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[ Abstract] Colorectal cancer is a commonly cancer in gastrointestinal surgery,which has a highly mor-
bidity and mortality in China,but its pathogenesis is not very clear. A number of scientific evidences suggest
that colorectal cancer is closely related to fat metabolism. Therefore,it is important to sufficiently understand
the correlation between colorectal cancer and fat metabolism, which may help for early diagnosis and treatment
of colorectal cancer,thereby reducing mortality and improving survival rate. The purpose of this article is to

review the existing research on the mechanisms of fat metabolism and the occurrence and development of colo-

rectal cancer,and to provide a reference for later research.
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