

Particular care should also be taken when
prescribing for pregnantwomen

Precaution should alse be taken in clinical
states associated with organ system failure
{renal, hepatic) where dosage adjustment
may be required

Children (including neonates and infants)

There are notable differences in the
proportions and constituents of body fuids
between adults and children
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The immature enzyme systems result in

poor oxidation and comjugation and may

cause adverse effects

- Grey Baby syndrome with
chloramphenicol is an example

Drugs predominantly excreted by the

kidneys e.g. aminoglycosides, penicillins

may require dose reduction

Use appropriate formulations for various

routes e.g. rectal route (for diazepam,

theophylling) in the uncooperative child

{See appendix IV for calculation of dose

requirements for children)

The Elderly
Persons 65 years or over: a growing segmernt
of the Migerian population
A number of factors interplay to increase the
incidence of adverse drug reactons in this
group of patients
- Bodily changes affecting drug handling
and lissueresponse
- The increasing number of medicines
prescribed to reat multiple diseases, each
with a potential to cause an adverse drug
reaction as well as a drug-drug
interaction
- Poor adherence to therapy due to factors
inherent in the elderly
Dosage reduction may be required for some
drugs because of
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- Changesinvolume of distribution

- Reduced metabolism

- Reduced renal elimination

Particular care is necessary in administration
of drugs where sensitivity in the elderly is
increasede.g..

- Hypno-sedatives

- MNeuroleptics

- DHuretics

Where no drug is needed avoid unnecessary
prescriptions.

Relevant drugs should be prescribed in the
appropriate dose and manitored closely
Consideration should be given to the
formulation that is most appropriate in the
clinical circumstances

The possibility of drug-drug interactions
should always be borne in mind

Pregnancy and Lactation

Changes in fluid and tssue composition
occur during pregnancy

Reduced gastrointestinal meotility delays
gastric emplying and may delay drug
absorption after oral administration
Vasodilation may result in enhanced
absorption following drug administration by
the intramuscular route

There is increased volume of distribution,
increased hepatic metabolism and increased
elimination of drugs
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Extreme care must be taken when
administering drugs with teratogenic
potential to women in the reproductive age
group (See appendix IV}

Some drgs may cause harm to infanits when -
administered to nursing mothers (see
appendix V)

Other drugs e.g. bromocripine inhibit
lactation Drugs excreted significantly in
milk and likely to cause toxicity are shown
in appendix V
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NOTIFIABLE DISEASES

List of Wotifiable diseases

AIDS

Anthrax (human)

Brucellosis (human)
Cerebro-spinal meningitis
Chicken pox

Cholera

Diarrhoea (simple without blood)
Diarthoea with blood (dysentery)
Diphtheria

Dracuncolasis

Filariasis

Food poisoning

Conorrhoea

Hepatilis

Lassa Fever

Leprogy

Louse-borne typhus fever
Malaria

Wleasles

Onchocerciasis (River blindness)
Ophthalmia neonatorum
Pertussis (Whooping cough)
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23. Flague

24, Preumonia

25, Poliomyelitis

26, Rabies (human)

27, Schistosomiasis

28. Smallpox

29, Syphilis

30, Other sexually transmitted diseases
(STD)

3L Tetanus (other)

33, Tetamus (neonatal)

33 Trachoma

34 Trypanosomiasis (sleeping sickness)
25 Tuberculosis

36. Typhoid and paratyphoid fevers

a7z, Viral influenza

38, Yaws

39, Yellow fever

List of emergency and immediate notifiable
discase
1. AIDS (Acquired Immune Deficiency
syndrome)

Acute Flaceid Paralysis

Anthrax

Cerebro-spinal Meningitis (CSM)

Cholera

Lassa fever

Plague

Rabies (human)

Small pox

oo
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10
11,

Typhoid and paratyphoid fevers
Yellow fever
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APPENDICES

APPEMDIN I

WHO CLINICAL STAGING OF HIV FOR
INFANTS AND CHILDREN WITH

ESTABLISHED HIV INFECTION
Clinical Stagel

Asymptomatic

Persistent generalized lymphadenopathy

Clinical Stage 2 (1)

Unexplained persistent hepatosplenomegaly
Papular pruritic eruptions

Fungal nail infections

Angular cheilitis

Lineal gingival erythema

Extensive wart virus infection

Extensive molluscum contagiosum
Recurrent oral ulceration

Unexplained persistent parotid enlargement
Herpes zoster

Recurrent or chronic upper respiratory tract
infections (otits media, otorthoea, sinusitis,
tonsillitis)

