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Abstract:

Colorectal cancer is one of the malignant tumors with high incidence rate in the world. Many studies have shown that intestinal flora and its metabolites
are closely related to the occurrence and development of colorectal cancer. The colonrectum have the largest number and highest abundance of bacteria in
the digestive tract, which are used to maintain the host intestinal ecological balance and participate in the metabolism of nutrients and disease progression.
Recent researchs have found that the metabolites of intestinal flora, such as short—chain fatty acids, ursodeoxycholic acids, exopolysaccharide and £
—galactosidase, inhibit the occurrence and development of colorectal cancer through different molecular mechanisms. At present, there are few reviews on
the relationship between intestinal microflora metabolites and colorectal cancer. Therefore, this article summarized the inhibition effects and molecular
mechanism of representative metabolites on colorectal cancer.

Keywords: Colorectal cancer;Short—chain fatty acids;Ursodeoxycholic acids; Exopolysaccharide; B —galactosidase
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