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SUMMARY

The purpose of this study was to carry out a retrospective study of the pattern or

presentation and methods or investigations in pnticnt« with abdominal tuberculosis at

Kenyatta National Hospital. The period 01' study was between 1" January 1990 upto 31"

December 1999.

1\ total or69 patients with abdominal tuberculosis presented ,It a mean age or26 years

with majority (71.4(X)) aged between 21-41 years. Males lorrncd 44.WX) and females

)).2% olthc patients. Approximately RO.9% 01' the patients were from low social

economic status either unemployed or low income jobs or xmall scale business.,

The most C0l111110ncomplaint was abdominal swelling (n.3%) followed by abdominal

pain (60.9%), weight loss (27.5%) and rever 24.6%. Clinical ascites (59.3%) was the

most common physical finding followed by abdominal distension (424°;;)), abdominal

mass (]2.2%) and abdominal tenderness in 16.9%. Majority or patients presented with

chronic symptoms (R4.1 %) and only 15.9% presented with acute abdominal symptoms.

The 1110st important investigation to confirm the diagnosis was histology showing.

granulomatous lesion with epithelial and l.anghans giant cells and caseation in 89.5% o

patients, while <I.mlo had AFBs seen on 7N staining and I .:)IX)lwei (1 positive culture 01'

ArBs. The tissue biopsies were obtained by blind percutaneous needle biopsy in 33.3%
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aile! in 66.7% by laparotomy.

The mean haemoglobin was low (I O.Ggl11/dl) while white blood cell count and

lymphocyte count were normal. The mean red hlood cell count (3.9:\ 1(1211) was low.

Th9 mean erythroycte sedimentation rate was high (4G.2ml11/hr). The mean total serum

protein was normal (70.4gm/1) but the mean serum albumin levels were low (25.3gl1l/l).

Among those patients tested for IIlV, n.GIYr) were negative and only 21.4% were positive.

Tuberculin test Vias positive in 77.8% and 22.2% had either negative result or not

reported.

Plain abdominal x-ray revealed dilated loops of' intestines in 34(Yc) or patients, air fluid

levels in 17.4(Yo, ascites in 17.4% and calcifications ill 4.3% while 2().9% revealed no

significant findings. The most common finding on abdominal ultrasound was ascites ill

27 (55.1 %) patients, enlarged lymph nodes in 5( I 0.2%). hypertrophic intestinal lesions in

8 (16%) ,1Ild cystic mass in 7 (14.3%). Majority ofthe patients who hud C'Lscan done

(64.3%) showed no significant findings while the most COllllllOll finding was adherent

bowel loops (14.4%).

The most important laparotomy finding "vas the presence of' widespread tubercular

nodules ill 25 (62.5%) patients and widespread adhesion in 22 (55%) patients. thickened

peritoneum and omentum in 17 (42.5%) and ascites inl4 (35%) patients in that order.
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INTRODUCTION.

Abdominal tuberculosis denotes involvement or the g'l~lroinlcstin;d tract, peritoneum.

lymph nodes and solid viscera e.g. liver, spleen and pancreas by thc disease. Worldwide,

the incidence or tuberculosis is increasing especially with the advent or HIV. While

previously rare in western countries, the incidence is now rising because or immigrants

and AIDS patients (1,2).

Tuberculosis or the abdomen is the next common site or tuberculosis after pulmonary

tuberculosis and tuberculous adenitis 0) Tuberculosis o lthc abdomen is difficult to

diagnose even in endemic areas. Knowledge of the pattern or presentation is therefore

important to the clinician giving a high index or suspicion and hence minimal time taken

to carry out the relevant investigations.fhe patient C,111 therefore be started on

appropriate treatment in good time.

The three known pathological entities or abdominal tuberculosis arctuberculous

peritonitis, gastrointestinal tuberculosis and the gl;lIldul;lr type which involved abdominal

lymphnodcs. The first two are common while the third one i~ rare although it is now

more co IIIIIIon in tropical countries (4,,),6)

Each or these pathological entities can either present ill acute or chronic form (7).

Primary gastrointestinal tuberculosis is rare because of' pasteurization or milk and
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eradication of bovine tuberculosis. However. primary tuberculosis sti II occurs in

countries where there is pasteurization or mille The mode of" infection is either by

ingestion of infected sputum or as a sequel to miliary tuberculosis. The primary lesion is

usually in the mesenteric lyrnp nodes and spreads from there. In some cases the disease is

blood borne and spread, through the lymph nodes into the peritoneum. The lymph nodes

enlarge and get matted together. Ifthey rupture. infection spreads into the peritoneal

cavity and effusion (ascites) occurs. The adhesion of nodes to bowel may cause

obstruction. Fistulae may occur between the bowel and bladder or bowel and abdominal

wall or between two adjacent bowel loops (R) .

The secondary form occurs in patients with pulmonary tuberculosis who swallow infected

sputum. The mycobacteria ill the sputum infects the \,,111 o lthc intestines (usually the

ileum) and cause ulceration. Fistulae may occur or inlCcti?n may spread into the

abdominal cavity and cause ascites (9).
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LITERATURE REVIEW.

Historical.

I Iippocrates in the 51h century recorded that "diarrhoea in ,I person with phthisis was a

morial symptom". This is probably the first recorded connection between gastrointestinal

symptoms and tuberculosis (10)

The earliest probable references to intestinal tuberculosis was made ill 1643 when the

autopsy of Louis XIII showed ulcerative intcstinal Icsions axsociatcd with a 1<lrge

pulmonary cavity (11). Microscopic tubercles were described hy .101111 J Iuntcr " ..... in the

liver. the spleen, the uterus. the coats of" the intestines. thc'pcritoncum ..... " (12). He

postulated tll(lt these tubercles probably arose lrom the IUllgS. This W;IS lol lowcd hy the

description ofa tubercle causing an ulcer in the mucous membranes ofthe intestines

resulting in disruption of the wall and leading to intestinal phthisis.

J ucidcncc.

Abdominal tuberculosis is an uncornrnon condition in western societies. However,

Europe and America have noted an increase in this condition ill immigrants and A IDS

patients (1.2) In the Netherlands. immigrants (above <III Morocans, Somalians and

lurks) arc a risk group lor tuberculosis. 111 1994 the incidence ill imllligrants was 124 per

100,000 ,\11d in Dutch people S.R per 100,000. In about one-third (1 n) of" these patients

tuberculosis has an extrapulmonary location e.g abdominally (3).
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III the western world there are two distinct patient population with abdominal

tuberculosis. Immigrants and those infected with the IIIV virus. In one study, more than

..j()% ofpatients with extrapulmonary tuberculosis were I IIV positive (lJ) and ill another.

more than ()YX, or patients with abdominal TH were III V positive ( 14). III tropical and

developing countries the disease is still a scourge (15). In Nigeria, I O(Yo of post mortem
•

examinations in patients over the age or I () year and 24c!() or adults prcsenting with ascites
I

showed evidence of abdominal tuberculosis (I (), 17). 1\ high incidence has been reported

ill lndia, Iran and the black population or South Africa (1 R). The association or

abdomiuul tuberculosis with AIDS in African countries has not yet been clari lied.

Other causes of suppression of the host defenses such ~lSmalnutrition. weight loss,

alcoholism. diabetes, chronic renal failure and some stressful] conditions cause abdominal

tuberculosis by reactivation of a dormant focus (I R.19).

