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Abstract: As an intangible cultural heritage of the Chinese nation, traditional Chinese medicine (TCM) has been deeply
integrated into the global healthcare governance system. This article focuses on the study of the main alkaloid component,
evodiamine (Evo), in the traditional Chinese herb Tetradium ruticarpum (A. Juss.) T. G. Hartley. Evo, an indole alkaloid,
possesses various pharmacological activities such as anti-tumor, anti-inflammatory, antiemetic, analgesic, and antihypertensive
effects. It has shown significant anti-tumor activity in various cancers including liver cancer, ovarian cancer, colorectal cancer,
lung cancer, and kidney cancer. Exploring the molecular mechanisms of Evo's anti-tumor pharmacological effects is one of the
key focuses in the research field of Evo-based anti-tumor drugs. Through comprehensive analysis of multiple domestic and
international studies, this article reviews the specific molecular mechanisms of Evo's anti-tumor effects, including promoting
tumor cell apoptosis, autophagy, and ferroptosis, blocking the cell cycle, influencing glucose metabolism, and regulating the
tumor immune microenvironment. It also discusses the synergistic anti-tumor efficacy of Evo and the limitations of its clinical
application, providing a reference for the development of Evo-based anti-tumor drugs.
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Fig.2 Evodiamine exerts its anti-tumor activity through regulation of apoptosis, autophagy, ferroptosis, and cell cycle arrest
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Fig.3 Evodiamine exerts anti-tumor effects through other ways
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