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Abstract: The incidence of chronic metabolic diseases, including obesity, type 2 diabetes mellitus (T2DM) and
metabolic dysfunction—associated steatotic liver disease (MASLD) , continues to rise globally. Disordered glucose and
lipid metabolism represents their common pathophysiological foundation. Secreted fibroblast growth factor (FGF) is key
regulators of glucose and lipid homeostasis. Among them, the paracrine FGFs, mainly comprising FGF1, FGF2, FGF4,
FGF6, FGF8, FGF9, FGF10, and FGF16, require systematic integration regarding their metabolic regulatory functions.
This review elucidates the molecular structural characteristics of paracrine FGFs and their central regulatory roles in
maintaining glucose and lipid homeostasis, covering their modulation of metabolic networks over multiple tissues and
organs including, adipose tissue, liver, skeletal muscle, pancreatic islets, and the nervous system. Furthermore, the
expression alterations and functional abnormalities of these factors in chronic metabolic diseases are summarized. This
review aims to highlight the critical position of paracrine FGFs in the pathogenesis of metabolic diseases and to provide
novel therapeutic targets and theoretical foundations for the prevention and treatment of disorders associated with glucolipid
metabolic dysregulation.
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AR B S HOF AE © A 42 BRYE R P B
DRIt R [ R, A 25 0k TU A7 ok T 0 E A 22 05 17
o BEHE H TR E SO —Fg e 5 Bk R
i 1990 2 2022 4F [A] , 4Bk AL JHE R A EE
2 BT BN E AR A PR RO NE
NBEERGHE— 209 I W PRt 52 B 2 B 3
KA, Wit 3] 2050 4F 4 5k 0 H AR 2T =
8.53 42", DA 2 B W R ik (type 2 diabetes mellitus,
T2DM) g o PRI 22 1) ik & e e i
BFREMBEA E A E R NAEIRIR h R E
O TRTAE N o 2T, A8 )RR A5 AR SC AR 105 i
(metabolic ~ dysfunction—associated steatotic liver
disease, MASLD) & 3% M 2 ¥k 2y = /4r Z — 1 A
F7 A e UL BB R 2 — o R IR AR
— o BRI — SR 1 I R 2R, AT A
49 A 017 JH 38 200 1A Ay AR S B I B A OG5 1

% (metabolic

hepatitis, MASH) , £ 28 3 J&& P &F 4k iR Ak )
Z P, ELW S5 0B E  T2DM | IR 25 61454 5 1)
FRAE S R SRR A PR R 97 T 0BT
AR EA — & W BLA I I R FE AN (. R ET
A 20 o A K K7 (fibroblast growth factor, FGF) J&—
3 £ I HE | A i, 8 i FGF/FGF % & (FGF
receptor, FGFR) 5 Tl i 2 5 & 7 il L4141
AR AR, L 0 S 0 T s T B
IESE 2 2 52 Memn &SRR, Wik
IS0 RN 1| = o1 R (T B 7 = SN o B S
RS A R ARPEVE I, 43U FGFs
Beoy M Wi, B 2% 53 i FGFs (W FR ly 28 i FGF's ) A1l
W53 FGFs. 2% 5830 1A R 5% 53 W FGFs BE 5 A
SR EA 220 %8 75 5 IS AR R R A i o e S
FEL A DI P (e I Sl o A ST Wi i e [0
ZR A DI REAN AR . M ELZ R, P40 FGFs
b2 54N 305 oAb FNAF 35 45 JEAS o A A0 R
Ab AT BERR L BT ER Ak K AL A PRI BT AR
L ST AR R T R ST RE TR
BEARVEA I FGFs. PR, BF AR 28 19 3
¥ SR, L SO A O £ R AR T N 40 I FGFs .
SR, AT 24 38 TE 55 43 Wb FGFs HH L I E2 5] FGF 4
FRARHNE . fEX LA IR T 555
W FGFs 7E 45 Bl AC 01 28 6112 PR b 9 G B 8 424

dysfunction—associated  steatotic
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1.1 5y i BY gy £F 4 20 Bl 4F < B F B9 2L R 4F4E

