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increase in the incidence of GI hemorrhage, according to this meta-analysis of 24
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at site of carageenin injection. Selective COX-2 inhibitor blocks COX-2 dependent
prostaglandin production, reduces inflammatory cell infiltrate but does not induce gastric
ulceration.
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diclofenac/misoprostol, compared with those taking acetaminophen.
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In this trial of both osteoarthritis and rheumatoid arthritis patients, celecoxib was associated
with fewer confirmed upper Gl events (perforations, ulcers, and bleeds, as well as
symptomatic gastroduodenal ulcers) compared with diclofenac and ibuprofen (secondary
endpoint). However, the primary endpoint of upper GI perforations, ulcerations, and bleeds
did not achieve statistical significance.
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Excellent review of the literature regarding the mechanisms of action as well as adverse
reactions associated with NSAIDs.
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Excellent review, including new concepts of COX-1/COX-2 inhibition with regard to
understanding efficacy and toxicities of NSAID:s.
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A concise description of prescription and OTC NSAID GI complications as noted in the
prospective Arthritis, Rheumatism, and Aging Medical Information System (ARAMIS)
database.
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Classical, Nobel Prize winning article.
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Excellent review of epidemiology and treatment of NSAID-induced gastropathy.
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