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[Abstract] Dioscin is a natural steroidal saponin compound which can be extracted from the rhizomes of

some dioscoreaceae plants. Pharmacological study showed that it could improve cardiovascular function, pro-

tect the liver,regulate the body's immunity,and anti-platelet aggregation.lower blood lipids and other pharmacologi-

cal effects. Recent studies have shown that dioscin has a good anti-tumor effect and is a new anticancer drug with great

potential. It can cause tumor cell apoptosis through various pathways,which has been confirmed by a large number of

experiments in vivo and in vitro. This article reviews the anticancer mechanism of dioscin studied in recent years.
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