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Abstract This article summarizes the anti-tumor mechanism of the effective components of Yadanzi
(Bruceae fructus), mainly including inhibition of tumor cell proliferation, induction of tumor cell apoptosis and
autophagy, regulation of cell growth cycle, inhibition of tumor cell invasion and migration, and improvement of

sensitivity to radiotherapy and chemotherapy, and the anti-tumor mechanism of the effective components is

various, demonstrating anti-tumor effects of Yadanzi could be realized by multi-target and multi-pathway.
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