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[ Abstract | Fibroblast growth factors (FGF) are a group of structurally related
polypeptides which constitute an elaborate signaling system with their receptors. Evidence
accumulated in the years suggests that the FGF family plays a key role in the repair of
central nervous system injury. The main protective mechanisms include activating the
expression of PI3K-Akt, peroxisome proliferator-activated receptor (PPARY) and other
signals; inhibiting NF-kB-mediated inflammatory response, oxidative stress and apoptosis;
regulating neuronal differentiation and neuronal excitability as well as participating in
protection of neurovascular units and nerve function repair. This paper comprehensively
summarizes the latest research progress in FGF signaling related to diseases of the central
nervous system such as cerebral infarction, cerebral hemorrhage, traumatic brain injury,
Alzheimer’s disease, Parkinson’s disease, epilepsy and depression, aiming to provide
scientific basis and reference for the development of innovative FGF drugs for the

prevention and treatment of neurological diseases.
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[ ZEB&IE | I R %A% 9% (Alzheimer’s disease, AD) ; ax &F 4 28 i £ K B -F (fibroblast
growth factor, FGF) ;FGF % 4Kk (FGF receptor, FGFR) ; 4% 5% JR & 4L 649 & & 3 B (mito-
gen-activated protein kinase, MAPK) ; & A5 Bt JUEE 3% B ( phosphoinositide  3-kinase,
PI3K) ;& @ # B&B (protein kinase B,Akt) ;id B AL B3 50 478 7% & R (peroxisome
proliferator-activated receptor, PPARy) ; B 5 B Cy (phospholipase Cvy,PLCry); X Ji& P )
Fk#e % (middle cerebral artery occlusion, MCAO) ; ¥4 & &% -1-# 8 (sphingosine-1-phos-
phate, S1P) ; AMP &1L & # 85 (AMP-activated protein kinase, AMPK) ; fo /AT 4 4
K B F % (platelet-derived growth factor receptor,PDGFR);S1P% 4K (SIP receptor,
S1PR) ; B4n JeHk &8 % & (B cell lymphoma protein, Bel) ; Bt X % & B4 (cysteine aspartic
acid specific protease,caspase) ;4% B -F-kB(nuclear factor-k B, NF-kB) ; BLIMZ 538 7 i
B4 (extracellular signal-regulated kinase , ERK) ;/24% RNA (messenger RNA ,mRNA) ; &4~
% (interleukin, IL) ; # &£ A — &AL £, 484 (inducible nitric oxide synthase ,iNOS) ; #& & &
PR B (glycogen synthase kinase,GSK) ; B###-%& @ (amyloid B-protein, AB);1-F
H-4-3K35-1,2,3,6-19 2972 (1-methyl-4-phenyl-1,2, 3, 6-tetrahydropyridine , MPTP)
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