I3 W FGFs BA — AN BEAR ST 1Y - =i #%
SRR 2 B 2 v B AT AR Y 2 R R
RS X, HAE PR R 6] FGF A=Wy~ i vh & 15
BRAER . BHET, ZEEL S W iR B S 18
Pl PG, AR P 91 [ L 3X 18 4N FGE 1]
BRI 2SR 6 R . 544 ML 55 43 W FGFs 45
FGF1 W % (FGF1 1 FGF2) | FGF4 V. j% (FGF4
FGF5 F1 FGF6) \FGF7 W #% (FGF3 .FGF7 FGF10 Fl
FGF22) . FGF8 . j% (FGF8. FGF17 1 FGF18) 5
FGF9 W % (FGF9 . FGF16 A1 FGF20) . 14~ LAN 4>
W X 4y W FGF19 WV % (FGF19, FGF21 £l
FGF23)"", FGFs il iF 45 & K 1% 1k 1 FGFRs & #%
BENGER Y/ SRR N R N ) R el U R
(FGFR1-4) , E A& T i 2 2 T i 52 TR S T W i
FE43 500 B X6 R A JE N g . FGF LfA%E A FGFR
GBI R IR G AR, SR H A — R A S B R
b, AT 58 B G e AR . FE UL AR, FGFRs (1)
H IR e CHEP R . AU B Z IR A 31
PR, O E O @ R Ak R E AL N £ 1 (4 PLCy.
STAT .PI3K-AKT . Ras/Raf~-MAPKK)"', J3 55 4 i
YU A5 I N . UNBREET 1R
1.2 EHibmaHMEmERKEFRHEHR SR

557 Wb FGFs (1) rh Je 25 a3 i 12 2% ) 1) P47 B
BT & m A (B1-B12)™ . &M T A 55 43 s FGFs
PITEEBLIR £ T HF K (heparan sulfate, HS) 25 5 1
AL S 2 ¥ FGFs &% TE 40 M A R
(extracellular matrix, ECM) H, Mg BR il 7 3 K i
BYHUGRE S BT P B FGFs /B FH A
KA HS VR ALz 4k 35 B 55 53 W FGFs 4545 . —
BRAL BT H W P8 FGFRs, ie &I iiAa E 19 2:2: 1
FGF-FGFR-HS =& &%, MAh, Chen %
R T —Fh 5543 Wb FGFs JE Xt BRI TG ML , B i i
HS % S B ARIFR 1:2 FGF-FGFR B 4A& 4 Fff &
207R . G TG AL ) FGFR 75 5 35544 T 37 40 g 79
S
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J i A A R T ST AR TR AR S D 2 A
SRR, AR ReE A LUL F 5
52 A8 AR B A DL R ARG I 3 S S A 4
F. ERESBEREN, ZESRESS5HERS
He 3y St OV AG SR 5 A I I 45 T B MR A=
AT B I PR 2 F AR AR, AR 1)
fiE H 45 32 81061, Hoh 55 40 W FCFs R U R 8
BLRVERT o AR T, IS R AT R R R 5 2R A
JEAE | A E S 2H 2O i A R A . BRI
[fi , 5% 47 W FGFs g %15 5 11 4 15 7 41 81 (white
adipose tissue, WAT) &A= K (A A0 5478 | A 1 i 1 21
ZUE AR ERE P IR A, IF 0 i 1 2 481k S i fige i
BRI AR A . R A U IEYE | 55 40 W FGFs
R BERIE 5 RENMS HRHHLERY S
BB IR RS T4 SRS N W 2% 2 v
NARE B M AT S WL 5 AR AT 28 v 2 (]
BYINTERR R4t T B R,

