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* Harrison's Principles of Internal Medicine. 16th ed.
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*NSAID, non-setroidal anti-infalmmatory drug; COX-2, cyclo-oxygenase-2; PPI, proton pump inhibitors.
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Drugs-Related Peptic Ulcer
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Except of aspirin, non-steroidal anti-inflammatory drugs (NSAIDs) were prescribed in 25.6% patients
in outpatient services in Taiwan. Peptic ulcer disease was found in 20% patients during taking NSAIDs, and
1-4% patients suffered from other complications, such as bleeding or perforation. Incidence of peptic ulcers
decreased now but an increasing proportion is related to NSAID and the mortality is high. There are several
drugs prescribing for treatment or prevention of NSAIDs-related ulcer. Selective COX-2 inhibitors, histamine H2-
receptor antagonists and proton pump inhibitors are prescribed for treatment of NSAIDs-related ulcer. In addition,
prevention of NSAIDs-related ulcer must be in accordance with risk. Least ulcerogenic NSAIDs are prescribed
for the patient without risk. In patient with risks, NSAIDs may be shifted to selective COX-2 inhibitors or combined
with H2-receptor antagonists or proton pump inhibitors according to the risks. ( J Intern Med Taiwan 2009; 20

203-208 )



