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Abstract

Background:NSAID and Helicobacter pylori (Hp) are major causes of
gastroduodenal ulcers.Previous study reported that prevalence of Hp in
patient who took NSAID were lower than who did not take NSAID.The aim of
this study are to compare the prevalence of Hp infection in patients with ulcer
and non ulcer in those who took NSAID and did not take NSAID for their
medication and to compare the proportion of NSAID related ulcer and Hp
related ulcer inpatients with gastric ulcer(GU) and duodenal ulcer(DU).
Material and Methods:Between January 1995 and Decenber 1996, a
retrospective study was done to 162 patients who were proven to have ulcer
and non ulcer by endoscopic examination.Patients were divided into NSAID
user group and non NSAID user group based on their drug history.Infection of
Hp were tested by CLO and histopathology.

Result and Conclusion:Between January 1995 and Decenber 1996,162
patients were studied, they consisted of 64 patients with gastroduodenal
ulcer(33 GU and 31 DU) and 98 patients without ulcer(NU).Age ranged from
16 to 78 years old, 84 patients were male and 78 patients were female.The
median age of GU was 60 ears, DU was 48 years and NU vas 44
years.Among patients with ulcer,theprevalence of Hp infection was 6/40(15%)
in NSAID wusers compare to 21/2 (87.5%) in non NSAID
user(p<0.001).Among patients NU the prevalence of Hp infecton was
13/39(33.3%) in NSAID users compare to 35/59(59.3%) in non NSAID user
(p<0.05).There was no significant difference of Hp infection between ulcer
group and NU group in patients who took NSAID(15% vs 33.3%;p>0.05).
Significant difference of Hp infection was found in ulcer group and NU group
in non NSAID user (87.5% vs 59.3%;p<0.05).Among patients with ulcer,34/64
(53.1%) were NSAID user without Hp infection and 21/64(38.1%) were non
NSAID user with Hp infection(p<0.05).Among patients with GU,28/33(84.8%)
were NSAID user without Hp infection and 2/33(6%)were non NSAID user
with Hp infection (p<0.001). Conversely among patients with DU,6/31(19.4%)
were NSAID user without infection and 19/31(61.3%) were non NSAID user
with Hp infection (p<0.01).We therefore conclude that prevalence of Hp
infection in patients with ulcer and without ulcer who took NSAID were lower
than those who did not.The NSAID related ulcer was more frequent than Hp
related ulcer.Gastric ulcers were found more frequent in patients with positive
NSAID usage,but duodenal ulcers were found more frequent in patients with
Hp infection.



Introduction

Most of gastroduodenal ulceration were caused by Hp infection and NSAID,
only a small part of them were caused by other etiology such as Zollinger
Ellisson Syndrome and Crohn’s disease.The use of NSAID in most people is
common by the older people,t is related to high prevalence of
musculoskeletal disorders. NSAID toxicity in gastrointestinal tract has many
form such as errosion and bleeing,ulcer,perforation and digpepsia.
Gastroduodenal ulcer occurred in more than 25% of patients who took NSAID
for long time(1,2). Effect of NSAID to gastrointestinal tract is mainly at gastric
mucosa. A case control study showed that gastric ulceration in NSAID user
was 3 fold greater than control,but the prevalence of duodenal ulcer in
NSAID user was lower than control. This study also reported that the mean
age of gastric ulcer and duodenal ulcer were 61 and 47 years,respectively (3).
Symptom of NSAID related ulcer is not classical. One study reported that 55%
of the patients with ulcers were asymptomatic (4),another study reported that
one-third of the patient who developed adverse gastrointestinal event were
not classically(5).After Warren and Marshall discovered the Hp,concept of
pathogenesis and treatment of pept ulcer disease changed
dramatically.Duodenal ulcer has an association with chronic active gastrititis
at the antral and body of gaser. Chronic active gastritis developed after
infection of Hp for several years. Contribution of bacterial factors such as
virulency ,density and host fa&tors such as genetic succeptility,
gastroduodenal microcirculation,alcohol consumption,smoking etc may lead
ulcer formation. Gastric ulcer has an association with atrophic gastritis.
Atrophic gastritis developed after long time infection of Hp (6,7). There is no
question that NSAID or Hp alone cause clinically relevant ulcer. However a
subset of subject with NSAID induced ulcers with positive for Hp is low. Some
studies demonstrated the benefit of Hp eradication before NSAID medication,
but other studies reported that no difference prevalence of ulcer between
eradication and non eradication group(8,9,10,11).