2 ok Amin KR FAS
G ¥ g A T L

5557 Wb FGFs 5 A R 2, AH I AF R AU &6
PRIESE LS SRR AR . b FGFL,
FGF2.FGF4 FGF6,FGF8 . FGF9 FGF10 & FGF16
S WEELAG B0 () 5543 WA 25 R REAE , SCRRUER T B
AR R RS PRI B R 2 S ) IR E A A
o2, HA 3545 W FGFs D RE 34 b TR
KEHSHLUMBEE R, F SO & — TR X
INAS G FAERERR A b By BARAE I B L I
2.1 RFHEMBEERETF1

FGF1 FE M E T He T4 T bl B
JULRI B Sk S BRI AR R S i 1y . fEiE R
B R PRSI I A SUB FGF1 IR LA 4
W7 3L S WA X AR I B AT R
B G2 VR i 5L PR RS R U AR AE ¢ S sk Y i
MEK/Akt 3 BE TS GLUTA, 108 45 1 W) 32 35 1+
MEK il {# i GLUT1 52 P, 3 b 8 21 2, R
MEK 38 8 BHT, 5 5t 2358 7 3006 AKT, X ™ i
TTEFGF1 {5 5% T h WAT 47 38 2 4 15 BUAE A
FY K R IGM . Sancar Z P WRIF AL FGF1 @ 1341
il B W7 4 Ak A 28 1) 2k I 4 250 0 77 A= (hepatic

glucose production, HGP) , DT 8 =7 i b K S . AF
3T3-L1 i 5 40 i vb , FGF1 LA 57) 48 6 4 41 461 g
fitt . FLESRAR IS Bon , FGF T3 DH i B
il (gonadal white adipose tissue, gWAT) &8
B I 105 43 e S S R . R T BRAIE FGF 1 X i ik i 1
il BE 75 B HGP , WF 5% & 64T T VN T R i 52 52565 o
2R, 5 %R ZH oblob /)N B HE , FGFL i b 3
1L 1 0blob /IS FRR) FH VA TR TR £ 5 61 265 9 114 BB ) 3%
FEAK. [RIAEHD, baRES RAE &S S AL (diet-
induced obesity,, D10) /s BB 7 Al 75 1) 1 &2 91 .
WA TFHLE F ok F , FGF1 3 it ig 1l PDE4D S44
iz A6 410 1 c AMP/PKA 15 5 %l 5 410 i1l B /% A1 HGP.
B J5 7R IN FGF L VE Ry — Rl 2R A 1 i 17 1 -1
e T S s o) B e IS NS bR G R =T
WF9E & B, AR R B & B i &, gWAT
PDE4D S44 (1) W 2 kK ¥ 5 FGF1 1Y 2 ikt [A] 7
L PR AR R R SO PR N TR R . TF
HY5IE®EMRFEM I, A8 K& (high—fat diet, HFD)
/N BRAE B RN E B 2E RS R 19 S44 Bl R Ak 1B 3
Rk o X ARALEIZE I, FGF1 ANV AE 4k 454 FEAR 25
IR RIRE AR A R G vk s A PR
Wi T2DM FR A P AR A . AE T Fr R DG B
S8, N LIS T AgRP Bl 28 o ] R B
(perineumnal nets, PNNs) #t A 2 5 5% 4
WERAZS TS . 0 AgRP 5T 3 BE 0% 23 e i
T2DM () & A % J |, il FGF1 fE % S 38 437 22 1 W ol
2 OB AEALHI AT g 50 52 e Bl i F b 28 e ) L 1)
PNNs 25 14 , F 17 3 5 2R R R A5 51 A
G, FOF1 A3 — 5 A BR800 1) BAK 4y
T AR AR A . Brown Z 8 i, MIAE T FGF19
1% 1k MAPK/ERK 3 %41 5 0 PR B AE T, FGF1
Xof 12 30 f P AT TT HRSE 2 /D 24 /N I DL LR R
Lep™" /N AR I A0 . B 40 B 4% Si 41 o0 W 0 —
AR 7R , MAPK/ERK 3 % 4 £F {25 722 A i BLIE Jie o
Y L S SRR Y I S T ) . T R LR SR ik
Z B-klotho (KLB):3Z {4 | Pttt H X 4 4334 FGF 19
FFGF21 N EA R . FHELZ R, 5550 W FGFs /&
ZAH LA R E AR E . Ying " E R,
FGF1 i i 7% AMPKa 5538 /1 3 GLUT4 %3k
FG 32 A 2 HE 8% LAY 3 4 BE B L. 53 4b, Lin
ERUR L PG RERE DL — AN T 2145 7 25 b
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FIBLE R AT . 7E db/db /N RBE R FGEFL &b
FEZE AT 38 A 1 1) AMPK 0 46 0 A 4201 4 AT MDA
14 77 A AT P O 420 AH 2 98 5 O 41 ) SREBP-1 B L
HEE I FAS FISCD1 Y RIAMCEEIR L S H R . ®
SR AMPK 765 #% U IE o A 800 J2 FGF LA
FIVEH B OGP Y  H %42 FGF1 5 AMPK A9 G
FES TR, 52T HiE —5, W
GEO 23 Hr AR (palmitic acid, PA )17 S 1T 40 5
FIHIHFD /N AR, Wang “ 2541E52 FGF1 AEMS 1. 3%
B E EEAKET 44 % A 2 (insulin-like
growth factor binding protein 2, IGFBP2) % 3 15 £ 11
WS AMPK . B85 4 181 52 52 56 i — 2D ik, IGFBP2
J& FGF1 M — R A S H0TT A ol sl i i A
o, W SRR LL 25 IS IR | LT e 5 oK
DL BBk i E MR AP . Ik Ak, FGF BB
S OZ A R = B S I R 5 U B 3R T A
T L WLEF A S B A
22 RAHEMMEKET?2