Abdominal tuberculosis can occur at any age. hut it is predominantly ;1 disease or young

adults; two thirds (213) o lIhe patients arc 21-40 years old (20) ;1\1(\ the mean age ofthe

patients is 30 years (21,22), Although some reports mention a higher incidence in

females (23) it seems that the disease affects both sexes equally (20),

Pathology.

The characteristic granulomatous lesion containing collections 01" cpitheloid and

Langbari's giant cells occur in pathological mycobacteria which cause chronic disease,

but caseation occurs only ill tuberculosis.
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IWO common pathological entities are tuberculous peritonitis and gastrointestinal

tuberculosis, each of which can be acute or chronic. The patient may have one or both

entities. The glandular type of abdominal tuberculosis (tuberculous lymphadenitis)

constitute a third pathological type which is 110W more common ill tropical countries (4).

However solid viscera e.g. liver, spleen and pancreas may also be involved.

The common sites of involvement ill the gastrointestinal tract arc the ileum (11) and the

ilcocaccal region (5) followed by the colon and the jejunum. Three types of intestinal

lesions are commonly seen - ulcerative, stricturous lesions and hypertrophic circatricial

healing ofthe ulcerative lesions resulting in strictures. Occlussive arterial changes may

produce ischaemia and contribute to development of strictures (0). These morphological

types can co-exist e.g ulcero-constrictive and ulcerohypertrophic lesions. Small intestina]

lesions are ulcero-hypertrophic. Colonic lcsions are also ulccro-hypcrtrophic. Colonic

lesions are usually associated with ileocecal or ileal involvement but isolated segmental

colonic tuberculosis does also occur (24,2)).

Some patients have involvement of peritoneum and lymph nodes alone without

involvement or the gastrointestinal tract. Peritoneal involvement m;l) he of either an

ascitic or adhesive (plastic) type. The lymphnodes in the small bowel mesentry and the

rctroperitoneum are commonly involved and these mav caseate and «deify (18).



Disseminated abdominal tuberculosis involving the gastrointestinal tract, peritoneum,

lvmphnodes and solid viscera has also been described. OWIl et <11(26) reported

disseminated involvement of the abdomen in 21 out 0(,60 patients with large bowel

tuberculosis, while most of the W) patients with tuberculous hcp.uitix reported by l.ssap ct

,II(27) had disseminated disease. Multiple lesions are also common. Bhansali (20)
~

reported that small intestinal strictures were multiple ill 71 out 01' 119 patients and as

many ns 12 (n), 6 (29) and 19 (30) strictures have been found ill (I patient.

luhcrculous appendicitis, not a C0l111110nproblem, C8n present acutely, indistinguishable

from acute appendicitis or it might be a histological surprise in ,111otherwise normal

l(loking appendix or 8S a chronic right iliac fossa disease (31). The liver is frequently

affected in association with milliary tuberculosis. In 41 patients with hepatic tuberculosis

in South Africa, the liver W(lS found to vary in size and consistency (32). Hepatic
I

involvement tends to be diffuse, macronodular forms arc rare OJ).

Pancreatic tuberculosis can mimic pancreatic tumours. Patients present with abdominal

pain, loss of weight, anorexia and/or occassionally with obstructivejaundice due to a

mass at the head ofthe pancreas (34), Tuberculous pancreatic abscess has been reported

in patients with ;\IDS (35).

In acute tuberculous peritonitis, there is ascites, scattered tubercles with inflammatory

reaction around them, and <1 thickened omentum Conning a transverse band across the
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abdomen. There is profuse, clear. straw colourcd effusion, sometimes bloody or even

chvlous (3()). The tuberclous nodules 111ay simulate fat nccroxis or peritoneal

care inornatos is.

Clinical presentation .
•

I he history usually goes back some 3 or 4 years. The 111C(111 duration or stay or

immigrants in the UK before diagnosis of gastrointestinal tuberculosis is 4 years (range

between 3 months to IS years) (37). Presentation may range from frank malabsorption

(20) to biochemical evidence of malabsorption (3R).

Various factors may ultimately modify the clinical picture. These include the location or

the lesion, the mode of presentation (acute or chronic) and the extent of' the disease, i.e.

whether it is entirely abdominal. or extraabdominal lesions me present <me!whether there

is peritoneal involvement. It is usually a complex clinical situation 0" abdominal pain,

weight loss, fever and sweats, diarrhoea and vomiting (7). Abdominal tuberculosis

should be considered in any patient with unexplained and chronic ahdominal ymptoms

(.19) and should be thought or whenever ,I di;lgnosis 01 Crohn« dise;J;-;c or gastrointcstina]

malignancy is being intertained (40).

111 a review of"24 cases or abdominal tuberculosis Underwood ct al reported that the most

common primary complaint was abdominal pain (41). which is usually non-specific and
I

long-standing. ofleu mimick ing other conditions such ;IS Crohn« disc;lsc or gynacologic;d
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malignancy. Anorexia. weight loss. abdominal distension, lever and night sweats are

(o1ll1110n.On examination. 30% ofpatients have a massin the right iliac fossa. Ascites

i~present in 50%) of the patients. while others have a dry peritonitis indicating a plastic

forlll of the disease. The lump in patients with abdominal tuberculosis is firm. mobile

nnd only slightly tender.

Ano-rectal tuberculosis presents as stricture (42). fistula-in-uno (4J). or fissure-in-ane

(44). Tuberculous fistulae are usually multiple. and as many ,1S 12 out or 15 multiple

fistulae. It can also present as peptic ulcer with gastric out let obstruction (9) or

perforation and may mimic carcinoma.

Ihe clinical manifestations arc classified into acute ,111dchronic f(lrI11S. In gastrointeslinal

tuberculosis, nearly 30lYo or patients present with all acute abdomen (7)

A cute[orm:

II is generally rare, it includes tuberculous acute appendicitis which clinically is

indistinguishable from acute appendicitis. Acute or subacute intestinal obstruction results

from tuberculous strictures or the small bowel (45). Acute tuberculous peritonitis is rare.

hut when it occurs, it is due to perforation (4()).
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(", roll ic [onn.

Fifty percent (50%) or these patients present with an abdominal 111,1SS(47), usually due to

hyperplastic caecum and/or tabes mcscnicrica. Paticut« present will: abdomina] pain,

distension and ascites (48). Clinical examination reveals ascites in more than 95% 01'

patients (49).

Ihe glued bowel and omentum may give rise to a "doughy nhdomcn ' a sign which is

rarely detected (50). In the majority or patients, general examination reveals an ill,

undernourished and OnCf7 anaemic pnticut« The dittetentinl c/inf!-/1o .•.•·is includes

carcinoma olthc caecum, Crohns disease and all appcndiculur nl(lss (29).

Abdominal tuberculosis may present with pyrexia of unknown origin and the diagnosis

Illay be established only after all exploratory laparotomy (51). Tuberculous peritonitis is

more common in females ill the 3'" and 4'" decades or li fc. The Il1llSt couunnn presenting

symptoms. in order or frequency, are abdominal swelling, fever, night sweats, anorexia,

loss of weight and abdominal pain and ()Y% and above on cx.uninntion reveals ascites

( 4R).

Tuberculosis is predominantly a disease or lower socio-cconumic groups and this is

reflected by its demographic distribution. Studies in \\', <tern subcut is or Melbourne

showed highest incidence or tuberculosis ill victoria with over 12() 11C\Vcases ,I year pCI'

100,000 or the population (52).
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Investigations.