Material and Methods

From January 1995 to December 1996 a retrospective study was done to 162
dyspeptic patients who were poven to have ulcer and non uter by
endoscopic examination.The study was done at SubDiv.of Gastroenterology
Departement of Internal Medicine, Dr Hasan Sadikin General Hospital-Faculty
of Medicine, University of Padjadjaran Bandung Indonesia.

The inclusion criteria were no antibiotics treatment within the last 2 weeks, no
history of bismuth therapy and no H2 blockers or Proton Pump Inhibitor
treatment within the last 2 weeks. NSAID user was patient who took NSAID in
at least 8 weeks. Two biopsy specimens were taken from antrum, corpus and
fundus.Hp infections were examined by CLO and histopathology. Hp infection
was considered when Hp found histopathologicaly regardless of CLO result.
Chi square test was used to compare the prevalence of Hp infection and the
proportion of NSAID related ulcer and Hp related ulcer.

Result



Between January 1995 and December 1996, 162 patients were sudied,
consisted of 64 ulcers and 98 non ulcers patients.(Table 1)

Table.1. Characteristics of patients.

Ulcer Non ulcer

No of patients 64 98
Age(y) : range 16 - 78 21-72

mean 53.4+14.4 43.7£14.7  p<0.05
Sex : M 43 43

F 21 55 p<0.01
Smoking : 20 34 ns
Alkohol : 0 0 ns
NSAID user: Hp(+)ve 6(15%) 13(33.3%) ns

Hp(-)ve 34(85%) 26(66.7%)
Non NSAID user :  Hp(+)ve 21(87.5%) 35(59.3%) p<0.05

Hp(-)ve 3(12.5%) 24(41.7%)

The mean age of ulcer group was older than non ulcer group(p<0.05%) and
male was more frequent in ulcer group(p<0.01). There was no significant
difference of prevalence of Hp infection between ulcer and non ulcer in NSAID
user patients (p>0.05).In non NSAID user Hp infection was more prevalent in
patient with ulcers(p<0.05).Among patients with ulcer, the dfference of Hp
infection between NSAID and ron NSAID user was highly signficant
(p<0.001).0f patient with non ulcer, the difference of Hp infection in NSAID
and non NSAID user was also significant(p<0.05).

The median age of gastric ulcer,duodenal ulcer and non ulcer 60,48 and 44
years old.(Table. 2.)

Table.2. Characteristic of Gastric ulcer,Duodenal uler and Non Ulcer patients

GU DU NU

Median age(y) 60 48 44
Sex M 23 20 43
F 10 11 55

NSAID user Hp(+)ve 2 4 13
Hp(-)ve 28 6 26

Non NSAID user  Hp(+)ve 2 19 35
Hp(-)ve 1 2 24

In gastric and duodenal ulcer patients the proportion of male twice fold than
female (p<0.01), whereas in non ulcer patients female was more common
than male but this not significant statistically (p>0.05).The majority(90%) of
patients with gastric ulcer were NSAID user,conversely among patients with
duodenal ulcers 70% were non NSAID user.The prevalence of Hp infection
among non NSAID users with DU and GU were 91%.and 66.7% respectively



In contrast the prevalence of Hp infection among NSAID users with DU and
GU were 40% and 6% ,respectively.

Discussion

Our study found that the mean age of patients with ulcer were older than non
ulcer, median age of GU , DU ad NU patients were 60,48 and 44
years,respctively. Male to female ratio was 2:1.Russel found that the mean
age of GU and DU were similar to our result, but mean age in NU was 54
years. The population of Russell’'s study were patients with Rheumatoid
arthritis(3).The prevalence of Hp infection in ulcer and non ulcer patients who
took NSAID were lower than those who did not take, and this result was not
difference with other investigators(12,13).Low prevalence of Hp infection in
NSAID user is not clear yet. k may be that NSAID had an efect as anti
bacteria. Another possibility is that the patient with Hp irfection may had
dyspeptic symptom more often ad therefore avoid taking NSAD.
Contribution of Hp infection in ulcer development with patient who was taking
NSAID is controversial.

We found that the total NSAID related ulcer more frequent than Hp related
ulcer. The proportion of NSAID related ulcer in GU and DU patients were 90%
and 30% respectively. Previous study reported tha the proportion of NSAID
related GU was 25-30%(1,2). Another study reported that the proportion of DU
in NSAID user not difference with non NSAID user (5).0One study in USA
indicated that most of Gl complication cases occurred in patients using non
prescription NSAID.(14).Our study found that the proportion of NSAID related
ulcer was greater than Hp related ulcer. It means that the people who had
been consuming NSAID in our country was greater than westermn country.
Although the prevalence of Hp infection in population is high but the
prevalence of Hp related ulcer is lower than NSAID related ucer. Our
assumption is that the strain of Hp in our country is less virulent than Hp in
western country.
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