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Study on Anti-atherosclerosis Effect of Fibroblast Growth Factor 21
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Abstract: Fibroblast growth factor (FGF21) is an endocrine factor involved in the regulation of glucose and lipid metabolism and insulin secretion. It
is mainly expressed and secreted in liver, fat, pancreas and muscle tissues. Recent studies have shown that FGF21 has cardiovascular protective

effects and can inhibit the occurrence and development of atherosclerosis. FGF21 can be used not only as a biomarker for predicting atherosclerosis,
but also as a potential target for the treatment of metabolic diseases and atherosclerotic cardiovascular diseases. This article reviews FGF21 and its

Medical Information Oct. 2020 Vol. 33 No.19

DOI;10.3969/].issn.1006-1959.2020.19.009

anti-atherosclerosis and biomarker effects in order to provide reference for clinical treatment.
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