Investigations short of tissue diagnosis are often non-specific (5:1) Laparoscopy is the

diagnostic procedure of choice and can be performed under local anaesthesia if necessary
~

(54). The classic appearance of abdominal tuberculosis is or ascites with tuberculous

milliary seeds adhering to the peritoneum. Laparoscopy has a c1iagnositc accuracy of

75%. Alternatively, there may be dense white adhesions or ~1 deep abdominal mass from

involved mesenteric lymph nodes (55). The I lasson technique fill l'stahlishing

pncumopcritoenum is recommended a~~it is associated with lcwcr complications.

especially where adhesions may be present. Satisfactory peritoneal biopsies can be

obtained using sigmoidoscopy biopsy forceps through tl 5-mlll port site. ~Jist()logic<t1

features are similar to those ofT.B at other sites with caseating granulomata containing

l.anghans giant cells, but demonstration of acid last bacilli or culture of mycobacterium

is necessary to confirm diagnosis.

The haemoglobin is low as well as serum albumin. There is leucocytosis mainly

lymphocytosis (56,57). Seventy percent (7()IX») o lthc patients have a high erythrocyte

sedimentation rate (22).

An exudative ascites with a protein level of> JOg/ell and a white cell count or>

IOOO/mlll' (predominantly lymphocytes) support the diagnosis (58). In a study of J cases,



S Macl.aughlin et al found serum protein levels within the normal range but a

predominantly garnmaglobulinaemia (59).

Serological tests such as soluble antigen Ilourescent antibody ~111denzyme-linked

immunosorbent assay are prone to gi ve both Ial se-neguti ve (d ue to imrnune response)
•

results and can only suggest a probable diagnosis of tuberctdosis. This gives a diagnostic

accuracy of 84% (60). Polymerase chain reaction (peR) of aspirated material is helpful

for early confirmation of tuberculosis and in discriminating M. tuberculosis complex

from Mycobacteria avium in patients with AIDS (61)

~N-s(aining of ascitic fluid is only positive in .YYo 0[' cases while, culture ofthe same is

positive in20% (62,6],64). The yield can be increased by examining the sediment of a

large quality of the Iluid (up to I litre) (48,65).

Another test for early diagnosis of' tuberculous peritonitis is the determination of

adenosine deam inase acti vi ty i11 the peri tonca I Il ui d. III a stud y cornp.ui Hg the enzyme

activity in various forms of ascitic fluid, it was found to be signi licantly higher in

tuberculous ascites (66).

For radiologic diagnosis of abdominal tuberculosis C'lvscan and ultrasound are advocated

although they are non-specific. They may show ascites and lymphadenopathy with bowel

wall thickening (66). Recently, echography <111<.1all echo-guided biopsy of mescntcrium,
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omentum or peri toneum were shown to be very effect ive to diagnose t IIbcrculous

peritonitis. Localised ascites with thin septa and thickening or mesenterium, omentum

and peritoneum are characteritistic signs or tuberculous peritonitis. When these signs arc

present, a less invasive echo-guided puncture can replace a diagnostic laparascopy or

Japarotomy (13).

In Prakash's series of 300 patients (23), no patient had active pulmonary tuberculosis but

39% had evidence of healed tuberculosis 011 chest x-ray. Chest x-ray is more likely to be

positive for tuberculosis in patients with ulcerative intestinal and ascitic peritoneal types

and those with acute complications. /\ chest radiography 1l1,1Y show concomitant

pulmonary tuberculosis in 7-72% or patients (28JO).

Abdominal x-ray films may show dilated intestinal loops and air fluid levels even in the

absence of clinical intestinal obstruction (I J). calci lied lymphnodcs . enteroliths and

ascites. The radiological findings in small bowel barium enema are mucosal irregularity

and rapid emptying (ulcerative), [loculation and fragmentation (rnalabsorp ion), dilated

loops and stricture, displaced loops due to. (enlarged lymph nodes) and adherent fixed

loops (adhesive peritoneal disease).

Barium contrast studies of the bowel show non-speci fie abnormalities in more than 50%

or patients (57). Double contrast barium enema in ilco caecal tuberculosis shows a

shortened ascending colon. deformed (irregular and shortened) caecum, deformed and
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incompetent ileo caecal valve, dilated ileum lInd distorted ilcocaccaljunction with

increased (obtuse) ileocaecal angle. Barium studies are sensitive for ilcocaecal and

colonic lesion (54) but small bowel strictures may be missed and extra intestinal lesion

(peritoneal and lymph nodes) may be misinterpreted as intestinal strictures.

Iuberculin test (rnantoux or heaf) is positive in upto 15%-100% of patients (28,58)_

Endoscopic appearance in tuberculosis include hypcracmic nodular friable. irregular

ulcers with sharply defined margins and undermined edges, pscudopolyps and cobble

stoning and may mimic Crohns disease ,111d malignancy (69) fN!\C may increase the

yield where endoscopic biopsy fails to reveal granulomas (7(),71)_

Treatment

Medical treatment.

Therapeutic trial although advocated by some authors, is not generally recommended

because it may delay the diagnosis and treatment of more serious diseases such as

malignancy. lymphoma and Crohns disease which call mimic tuberculosis clinically and

even radiologically. It can also alter the histologic picture ill tuberculosis so that the

diagnosis cannot be confirmed or refuted at a latter date (72).

1\11 patients with abdominal tuberculosis should receive full course of antitubercular

thernpy. Conventional regimens include antitubercular therapy Cor 12 to 18 months (73).

Short course regimens including ethambutol, ri larnpicin and isoniazid for 6 months or
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pyrazinamide, ethambutol. rifampicin and isoniazid lor 4 months are effective for

ahdmuinal tuberculosis (74). It is important to administer a correct and complete course.

as inadequate drugs. dose or duration is the most important cause or emergence or anti-

dn~gresistant tuberculosis. Management depends ou the site ~1I1dtypc or presentation.

Tahle l: Management of abdominal tuberculosis
•

Site Type Suggested treatment

Any site Acute abdomen l.mcrgency surgery

Intestinal • Ulcerative ATT
Stricturous Stricture plasty

resection
Hypertrophic Resection

Peritonea I • Ascitic, adhesive ATT + ?steroids

I,Ylllph nodes Ascitic, adhesive AI"!'

AT"I'- antitubercular therapy.

Surgical treatment.

Before adequate anti-tubercular drugs became available, various reports recommended

the use of radical procedures such as right hemicolectomy. in ;]11 attempt to eradicate the

disease. The recommended surgical procedures for tuberculosis today are conservative.

Tuberculosis is a systemic disease and cannot be eradicated hy surgery alone (18).

The indications for surgical treatment are: an undiagnosed abdominal mass, acute

abdomen (e.g. acute appendicitis). an acute or more commonly. sub-acute intestinal
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obstruction. When the diagnosis of appendicitis is made, appendicectomy should be

performed and the appendix examined histologically (J 1).

The patient with an intestinal stricture, resection and anastomosis used to be the standard

therapy. There was a belief that medical treatment increased fibrosis, thus causing

obstruction and perforation (75). However, recent reports suggests that most patients

with tuberculous strictures respond well to medical treatment and surgery should be

resorted to only if therapy fails (8). Stricture - plasty for cases with multiple strictures

was introduced as a better technique tl1<111multiple stricture resection and multiple

entcroanastomoses because it does not sacri rice any part of the small bowel and it avoids

the occurrence ora 'blind loop' syndrome (76).

IIIcase of bowel perforation, the defect is closed, resection ;:1I1danastomoses me

performed for the distal stenosed part, in addition to the peritoneal toilet and anti-

tuberculour therapy (77). However, other workers suggest that emergency surgery should

be limited to the perforated area and <lily additional procedure postponed (n).

