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Abstract

Patients with inflammatory bowel disease (IBD)
have an increased risk of developing intestinal
epithelial dysplasia and colorectal cancer (CRC).
The risk of CRC in patients with ulcerative coli-
tis is equivalent to that in patients with Crohn’
s disease. Risk factors for the carcinogenesis
of CRC among IBD patients include the extent
and duration of disease, increased severity of
inflammation, and coexisting primary sclerosing
cholangitis (PSC). The neoplastic transformation
in IBD is thought to occur in the inflammation-
dysplasia-carcinoma sequence. Colonoscopic
surveillance with random biopsies remains
the major way to detect early dysplasia. When
dysplasia is found, proctocolectomy should be
considered for these patients. After 8-10 years
of the disease, patients should begin to undergo
surveillance colonoscopy to detect dysplasia and
CRC. New endoscopic and molecular screen-
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ing approaches may further facilitate dysplasia
surveillance and provide deep understanding of
IBD-associated neoplastic transformation.
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TIRIRRER); WK, — S22 155 (WA AR S, Y% imean, FriEZESD, FEYSG, Al 30 FIREZRP, AHC R H); 2
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