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Progress on Celastrol in Anti-tumor Effects and Mechanism
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Abstract: Celastrol is one of the natural active ingredient in traditional Chinese medicine Tripterygium wilfordii, which has many

biological activities such as anti-rheumatoid, anti-inflammatory, anti-tumor and so on. In recent years, celastrol has attracted

much attention in anti-tumor therapy due to its advantages of low toxicity, multiple targets and broad spectrum. Celastrol can in-

hibit tumor proliferation, invasion and metastasis, and induce tumor cell apoptosis via regulating various signaling pathways

such as PI3K/AKT, NF-kB, MAPK and STAT3 pathway. This paper summarized the anti-tumor effects and mechanism of celas-

trol, in order to provide reference for the future research.
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