Clinical Stage 3 (T)
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Unexplained moderate malnutrition or
wasting not adequately responding to
standard therapy Unexplained persistent
diarrhoea {14 davs or more)

Unexplained persistent fever (above 37.6 °C,
intermittent or constant, for longer than one
month)

Oral hairy leukoplakia

Acutenecrotizing ulcerative gingivitis or
periodontitis

Lymphnode tuberculosis

Pulmonary tuberculosis

Severe recurrent bacterial pneumonia
Symptomatic lymphoid interstitial
prieumonitis

Chronic HIV-associated lung disease
including bronchiectasis

Unexplained anaemia (<8.0 g/dl),
neutropaenia (<0.5 x 109/1.3) and or chronic
thrambocytopenia

Clinical stage 4 (i) (ii)

Unexplained severe wasting, stunting or
severe malnuirition not responding to
standard therapy Pneumocystis pneumonia
Recurrent severe bacterial infechons (eg.
empyema, pyomyositis, bone or joint
infection, meningitis, but excluding
pneumonia) Chronic herpes simplex
infection; (orolabial or

cutaneous of more than one month’s
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duration, or wisceral at any site
Extrapulmonary tuberculosiz Kaposi
BATCOMA

Qesophageal candidiasis (or Candida of
trachea, bronchi or lungs)

Cytomegalovirus infection; retinitis or
cytomegalovirus infection affecting another
organ, with onset at age over 1 month Central
nervous system toxoplasmosis (after the
neonatal period)

Extrapulmonary cryptococcassis (including
meningitis)

HIV encephalopathy

Disseminated endemic mycosis
(extrapulmonary histoplamosis,
coccidiomycosis) Chronic cryptosporidiosis
{(with diarthoea) Chronic isosporiasis
Disseminated non-tuberculous mycobacteria
infection

Cerebral or B cell non-Hodgkin Iymphoma
Progressive multifocal leukoencephalopathy
HIV-associated cardiomyopathy or
nephropathy

(il Unexplained refers to where the
condition is notexplained by other causes
{ii) Some additional specific conditions can

be included in regional classifications e.g.
Disseminafed Penicilliosis i Asin, HTV-
associated rectovaginal fistula in Africa), and
reachivation of American trypanosomiasi
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APPENDIX II
WHO NEW ANTENATAL CARE MODEL

CLASSIFYING FORM 2001

Figure 2; CLARIIFYING FORM
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APPENDIX 111

CALCULATTON OF DOSAGE REQUTREMENTS
IN CHILDREN

Introduction

Medicine doses are generally based on body
weight (in kilogram) or the following age
Tanges:

Firstone month (necnate)

Up to 1 year (infant)

1-5years

6-12vyears

Unless the age is specified, the term child
includes persons aged 12 years and below
Diose Calculation

Calculated based on body weight (in
kilogram) or the body surface area (in m2).
Use this rather than attempting to calculate
doses onthe basis of doses used inadults
Body Surface Area (BSA) estimates are more
accurate for calculation of paediatric doses-
Many physiological phenomena correlate
better to BSA

For most medicines the adult masxdmum dose
should not exceeded

For example if the dose is stated as 4 mg/ kg
{max. 180 mg}, a child weighing 10 kg should
receive 40 mg but a child weighing 50 kg
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should receive 180 mg and not

200mg

Young children may require higher doses per =
kilogram than adults because of their higher
metabolic rate Calculation by body weight in

an overweight child may result in much
higher doses being adininistered than
necessary. Such doses should be calculated

based on idea body weight in relation {o

height and age. See table below.
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The figures relate to full term and not preterm
infants who may need reduced dosage according
to their clinical conditiom
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APPENDIX IV

MEDICINES WITH TERATOGENIC POTENTIAL
Medicine Comment
Antiepileptics  Risk of teratogenicity greater if

more than one medicine used
Bleamycin Avoid (teratogentic and
Busulfan carcinogenic in animal studics)
Carboplatin Avoid (teratogenic in animals)
Cisplatin Avoid (teratogenic and
Cp- embryotoxic in animal studies)
trimaxazole Avoid (teratogenic and
Cytarabine embryotoxic in andmal studics)
Dactinomycin  Teratogenic risk (rimethoprim -a
Daunorubicin ~ folate antagonist)
Doxorubicin =~ Avoid (teratogenic in animal
Sulfadowine/  studies)
pyrimethami  Avoid (teratogenic in animal
ne stundies)

Avoid (teratogenic and
Griseofulvin  carcinegenic in animal studies)
Hydroxocarb  Avoid (teratogenic and toxic in
amide animal studies)
{(hydroxyurea) Possible teratogenic risk

