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[Abstract] The incidence of colorectal cancer (CRC) is the third highest in malignant tumors in China and the

world, and it is gradually increasing. In recent years, a large number of studies have shown that abnormal expression of

rhythm genes is closely related to the occurrence, development, treatment and prognosis of CRC. Rhythm genes are molec-

ular determinants of the biological clock and are involved in several physiological processes by regulating the clock-con-

trolled genes (CCGs). This review summarizes the expression, influence and mechanism of rhythm genes in CRC.
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