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1ER, NEXEBBaRETIER.

Kigia PRAHEARERET 9, MERT, AT, MERRIE

FEDES Q421; R338; Q71 MERERS A

The role of fibroblast growth factor 9 in the nervous system

ZHANG Xinming'-?, JIANG Le!,YI Le' -2, ZHANG Shaoran'-2, LI Yijia’, GUO Moran' -2 "

(1. The Second Hospital of Hebei Medical University, Shijiazhuang 050000, China; 2. Key Laboratory of Clinical Neurology, Ministry of Education, Hebei Medical University,
Shijiazhuang 050000; 3. Hebei Senlang Biotechnology Co., Ltd., Shijiazhuang 050000)

Abstract Fibroblast growth factor 9 (FGF9) is an important member of the fibroblast growth factor family, which regulates
diverse cellular processes, including proliferation, differentiation, apoptosis, and migration. FGF9 has also been shown to p lay
key roles in tissue and organ development, energy metabolism, and tumor progression (e.g., lung and liver). However, its
functions in the nervous system remain incompletely understood. This review summarizes current knowledge on the roles of
FGF9 in nervous system development and function, encompassing neuronal protection, astrocyte differentiation, neural
regulation, and the growth of nervous system tumors. Potential underlying mechanisms are also discussed. These findings may
provide new insights into the development of prevention and treatment strategies for neurological diseases.
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W, FGFs fEMFNHA mE R P FGF9 18 FGFs IEE A2 —, HIEECHE S 2 R
FRGAE, HAEER SRR E, Rt — B2 E AN 78 kS B

1 FGF9 BI&EYI=451

1.1 FGF9 BEARMR
FGF9 & —f H 755 p W R A i 1, R — MR 20 1R, fENEBER avp FIHT K

WSk H #91: 2025-12-11

REEUH: EEARRI R4 (82371452); A4 H AAR 243 4:(H2024206206) ; il -k P& LK 2% 16 K = 27 63T 0F 5% [41 BA (202409B) -
E& i KW (2000—) , L, A, PR Ji: MERs. Email: 3272365046@qqg.com

W% kit 2026-08-04 15:43:16 g5 k. httpsi//link.onki.net/urlid/11.4822.R.20260804.1401.004



2 o B R AR S

W, o4 23 kDall. Bl 208 MEEBRA K, B2 o BIER B TR, H BB =t
BLLEM R FGFs FRHIAREMELEME, FGF N wifs 5 ki S E AW B4R sh, C mfESikisS %
RS IR R R . FGFs £ %5 FGF %24k (fibroblast growth factorreceptor, FGFR) 454 kA4 7
fEM, FGFR F%734 4 F (FGFR1~FGFR4) , Hth FGF9 /& FGFR3 (147 5 1 iy 55 A1 ) 3 i ok
fifk, H5 FGFR2 SRR AR, fEM R T, FGF9 Ml L4 MM p1-p2 A pl0-p11 5
FGFR2c/FGFR3c #ityif4di&, Hixdi& 7 AAEMH T FGFRL 1 FGFR4. It4h, 7EHrHA S, p-
Klotho AT #MEFF R Thae, WhE S 30 PG S 30, 53 Ah FGFs 4L, FGFI S5 R4 &k
J1EERFE, JEH FGF9 5 s nl i [RIUR — Ak, HZARGE & I3 R e SRR R, Mk
FGF9 [1—Fh B Sl HLHIE . FGFO MuRr i 45 My RFAE LA B RR R P Thie, o 25 s i 44t 17 %
BRI AR
1.2 FGF9 RIEXRIER

TR, CHBZWARE FGFI £ & M RATMIEM, W FGF9 fEREEMU. MIGKE . M
AR RERRESHLRE T Z A .
1.2.1 FGF9 7fEReERBIHRIVER

fEREREAR W P, FGF9 fE N Wi K 7, Wl ASr F ARG R A Rk ik 72, AR MIMEE A
1(uncouplingprotein 1, UCPL){IKixk, EARNLHI N FGF9 &5 & FGFR3 J& {2 i il 51 i & E2(prostaglandin
E2, PGE2)/rilt, PGE2 #id4H/ffE F G HERELZAA EP2 M EP4 JEALMERE M 2K, (R
UCPL mifitl s 7454, JHHZE ATEN | M FLI M E/EREA 1 AB0RESE &, M UCPL
() e 3Rk B AR B A AR, SAABREAE 2 BB JR 78 S AR IR 7 R4 TR i S A
122 FGF9 EBHAREHRIER