The mortality rates for abdominal tuberculosis in the severely ill patients presenting later

ranges between 6% (69) and 37% (30) in developed countries and between 14CYo and 50%

in developing countries (79). Morbidity includes delayed wound healing with occurrence

of incisional hernia, recurrent obstruction and faced fistula.
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OBJECTIVES OF TI-I E STUDY.

Broad objectives.

To determine the pattern of clinical presentation and mode 01' diagnosis of tuberculosis of

the abdomen at the Kenyatta National Hospital.
+

Specific ohjcctives

I. To determine the pattern of clinical presentation of tuberculosis or the abdomen

. 2. To determine type or investigations carried out

3. To study outcome of investigations carried out

4. To advice on most appropriate investigation to be done within our set-up,

RATIONALE.

I. There is a need to know the pattern 0 f preseutu tion 0 f tuberculosis ()f the abdomen

so as to make an early diagnosis and institute uppropriute treatment because

tuberculosis is a disease that is amenable to treatment hy thc easily available

anti III icrobials.

2. Worldwide, there is an upsurge in the Incidence of tuberculosis, and with the

advent of J-IlV, tuberculosis of the abdomen is reported to be on the rise in

developing countries.
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1. Locally, there has been no study t(' gather information Oil the pattern or clinical

presentation of tuberculosis of the abdomen. Such in [ormation would be

important to clinicians to enable them have a high index of suspicion and order

appropriate investigations to make an early dingnosi».

4 Information about relevant investigations helps the clinician avoid those

investigations that clo not help in arriving at a diagnosis.
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MATERIALS AND METHODS.

Study design:

This was a retrospective descriptive study over a period or I () years from 1st January 1990

tQ December 31 st 1999.

Study population.

All patients who had a confirmed diagnosis of' tuberculosis of' (he abdomen were included

into the study.

Sample size.

A total 0[,69 patients were included into (he study.
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STUDY MF-THODOLOGY.

The study W(1Sconducted by the principal illvestig,llor under tile guidance ora supervisor

. from the Department of Surgery, University or Nairobi. The instruments of the study

comprised medical records of patients who had been diagnosed to have tuberculosis of
#

the abdomen.

The principal investigator studied these medical records in order to determine the history

of presentation, clinical findings and the results of investigations carried out; and also

record the demographic data. The information gathered W,lS then tabulated and analysed.

ELtGtlllLttY CRtTERIA.

a. Inclusions.

1\11 those patients who were diagnosed to have tuberculosis of the abdomen and

treated at the Kenyatta National Hospital. These included.,

1. All those patients who were diagnosed to have tuberculosis of the

abdomen after a histological confirmation of biopsy specimen.

2. 1\ 11 those patients who were diagnosed to have tuberculosis of the

abdomen after confirmation by microbiological ZN staining of specimen

or by culture.

3. All those patients with a positive tuberculin test.
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Exclusions.

1. Those very sick patients with ;l diagnosis or ~lhd011linal tuberculosis (1Spart

of generalised mil1iary tuberculosis with primaries in the lungs and with

multiple system involvement.

2. Patients diagnosed and confirmed to h.ivc ,I specific abdominal condition

but found to have tuberculosis ,1S an incidental finding.

3. Patient on empirical treatment lor unconfirmed tuberculosis of the

abdomen.

LIMITATIONS OF THE STUDY.

The principal investigator relied on history, clinical examination and investigations

undertaken by someone else.

There were many cases of inadequate history and cl inical f nclings recorded. Many

investigations were either not done or information W,lS missing. III this way, the study

W,lS denied vital information for compiling ,1 good data size ['or analysts.

To overcome this, d8(;1 was traced ill a retrograde manner by lirst tracing records on

tuberculosis of the abdomen [rom the Department o l l'atholouy and then trying to trace

the riles with that information. There were still manv hindrances ,1S sometimes the

recorded information in the two departments were not tallying.



t~t1Jical considerations.

Perll1issiotl \Vas sought [rom the lIhical und Research Committee lor the study. The

study was commenced only after permission had been granted.

Data management.
<

Data W;.1Sentered and analyscd using the SPSS (Statistical I\lck<ige Ior Social Sciences)

programme. The result of this analysis is presented below.
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RESULTS.

Total 11 II 111 her of patients treated for TI3 abdomen 172

Total number or patients confirmed to have Tn abdomen 6<) (40.1 (Yo)

Tahle 2: Frequency table for age distribution.

Age group Frequency Percentage

0- 10 8 11.6

II - 20 18 26.1

21 - JO 18 26.1

J I - 40 16 7'" 7__1._

41 - 50 6 8.7

> 50 J 4.3

Total 69 100

Age range 1.4 years - 57 years

Mean age -= 26 years

mode= 16 years

Table 2 shows age distribution with the age ranging between 1.4 years to 57 years with a

mean agc of'26 years and mode of' 16 years. 49yYtI ofthe patients were between 21-40

years old.
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Figure 1: Age distribution.
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Table 3: Sex distribution

Sex Frequency Percentage (%)

Male 30 44.8

Female 37 55.2

I Total 67 100

Table 3 shows the sex distribution in 67 patients whose data was available. 44.8% were

males and 55.2% were females.

Figure 2: Sex distribution.

Male 44.8%

Female 55.2%
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Tahle 4: Ethnic distr ihution

Tribe frequency Percentage (%)

Kikuyu 23 36.5

l.uo 12 19.1

Kumba II 17.5

l.uhya 4 6.3

Others I 3 20.6

Total 63 100

Table 4 shows cthinic distribution in 63 natieuts. The Kikuyu showed the highest

frequency (3G'yYo) among all the other tribes.

I
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Figure 3: Ethnic distribution

Luo 19.1%

Kikuyu 36.5%

Others 20.6%

Kamba 17.5%

Luhya 6.4%
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Table 5: Distr-ibution of occupation.

Occupation Frequency Percentage

.Unemployed 35 5:1.9

Salaried employment I I I ()()

Sll1dcntipllpi I 10 1)4

Sel r employed 6 ().2

Peasant farmer 3 4Jl

Tot;1I 65 100

Tahle 5 shows the distribution of occupation in oS patients whoxc data was available.

Majority or the patients (53.9%) were unemployed.
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Tahle 6: Symptoms and duration

mean duration in
Complaint Frequency days Percentage

-

Anorexia 12 70() 17.4
I

Weight loss 19 145 27.5

Abdominal swelling 54 XI) 78.1

Abdominal pain 42 105.4 60.9

Fever 17 110.2 14.()

Night sweats Il 23<).4 1R.8

Vomiting 15 22 21.7

Diarrhcoa 11 "''1 1 15.9-) -) .

· Others

· J .ethargy I 1.4

· P.Y. discharge 1 1.4

· Constipation 6 8.7
· Gaseousness 1 1.4

· Umbilical discharge 1 125.1 1.4

· Cough 4 5.8
· Chest pain 1 1.4

· Backnche 1 1.4

· .laundice I 1.4

The duration or symptoms ranged between 22 d"ys aml 23<)4 davs.

Table () shows the distribution or symptoms and their duration. The most common

complaint was abdominal swelling (78.3%) followed hy abdominal pain (60.9%). The

complaint with the longest mean duration was night S\VC,lts (2.194 days) while the

complaint with the shortest duration was vomiting (22 dlIYS).
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Table 7: Nature of presentation of TB abdomen

Presentation Frequency Percentage

Acute ~2weeks 11 15.9

Chronic> 2 weeks 58 84.1

Total 69 100

Table 7 shows the form of presentation of abdominal tuberculosis. 15.9% presented in

the acute form while 84.1% presented in the chronic form.

