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RUETHE AR M A K E F2 1R T e ST i IR

B, AEM, RBED, R
(HFREKRFAGHFHERER, 20 730070; *HH A AA AL FALHAEEERRE, 21 730070)

BE: A 4min 4 K B -F21(fibroblast growth factor 21, FGF21)Z 34k = £ 09— it B F, *F
AR A G R EA EEGRAPIER, ARKAERRFRFESEGETTREAETEE L,
FGF21 £ &AM A, BER LR, BRI, BUIRSF KB ERMAR BT AK, RERBARERN. &
LARGLZAT AR B R AAE RS, SHARFGE21 8 Rk A BEH 0, ARFGF21T4E L. A5,
FEORFERMARMOZ 0, FREEAETFGR2IAIRRMAEES, LRATAEHESFTEN
YR, 423 T FGF21E % A% Rt & (4 A R ICHE A2 RAE IR R F) P a9 B 6 AR . AXHZ At
— F #F FGF21 09 2 R AU VA B A8 & 2540 - K 324k 5 B4R 3R o

XA FGF21; Ehin; Riftfad; s 554, 2hirEd

Research progress on function of fibroblast growth factor 21
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('College of Life Science and Technology, Gansu Agricultural University, Lanzhou 730070, China; *Gansu Key Laboratory
of Animal Reproductive Physiology and Reproduction Regulation, Lanzhou 730070, China)

Abstract: Fibroblast growth factor 21 (FGF21) is an effective endocrine regulator with key physiological
effects on glucose metabolism and lipid metabolism. FGF21 has important value and significance in the
treatment of obesity and related metabolic syndrome. FGF21 is mainly expressed in metabolically active
tissues and organs such as liver, adipose tissue, skeletal muscle and pancreas, and plays an obvious role in
metabolic regulation. This paper systematically reviewed the effects of different nutrients on FGF21
expression regulation, as well as the effects of FGF21 on carbohydrate, fat, protein and other nutrients
metabolism, and elaborated the effects on metabolic homeostasis, immune regulation and exercise life, etc.
Additionally reviewed potential role of FGF21 in various metabolic diseases, especially obesity and type-2
diabetes mellitus, and the role of FGF21 as biomarkers. This review expected to provide a reference on FGF21
functions and development of potential molecular drugs targeted to FGF21.
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ZRORTH T PR, 755 A O AR
ZAELH, FGF21 0] LA S B B A H il = e 7K
LB RS E IR L 8 0 € AR T 40 Y %
2. R Re AR e e o R AR
BEARAG 25 P R 2R (1 IR T i 3 FE e R kP25
HHT, FGF21 & UH1EIR 2 ST ot Atk vh
J7, WARIBE. K. FFEEMES, BEA KU
AN R, FGF218 [ R IA T4 W 7K T Bk T
UK E IR . B R R K 1 1)
WIEER D). ARG, FGF21Z 56| ik
AR RS, YLWa . AU R AR S
AT LA AT FGR21RIE . M T Ko ik sh e
HESE, FGF21EAGRITIERE . i85 R i 52 Fn2 1Y
BRI SR AE R, (IR AT IR R REE, W)
HAARITIR R S AE B E/E

UTEeAERK , FGF21 O i 8 N — Fia 7 i IR
TR EZGY AR /), SFGF214 KB FifE4F
HAE KGN . ARG IR T AR B R0 T
FGF21RIE M43 W 4y RN, 2738 TFGF21
TERERR AR B 5 M BURME S T mIER, LA K

FERIE 50 R S RE KA A 55 5 I AR
P

1 FGFR21RyiEE(ER

L1 RiR4FGF21R &

FGF21E EIAEMNE. IpiE . JR IR ANE D7 41 23
SRR R LSS B 2 RIA, i HFGF215%2
IE XA AR TR mRL. YUK, dEHE.
ARRE . IREAREMERKIEEIRESEL
ol 2B 3 2% fh #F e R EFGF2 1 [ 1A 7K B2, BT
LK, NREMRATIRE S, FGF213RIEKFA
FGF211MiE K B Tk, (HIEAEREEE T, &
B AN 8 NFGF2 1 i35 KW, Tt TFGF21
FRAFI/NEL, AR R R £ B2 L I i KT
deAh, SERBABKLEWTABNREN, 2%
M MEFGF21KF &8, mH, i
FGF2 1K PAR b 5 btk FA 5%, FGR217t @]
RE 2 7R B 4 R 8 75 1 LR A T I A R R A
FGF2 L@ 821 Fe i {5 5 VAT AL, 520 Jr i
(BRI 5, AT S i b s i

