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Summary

One thousand one hundred and sixty one patients of dyspepsia were analysed in this
paper. Out of these 1161 cases, 378 (32.55%) cases were found to have different types
of upper gastrointestinal lesions seen at endoscopy. Duodenal ulcer was found in 221
cases (19.03%), duodenitis in 81 cases (6.97%) and gastric ulcer in 28 cases (2.41%).
Male: female ratio of duodenal ulcer was 16 : 1, duodenitis 6.36 : 1 and gastric ulcer
was 1.15 : 1. Ratio of duodenal and gastric ulcer was 7.89 : 1.

Introduction

Dyspepsia ,; is a common gastrointestinal
complaint throughout the world),2.Prevalence of
duodenal and gastric ulcer in Bangladesh are
11.98% and 3.58% respectively'.4. Peptic ulcer
disease is considered to be a multifactorial

disease in which both genetic and environmental
factors intyrplay to produce the disease5. First
degree relative, certain blood group antigen,
smoking and gastric colonization with
Helicobacter pylori are positively correlated
with duodenal ulcer, gastric ulcer and antral
gastritis6-1O.Impairedmucosaldefensemechanism
is also an important factor)). In contrast to
duodenal ulcer, basal gastric acid output is
normal or low in gastric ulcer patients compared
with non-ulcer subjects)2.Low dietary linoleic
acid, high refined carbohydrate and high calcium
intake may play a role in the development of
duodenal ulcerl3-)5.

Materials and methods

One thousand one hundred and eighty one

consecutive patients with dyspepsia reported to
the Medicine Department in the Combined

Military Hospital, Rangpur Cantonment, from
January 1991 to December 1992 were included in

this study. The word dyspepsia was used to
denote epigastric pain (periodic or non-periodic,
including nocturnalpain, with or without relation
to food), heartburn, acideructation and epigastric
discomfort. Patients withhaematemesis,maelena
and features of gastric outlet obstruction were
also included. Those with lower abdominal pain,
pain sugggestive of biliary or renal colic and
history ofjaundice wereexcluded from thestudy.
1161 cases were endoscoped at outpatient
department by olympus fibreoptic endoscope
without any sedation or surface anaesthesia.
Twenty patients were excluded from the study
for loose teeth, ischaemic heart disease and

'I

noncompliance.

Results

Endoscopic findings were unremarkable in 783

(67.44%) patients. Among the remaining 378
(32.56%) cases, duodenal ulcer was found to be

the mO!i..tcommon lesion (221). It was followed

by duodenitis (81) and gastric ulcer (28). The

ratio between duodenal ulcer and gastric ulcer
was 7.89: I (Table-I). Cases of duodenal ulcer and

duodenitis were more among the male than female.
Male & female ratio was 16: 1 in duodenal ulcer

and 6.36 : 1 in duodenitis. This ratio is almost
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equal for gastric ulcer ( 1.15: I) (Table-II). Patients

were between ]0 to 59 years of age.

Table-I: Findings of upper gastrointestinal
endoscopy ( N = //6/)

Table - II : Sex distribution among duodenal
ulcer, gastric ulcer and duodenitis
cases

Sex of the
patient

Duodenal
ulcer
No (%)

Duodenitis

No (%)

Gastric
ulcer
No (%)

Male

Female

208(94. ] 2) ]5(53.57) 70(86.42)

13 (5.88) ]3(46.43) 1](13.58)

Discussion

Dyspepsia may be due to peptic ulcer disease or
it may be non-ulcer dyspepsia. Non-ulcer
dyspepsia is a motor disorder of gastrointestinal
tract. It may also be due to infection with
H.Pylori1fi.l7.The incidence of duodenal ulcerand
duodenitis was higher in male than in female.
There was no significant difference in sex
distribution among gastric ulcer cases. This
study is comparable with the study done by
Azad Khan et al in Bangladesh'x.

Duodenal and gastric ulcers are characterized
by relapses and remissions. Healing rate of
duodenal ulcer after four weeks treatment with

omeprazole is higher (99%) than that with
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ranitidine (88%) given for same duration 19.20.

Eighty percent of ulcers relapse within one

year. Eradication of H.Pylori with colloidal
bismuth, metronidazole and amoxycillin has

reduced the relapse rate of peptic ulcer21.22.

Non-ulcer dyspepsia is treated with prokinetic

drugsmetoc1opramide (]O mg tid), domperidone

(] 0-20 mg tid) orcisapride. H2receptor antagonist
and Colloidal bismuth are also effective2,J.24.

It was observed that in this study population,
duodenal ulcer was the commonest of the

endoscopic lesions observed in dyspeptic patients.

It occurs predominantly in males. But, most of

the patients with dyspeptic symptoms have no

lesion endoscopically.
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