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Abstract : Aloe-emodin (AE), a natural anthraquinone compound found in medicinal plants such as Rheum
and Aloe species, has demonstrated significant antitumor activity. lts mechanisms of action involve
multiple signaling pathways and molecular targets, exerting anticancer effects by inhibiting tumor
cell proliferation, inducing apoptosis and pyroptosis, impeding migration and invasion, suppressing
tumor angiogenesis, and modulating the tumor microenvironment. Based on a review of domestic
and international literature on the antitumor research of AE, this article summarizes and analyzes its
pharmacological effects and molecular mechanisms,aiming to provide a reference for further research
and development of AE.
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