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Roles of FGF1 in liver diseases

WANG Yalin, YE Xuan, GAO Beibei, CHEN Lei*
(Department of Endocrinology, the Affiliated Suzhou Hospital of Nanjing Medical University, Suzhou 215000, China)

Abstract: Fibroblast growth factor 1 (FGF1) is a signaling protein encoded by the FGFI gene, which is

widely expressed in the human body. It plays a crucial role in regulating inflammation, maintaining

homeostasis, and managing antioxidant and endoplasmic reticulum stress in the liver. Recent studies have

shown a close association between FGF1 and the development and progression of various liver diseases such

as non-alcoholic fatty liver disease (NAFLD), liver fibrosis, cirrhosis, hepatocellular carcinoma (HCC), acute

liver injury and cholestatic liver disease. The expression level of FGF1 is also linked to the prognosis of

hepatocellular carcinoma, making it a potential biomarker for liver diseases. Moreover, exogenous FGF1

shows promise in the prevention and treatment of certain liver diseases.

Key Words: fibroblast growth factor 1; liver diseases; inflammation; oxidative stress; glucose metabolism;

lipid metabolism
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