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Abstract: Cannabidiol is a non-physiologically dependent component, have no addiction of cannabis, and can be selectively used in

treatment of advanced cancer. Cannabidiol has an inhibitory effect on cancer cells and is a promising new antitumor drug. This article

reviews the anti-tumor mechanism of cannabidiol in regulating the apoptosis of various cancer cells, inhibiting the proliferation of

cancer cells, and reducing the aggressiveness of cancer cells, in order to provide reference for the anti-tumor research of cannabidiol.
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