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[Abstract] With extensive biological activities, fibroblast growth factors (FGFs) affect the growth, proliferation and differentiation of a variety
of cells, such as vascular endothelial cells, fibroblasts, neurons and astrocytes and are involved in various physiological and pathological repair

processes such as growth and development as well as the repair of tissue injury and nerve injury. Currently, a lot of studies have revealed that

some FGFs can promote the recovery of nerve injury, such as spinal cord injury, peripheral nerve injury, traumatic brain injury and neonatal

hypoxic-ischaemic brain injury. In this paper, the role of FGFs in the recovery of nerve injury and related mechanisms were reviewed.
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TRBERAIRTT AT LIRS G2 6 h PRI R A 5 i B
A JLRGREAR B, i PR R & B AT 54367 NHI Al
W, A5 &M, FGFs 25 NHI 64
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R RIS, AR Y BBB 5 88 M, it A At IX 45
Mg . 5hh, WF5E & BLFGF1 1] # 1% Caspase
319, B YIZ R ADP- B0 R A B (poly ADP-ribose
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