F1 ARIEZEXNFGF21EBFRIAKFEF 577K F RIS

FALESES FGF2155 [ 12RIEKF A 53l 7K
PR PEFGF21 )1 4% TR (R AR SFGR2IRIEK T & YUk, AR, SBok &I i FGF218357K

HNEPEFGF21 1 35 Th g

FGF21 5K AED)

FGR215E A TN

FGF215 fg A

FGF21 5Aifas

FGF21 5 gy

HFGF21H KA O

FGF21 512 sh flFfiy

P I K

HMIE S NFGF2 IR 2B PRI« O ML 92 03 S5 AR B B VBT RCR LIRS, FGF21 0] BLROE K
fiiH B-KlothoS2 1A, FRAGIRE K, A, FHHIIN R SR REK: SMNEHEFGF2 1iE f] LA B &
AR AR RNRIE, MERATN R BER WEA — e

FGF21 7] LA Pox & € ANIRS (i b, X PR IS R 22 ELRGIR FE I BRAIRE 9% T & P B BlRK AL
ENRE 5| REFGF2TE I Hh & SR IA

BANMUEARER, FGF21H)%E S F EKBGCN2/ATFME 588 MIEFGF2IEBR K E A &k ik
YRR BE T E FIAERRE A ok S Is v UEFGF2 1KSF 36 m

R0 i B & PR R RS Y N ML FGF2 1K T BR Mo 7 IR 0 T LM #EFFE P FGF21 403, T IR
RAE AN CEREEIEIR, WIEFGF2 1 FMERIE, o-fi 3 BRIE I N o R4 & 5 T HALEE S IR IA
FI53- U FGF21

FGR21{E#F W E AR UNFRRS, R RGNS T AR P R E SR s e LW 22 BB oy R 223l 77 ]
USRI R R I GF2 155 38K, AEIEIRFGF2 17K F Tt ii; FGF2 UK P Tt iy, nf LS il B i 52, 15
R R

NFLPFGER21E AT IS 53 ) Ui s s, (et i@ FGF21REMR AR RAEAINEN 7, AN K17
(interleukin-17, IL-17). IL-1B+ JRI¥RFE I F o(tumor necrosis factor o, TNF-a)) LA K 5 43 )& & A3 (ma-
trixmetalloproteinase 3, MMP3)Z:[1)3Ri%, {2#IL-10KIE

ST BNKHEREREAG . O ULERI . SRR B0 IE B A AR B O UIR R . 2R ISP, B 9% (chronic kidney
disease, CKD)%

e LR 2 AN M I R B [ R 0 AR FGF2 1 IR 3K s i 732 2l mT LA 45 BT I g 17 & S AIFGF2 1 52 5
FGF21. B-klothoFIFGFRIYE MM REE BT 4HM i 3RaE , ORGP I IR 4 ja (10 v 1A Bh T 1 K
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JHAEFGF2 Ul k7R B 1 b i 2 5% 4% 1) £ A5t a2
SKADHI AR TEANE, KIIZE ST DR
B IMTEFGR2 1K, Mk ARG ) A H
PUXFPIL G . oA, FEAN195 Jeffh b, 4mtd
FGF2 13RI E —NMNE T R IL—AN A SCHRAZ
R % A1 (single-nucleotide polymorphism, SNP)fiz
M, MRBFRUERM, ZALS HEAR R S5 RIS
Tl KA, R W ZRKWED), THEA
JR AR W B 22020, Solon-Biet 2| Y 77 1,
] AT AN [F) 75 FE M R FGF2 1 335 RN 43 3 A 52
m, ORI E AR SR MIEFGF21KF BT,
FE G A AN b KA S gk — 0 T
FGF21/KF, FRIHFGF215 W /K575 77 B 16
BN FE YA
1.2 SR FGF21/YiA T I 88

