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Patients with ulcerative colitis have an increased risk of colorectal cancer. Studies have pointed out
that chronic inflammation can lead to cancer, but the mechanism by which it does is still unknown.
Because Tp53 mutations are commonly found in colitis-associated cancer, they are thought to be
an important factor in carcinogenesis. This study aimed to elucidate the mechanism of colitis-
associated cancer using Tp53KO mice. While some crypts are thought to be starting points for
recovery in ulcer healing, a mutated lesion will form in a Tp53 mutated crypt, suggesting a possible
mechanism of Tp53 mutation lesion formation. The risk of the development of cancer increased in
correlation with the size of the lesion bearing the mutation and the duration of inflammation. Beta-
catenin mutations were frequently found in the cancers that developed in the Tp53KO mice.
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Patients with ulcerative colitis have an increased risk of colorectal
cancer. Studies have pointed out that chronic inflammation can lead to cancer, but the mechanism by
which it does is still unknown.

Because Tp53 mutations are commonly found in colitis-associated cancer, they are thought to be an
important factor in carcinogenesis. This study aimed to elucidate the mechanism of
colitis-associated cancer using Tp53KO mice. While some crypts are thought to be starting points for
recovery in ulcer healing, a mutated lesion will form in a Tp53 mutated crypt, suggesting a
possible mechanism of Tp53 mutation lesion formation. The risk of the development of cancer
increased in correlation with the size of the lesion bearing the mutation and the duration of

inflammation. Beta-catenin mutations were frequently found In the cancers that developed in the
Tp53KO mice.
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