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Abstract

Fibroblast growth factor receptors (FGFRs) are high-affinity tyrosine kinase receptors (RTK), which bind to fibroblast growth factors
(FGFs) ligands for signaling, and participate in key processes such as embryonic development, cell proliferation and migration,
angiogenesis, and wound healing. Disorders of glucose and lipid metabolism, including diabetes, obesity, non-alcoholic fatty liver,
hypertension, cardiovascular diseases, hyperuricemia, etc. With the aging of China's population and the change of people's lifestyle, the
prevalence of metabolic diseases is increasing year by year. In recent years, studies have found that FGFRs plays an important role in the
regulation of glucose and lipid metabolism disorders. This paper reviews the research progress of FGFRs in related metabolic diseases.
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