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Research progress on antitumor mechanism of costunolide
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Abstract: The treatment of malignant tumors has always been a medical problem. In the past half century, the incidence and mortality
of tumors have been increasing, which continues to endanger human life and health. Costunolide extracted from Aucklandiae Radix is a
natural sesquiterpene lactone with strong anti-tumor effect. Costunolide can inhibit tumor cell proliferation, induce tumor cell
apoptosis, inhibit tumor cell migration and invasion, and can reverse multidrug resistance and cooperate with drugs. This article reviews
the anti-tumor mechanism of costunolide to provide reference for its further clinical research and application.
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Table 1 Mechanisms of action of costunolide in tumors
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