Figure 4 : Nature of presentation of TB abdomen.

Chronic 84.1%
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Table R: Physical findings in acute presentation.

Physical finding Frequency Percentage of occurrence

.lntcstinal obstruction 6 5~L5

Intestinal obstruction + 5 45.5
•

peritonitis

Acute tubercular 2 1X.2

appendicitis

Acute lymphatic I 9.1

adenitis

Table 8 shows the frequency of physical findings in acute presentation. The most

common physical finding was intestinal obstruction () (54.5%) followed by intestinal

obstruction and peritonitis 5 (45.5%»).
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tahle 9: Physical findings in patients with chronic p rcxcnt af inn

Physical finding Frequency Percentage of occurrence

Ascites 35 )t) .3

Abdominal distension 34 42.2
<

Abdominal mass 19 ..,J ')
,)_.-

Tenderness 10 16.9

l lcpatornegally 7 11.9

Splenomegally 7 11.9

Rectal bleeding 4 6.8

Adnexal mass I 1.7

Recurrent appendicitis I 1.7

Table 9 shows the frequency of physical findings in patients with chronic presentation.

Ascites was the most common finding 59.3°1<), followed by abdominal distension 42.2%

and third was abdominal mass 32.2%.



34

Table 10: l1acmoglohin levels

l luemoglobin grn/dl Frequency Percentage

1-5 I f.()

5.1-10 25 40.:1

101-1.') 34 54 .<)

1.5'.1-20 2 .,I
.).-

Total 62 100

Range: 4.6gm/dl-16.9gtn/dl

. rVIC;111 hacrnogtohin 10.6glll/dl

Mode 8.2 gm/dl

Table 10 shows haemoglobin levels in 62 patients whose <i,ll,\ W~IS available. The levels

ranged between 4.Ggm/dl-IG.9glll/dl. Both the 111<:::,ln (IO.6g.ldl) and the mode (8.2gm/dl)

were below the normal levels.
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. H moglobin levels.Figure 5. ae
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Table 11: Red blood cell count.

Count (x 1012/1) Frequency Percentage

<3 5 15.2

)-6 28 84.8

Total 33 100

Red blood cell count range: 1.8x I 012/1-5.9x I 012/1

Mean: 3.9x 1012/1

Mode :3.Rx 1012/1

Tahlc II shows the frequency of red blood cell count inl33 patients whose data was

available. The range of red blood cell count was between J .8x 1OI2/1-5.9x 1012/1. Both the

mean 3.9x 1012/1 and the mode 3.8x 1012/1 were below normal.
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Figure 6: Red blood cell count (xl012/I).
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Table 12: White blond cell count

Count (1012/1) Frequency Percentage

< 5 14 23

5.1- I 0 26 42.6

10.1-15 12 19.7

15.1-20 5 8.2

20.1-25 3 4.9

25.1-30 I 1.6

Tota 1 61 lOa

Table 12 shows white blood cell count in 61 patients whose data was available .. The

range was between 3. I x 109/1-29.9x I O<)/\. Both the mean (9.4x 109/1) and the mode

(4.9x 10<)/1)lie within the normal range.
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Figure 7: White blood cell count.
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Table 13: Percentage lymphocyte count.

Count (0;;,) Frequency

<10 .1

10.1-20 9.
20.\-30 ()

30.1-40 7

40.1-50 7

50. I -60 -,.J

60.1-70 \

70.1-80 2

80.1-90 2

> 90 1

Total 4\

Table 13 shows percentage of lymphocyte count with a r,1Jlge between 4.3%-94.0%, the

mean was 37.0% and mode 30% while both were within the normal range. Data for 41

patients was available.



re8: Percentage lymphocyte count.
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Table t 4: Erythrocyte sedimentation rate.

MM/hr Frequency Percentage

~<10 2 5.3

11-20 4 10.5

21-30 4 10.5

31-40 3 7.9

4) -50 6 15.8

51-60 9 23.7

61-70 6 15.8

> 70 4 10.5

Total 38 100

Range 6mm/hr - 73mm/hr

Mean ESR 46.2 mm/hr

Mode: multiple modes exist.

Table 14 shows the distribution of erythrocyte scdimcnt.uion rate with a range between

6111111/11rto 73111111/hr. The mean ESR was 4().211l11l/hr which was raised. 73.7% of the

patients had ESR above 30111111/hr.

______________________________________________ ~UWMU



44

Table t 5: Tuberculin test according to age.

Tuberculin test +ve Age (years)

12111111 4

20ml11 , 4

not reported 9

20111111 15

reported as +ve 30

reported as +ve 36

20111111 48

20111111 55

Done but -ve 35

Total = 9 patients

+ve = 77.8%

-ve = 22.2%

Range 10mm-22mm

Table 15 shows the tuberculin test according to age ill 9 patients ~hose data was available

of which 77.8% of patients had a positive tuberculin ll'sl and 22.2(10 had a negative

tuberculin test.



Figure10: Tuberculin test.
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Table 16: ELISA test for HIV

22

6

78.6

21.4

Frequency PercentageTest

Negative

Positive

Total 28 100

Table 16 shows Elisa test for HIV in 28 patients. 78.6% tested negative while 21.4%

tested positive.

Figure 11 : ELISA test for HIV.

Negative
78.6%

Positive
21.4%
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Zf\{s(a'-1l1'ngfor mA.C

- only one patient (1.45%) of al1 the 69 patients had a positive ZN for AFB .

. Table 17: Result of ascitic fluid analysis.

Result Frequency Percentage

Straw coloured 24 60

Protein level> 30gm/1 17 42.5

Cell count> 1000/ut 8 20.5

Total 40 100

Table 17 shows the result of analysis of ascitic fluid in 40 patients. Sixty percent (60.0%)

was straw coloured, 42.5% had protein levels> 30glll/dl and 20.5% had a cell count>

1000/ul.
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Figure 12: Results of ascitic fluid analysis.
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Fourteen patients had ascitic fluid glucose levels determined.

Range of glucose levels was 0.4rnmolll-6.3mmolll

Mean levels =5.0mmll
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Fable f S: total serum protein,

GM/L Frequency

'37.0 I

42.0 1

50.3 I

53.0 1

54.0 1

59.0 I

76.0 1

77.0 1

81.0 1

81.9 I

84.1 I

86.0 1

88.0 1

91.0 I

95.0 J

total 15

Table 18 shows the levels of total serum protein in 15 patients with a range between

37.0gm/dl (0 95glll/1. The mean of 70.4 gm/l was within normal 1'ClI1gc.
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Table 20: Biopsy results.

Biopsy resul t Frequency . Percentage (%)
i
I

Histologically 60 89.5
i
!

i
granulomatous lesion

with epithelioid and

Langhan's giant cells +

ceseation

ArBs seen or ZN 6 9.0 I
I
!

staining i
ArBs on culture I I 1.5 I

Total 67 100

Table 20 shows the result of biopsy in 67 patients whose specimens were taken, 89 .5%of

specimen histologically showed granulomatous lesion with epitheliod and Langerhari's

giant cells and caseation, 9.0% showed ATBs on staining ~111c1 1.)°1<) cultured Af Bs on

special culture media.
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Figure 13 Biopsy results.
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Twenty (33.3%) specimen biopsies were obtained by blind percutaneous needle biopsy

while 40 (66.7%) were obtained by laparotomy .

. Six (10%) specimen biopsies were positive for A.FBs after ZN staining.

!

