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Abstract

Keywords

Colorectal cancer is one of the most common malignant tumors of digestive tract, and its incidence is on the
rise. Colorectal cancer is the result of multiple factors such as diet, genetics and inflammation, among which gut
microbiota dysbiosis plays a certain role in the occurrence and development of colorectal cancer. Gut microbiota
dysbiosis can affect the occurrence and development of colorectal cancer through many ways, such as destroying
intestinal mucosal barrier, induce chronic inflammation and producing toxic metabolites. Studys on the
mechanism of intestinal flora imbalance and the occurrence and development of CRC will provide new targets for
the treatment of CRC.
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