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Research Progress on the Anti-tumor Mechanism of Indole Alkaloids QUAN Hui-yan', CHEN Yu-lin' , SHANG Hong-yu',
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Abstract: As an important class of heterocyclic alkaloids, indole alkaloids have become a research hotspot in anti-tumor drugs,
because of their wide sources, diverse structures,and broad pharmacological effects.The anti-tumor mechanisms of indole alkaloids
encompass multiple aspects, such as inducing apoptosis, inhibiting invasion, regulating cell cycle and miRNA, promoting
autophagy , and enhancing immunity, which shows great potential for development in the field of tumor treatment.The anti-tumor
mechanisms of indole alkaloids based on existing literature were summarized.It aimed to provide reference for further research and
application.
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