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Research progress on pharmacological effects of triptolide against tumor

HUANG Yu, MA Quanxin, LING Yun
Laboratory Animal Research Center, Zhejiang Chinese Medical University, Hangzhou 310053, China

Abstract: Triptolide, extracted from Chinese herb Tripterygium wilfordii, is a natural product with multiple biological activities, which is
the main effective component in preparations of 7. wilfordii tablets and T. wilfordii polyglycoside tablets used for anti-inflammatory and
immunosuppression in clinic. Pharmacological studies show that triptolide has a broad spectrum and high efficient antitumor activity. The
mechanism of action involves inducing apoptosis, blocking cell cycle and reversing multidrug-resistance of tumor cells. This review
summarizes the research progress of antitumor activities and related mechanisms of triptolide in the digestive system, reproductive system,

hematological system, respiratory system, so as to provide a theoretical basis for speeding up the development of new antitumor drugs.
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