EB#E K E T, FGF9 & & RIS AR 7, FGFO Re e 7F B 7] 78 5 + 40 i 7 16 3 e
BUEN FGFRL R E/E I, FGF9 — J7 TH nl i@ ik i A Bk WL EE 3-F B/ & 113 & B(phosphatidylinositol 3-
kinase / protein kinase B pathway, PISK/AKT) %@ i i s ig B R R 1A, (RN 4k, o —J7 vl i@
o 22 4 J50E Ak B B TR 0 /40 i Ak 45 5 R 7Y 08 G 2% (mitogen-activated protein kinase Kkinase/
extracellular signal-regulated kinase pathway, MEK/ERK)# % T il i B & K %3k, 06 E 01k, £
FGF9 fie i b X {5 5 388 6 8 28 1 6 1] 70 o 1 4t %) e B - iy 20 A P18, R i S v (09 97 B T 1
TRERE . HAh, FGF9 iE nl it 550 W E B AKTL (553840, 48R sem L an R REass, 1E A i 4%
NEREBER B RS IR s E 101,
1.2.3 FGF9 ZEfRfa R BRI EEKFHIER

TEMEIG R B R MR A K 5 T, FGRFO 72 il () /E FH LI SR, AR 1B R 8 5 il s 34 3o 72
YREBEEAER . EMES, FGF9 i A2 il i e 17 i /N 41 g g (small cell lung cancer, SCLC)#% 4k [ ¢
HorT, BRTRERY, 66.7%MEAREIFE FGF9 & /K FTtH&, FGFI @il FGFR 454 7 5 il it
] /NGB R e o0 Ak, T2 FGFR $ 751) AZD4547 Al il iX My A=K, R B FGF9-FGFR #lin] {4
oy 4k SCLC WM AE VR 7§ s 21, FEMR GG & & o, FGF9 1EJy Lt H 7, I 5[] i Re 5 1k
#3%AF Nolzl #iA, Nolzl #id H#E4EE Wnt2 B3I, BIE Wnt2 #5%, 3Emses Fif p- &R E A
553, YA il (5] 5T 40 3% 5 R b Bz 0 e S 4 43 4 04 250,
1.2.4 FGF9 EHMRFHRIER

Ak, ZHHFEARIE T FGF9 1E 2 AN AR 30 B FR B OB MR A, 491 G 41 30 A ) R Bt S A 0% i 17
P FFF 9% 100 JEF 0 e 8 FR 160 FGIRQ 1 R i PR3 B s () DB B TR, MR B /NS b R 4B R A B -
¥4k (epithelial-mesenchymal transition, EMT) FEUEIE#14517; circRNA/MRNA-FGF9 W 4% 838, J
TR /NG LA EMT, IF BRI B 7 4e40 08 FGRO Ik vl {3k a8 i W RAE . F b % T4
RO SF B BT B, DA R B R AR O WU O I RS28), 282 B PTiR, FGF9 E&FZ MM EBEAHABRERE
Kt SR EEEM . SR, FGF9 fEME KRG M IhRENLEIIE 7L b ik, AXBERS
£330 FGF9 TEM 4 R G0 H I A A8 FH Bl R 7 5
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2 FGF9 EHEZERFEFRIER

FGF9 7EM 4 R G AAF TR A R G AN A RGP Yz Rik. HAEKRW R B, /D
Wi Wit EARLEXIEEREEE, EFD. BER, G5 LN WL RS M X IR G KLY, FGF9 17
T 22, FEAFEMET. ERR BN LN RME. HEEERLZ, FGFY ML T
HH ) 2 IA S B S A DX R S R RN R B B BUR U . FE R R IR IR L, AT AR R E A e A R AR
MEIH mRNA fIEA, #aESH5MAERE. WEIiTE. WA UL RAEE S A Y F i f2 25 261,
FGF9 75K 7 WA AR 1 00 2 T M JoR 4t DA % 8 RE 2558 358 2 /N e R 4 it P 7R 380, 3R R LT g
S5 RANT R AT IENE L R AR I B R 4 R R JORE I N S EFE T I B FGFO FE R ) LA R K i
O 22 T b R IA, R M T 4 KR B A 22 0TV R A SRR 1R 26,