FGF2 & —Fpid o [ 20 55 0 W HEH T
I s 200 %) PR , 6 MR A T S A TG s 2 AR g o
KHEREEER . JeRt i BF S HE FGR2 76 5 1T
TV Rt A rp AT XSGR IR 7R, FLN e 4 WL e
LT 41 A Y ERK {5 53 1 3l ) 2 10 22 R
TEAR M BE 454 F , FGF2 3 1t ERK () 22 B R AL A1 1k
JIG 05 A= 5 5 v e BE B, FGF2 /i 5 ERK Fil PPARYy 13
SRR AL DX B 107 % ™ AR S SN . HR,
R £ BOIENE A8 7R T FGF2 7 A ol 2
TR DL LIS S AR FOF2 3D T
/NERX HED 75 5 A A 25 AL A KT g, FEAE JHE 0
JVF R 105 5 P R B S804 T sl o SR, g i A 4
SR IR G Ak e T G Y Ik DR 3R A 7 a B R
HEpARIRZ MR I B 25 5 . (HA TR,
FE R IR FGF2 (1 i e 8 S PTG 1 1 0 2 4 1) 7= 44
TEF . 76 B9 WAT (inguinal WAT, iWAT) H1,
FGF2 il i E R o (L iR T 20K B fk, RN
FEBH IR PGC—Ta K1 UCPT K A% I 17 240 Jifd A
Kb TMEM26 F1 Thal VL R 28 b7 1 T G AH G 5t
Cox7a Fl Cox8b “5F KT F o HILFIET, FGF2 i
Bz BUAY JE I ) A% €20 8 7 41 22 (interscapular brown
adipose tissue, iBAT) W3¢ B H 38455 %) 7= $A05 14 , H:
 PGC-1a . UCP1 1 C/EBPB %5 7= $ M G 3L R L)

