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Summl?lr'Y 

A review of 82 (68 male) Kelantanese patients with non-alcoholic cirrhosis who underwent gastro-
duodenal endoscopy revealed duodenal and gastric ulcers in 4.9% and 7.3% of patients respectively. 
Comparing with prevalence rates of peptic ulcer disease reported in the literature, there was no 
evidence to suggest that duodenal ulcers occur more frequently in patients with non-alcoholic 
cirrhosis. There is a suggestion, albeit a tenuous one, that non-alcoholic cirrhosis may be associated 
with gastric ulceration. 
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Introduction 
It is often stated in standard gastroenterology textbooks that there is an association between peptic 
ulcer disease and cirrhosis of the liver. 1 Evidence for this has been derived from an autopsy study, and 
uncontrolled radiographic and endoscopic survey on samples with a high proportion of alcoholic 
cirrhotics.2·6 There i.s less data on non-alcoholic cirrhotics7-9 and much less so on Asian patients. The 
aim of this study was to investigate a possible association between non-alcoholic cirrhosis and peptic 
ulcer disease in a Malaysian population. The approach taken was to retrospectively determine the 
frequency of peptic ulcers in a series of patients with non-alcoholic cirrhosis and make a comparison 
with the published prevalence rates of peptic ulcer disease. 

Methods and Materials 
A review was undertaken of the hospital records of all patients above the age of twenty years with non-
alcoholic cirrhosis who underwent upper gastrointestinal endoscopy between the first of February 
1985 and the thirty-first of November 1990 at the Universiti Sains Malaysia Hospital in Kubang 
Kerian, Kelantan. The diagnosis of cirrhosis was made on clinical grounds (including stigmata of 
chronic liver disease) and the demonstration of diffuse abnormality of liver texture on ultrasound. 
Taken with the clinical data, ultrasonography has been shown to have a positive predictive value of 
95% in detecting cirrhosis.lD The prevalence rates of varices, gastric ulcer and duodenal ulcer were 
determined. Patients were excluded if the stomach and/or the duodenal bulb were not adequately 
visualized. In patients endoscoped more than once, only the findings of the first adequate examination 
were taken into consideration. The prevalence of gastritis or congestive gastropathyll was not studied 
due to unacceptably wide inter-observer variation in the description of these lesions. 

Results 
Eighty-seven patients with non-alcoholic cirrhosis of the liver had undergone endoscopy. Five patients 
were excluded because adequate visualisation was not obtained at any time. Of the remaining eighty-
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two patients sixty~eight were male. Seventy-two patients were ethnically Malay, nine were Chinese 
and one was Thai. Median age of the group was 45 years (range 22-86 years). Seven patients had 
evidence of coexisting hepatocellular carcinoma. The ratio of smokers to non~smokers among men 
was 3:2, whereas only one of the fourteen women gave a history of smoking. Data as regards drug 
history was incomplete. Acute gastrointestinal bleeding was the indication for endoscopy in sixty-six 
patients. In sixteen patients endoscopy was done to look for varices in patients with ascites and/or 
anaemia. In only one patient was endoscopy performed primarily to investigate the cause of epigastric 
pain. The prevalence of duodenal ulcer and gastric ulcer were 4.9% and 7.3% respectively. All ulcers 
were more than O.5cm in diameter. The six gastric ulcers were all pre-pyloric. Histology of the gastric 
ulcers were reported as showing superficial and/or chronic gastritis. None showed evidence of 
malignancy. Follow-up data on the grastric ulcers were not available as two patients died of liver 
failure and bleeding varices respectively during the index admission and the other four did not attend 
forrepeat endoscopy. All but one of the patients had oesophageal and/or gastric varices. Table I shows 
the frequencies of these lesions among male and female patients. No patient had both gastric and 
duodenal ulcers. 