2.1 FGF9 BBE(RIF/ER

IR RAEE, FGF9 EZMMA RGN KA KBS EPEEZENHEATIER, B
S/ PURRIEER . FER. W VBN REIL. 2 REEESED, Eimsfmd, W
TPE FGF9 2 2 BUZREM & A IE ML R T RSN SEIGIR B, T FGF9 RIATiF T 2 B
REMPZEICAET., MiiEPL FGFO NI AL K 1% 2 CLRE M &Ry E P8, e EWiws, FGF9 i
Ao 1 B A 5 R T SR O I 2 4R R SR U SUIR AR 4T R 2 2 KR B R IR KT, AT ) 2R AR
IR (A S SCIRR AT, SR = I 0% 1 AP 2B AT PE B0 12% 30, X e R ST IR FGF9 ] {E
NG AR« S I UR S SR IR IT IR R A, (EASSI 0 THLE M A I H, H FGF9 AN H &M
) 45 W R AIE S5 55 0 58 T LA P B O A LR RN

AN, y-Z I T (gamma-amino-butyric acid, GABA) RE#HZ TLAE Jy X 4 2 45 v B (1 411
HlE M2 on, BITBH GABA 4ERF R fil J5 I % v -4 Py, dEm4ERE s e A RS, FRK
B, FGF9 ;& GABA feM & LR IG K T, FGF9 #t2k £ 5 B R I 1 (cyclic adenosine
monophosphate, CAMP) 1 ERK 15 5 il 7 &, 2175 S GABA R4 uIL Tl GABA 73>, 1%
N GABA FEMEITIFIER, TR MlE BN A -G R, & S EOEN R AERPY., FGFO ik ] g
ERK-Nrf2 3@t R 1, G5 i v M Pt S0 B Se B 2 7 1 B, X se i 7 45 35 FGF9
FE A 2 3B AT P50 IR T E IR 9T B A SR AL TR
2.2 FGFY EHERFRBFIIER

NG RGP E BN 5y, FGFI EHE B LMt RIFEEE/EMN . MR RBL, FGF9 Gt
K2 T HUHH B 40 (purkinje cells, PCs)HESI 2L Hm b & F I T, B 204K Bergmann 5 41
i £ 24 <7 B8 R0 5 Wi ok 4 22 e RS, RIS Fas/caspase-3 B, &R K M4 A AERS 33034 1
4b, FGF9 R IE 2 S EUNR/NATGE /N AN ER, & 5] iRz sh bl B ag B, ax gl fE
SE, FGF9 JEik H 7 W fs% 43 WA E s PCs BIEAAFIR B UL Bergmann IR A0 RE, & 4EHF/D
06 38 T 167 e B [ 7

BEAY 2R R B I EBEH R, FGFO fEH LM rh RIE BN, FGFO k& S8k & I
BT REIR , T REREIE Sl P R S RS, FGF9 Il id i FGFR3/PISK-AKT 5 MAPK-ERK i, 1
/D 5 B T A 0 6 458 B 5 1 A 20 9 i R 4 B 43 A 2T, I T e 1R Y 2 9 i R 4T A 9 4 e A Bl
FARBIGE 77, S BEE N AR A ERCR . AN, FGF9 BTN BEA IR R . R A SR E
ik, fEHEREE I AL SR e B, Bilhn, JiERE 40 HL R S R Fofo /N BRAE LR B A H I
T RAE IR, i 2 i FEE 400 A A0 AH 5% 3 DR 3R 08 R B, T AR o A it FE 4 g F) A 9% 366 (R 3k B BST, 3
FGF9 R HRIHE RGN HM A RGMAITURE « BERH I ORI 4 F7 (0 E 2K 1
2.3 FGF9 {Bi#tssfiin ¥ tt

122 5% fiph e L 3 RE A2 A0 40 [0 B Dh B LE 7Y (S BEIA TS, 1 FGFO 78 S fid m] %8 1 AL A28 1 b & 4% B
TR VE A o A P2 B — AN B2 R TS B P R R o 38 A% i 35 IR e ok g T AR Ak P A%
FwZe Fgfo, T PHMTRIZ - R R4 FGFO 12 Sl k., S04 e & BBl I 48 35 5t B 2 22
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ARGERINAS, UESE T FGF9 TE#4E JT WA 45 45 K6 AN 2 ok 4 4k b i) B B $ BT, ek, FGF9 il
RS ERK @B S i NF-kB v M, 3% 5% 5 LW SOR R 40 i 2 il AH OC B (R aA,  HE e sk 8 58
KB, iR gE R R, FGFO Rk i 5 58 f n] S MR AN SCIE R R 0A,  HE L 3k S M v] R K AR K
2.4 FGF9 AT MEEBERNE