CytC 1 Cox8b %5 LA (AR I JE A (1Y) & s 7KK 34 4
EIE . X R FGF2 /R A A S 1 AC S R 4 4
FH L AEAR R FE AR T4 6. 55 K B g 1 41 40 4
fiE 7 3G 5 , DT ZR G0 1 A U BB B T A, TR
WU R W7 LA B () LS A FR AR . Zong S
9 A B, FGF2 38 i — A T 7] %5 1 Syndecan—
4 1w EHLE, LA A 2 E 5 8 0% FGFR1, #F
T 90 o) 9 2R U R Mt 1 1 T2 e S 30X g A ot 2
BT BRAE TG o S BRI P R B RS 2
A 18 1 SR S E IR S R R A — AN b R v A, 5
{12 35 18 5 Z HEPT (insulin resistance , IR) [ & JIE0
FGF2 7ENg % i b 2635 1Tt IF 68 ¥E NLRP3 &
it /A AZHE GSDMD FITL-18 235" (HH XS B8 i
AR RS RS . ZhuGe %55 R I FGF2 3%
B GLUTI HE ) 3R 38, 3X 5 Se i fr fie 18 19 —
H . Hk, FGF2 Al A8l i NLRP3 5 & HIF-1a/
GLUT1 i %h , Wasm bh e i I 99 e RAE5 . A
BRI, FGF2 TAL 2 [ AL 3T3-L1 i ffd  KLB 119
Fik . 4R FGF2 5 FGF21 15518 % 6] ] fEAF1E
AHEFSB AL EARBLH RIS, AR — TG T
Klotho I5 ¥7 Wik /b 5 £F 4 46 (9 AIF 52, F& AT 4 I
FGF2 AR Al BB 8 38 4+ 45 & FGFR1, MM Dy e 14
F5 491 T Klotho Bz AR KLB A7 44 ) 75 538 1 .
A i, X — ML A FGF2 57 4y 52 IR FGF21 4%
PRI AE IR T HUAR AR L T BB K IE . KAk FGF2/
FGFR1 A5 5 W 5% i n] g 11— 20 28 A 2 I Ji A G b
Je8 & o Holowatyj 25 ) FH JG Jig A B I 35 8 57 44
SN L ALY | % B FGFR L 00461 T BA I FAIG 1
515204 A T8 B, 4278 FGF2/FGFR 1l ] fig
Z 50 SSENERE L . 3R T8 R IR
FREAEAE— N 22 5, L E AR Rt h 2 91
A B SSRGS R M= HHHE
Pt BAKE  FCF2 AT BEIFAE S IR S i i 72 | i
e 5 HAWIEAH T IRE S5 RE 285N
FGF2 X g A EL A 17 18 52 M, {5t A Gk 45 6 W]
HOATRE AR B 25 | ke 1 P A i B 405 . FGF2 g
% SE AR R A PA 551 HepG2 40 P J55 190 137 384 5
P, HAR IS0 EEE I N SOD1 Fl PPARa £k
VR PR R T B A O 3t [ Caspase3 I
Caspase9 2235 T W, DL A0 B8 1K Tk & R A, 42
7 FGF2 1] GBI i B s P S0 B 80 Dok % ER N7 34
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00 P U R T, % iR B IO A AH O 04 B 40 B
Ei /TR
23 HAHMBEERKETFS

