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Advances in anti—-tumor effects of Ginsenoside Rg3
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[Abstract] Ginsenoside Rg3 is one of the most active ingredients in Ginsheng, which can induce the apoptosis of cancer
cells, inhibit the growth, adhesion, invasion, metastasis and formation of new blood vessel. Furthermore, the combination of
Rg3 and chemotherapeutic agents can increase therapeutic effects. The mechanism may be has some connection with the

inhibition of the activation of NF-kB. Ginsenoside Rg3 as one of adjuvant medicines, play important part in the mode of

comprehensive treatment in tumor.
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