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Progress in the study of tumor apoptosis signalling pathway induced by

ginsenoside-Rh2
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Abstract: Ginsenoside—Rh2-induced tumor apoptosis signaling pathways are complicated and always involved
in cross—talking among different pathways. It can cause tumor apoptosis by inducing cell cycle arrest or regu—
lating ROS, Ca?", PKC, or JNK-mediated cell signaling pathways and TRAIL-R1(DR4) -mediated death receptor

pathways.
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