FCF4 W) EZM A B T AR 2, S
THEACE AL, Sun 45 HGE L 78 db/db /)N FUEERL
g1, PR K 2= N 1 B FGF4 (intracerebroventricular
FGF4,icvFGF4) ] 2 4 K AUHL 3% b, HANS]
A A i A2 Al B A A AR S o 7E DIO /)y BB A
o, ievFGF4 B A T FGF1, 53X il R 5 HAE T B
PR 5 5 358 75 3 B R A0 pERK BTG AT 56 . ML
b FGRAE I Tz X 38 3R 18 FGFR 1 1Y 7] 4 i 50U
PRZETT , B 24Oy 1 A R 24 A A 2850, [m] s 410 1] 2
%4 B 4 ] (glucose—inhibited, GI) #f 28 7T . Hi v,
AMPK o2 {55518 6 Al GI #1 2 JC O T RE 58 2 % T
FGF4 52 IR AR P AN T sl it . (ELASH I 0 0
icvFGF4 X db/db F1 D10 BB B A 3%, 1 FGF1 X
XFdb/db /NERATRCT SR, HETEFEA 32 R T GI
o AR T H = . KRR —2 W
WL N5 50 B R R L 5 50 A A SRR I AL
IR 2R, HAEE IR R BTAF 9T DA RHIE R e e 5
SME o AERR AR R T 7 T, Song SEUVAE W TE
MASLD % J MASLD/MASH /N H i FGF4 3
IR K- 5 95 g 7 B AR B KT 005 B AR ) AST I
ALT 2 AHC . DIRESE S Uk S2 , 76 DIO /MR, i
JIRE 3 S T B FGF4 (FGFA-LKO ) 23 i il AT JHE AR
[ MASLD K JIF 451493 5 1 A5 PE b 78 vFGF4 I BB £
P IE , 98 2 MASLD Fl MASH & Ji i) %% R4
o BUHI L, FCF4 38 3 4 T% 4 M A9 FGFR4,
Z R Ca>*~CaMKKB-AMPK—-Caspase 6 {5 5%l , A
T A i 77 1 S A A i 2 Tt 00 1) 4t o1
T, KRR R o 3 27 T 40 it o] g R 2
FGF4 AR U, o2 R0 5 (B B A2 1 FGF4
B4R 31 10 P A IR 51 B S AR 0 TP UE STAT3 3% 4k i
Jed A s O IR AE S A I Y 36 o A 1) T
L FGF B 51 8% AMPK 3805 #1120
24 RAHMBEERKETO6

VE R B W IR G5 T — A i e F UM B
FGF6 1 =2/ A0 S e L FRRIT AR &, LT
Aok JE B R I SY R M5 T BAT 1 UCPI
B F=RWE R SR, — TR ST R T BE AL 40
il UCPT R 3K 8 15 A JE ML 38 42 . Shamsi 55

15 1, FGF6 Al AT BAT BT 15 16 1k 14 3504
1% UCP1 & A RN . HLIB 5T dF— 2RSS  FGF6 8
11 #0% FGFR3 7115 5 PGE, & i, {2 #F ERRA 25 &
2 UCP1 3458+ 19 ERR K N ool , $8 5555 S 8
Z 4 Y FLI -LRRFIP1 % UCP1 % X 3 )+ X 8,
M FE UCPL KA . iRk £ W], FGF6 kb2
A A R T A M A AR A R % B O 1Y
UCP1 A S oM (0 M R I = BB o SR, AT
X%t FGF6 B AR JC DI REBGIIE £ Zok [ 4N sE 56,
Xof e A 7= g EL AR A P B ) AR A 1 R 4R PN 36
UE o {H 25 5 1) 7= B0 5 8 18 T AR 2 IR T A R
o B A AR L A0 A RIOR I X — AR £ M Y UCPL
PR3 s 0 & B, A RE R Y A R R T e
L o
25 HAFHEMEERKETFS

FGF8 2 A I i Hh & #4 E B 45V FH ) O it
T . S5REZEFCF FKGEM R AR, FGFS 2Z £
PEBYE R 7 AR RN R A R (FGF8a—h) K Y
PR A1 (FGF8a b e f) o Horft FGF8b 544
PRAE WG e A 309 B e 003 2ot P 81 22 o 2 8L R 2
CLER S 5w AW EVIN A4t /L= ST il
TE FGF8b 153 UCP1 KK W5, 55 FGF6 AL,
[ AR UESE PGE, 19 25 9 G B AE v e #E G AR o
B 7632 4K )2 1 , 5 Shamsi 25 4% ) (9 FGFR3 £ &
FGF6 52 M5 (4 Hi g 1 4 i UCP1 3k A [H] , Gantert
LRI R FGFR 1 2AR (0 5 PR IR I 40 i
RN FEFEFCFRIEAL, JTF ), FGF8h i
it 5 FGFR1 454, WG P UF R Tk, FE L H
MEK1/2-ERK1/2 it & #EA/E o teoh , B 5E ik — 20
P, FGF8b 3 ik P [R] 98 45 i 9 B 22 A5 s A
R Sk A%, LR SE B UCPT AR . [H)
it /R, PGE, B %1% 5 ECM B9, 38 ECM %,
3R figk S B 7 L AR, DT ] BB 3 5 UCPL A
SR XA TR BRI R I 7 BRI 4%
AL TR A AR T £ X FCFSh S H R it i
TR ARG 0 T T TR
26 HAHMEERKETFI