Culture of ascitic fluid grew AFBs in one (1.5%) specimen.

Table 1 l : Features on plain abdominal x-ray films in 23 patients.

Feature Frequency Percentage (%)

Dilated intestinal loops 8 34.0

Ascites 4 17.4

Air fluid levels 4 17.4

Calcifications ] 4.3

No significant finding 6 26.9

Total 23 100

Table 21 shows plain abdominal x-ray film findings ill 23 patients whose ·:lata was

available. Majority of patients 34.0% had dilated intestinal loops, 17.4% had ascites,

) 7.4% had air fluid levels and 4.3% showed calcifications. No significant findings were

seen in 26.9% of the patients.
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Figure 14 : Features on plain abdominal x-ray.
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No barium enema or colonoscopy was performed in any patient.
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Table 22: Abdominal ultrasound results.

Abdominal ultrasound results Frequency Percentage

Ascites 27 55.1

Enlarged lymph nodes 5 10.2

Hypertrophic intestines R 16.3

Others

· Cystic mass 7 14.3

· Matted intestines I 2.0

· Hydronephrotic kidney, cystic mass I 2.0
• Appendicular mass :2 4.0
• Ovarian mass I 2.0

Splenomegally 2 4.0
• Pelvic mass 2 4.0

· Matted bowel 1 2.0

· Adnexal mass 2 4.0
• Loops matted J 2.0
• Abdomen mass ') 6.0"

· r lepatosplenomegally I 2.0

· t Jepatomegally I 4.0
• Retroperitoneal mass I 2.0
• Loops floating in fluid I 2.0

· Thick walled ovarian cyst I 2.0

· Gas fi lIed intestines I I 2.0

Table 22 shows the results of abdominal ultrasonography performed on 49 patients.

Ascites was demonstrated in 27 (55.1 %)of the patients, enlarged lymphnodes ill 5

(10.2%) of patients and hypertrophic intestinal lesions were seen in 8 (16.0%) of patients.
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Table 23: CT Scan findings hi 14 patients.

Features Frequency Percen tage

Adherent bowel loops 2 14.4

Thickened omentum I 7.1
-I

and irregular soft tissue

density

Thickened bowel wall ) 7.1

Massive ascites ) 7.1

No signi ficant findings 9 M.3

Total 14 loa

Table 23 shows CT -scan findings in 14 patients where hy I ~.4(y;) showed adherent bowel

loops, 7.1 % had thickened omentum and irregular sort tissue density, 7.1 % had thickened

bowel wall, 7.1 % had massive ascites and 64.3% showed no significant findings.
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table 24: Important laparotomy findings in 40 patients

Finding Frequency Percentage or occurrence %

. widespread tubercular 25 62.5
nodules

Wide spread adhesions 22 55.0
I

Thickened peritoneum + 17 42.5
omentum

Ascites 14 ]5.0

Abdominal mass 10 25.0

Pus 4 10.0

Dilated loops of 2 50
intestine

'fable 24 shows important laparotomy findings in 40 patients in whom laparotomy was

performed. The commonest finding was widespread tubercular nodules (62.5%) followed

by wide spread adhesions (55.0%), then thickened peritoneum and mentum (42.5%) and

ascites constituted 35.0% while abdominal mass occurred in 25.0% ..
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DISCUSSION.

Demography.

No local study has been done to determine the pattern 0(' presentation and investigations

f6t· abdominal tuberculosis in our set up. A tolal of 172 patients were treated for

abdominal tuberculosis during the period of study, .lanu.uy 19<) l-Deccmbcr 1999. Only

69 patients (40.1 %) were recruited into the study because they had a confirmed diagnosis.

The age range was between 1.4 years to 57 years with ,I 11le,1Ilage of 26 years and a mode

of 16 years. This confirms that this disease occurs at anv ilgC but it is predominantly a

disease of young adults (21,22). There were 30 (44.8%) males and 37 (55.2%) females.

These figures are nOI very different. Although some reports mention a higher incidence

in females (23), it seems that the disease affects both SC\CS equally (20).

The Kikuyu ethnic community showed the highest frequency (3G.5%) followed by Luo

(19.1 %) and third was the Karnba (17.5%). The Kikuyu is the most populous ethnic

group in Kenya, and its close proximity to Nairobi and the Iuc: that Nairobi has a higher

population of this ethnic group explains this finding.

The highest number of patients were unemployed (53.()';;,). people in salaried

employment were 16.9%, students/pupi Is were 15%, scl r employed wen; 9.23% and

peasant farmers were 4.62%. Most of the patients were unemployed and hence of low
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socio-economic background. These are people deprived or nutritious food which helps

build strong body defenses against infections. They are people who also live in poor

unhygienic environment with crowded houses which subjects them to higher chances of

.being infected. A similar trend was found by Bistani et ;11 (15) in a study of 30 cases.

/'

History ~1I1dphysical findings.

The most common complaints were abdominal swelling ill )4 (7R.3%) patients followed

by abdominal pain in 42 (60.9%) patients. Weight loss occurred in 19 (27.5%), fever 17

(24.6%), vomiting 15 (21.7%), night sweats 13 (18.8%) and diarrhoea 11 (15.9%). The

presence of abdominal swelling corresponds well with ascites and dilated intestinal loops

which are commonly found in patients with abdominal tuberculosis. This is same for

abdominal pain that may be associated with abdominal distension and the presence of

abdominal masses.

The mean duration of symptoms ranged from 22 days to 239.4 days. This is because

abdominal tuberculosis is mainly a chronic illness. Eleven (15.9(Yo) or the patients

presented as acute abdomen and majority (84.1 %) presented with chronic abdominal

syrnptoms. In other studies, history goes back some 3 01 4 years (37), and the mean

duration of stay of immigrants in the U.K. before diagnosis or gastrointestinal

tuberculosis was 4 years (37).
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Par those patients who presented with acute abdominal symptoms, majority of them 6

(54.6%) presented with intestinal obstruction and 5 (45.5%) with intestinal obstruction

together with peritonitis. Acute tubercular appendicitis occurred in 2 (18.2%) and acute

lymphatic adenitis in only one patient (9.1 %). Acute /cJrIl1 of abdominal tuberculosis is

rare; it includes acute tuberculous appenclici tis, acute j 11 iesti 11<11 obstruction and acute

tuberculous peritonitis due to perforation (45,46). Majority of the patients 35 (59.3%)

presenting with chronic symptoms had ascites, followed by abdominal distention 34

(42.4%) and abdominal mass 19 (32.2%). In other studies, more than 95% of patients

have ascites (49) while an abdominal mass occurred ill 50(X) of these patients (47). The

abdominal distension corresponds very well to the high frequency of ascites which is the

likely cause of the distension. In this study, abdominal mass occurred in fewer patients

than what has been shown in other studies. It would have been expected that an

abdominal mass masked by ascitic fluid would be demonstrated by ultrasonography or by

CT-scan or at laparotomy. But this is not seen in this study. The most common

pathological entity of tuberculosis of the abdomen in our set lip is most therefore

tuberculous peritonitis. This is the pathological entity most likely to be associated with

ascites than the gastrointestinal or the glandular types both of which can present with a

mass.

lnvcstlgntions.

The range of haemoglobin was between 4.ogmdl and 1() <) glll/dl with a mean of

IO.Ggm/dt and a mode of8.2gm/dl. The normal range ofhaemoglobin between 12gm/dl
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and 16 gm/dl for females and between 14gm/dl and IR glll/dl for males. The mean

haemoglobin and the mode lies below the two normal ranges. Patients with abdominal

tuberculosis tends to have a low haemoglobin as seen in other studies (56,57). These are

patients who have a chronic illness. Coupled with anorexia and poor social economic

status, they are people who are nutritionally deprived ending up with anaemia.

