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Abstract

Cycloxygenase-2 (COX-2) plays an important role
in the development and prognosis of ulcerative
colitis. First, it may initiate inflammatory process.
Many studies show that expression of COX-2 is
significantly increased in the lesion of ulcerative
colitis. During regenerative phase, inhibition
of COX-2 may hinder the healing process, and
thereafter exacerbate symptoms. COX-2-induced
regeneration is monitored under delicate systems. If
the balance of this system is disturbed by unknown
factors, dysplasia or even carcinoma may develop.
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