FGFOTENLIA I IE S i s 40 2 e B i 2 4
TR DIRE . FCR9 ek bl % W —Fh 2 51t f
22 5y 34 MR & E ORPE R K E Y e B R T
Tl (HAT IS & B, FGFO Y T B & O 4E
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i 22 BB AR IR, WA I SR BT 4 e T
FE— T[] BRI RFZE T, T2DM B3 13 T FGF9
K TR IR WF5E R B, FGF9 £ AL
P Rk fe i, T BT — RN B 5 2R
EX (N Y SR SRS A S N S A1 P N A T
7N BT HELAE M FGFO ik, 1M I FGF9 fig
it 90 0 JCRS] A AR R OB DR R RE T o shi ek
55 v FGR AL PR 5 32 R /0N BRI UL T 5 S A T
I EINE . MURIRER R, FGR9 ANiE 1o 48 i
B AKT 38 4% , 1717 2 B2 0 D il f A1 00 D
AR, BEEME, KBS T FCF9 BEA R AR
db/db /)N B K HFD 755 1 BE Rt /N BRI s 7K S o
o | REC AR AR RURS: | I e ML AR ik ) 3R MUk . st
2 RPLIR , FGFO 7E T2DM K AH S AR I B i P B 7w
W R AR 2540 . BEAL , FGRO 721855 B A€
i RN I S NOREE i (- WA B (SR kY=
A 85 IR 5 T AR 07 A2 B IR TR A4k
DL fg 2 1 RS A R SR
FGF9 ik Z B IR . R RE T, U
J DIO . db/db F1 ob/ob %5 JE P /N FRABL Y v FGF9 3%
R B R T ES SRR AR, B Rk
K5 FCF21 AHML™ o ML J7 16, PPARa 1] B H2 34
15 FGFO #5363k FGFO AU T 1k g I3
T ol 3 J 0 AR , 8 T T R O T R B TR
CD36, [Al i} 13 Cpt 1o 55 i 1R EAUAH G BE A, It
A1, FGF9 i 1 1 5 PPAR« 25 [ 5o i ME T Wl 1E S 15t
W IR UE GSK-3B MR 1L , A 1T 4E+F PPAR« T
PR R, AKT A2 549 F FGF9 15 7 ) GSK-
3B WAL, X — WL A RE ik — P IRABESE . BR
VA TR AR 4h , FCFO R Al 3@+ F 18 UCP1 £k
edm 4 B ae R IEAE . B RIT FGR6 il i P
FGFR3 %5 S T iF5 5 08 UCP1 B9/E R, FGF9
IR A 28 f HE FGFR3 A 538 1, 02 F A €5 i g s 4
J b UCPT [ 3k, DT 3G 56k 7= AT BB I 14 i 4= &
RERTHAE. BLAN, Mk G BF AR R FCFO W e A
22 5y S4B, Shamsi 55 44 # T — Fp = H A )
FGF9 % (FGF9-AHBS) , % £ 1 78 A~ 5% i A 15
DIREMIRTEE T, Ltk ge it s . Sk
B, FGF9-AHBS 15 S A 1] 25 BAT = #A i<k
AR TS 1 1 LA L PR A 3k, AT D IR 42 #E UCP1
RAEFEPAEA . {H FGFO ZE NG A i F vt S 31
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