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Progress of Signaling Pathways Related to Quercetin in the Prevention and Treatment of
Hepatocellular Carcinoma®

YAO Sanfei'?, LIU Jiangkai' (1. Dept. of Gastroenterology and Hepatobiliary Medicine, the First
Affiliated Hospital of Henan University of Chinese Medicine, Zhengzhou 450000, China; 2. the First
Clinical Medical College of Henan University of Chinese Medicine, Zhengzhou 450000, China)

ABSTRACT Hepatocellular carcinoma ( HCC) is the sixth most common malignant tumor in the world. It has the
characteristics of high incidence, high malignancy and poor prognosis, which poses a serious threat to people’ s life
and health. At present, the main treatment for HCC include surgical resection, drug therapy and interventional
therapy. However, all these treatment methods have certain adverse drug reactions. Recent studies have confirmed that
quercetin has a good anti-HCC effect. By reviewing the relevant literature on signaling pathways of quercetin in the
prevention and treatment of HCC at home and abroad in recent years, this thesis found that quercetin can inhibit the
growth , proliferation, metastasis and angiogenesis of HCC by regulating multiple signaling pathways such as Wnt/
B-catenin, PI3K/Akt, MAPK, p53, JAK/STAT. It has multiple effects such as reversing precancerous lesions and
multi-drug resistance of liver cancer, and inducing cell cycle arrest and apoptosis of tumor cells, with significant anti-
tumor effects. By introducing the mechanism of quercetin mediated HCC-related signaling pathways, this thesis
provides a theoretical basis for the development of new anti-tumor drugs.
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