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[ Abstract] Vascular disrupting agents ( VDAs) are a novel class of the antilumor agents that selectively damage the established
tumor vessel. This kind of agents can seleclively damage the tumor vascular, which apply adequate oxygen and nutrient for tumor

growth and metabolism, and result in the tumor cell necrosis. In recent years, a number of VDAs that interact with microtubule had

been involved in clinical trials, and showed good prospects for development and application, which were summarized in this paper.
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