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Abstract: Costunolide is a sesquiterpene lactone compound from Aucklandiae Radix, and have wide range of biological activities.
Costunolide has anti-inflammatory, antitumor, neuroprotective, vascular protective, and antibacterial effects. This article summarizes
the research progress on the pharmacological effects of costunolide, to provide reference for development and utilization of costunolide.
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