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Research progress in chemical constituents and pharmacologic actions of ethyl
acetate extract of Tripterygium
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Abstract: The chemical constituents of Tripterygium are complex and have a wide range of pharmacologic effects. A variety of
chemical constituents have been isolated from the ethyl acetate extract of Tripterygium. There are mainly diterpenes, triterpenes,
sesquiterpenoids, alkaloids and other compounds. Pharmacological studies have shown that it has anti-inflammatory,
immunosuppressive, anti-platelet aggregation and insecticidal activity. This review summarizes the research progress of the chemical
constituents and pharmacologic effects of ethyl acetate of Tripterygium, and provides a theoretical basis for the future research.
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