Table I 
Endoscopic findings in males and females 

Males (n :::: (8) Females (0 = 14) 

Duodenal ulcer 3 (4.4%) 1 (7.1%0 

Gastric ulcer 4 (5.8%) 2 (14.3%) 

Varices 68 (100%) 12 (92.8%) 

Serum Hepatitis B surface antigen [HBsAg] was positive in forty-seven patients, negative in fifteen 
patients and undocumented in twenty patients. No significant difference in ulcer prevalence between 
HBsAg positive and HBsAg negative patients was detected. [Table III 

Table H 
Peptic ulcer nn relation to Hepatitis B sudace antigen (HBsAg) status 

Frequency of ulcers 

Duodenal uker Gastric ulcer 

HBsAg positive (n = 47) 2 3 

HBsAg negative (n = 16) 1 1 

HBsAg unknown (n = 20) 1 2 

Discussion 
Peptic ulcers were found in 12% of patients in this study. The obstacle towards establishing if this 
represents an increased frequency of peptic ulcer disease among non-alcoholic cirrhotics is lack of 
information on the true prevalence of peptic ulcer in our local population which would clearly have 
been the ideal control population. Although a number of hospital series on peptic ulcer disease in 
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Malaysia have been published, there is no data on peptic ulcer prevalence rates in the Malaysian 
population. 12-14 This limitation can be partially mitigated by examining the ulcer prevalence data in a 
variety of geographical locations as reported in the world literature. Necropsy studies have revealed 
peptjc ulcer rates ranging from 5% in Nigeria1s to 20% among European males.16-17 Two recent 
community based surveys in Kashmir, India18and Sorreisa, Norway19 which sampled large numbers, 
arguably give the truest reflection thus far of peptic ulcer prevalence in the general population. The 
Kashmif18 and Sorreisa19 studies reported duodenal ulcer prevalence rates among males of 5.6% and 
5.2% respectively. An earlier Japanese study on 322 male factory workers revealed a duodenal ulcer 
prevalence rate of 6.8%.20 While acknowledging that the results of this study are not strictly 
comparable due to methodological and geographical variations, the fact that only 4.4% of the males 
in the'current study had duodenal ulcer disease does tend to argue against an association between non-
alcoholic cirrhosis and duodenal ulcer disease. The sample in this study represents a selected group 
simply by virtue of the fact that they required endoscopy. However the selection bias is more likely 
to have overestimated rather than underestimated the prevalence of ulcer disese. 

The gastric ulcer prevalence of 5.8% among males in this study is noticeably higher than the reported 
rates of 0.8% (n = 1192), 1.7% (n = 1035) and 2.5% (n = 322) in the Kashmir, Sorreisa and Japanese 
studies respectively.18-2OWhile this does suggest that there may be an excess of gastric ulcers among 
non-alcoholic cirrhotics, it cannot be regarded as conclusive. 

In a recent study which included 435 non-alcoholic cirrhotics the duodenal ulcer and gastric ulcer 
prevalence rates were 4.1 % and 2.2%. respectively.8 Another study of eighty-one non-alcoholic 
cirrhotics revealed duodenal and gastric ulcer frequencies of 14 % and 7 % .9Recent endoscopic surveys 
from Europe and the United States have reported duodenal ulcer prevalence rates of 2.0-10.9% and 
gastric ulcer rates of 5.6-7.6% in series consisting mainly of alcoholic cirrhotics.21-24 It is notable that 
the ratio of gastric to duodenal ulcers in these studies were higher than would have been expected in 
a Western population. 

Needless to say there are limitations inherent in arestrospective study such as this, not least the absence 
of a local control population. Although several endoscopists were involved, it would generally be 
accepted that the presence or absence of an ulcer is not subject to much inter-observer variation. The 
policy in the unit to reendoscope bleeding patients in whom adequate visualisation was not obtained 
as soon as is practicable, makes it unlikely that many lesions were missed. Notwithstanding, the results 
of this study are reconcilable with that of other animal and human studies done on subjects with portal 
hypertension. Gastric acid secretion has been shown to be either low or normal in cirrhoticg25-28 which 
is in accordance with the failure to find a high prevalence of duodenal ulcer. On the other hand the 
gastric mucosa of portal hypertensive rats have been shown to be susceptible to a number of noxious 
stimuli such as bile, alcohol, aspirin and haemorrhagic shock.29.30 Gastric mucosal Prostaglandin 
(PGE2) levels have been found to be low in cirrhotics patients. 31 It is not unreasonable to postulate that 
these factors predispose the gastric mucosa to erosions and ulcers. 

In summary, despite the limitation of not having ulcer prevalence data in the local population, the 
results of this study tend to suggest that it is unlikely that non-alcoholic cirrhosis predisposes to 
duodenal ulcer disease. There may be an association between gastric ulcers and non-alcoholic cirrhosis 
but the data in this respect cannot be regarded as conclusive. 
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