(pyrimethamine is a folate
[doxuridine antagonist)
Isotretinotin Avoid (fetotoxicity and
Lithiumsalts  teratogenicity in animal studies)
Phenytoin Avoid (teratogenic in animal
Trenitoin studies)
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Trimethoprim
Vinblastine

Vineristine

Teratogenic in animal studies
Teratogenic

Avaid if possible (risk of
teratogenicity)
Congenital malformation
{screening advised)

Teratogenic

Teratogenic risk (folate
antagonist)

Avoid (limited experience
suggest fetal harm; teratogenic in
animal studies)

Avoid (teratogenicity and fetal
loss in animal studies)
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APPENDIX V

MEDTCINES THAT COULD CAUSE HARM
WHEN ADMINTSTERED TO EREASTFEEDING

MOTHERS

Medicine
Abacavir

Acetazolamide

Aleohol
Amantadine
Arnilaride
Aminophylline
Amiteyptilline
Arpladipine
Amaxicillin
Amphetamines
ATNPrENAVI

e
Andreogens

Antihistamines
Antipsychntics

Apomorphine

Comment

Braastfeeding not advised in IV
infection Amount oo small to be
harmful

Large amounts may affect infant and
reduce milk consumption

Avoid; present in milk; toxicity in
infants reported

Manufacturer advises avoid

Present in milk- irvitability in infants
reparied

Maruitacturers advies avoid
Manufachurers advise avoid

Trace amounts in imilk

Significant amount n milk

Breast [eeding not adwvised in HIV
infection

Avoid-  possible risk of Reye's
syndrome; regular use of high doses
eould impair platelet funetion and
produce hypoprothrombinzenia in
infants if negmatal  vitamin K stores
low

Avnid. May cause masculinization
in the female infant or precocious
development in the male infant;
high doses suppress lactation
Anticoagulants, oral Risk of
haernorrhape; inereased by Vitamin
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Atenclol

Atropine
Azithronmircin
Barbiturates
Benzodiazepines
Bete-Elackers
Caffeine
Captopril
Carbimazale
Ceftriaxone
Cefurmdme

Chlorampheniccl
Chlorpromazine
Ciproflaxacin

Contraceptives,
aral
Caorticosteroids Co-
frimoxazale

Cyclophospharnide

K deficiency; warlarin appears safe
but phenindicne should be avoided
Significant amounts of soome
antihistamines present in railk,
althuugh not known to be hammful
Avoid unless absolutely necessary
bianufacturer advises avoid
Taxicity due to bet -blackage Avaid
or use with cavtion {monitor infant)
Manufachurer advises caution
Present in milk; manufachurer
advises use only if no suitable
alternative

fvpold if possible.

Large doses may produce
drowisiness

Avoid if possible

Moenitor infant; pessible towicity due
to beta-blokade

Regular intake of large amounts can
affect infant

dManufachurers advise avoid

Use lowrest effective dose
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APPENDIX VI

ATYPICAL PRESENTATION OF ILLNESS IN
OLDER ADULTS

Introduction

[Diseases in older persons may not present
with ‘typical’ features

Major disease may manifest with only
behaviour change or loss of Activities of
Daily Living (ADLs)

Core features of disease usually seen in
younger adults may be missing
Presentation may be:

- Vague

- Altered

- None at all (illness not reported)

Aetiology

Typical features of disease are confounded
by decline in physiological reserve, multi-
morbidities and/or coexistence of geriatric
syndromes

Factors underlying atypical presentation of
illness in the elderly

- Cognitive impairment

- Functional impairment

- Inecreasing age

- Multi-morbidity

- Polypharmacy
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Examples of atypical disease presentations

- Acute onset confusion (delirium) =

-  Anorexia

- Atypical laboratory results

- Generalized weakness

- FPalls

- Fatigue

- New onset urinary incontinence

- New onset decline in ADLs (e.g.
difficulty with walking)

- Nofever

- No pain

- Pain at site different from expected

Tllness presenting  Presentation
atypically

_Absent symptorns
_Constipation
Mild discombort
Tachyproea
Vague respiratory
symptoms
Changes outside language
and memory domains may
Cognitive e missed
impairment Behavioural changes may be
misdiagnosed as primary
psychiatric illness
Hyperactivity
No sadiess
Sadness misunderstood as
‘normal ageing’
Sleep disturbances
Vague symptoms