The patients had an erythrocyte sedimentation rate between Gmll1/hr and 77mm/hr with a

mean of 46.2mmll which is higher than the normal range of between 0 and 30mm/hr.

Twenty cight (73.7%) patients had ESR above 30mm/hr. Al lladeedi et al (22) in a

different study found out that 70.0% of the patients had a raised [SR. A raised ESR is a

common finding in patients with chronic inflammatory or infectious illness such as

abdominal tuberculosis.

The range of red blood cell count was between I.Rx 101

" and 5.9x I 02/1 with a mean of

3.9xl012/1. This mean was below the normal range of between 4.7x1012/1 and 6.1xlOI2/1.

Although other studies do not put any emphasis on the red blood cell count, this figure

seems to tally well with anaemia which is COll11110nin these patients. It could be a good

parameter in confirming anaemia.

1

The range of white blood ccllcount in this study was between 3.1xl09/l and 29.0x109/1

with a mean of 9.4x 109/1 and lymphocyte count range hctwccn 4.3% and 94.0% with a

mean of 37.0% and mode of 30%. In this study, both the white blood cell count and the
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lymphocyte count were within the normal range. This is contrary to other studies which

indicate that most patients have a leucocytosis mainly 1\11lphocytosis (56,57). Most of

our patients being of poor nutritional status, <ISindicated by the low serum albumin level

(table 19) <Ireunable to mount an adequate cell mediated immunity to combat the disease.

I~s only in immunocornprornised patients that you find (\ similar picture, but in HIV

positive patients you get a pancytopaenia.

(,

Seven patients (78.6%) had a positive tuberculin test while 2 (22.2%) had either a

negative result or not reported at <Ill(table \5). Darrncy et al (n) and Jakubawski A. et al

(58) in their different studies emerged with the conclusion that up to 15%-100<1'0 of

patients with abdominal tuberculosis have a positive tuberculin test. However, this test

is not helpful in patients who have been imrnunised with B.C.G. before and especially so

in children. ELISA test for HIV was performed in 28 patient and only 6 (21.4%) patients

had a positive result. Different studies have given different incidences in IIIV positive

patients ranging from 40.0% (13) in one study to more than 65% (14) in another. The

figure in our study is lower than what other studies show. Perhaps other factors such as

tropical diseases e.g. malaria and malnutritional state could be predisposing factors rather

than HTV per se.

Only I (1.5%) patients of all the 69 patients had a positive L.N. staining for A.F.R.s.

This is low just as in other studies which gave positive results in 3.0% of patients

(62,63,64).
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111 the analysis of ascitic fluids, 60.0% of the cases had straw coloured ascitic fluid, 42.5%

had a protein level of> 30gll1/\ and only 20.5% a cell count> 1aao/ul. Fourteen patients

had their ascitic fluid glucose levels determined with (1 range 0(" between 0.41111110111and

. 6.3111h10Ill and a mean of 5.0mmolll. Blooel glucose W,lS not tested. Ascitic fluid in

tVberculosis of the abdomen is usually exudative with ,1 protein level> 30g/dl and a white

cell count of> 1000/mm2 predominantly lymphocytes. These findings usually support

the diagosis (58). The glucose level in ascitic fluid in thls study (5.0mmol/l) is similar to

blood sugar levels (3.5-5.6mtno/I). This confirms that the type of ascitic fluid in

abdominal tuberculosis is mainly (Ill exudate following sonic Iorm of peritonitis.

f.ifteen of our patients had total serum protein tested \\i\h a range of between 37 .Ogtn/dl

to 95gm/ell with a mean 70.4 grn/l. The serum albumin ranged between 4.1 gm/l and

43.0glll/1 with a mean of25.3gm/1. Normal range of total SCl"UI1lprotein is between

65gm/dl and 80gm/dl and that of albumin is between 3Xglll/dl and 51 gm/dl. The total

serum protein in our patients was within the normal range. But the serum albumin was

below normal range. MacLaughlin (59) found that patients with abdomil~al tuberculosis

have a normal total serum protein level. predominantly gailla globulinaemia. This

explains the normal total serum protein (59). The predominant chronic form of

abdominal tuberculosis implies that the patients are in poor nutritional status. This is

reflected by the low albumin serum levels which is a g()od biochemical indicator of

nutritional status of a patient with a chronic illness as ill abdominal tuberculosis.
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Sixty patients (89.5%) in the study had their diagnosis confirmed by histological

examination of biopsy specimen. Twenty specimens (3."\.3%) were obtained by blind

percutaneous needle biopsy and 40 specimens (66.7%) were obtained by laparotomy. Six

-specirnen biopsies and aspirated material (10%) were positive for AFBs after ZN staining

wpich confirmed the diagnosis. Only 1 patients (I.5°;;» had a positive culture of aspirated

fluid for AFBs.

Tissue biopsy for histology is the mainstay procedure ill diagnosis ofTB of the abdomen

. (53). This has been reflected in this study. But at Kenyana National Hospital, most of

the biopsies (66.7%) were obtained at laparotomy. In other centres, laparoscopy is the
I

diagnostic procedure of choice (54) and can be performed under local anaesthesia if

necessary. This procedure is not well established in the general surgical unit at Kenyatta

National Hospital. This explains why most patients have to undergo laparotomy to obtain

a biopsy specimen.

Blind percutaneous needle biopsy is an attempt to bridge the gap between laparotomy and

laparoscopy This procedure can be made safer by introducing echo-guided biopsy which

is less invasive and can replace diagnostic laparoscopy or laparotomy (68). Studies also

suggest that echo guided biopsy is effective ill diagnosis of abdominal tuberculosis. Echo

guided puncture can replace diagnostic laparoscopy or laparotomy (67).
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Ten percent of the patients had positive ZN staining for ;\F1~solbiopsy or aspirated

tnaterial and only 1.5% of the patients had a positive culture of aspirated material.

. Other studies have shown that ZN-staining or ascitic fluid is only positive in 3.0% of the

~atients and culture of ascitic fluid is positive in 20.0% of the patients (62,63,64). Our

figure for ZN staining is high because it included not only ascitic fluid and FNAC but

also biopsy specimens. Our culture results fall short or what has been observed

elsewhere. Tubercle bacilli are strict aerobes with a rather narrow range of growth

temperature around 3rC, are exacting in their nutritional requirements and will not grow

on ordinary media. Lowenstein-Jensen medium is widelyused. Even on optimal media

growth is very slow, and colonies take ten days at least and more commonly several

weeks, to become visible.

A total of 23 patients had a plain abdominal x-ray done. The 1110stcommon finding on a

plain abdominal x-ray film was dilated intestinal loops in 8 (34.0%) of patients followed

by air fluid levels and ascites each in 4 (17.411'0) patients and calcifications is only one

patient (4.3%). Six (26.9%) x-ray films showed no significant findings. Prakash A. in

his series of 300 patients (23) found that many x-rays Ill;IY show dilated intestinal loops

and air fluids obstruction. These results have been reflected in this study with 34.0%

showing dilated intestinals and 17.4% of showing air fluid levels (table 20).
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No barium enema or colonoscopy was performed in this study. Abdominal

ultrasonography was performed in 49 patients and revealed ascites in 27 (55.1 %)

patients, hypertrophic intestines in g (16.0%) patients, enlarged lymph nodes in

5 (10.5%) patients and cystic abdominal mass in 7 (14.YYo) patients. Other features

occuted at varying frequencies ranging between 1 and 7. Ultrasonography is advocated in

abdominal tuberculosis although it is non speci fie, It may show ascites and

lymphadenopathy with bowel wall thickening as shown by Sheikh et al (67). This study

to some degree has demonstrated similar findings in Sheikh et al study.

