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[Abstract] This article summarizes the mechanism of icariin in the treatment of colon cancer. Icariin can
inhibit the abnormal proliferation of colon cancer cells by regulating related proteins and blocking the cell
cycle; it can induce programmed cell death in colon cancer cells by regulating the balance of pro—apoptotic
and anti—apoptotic proteins; it can treat colon cancer by inhibiting the invasion and migration of tumor cells; it
can improve the tumor immunosuppressive microenvironment by reconstructing immune cell function and restoring

T—cell immune surveillance; the combined use of icariin with radiotherapy and chemotherapy can enhance the

efficacy of chemotherapy/radiotherapy.
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