LA TR RS, BRI GABA 45 BN 2 R IR 04 7 1 R0 ) 8 ol 22 366 )5
TP RAE T OIE R AL BB R TR, 1% T AR PR S e EE AR HE O AR A DG B8, 7E S &R IGABA
MR ARGF, FGF9 o] LA Z L & A, 39058 o] B A ZBRIKE, R et GABA & Bl i
FHFE TR GABA R EINACR, 4Efr GABA BEfE T HIRR G AEIE, M b A O i 2 fd 8] B 2 & R
IGABA V1. Guo Z5BURF 5 KB, 7F GABA REATZ Juie 7 1w Fgfo ZE K /MR, AT DAL 823
RGN T 2 4 45 R BRIGABA R B G Sk A

3 FGF9 SHEMHEZRRSEENXR

3.1 FGF9 5#HEZRITHER

FOR R 22 (B TSRS FGFO 5 2 POkl #1248 R G (1) R AR R R S5 AR 5B, FGFO 71 B IR Ik i
B RN FEBUR BN, HIRIB A RN, w] R A A M AE N, 7E ATRE A
£ RERE P AR S 290, ), AR R R P BRR B AN Y, FGFO A77E T 2B B 78 A48 K A4 4 5 |
WA IC R R A0, $2on FGF9 2 5P /R BM R B fE . sk, B AR A FGF9 4t
HFAIGFRARRMAGE 17 REYHEE AT AHGEE & ot, KI FGF9 I & 35 4 =1 £ 19 AH g P 14 i
ZITIIAFIE 2, FEIE NP 2 A 2 M 1 K B R 1 B R AL R B S M, 10— 2P 3R FGF9 TER /R % ifg
R 9 B ok R R R HE SRR I UOY. A 4 AR A OGS R BH L 1- Rk -4 2K B -4- i g T R (1-methyl-4-
phenylpyridin-1-ium, MPP*)RJ 54k Py 4h it i 2 B REAR & J0 A0 T . 76 MPPHR A AL v, b 78 FGFO 1]
P&k MPPHF 2 e, (RIPZ BRI 0, & MPPHRIS, BEWHLIA B & /) FGF9 [FIFE 2B R M4 T
T, #h7E FGF9 MIGEM /4N fse o281, DL L4 SR, WK FGF9 J& £ B AE 4 Je 73 b 7 H 1R
T

EFEWp T+, FGF9 BAREMMAERYIEN, FEM ERK B AKEIEH . FGF9 AU ] 14
PRI TE . AR TR N B S R SUIRAR G M BT, I AT I b R i R 4 R R I b 4 IR IR T A
TR &Y Bel-xL Bk, A 404115 1L B caspase-3 7KF, #2080 SUIRK 4 o gL 121290,

R T, Guo SRR FH#E LR /N RS AIAE GABA BeM & o s e PEr % Fofo, S UK Bz R
g B H P R FRIGABA I8 57 A 0 AT, /N RANVGR B ™ B IR, IS T E A KRR
RAETC R, BeAl, MMM SE G 7T ok, FGFO ml@ i BRI SA AL N B . M T, $&FF TDP-25 #
PRI AR 4 NSC-34 BEAARRE /1, g, (Hixg it MR &EshY sl iE, (o8Ziiia
JTHRALHT BB . AL 2 KEMAES, FGF9 EH T EERMMM S HSfEHEE . SR ABMAE
TRETI IR SR 55 5 SOEIR I, HOE TR 4N A 55 S m B v AE N AR . LRI YT RIBAE
A B, X ek BN FGFO X128 2 885 B8 M) va 7 SR 405 T R LS AR U
3.2 FGF9 5%

TEFVACREAH S 7T R, FGFO 7E B3 008 AN A 200 Je o« Af 40 ol . S B ax Alilg S A h i 3R
A FR, HAEMAREIAK R S 2R FGF9 MRIAKFAX T IEH AL RE Fil. AT — PR
FGF9 7EHMARE AR B v (1) KK T, %W 7000 LhAs T FIAICRE AR 2 . 2% HR i RIS SR DK SR04 284 AR AS T 0 2601
T SO AR RE R AL/ BUMLTE TR ) FGF9 /KF, RIL=&FWEIEH /K FEETE, HARNE MmN =
FES FGF9 Wi S/ BMAFEAT N, A Fofo JE D8RG & AT B 2 AR 4T N, 4R
FGF9 7E #IAR AT A A R 15 B R A R i /E D 40, 7R RRIEM e 70, X K K I = 5 FGF9
B R R Fof9, HRIH &2k B NN REEFIT N 4RExR, SXRAM, F4 FGFI
FR RAE S 28 Tk s EFE R A 5, SRR RKE s TR bR PR Fofo AR,



WKW R YRR KR T 9 M A R Gt h AR A 5

FERR TR E LR S TR AL A 8] 258D, SRR K. R FGF9 M N B A e it £&
JEREAT IR I 41, BRAh, I PR 50 R DUAS 1 43 B R0 6 AL BB S A L FGRO (¥ R, Jlid ik
H TARRFAE 28 0 T UESE, Mis FGF9 B &t RiZWidae, it ek, FGF9 Wl Jyks i 7 ZEAE
B2 W BT 8O AG 1098 7E AN A= P bn B2 . FGRO TERE #h i 2 R i HH I /B F L3 1.

