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Research progress on antitumor mechanisms of sinomenine
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China Academy of Chinese Medical Sciences, Beijing 100700, China

Abstract: Sinomenine is a major alkaloid from Sinomenii Caulis. In recent years, the antitumor activity of sinomenine attracted more
attentions. Experimental studies have showed that sinomenine could induce apoptosis of tumor cells, inhibit invasion and migration
of tumor cells, influence tumor angiogenesis, reverse multi-drug resistance of tumor cells, coordinated with chemotherapy drugs and
so on. This article made a summary for domestic and foreign study literatures for antitumor mechanisms of sinomenine, to expect to

provide the scientific basis for the in-depth studies of sinomenine.
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