W, AMETEFGE2145 265 % 2 B8 PR
JIE J JEF R0 10265 2 9 S5 AT 1 5 0 L P I (YR
SRR, BeA R AR H v = T 98 2 7K B AR
K, F, @SR L, FGF2145 2%t 4k
FREZ R AR S AR RIFMAR. Fik,
FGF21H BB —MiaT R R ELIN 2. HRA
FGF21EAR N EIA -2 HAEH 72, HAH0.5h~2h,
RAKPRGI T HZ AT, Fik, JTFRKMFGF214
o7 B A B . PF-052310232 H 8 &L
—HMFGF215 1Y, HINAS RIAFGF21 54 A
M, mHBEAEKEEY. AR, PF-
05231023 7E A7 2 BUWH R 3 17 Wk U5 s B 204 o e 2
R, AT R A R HE R N R RE B AR LA
i BB R S B i o

HHAMFGF XM A AE, FGF21 5FGF3Z /&
WG, AFREFENS, HFEHETB-
klotho P B, B-klothos& —Fh LIRSS (1, 7EHTF
Ik JERIRAI AR B S 23 h sk, Rk, FGF216¢E
AR T 2, fE /N, B-klothofE
JFRGH AT R, 25 MEEAR) . AR Fph s
P RIE, fEAZEF, B-klothofE [ 4 iR B
MEFE R R RIA, ElREhRERE", PR S
Fikf§a". B-klothofJZH 413 4 HFGF211I1E H
BB, 7EB-klothofEZEI, FGF21HEM0E
ZMFGFZIR, HAsEfl )i m 24 £FGFRI1,
FGFRITE N ZEAUN R ¥y s ik thdh,

T RGAEN FEGF21 (122 Fh AL BRI 25 34 H A it
REEPER, FGF210] DAZE i i fixi e fse,  E N5
W, TR ES RN B R A 2 BB B RN B R R
KM YU, FGF21 R LU A A i 35 52 44 B-
Klotho%i &, PRI RSN . 40 A K. &
AR - PRI 1 DL S B I R G 5 R R KA, 3K
BHFGF2 1% T B S A= B TR 45 A . RIS,
FGF21 0] LU i) 15 ol ) 4 28 JU D e R 08
MG RAT R W R R o b« AR AN AR B
FEARSM . YU R, FGF21 ] LLE M4 R
o, VAR oSO R A AR e
%, {ECSTBL/6/N AR 78 & BL, FGF21 7]
SERKI12W5ER Ik, BE R E 5@, sk,
FGF21 1] ARG/ BRI & L4l B AR AL B I 32
KU B A B EEA, NIRITER A
A SRR Y . FGE213E AJ DL FAAR T AR 76 38 = Bk
HACE, RN SR . Bk, FGF21X T
i/ JEF R i I HE AR B 8

2 FGR2IXEFY R KGRI R20T

2.1 FGR21 5%k L &4

KA G RV 2 WA FE G YK
B, B ERANAKEY < FEAEM. N
9 AP AN HARAC T PR e« W FE KB, FGF21(EL
FGF2 1B ) v DAFEAG /N B 02 X0 it 0 P A
(i i, X Al 1 1 2038 5 R AR B A% X 22 L ke
WPE PG =, FGR21452528 )5, tRIRkZ d
(1) 2 LK T B3 BRI, IR 008 2 TG DG 1) 2k
R IEAKF ., [, AMEMEFGF21A] AR A=
RN RO R R 47, AED6 T HAX #4248 B-klotho fik
KN RBATER, FGF215 A% i 175 18 A1 25 10k )
RiF B fem, Kk, FGF21A H T shmsK
WA R BT . oK DN A BT
WD RR T E A, SRR A R . R, X
B SR LI IFIEFGF21 1 21k, did i
ERK G N A G BB FHE K.
22 FGRI5E A &K

ENIET, HERIKSEIK—RIIES
IR, BV RN . BB — R BOEAE
B2 (general control nonderepressible 2,
GCN2). GCN2s&— M B2 4, GCN2IE
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Ja, AT AR AL e AL T IR R T2a. HAL IR
F2aE R Ak AF B R B T RR RS2 B, (HR, U
{b % S [K-F4(activating transcription factor 4,
ATFA) /1 F:1015 5 T AR BL s SRR VAR AR08, B0
— I R R AR IAN . ATFAR I P 2R
LR N I B EAE S, 25 40 M A R R B0
RN, WEIEREBZ . A, KEAEA(low-
protein diets, LPD)i&A] LL5liE 2 FARHI &8, £
FEROE Ak, ReETHFERG . SRR . G DT A0
BIREAC 1 e

