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Abstract: Resveratrol is a stilbene compound mainly derived from plants such as grapes, peanuts, blueberries, etc. Resveratrol has
shown great potential in anti-tumor activities. Resveratrol not only inhibits tumor cell proliferation and induces tumor cell apoptosis,
but also inhibits tumor invasion and metastasis, suppresses exosome secretion, enhances chemoradiotherapy sensitivity, and regulates
the tumor microenvironment to exert anti-tumor effects. This article reviews the research progress on the anti-tumor effects of
resveratrol and explores its potential applications in tumor treatment.
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