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The Role of Fibroblast Growth Factor in the Growth and Development of Skin Cells
ZHANG Kaini"?, XU Nuo', GAO Shuang?®, XU Ke?, YE Jiabin', ZHAO Wengang®
( 1.College of Life and Environmental Science, Wenzhou University, Wenzhou 325035, Zhejiang, China; 2.Institute of Life
Sciences & Biomedical Collaborative Innovation Center of Zhejiang Province, Wenzhou 325035, Zhejiang, China; 3.School of

Pharmaceutical Sciences, Wenzhou Medical University, Wenzhou 325035, Zhejiang, China )

Abstract: Fibroblast growth factor (FGF) is a class of polypeptide growth factors with multiple biological activities. The
mammalian genome contains 23 members of the fibroblast growth factor family. Fibroblast growth factors can signal by binding
to a variety of FGF receptors (Fibroblast growth factor Receptor, FGFR1-4). It regulates the physiological activities of the body
through paracrine or autocrine, and then plays a wide range of biological functions, and plays an important role in the growth
and development of the body and tissue repair. Fibroblast growth factor in skin is the main regulator of skin cell migration,
proliferation and differentiation. This article elaborates on the interactions between various FGFs such as FGF1, FGF2, FGF4,
FGFS, FGF7, FGF10, FGF19, FGF21, FGF22, and skin keratinocytes and fibroblasts, including cell proliferation, migration,
differentiation, melanin synthesis, and skin oxidative stress. It demonstrates that fibroblast growth factor plays an important role
in regulating cell migration, proliferation, differentiation, anti-inflammatory and antioxidant effects in the skin, This provides
a basic idea and effective integration for the application of FGF in skin pathophysiology, lays a theoretical foundation for

subsequent research and clinical application of drugs, and brings new research ideas for maintaining skin physiological health

and promoting wound repair.

Keywords: fibroblast growth factor; skin; skin physiology; keratinocytes; fibroblasts
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YERL o FORSXIR AL It B ARG HIAREL,  (ELER T LA AR AN
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