1 FGROTEAE M2 R G Hh 1
Table 1 The role of FGF9 in neuropsychiatric disorders

FGF9 #ik/KT
- FGF9 expression .
Disease Mechanism
level
P REONT i FGF9 2 5B/R GBI (s B R, BARHLEIA L,

Alzheimer’s disease  Upregulated FGF9 is involved in the pathological process of Alzhemer’s disease, the specific mechanism remains unclear.

LEEeoS T ] FHZ UREREH AT,
Parkinson's disease Downregulated Result in the death of dopamine neurons.

FIER T FEAK HD SCIR PRGN 2 A K IR T 8120,
Huntington's discase Downregulated Reducing the expression of nerve growth factor in HD striatal cells.

FGF9 & GABA #1 4 LI RBALIG KT, FGF9 ik fe s =B IR A1 ERK {5 518 15 5 GABA BEMZE T

bl T FET-A GABA RIEFHK, FENZICIM G A TR AL, e S BU0E K 4B,
Epilepsy Downregulated FGF9 serves as a crucial survival factor for GABA ergic neurons, FGF9 deficiency can regulate the CAMP and ERK
signaling pathways,thereby inducing the death of GABA ergic neurons and a decrease in GABA expression, leading to
electrophysiological disorders of the postsynaptic membrane of neurons and ultimately causing epilepsy.
HIABAE iR AT BT,
Depressive disorder  Upregulated Regulating depressive behaviors.
R E IR REREAT BT
Anxiety disorder Upregulated Increasing anxiety-like behaviors.
R 2 i FGF9 S R 1170 ZHE AR E 4142,
Schizophrenia Upregulated FGF9 is a marker for schizophrenia.

3.3 FGF9 54 e

FGF9 i #] A2& M B 5T BF 41 988 40 P 28 1 2 AR 5 R b o AR B — Fh 2 W R IR 7, X JRAR pR &
Joz R 40 i A AR KRB o NARZE FGFO 1E Ji ot B4 i 98 A N v By vh R AR 2=, A A7 R
1% F% 40 B AN F AR SR A R b A G FGF9 R IE KPR AER, FEHEL4 FGF9 43 Hl4bHE 4
Aol N B S5 B8 2 98 2 PR R N A PR TR 4R i, ACEE 4 d S R I SR REGE R USTMG 4 it ik 25 A
K, HAx 3 R R o REIR 40 A K N ISR 4T Bt 2 A e B B A R i SY e ah, A N PR 2 2 el T A
N o R S R ) FGFO s R N, %5 B FGF 78 i o 488 1) A BN %% J& v R 3 78 4 J 112,

4 RESE2E

Zi LRrik, FGF9 N FGFs ZIKMEE MK i M 2 IIRef5 50 1, HA OB 3 EARIE K & H
PRSP 5 500 T TR IR )Z 10 . ZEREBEUR W), FGFO AfUAELy i, Bk, FHEANK
B RS EE R R EREAER, N . U0 SR AU R SR B R . BRIt
4, FGF9 fEMPALRGIKE « MATTAFTE FHALRYT . SRAIH T S 2 2 S8 Mo I 5 A K Jie rh 2 4y T
REE A OB, FEIRIRE AL, B FGFO 32 44 ) #E 1) SREIE D9 ] JR S BROWE « AR < 5 A2
T~ BT VHIORE AN AR FEORE L KRS AR AE . B SR 2 AR . RS IRIT SR O TR T . R
1M, R TS — I RIRYE,  tedn 22 ot 7ol T B Gl S AR E 3, X FGF9 fE AR R
TSR T B 45 5 A% AL AT S5 R I A2, BUA T UK 2 IR T4 Sah i L, Hop s
P 596 T7 SRS AE NSRRI R I F AL AT AT PRV PR NI AE . ROK, AU EE DR Gt 22 18] #5 SR 4 2
R EEMETB, AW FGF9 78 R AL BEAI 347 57 R RS W D e S5 AH BAR R M 2%, KA 1)
TR BRI, A SSBI  B R B R S
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