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Plant anthocyanin exert antitumor effect and mechanism of
by JNK signaling pathway
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Abstract: JNK signaling pathway plays an important role in the patho-
genesis and development of tumor. In this study, the composition and ac-
tivation mechanism of JNK signaling pathway was reviewed. Moreover,
the ability of inhibiting the proliferation, invasion and apoptosis of breast
cancer, prostate cancer, liver cancer, etc by plant anthocyanin was sum-
marized, in order to provide a certain basis for the application of plant an-
thocyanins in developing clinical medicine and drugs.
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Figure 1

Mechanism of JNK signaling pathway
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Figure 2

Anti-tumor mechanism of plant anthocyanin

through the JNK signaling pathway"'*]
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