Actite abdomen

Depression
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Heart failure Anoreda, fatigue may
overshadow breathlessness
Anorexia
Condusion
Drecreased fluid intake
Infechions Fall=
Functional decline
M fever
Abdominal masses may not
Malignancy be detacted
_Back pain from metastases
_Fatigue
Functional decline
i Mausea
ﬁﬁfﬁﬂ Mo chest pain
_No ECG changes
Mo fever
Na leukocytosis
Shortness of breath raore
comumnon than chest pain
Anorexia
Non-dyspnoeic ;Jmmi FNI congaomag
e ahsent
Eziﬁrmm Confusion
Functional decline
_ Onset may be insidious
AE;tatmn. mnﬁmunmav
Thyroid disease spall hypothyroidism
_ Fakigue, overall 'slowing
Camquems a:Eai_-,'pmul presentation of disease in the tlderlv
-Delayod diagnoass
~Miszed diagnoges
-Frolonged hospitalization
“Mortality

* These car fe anifigetes by clinicians being swoere that abypicn!
Frresdn e of ipes 18 cominon 1n older adulis, and keing alpet to
think mere froadiy wehen desling with uider adwlfs
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CONFUEION ASSEEEMENT METHOIY

FOR DELIRIUIN

The Modified Barthel Index

(20-point version)
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APPENDIX VIII

ADVERSE DRUG REACTION
REPORTING FORM
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APPENDIX IX

IMMUNIZATION SCHEDLLE

Revised EPI Schedule for infants less

than 1 year

| Conmnt| Misimam | Typeofvarcine | Doas | Bpowof | Sie

| target kg admidniptration
L | mfchild | 1 | 1
I Albth BCGY |l Iniradsrmas  [Fight upper
|am

orve (3 deuge Gl Meah |
Hapl)=~ Q] intramcscnler | Asbero-laecal

| | ! 2 jaspert of thigh |

| Gwmeks  Prosavalent] Whml | Intreeascular | Anderselaseeal
{DFT+HepBHHib) 1 | tpmct of thigh |
Lo ) 2 demps Ol [Mooth |
W1 05ml  Intraemscular | Ansera leecal

| | - . |- jepact ol thigh |

13t {10 weeks  Pestavaleat) W5l Intraoeaeular | Aederslaserel
[DET+HepB+Hib) . jaspect of thigh_|
e d inps Ol Meath |
PBCWR QGml  Initsnascula | Asbers-lasseal

L 1 usprct ol thigh |

| ! Femi V] Gl [Moah |

4e M wssls  Peofavaknt] 0oml | Intreizescular | Anesro-lateral
(DFT-Hepbiily et ubtbagh |
Y3 (Zdwops Ol Wieoth |
POV 05ml | Entraueoscnlay | Aoesro-laderal
| | | gt ol thigh |
TR WGl Entraecscular | Amiero-literg

| L. L. ! ; ‘aspert of thigh |

L e L Biml  Bubrumpesns | Leftupmer am |
vk fewer (Qhml Buboumrewss | Left uppar arm |

*BOC dose for children > 12 months is 0o
0PV must be given within first weeks after birth
w*HepBl should be preferably given within 24
howrs of bivth If this is not possible, it may be given
up to 2 weeks after birth
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*Recommended schedule for children

with HIV/AIDS
P
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*Note: BCG, Yellow fever, Mumps and
Rubella are cortraindicated in symptomatic
HIV infection
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TT immunization schedule tor women of

childbearing ape (15-49 years)
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*[U-internationalunits **RE -retinol
equivalent

Mote: After first dose (6-11 month), repeat Vit
A every 6 months until 5 years of age.

General Notes:

1.

2

The manufacturer's instructions should
be followed strictly.

*The immunization status of every child
should be checked at each contact with a
health service(including hospital
outpatient departments and wards),
verified by sighting the immunization
card and immunization should be
offered as appropriate to eliminate
missed opportunities,

*Therefore mothers must be encouraged
to always bring their children's
immunization cards whenever visiting a
health facility for any reason (curative
or preventive).

* Health workers to always request to
sight the immunization card while
attending to any child.

When multiple injectable vaccines are
required during the same visit, they
should be given at different sites,

When a dose is delayed, resume without
repeating the previous dose.

BCG - for children > 6 months, mantoux
test should fivst be carried out to exclude
active infection or previous immunity
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before BCG is given (children less than 6
months do not mount sufficient reaction
to tuberculin test).

8, Pertussis vaccine - give acellular vaccine
inplace of whole cell if child is = 3 vears.

9. Beside above exceptions, children less
than 5 vears who are not previously
immunized should follow the normal
recommended schedule maintaining the
mintmum intervals between doses,

*Awareness on numbers 2, 3 & 4 above to
be created nationwide.



