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that it produces duodenal ulcers in primates over several weeks, without surgery,
drugs, or dietary changes. The disadvantages are that it requires highly trained
investigators, shilled in designing complex schedules of reinforcement and utilizing
complex equipment and that the experimental designs are questioned by members of

animal rights movements

c) CySTEAMINE (HSCH2CH2NH2)

According to a recent review39, the cysteamine-induced duodenal ulcer in rats

has become the most widely used animal model of duodenal ulcer disease.

Cysteamine is a sulfhydryl compound with a variety of biological effects. 5 It

is formed in mammalian tissues by enzymatic hydrolysis of pantetheine47 48

, and plays
a role in the biosynthesis of hypotaurine. It has been used clinically to treat paracetamol

poisoning and nephropathic cystinosis, and experimentally as a radioprotective agent.

That cysteamine invariably causes the development of acute perforating
duodenal ulcers in rats when administered to these rats either orally or parenterally,
was a serendipitous discovery by Hans Selye and Sandor Szabo during the course of

some experiments to study the effect of hormones on resistance to various toxicants?.

The ulceration is associated with increased gastric acid output, delayed gastric
emptying, and elevated serum gastrin levels, and can be modulated by antacids,
anticholinergic drugs, histamine receptor antagonists and vagotomy. This model is
similar to human duodenal ulcer disease in virtually all morphological and functional
parameters. However, a difference is its frequent association with adrenocortical

lesions.







































































































































































































































































