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[ Abstract)

summarized and discussed with the reference of relevant literatures of inhibition in recent years. The re-

In this paper, the mechanism of apigenin’s inhibition of cancer cell proliferation was

search showed that apigenin had the effects of inhibition of proliferation and cell apotosis induction on vari-
ous kinds of cancer cells and the mechanism was further concentrated on the cellular and molecular levels
such as regulating cell gene related to cell cycle and apotosis, blocking cell cycle of GO/G1,S and G2/M
stage , influencing the expression of protein and kidney related to mitochondrial or non-mitochondrial control
of apotosis, inhibiting tumor angiogenesis and increasing the sensitivity of tumor cells to chemotherapy

drugs. The mechanism of apigenin’s inhibition of cancer cell proliferation is worth our further exploration.

Apigenin has broad application prospects as an anticancer compound widely distributed in nature.
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