Fourteen patients in this study had CT-scan performed. [n two patients (14.4%) adherent

bowel loops were found. Other features such as thickened omentum and irregular soft

tissue density, thickened bowel wall and massive ascites occurred only in one (7.1 %)

patient each. Like ultrasound, C'F-scan is advocated although it is also non specific.

Most patients (64.3%) had no significant findings. Vcrv few patients in our study had CT

scan performed because it is an expensive investigation that is only performed when the

patient can afford. As indicated earlier (table 5), most o lthe patients in this study are of

low socio economic status and perhaps this is why few of them could have CT scan done.

l Iowever, the features demonstrated on Cf-scan ill this study ));IVC been seen in another
I

study (07).
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Laparotomy,

Laparotomy was performed in 40 patients (table 22). The most frequent finding at

laparotomy was the presence of widespread tubercular nodules ill 25 (62.5%) patients

followed by widespread adhesions 22 (55.0%) patients, thickened peritoneum and

omentum 17 (42.5%) patients, ascites in 14 (35%) patients, abdominal mass in 10

(25.0%) patients,ditated loops of intestines in 2 (5.0%) patients and pus in the

peritoneum cavity in 4 (10%) patients in that order. These observations are similar to

those found by Calder et al (12) that scattered tuberculcs and thickened omentum forming

transverse band and ascites as important findings at laparotomy. In the same study, the

presence ofpurulent effusion was extremely rare. 111111)' study, pus was only found in 4

(10%) patients.
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CONCLUSIONS.

1. Abdominal tuberculosis, though rare, occurs ill both paediatric and adult Kenyan

population as observed at Kenyatta National Ilospital, but it occurs predominantly

! between 21 years and 41 years (71.4%)

2. Both acute and chronic forms of abdominal tuberculosis occur in our population,

but it is predominantly a chronic illness as observed in 84.1 % of the patients in

this study.

3. A long standing history of abdominal distension (78.YYo), abdominal

pain/discomfort (60.9%), with clinical findings of abdominal distension (42.2%)

and demonstrable ascites (59.3%) should give the clinician a high index of

suspicion of the likelihood of a diagnosis of abdominal tuberculosis.

4. Not all investigations performed on these patients beirne diagnosis is confirmed

were necessary. Investigations done should be result oriented.

S. Tissue biopsy and histology is the most reliable method of confirming the

diagnosis.

6. Laparotomy is the most common method or obtaining a biopsy specimen. At

laparotomy, the presence of widespread tubercular nodules (62.5%) and thickened

peritoneum and omentum (42.5%) and ascites (3SCYu) arc the tell tale signs of

abdominal tuberculosis.
I

7. Tuberculous peritonitis is the most C0111111011 p;rli1ulogical entity in our set lip than

gastrointestinal and the glandular types.
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RtCOMMENDATIONS.

I. Abdominal tuberculosis should be considered ill a patient with a long standing

history of swelling of the abdomen, abdominal pain, weight loss and fever, with

abdominal distension and ascites demonstrated Oil physical examination.

2. Tissue biopsy should be obtained to confirm diagnosis. The biopsy can be

obtained by echo-guided biopsy or by diagnostic laparoscopy. These two methods

should be established as the most appropriate methods of obtaining tissue

specimen for histology.

3. Other investigation should include:

a. Full haemogram and E.S.R

b. Serum albumin

c. Biochemical analysis, cytology and microbiological analysis of ascitic

fluid.

d. Montoux test in patients who 11<Iv(:' not been immunised with BeG
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APPENDIX 1.

DATA COLLECTION FORM

A. DEMOGRAPHIC

Hospital number .

1. Study number

2. Age (years)

3. Sex (male=l, female=2)

4. Occupation (specify) .

5. Tribe .

B. HISTORY.
Complaints (code, O=NO, l=Yes).

1. Anorexia

2. Weight loss

3. Abdominal distension

4. Fever

5. Night sweats

6. Lethargy

7. Other (specify) · .

C. PRESENTATION.
l=Acute abdominal condition
2=Chronic abdominal condition

D. IF ACUTE ABDOMINAL CONDITION
l=Intestinal obstruction
2=Peritonitis
3=Acute mesenteric lymphadenitis
4=Acute tubercular appendicitis
5=Others (specify) .
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E. IF CHRONIC ABDOMINAL CONDITION]
Presentation (Code O=Absent, l=Present)

1. Abdominal mass

2. Ascites

3. Chronic diarrhoea (malabsorption)

4. Chronic obstruction (adhesions)

5. Rectal distension

6. Others (specify) .

F. LABORATORY INVESTIGATIONS
i. HAEMOGRAM

1. Haemoglobin gm% .

2.

3 .

4.

5.
11 1.

2.

Red cell count No12/1 .

WBC X 109/1 .

Lymphocyte count 109/1 .

ESR Erythrocyte Sedimentation Rate MM/hr .
Tuberculin test - mm .

FNAC - ZN Staining
(code O=Negative, l=positive)

iii. ASCITIC FLUID
Features (Code O=Absent, l=Present).

1. Straw coloured

2. Protein level> 30gm/l

3. Cell count > 1000/ul
Predominantly lymphocYles

iv Elisa test for HIV .

4. Others (specify) .

V. a. Total serum protein .

b. Serum albumin .
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Vl. BIOPSY RESULTS
Features (Code O=Absent, l=Present).

1. Histologically epithelioid cells
with central caseation

2. A.F.Bs seen on ZN staining

3. A.F.Bs on culture

G. IMAGING RADIOLOGICAL INVESTIGATIONS
1. (PLAIN ABDOMINAL X-RAY)
Features (Code O=Absent, l=Present).

1. Dilated intestinal loops

2. Air fluid levels

3. Calcified lymphnodes

4. Ascites

2. (BARIUM ENEMA)
Features (Code O=Absent, l=Present).

1. Mucosal irregularity __l

2. Dilated loops and stricture I

Displaced loops (enlarged lymphnodes 1-----13.

4. Adherent fixed loops
(Adhesive peritoneal disease)

3. (ABDOMINAL ULTRASOUND)
Features (Code O=Absent, l=Present).

1. Ascites

2. Enlarged lymphnodes

3. Hypertrophic intestinal lesions

4. Others (specify) .



81

4. (CT SCAN)
Features (Code O=Absent, l=Present)

1. Adherent bowel loops

2. Thickened omentum with irregular
soft tissue density

3. Caseated lymphnodes (low density
centre with high density rim)

4. Others (specify) .
5. (ENDOSCOPIC APPEARANCE - COLONSCOPY)
Features (Code O=Absent, l=Present)

1. Hyperaemic nodular friable mucosa

2. Irregular ulcers with sharply
defined margins & undermined edges

3. Pseudopolyps and cobblestonning

4. Others (specify) .

6. Important laparotomy findings
1. Ascitic fluid

2. Pus in the peritoneal cavity

3. Thickened peritonium + omentum

4. Tuberculous nodules allover the

5. peritoneal cavity

6. Intestinal perforations

7. Widespread adhesions of intestines

8. Abdominal masses

9. Dilated intestines

10. Strictures of the intestines

11. Others

C=J

1

'---_J

]


