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lung cancer

FANG Liyuan', WANG Runxi', FANG Yuhang’, ZHANG Ying'

1. Department of Oncology, Guang'anmen Hospital, China Academy of Chinese Medical Sciences, Beijing 100053, China
2. Graduate School of Beijing University of Chinese Medicine, Beijing 100029, China

Abstract: Resveratrol is a natural compound, which belongs to the non flavonoid polyphenol compound. It exists in a variety of
plants and shows a good anti lung cancer effect. Resveratrol can inhibit the proliferation of tumor cells by blocking cell cycle,
regulating gene expression, inhibiting anaerobic glycolysis and interfering with related signal pathway transduction. It can inhibit
tumor cell invasion and migration by down-regulation of metalloproteinases (ADAM), matrix metalloproteinase (MMP), etc.
Resveratrol can inhibit tumor angiogenesis by down-regulation of vascular endothelial growth factor (VEGF). It can induce the
tumor cell apoptosis and autophagy by activation of death receptor pathway and mitochondrial receptor pathway. It can reverse
targeted drug resistance by inhibition of drug resistance genes, and enhance chemotherapy drug sensitivity. This article
systematically reviewed the research progress of resveratrol's pharmacological action and mechanism against lung cancer at home
and abroad, providing a reference for the development of new drug development against lung cancer.
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Fig.1 Mechanism of resveratrol's anti lung cancer effect
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