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WHAT'S NEW IN PEPTIC ULCER 

I Yap, J Y Kang 

We still do not know what causes peptic ulcer. However, 
a lot of work is being done on ulcer pathogenesis, while 
the effect of smoking, anti-inflammatory drugs, diet and 
psychosomatic factors on ulcer disease has become 
clearer in recent years. Major advances have also been 
made in diagnosis and treatment. 

Peptic ulcer is thought to arise from an imbalance 
between attacking forces, acid and pepsin, on the one 
hand, and mucosal resistance, involving bicarbonate and 
mucus secretion, on the other. However, abnormalities of 
acid -pepsin secretion and of mucosal resistance as cur- 
rently understood do not explain most cases of peptic 
ulcer. Gastritis ocurrs in most ulcer patients' and has 
recently been found to be associated with Campylobacter pylori infection2. It has been suggested that Campy- 
lobacter pylori causes both gastritis and peptic ulcers. 
This is a very exciting postulate because it could radically 
alter our approach to treatment of ulcer disease. 

Peptic ulcer is commoner among smokers compared 
to non-smokers°. Smokers are less likely to heal their 
ulcers5, and after healing, there is a higher risk of recur- 
rences. We too have observed an adverse effect of 
smoking on duodenal ulcer disease'. Contrary to popular 
belief there is no association between alcohol use and 
peptic ulcers. 

Aspirin and other non-steriodal anti-inflammatory 
drugs are associated with peptic ulcer diseases, espec- 
ially complicated ulcer amongst elderly patients1s. These 
drugs are thought to damage the gastroduodenal mucosa 
by inhibiting prostaglandin synthesis". 

Some authors believe that a high fibre diet reduces 
the recurrence rate of duodenal ulcer12 but this has not 
been our own experience's. Chillis and spices are 
thought by many to be harmful to the stomach. Although 
their ingestion may give rise to symptoms, it does not 
produce macroscopic mucosal lesions1' or delay duo - 
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denal ulcer healing1s. The popular belief that milk is 
beneficial for the ulcer patient is probably a myth. 
Although milk may relieve ulcer pain it ìs a potent stim- 
ulator of acid secretion and regular intake may in fact 
retard ulcer healingts. 

Psychosomatic factors probably do not play an 
important role in most patients with peptic ulcer. Recent 
studies on personality patterns or life events in ulcer 
patients have failed to demonstrate any major abnor- 
malities'7-'s. 

The introduction of fibreoptic gastroduodenoscopy, 
and to a lesser extent of the double -contrast barium meal, 
has not only radically improved our ability to diagnose 
peptic ulcer disease. It has also stimulated the develop- 
ment of a large number of drugs for treating ulcer. They 
include histamine -2 receptor antagonists, H */K ATPase 
inhibitors, muscarinic inhibitors, prostaglandins, surface 
agents, and anti-depressants20- 21. Most of these drugs 
heal ulcers by reducing gastric acid secretion, white 
sucralfate and colloidal bismuth are thought to act locally 
at the ulcer base to protect the underlying mucosa. While 
most of these drugs are equally potent, the histamine -2 
antagonists are by far the most widely used. Cimelidine, 
ranitidine, famotidine and nizatidine are all extremely 
potent and remarkably safe. Omeprazole, a H'/K' 
ATPase inhibitors yet to be marketed, is even more potent 
but there is concern about possible long-term effects of 
achlorhydria. 

With one of the above drugs, the ulcer can almost 
always be healed. Recurrence, however, remains a pro- 
blem controllable only by continued used of a histamine -2 
antagonist. It has been reported that following ulcer 
healing with colloidal bismuth, recurrence may be less 
than if the ulcer was healed with a histamine -2 blocker22. 
This may be due to the bactericidal effect of bismuth on 
Campylobacter pylori, an area under intense investigation 
at the present time. 

Surgery is. nowadays indicated mainly for compli- 
cated ulcers and when malignancy cannot be excluded. 
The trend is towards less radical surgery. The latest 
operation for duodenal ulcer, parietal cell vagotomy, has 
a low mortality rate, few post -surgical sequelae but a fairly 
high ulcer recurrence rate23. 

Racial differences in peptic ulcer frequency have 
been described both in Singapore24, and in Malaysia25. 26. 

Chinese appear to be the most prone to ulcer disease; 
Malays the least. These differences have declined over 
the last three decades suggesting that environmental 
rather than genetic factors may be involved28. We there- 
fore have a unique opportunity to investigate the factors 
responsible. If identified they may represent a major 
advance in our understanding of peptic ulcer disease. 
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