FEANRAMNAER, DRI "R/
AR R A& Wt ik = B 15 S FGF21381%, LPDE
I ATFAN S 1015 5 W B IS FGF21R A", i
TE 55 NN 8020 BA AN 19 0 i = V8 RE 1D 155 0
F, FGRAIRIEALFARE . ik, FGF214iAN
e 5 R AR EUE AR A R B — AN SRR
TR, ERERANEAFRK, FGR21MiESFEH
M AIGCN2/ATF44E 53 21,

Ak, FFAFFGF212LPDiF S A S a2 Al fie
EIHRER ISR A, ELPDIFEN T, A4
0] g A o TV e T 92 A T A, T R S
JEWF b = R R R IE , (AR 70/, e
M EFGR21 I EBEH A, KRB, mbg AR
W R G S-klotho 2 H J5 , /NRIGIEFAELPD NI
RAERIEIUAN., RHFRME RGE 5 LFGF21
S HILPDA MR M b 1 (5 5. sk, K
AR B SRR, IMEFGF21K 23
FHE". 28 b, FGR21MIRIEN & AKE FIHZ
IRBUK . MLIEFGF2 1K (1T -5 s i 20 23 A
£ 55 [ 1 (uncoupling protein 1, UCPI1). T-box#%4 3%
[AF1(T-box transcription factor 1, TBX1)[IJF+ &2
IE*H 9‘%[24,25] .

2.3 FGF21 5R5R5 i

Har, BT EAEeyr &8z
Bl E A I AE T7 T BT A BRI JIE R 1) R
AR, AR PR ) R0 A 2 AR 2 L Athoe s I B2 15 1A
2RI PRI O AR AEIEORS PR AR s AN
R EE GRS . AR Pl a8 2 s
g, G AR M A D R . B IR DT IR
TR IR . MR T ERATAE S, X U R W R AR
RS XTFGR21 IR IE R 5 5 T 7= R f2m .

NS RURE FUR B, FH e RUR PR FR /N R 16
JAJE, FURAEMEIRA b, e IR AL R AR
FGF21 R IEIFEA B E R, (BRI LI
B H E BT IEFGR2 1 R IA B B E 5, Salk
W R B B 51 RS 1 L v R RE T R A R T D) A
SKPT, AE NZrh, HESES A IE R fvE e R R
BB & EFGF2 1 MLIE G PR K 2 3 =", %
PERBEHT R I, R AL RS BRI B 2 rh i 2 e
7 R K V- B TH i S FGE2 1 i K is S A P8, ik
Ak, TR A o-fint = BR A mT DAIA T AR A I FGF213%
BRI TREFEMGEEBERE A, 2AER
B 2 BP0 o 7, 3 B v 2H B A A O s 2
R IEP i o 2 B T LR I i S e 145 & 2R
HHLHE ST FFGF21 B35 43 s

3 FGR21H{KEIETh RERTIE T

3.1 FGR215R§ifa7%

FGF2 155 i Jou AR 7K AX 5 0 1 A B AT 4%
fEM, FGF21 C2e iRy LA AR 2K ALK
—ANEEE S, WIRRL, FGF21ZRUUYaiss
oy BA AR DU A SORE PR R, i HL AT
DA i JBR 5 R I U, GE AR 44, X B0
JEZCRY ., FGF213E & —Fig (E R, bR T
AN 73 b T XOREAE R AL, 38 Re LSS 40 WA el H 43
W7 R REER, GlanE o EE L H
S )7 A AEFGF21, FGF21 3Gl s i 424k
W T A 18 5 ) T 52 AR~y (peroxisome  proliferator-
activated receptor-y, PPARYy), AFT4HAEH & g
AR SR IEH A B S R, FGF21%E
FEPFARH T AE AN B, BRI
AL AR, B IR W ALY
GL, FGF21 A E RN, KYIFGF217E K
SRS T RN . AR, FGF21
AIFENE PRV T RS T iR AN I T IR A
b, R PR DT AR R, ek 2D T il = e AR
R MESAERO N, FGF210 L% S I8 I e A
T, fRERE A, T 4 v R AT R R A0
g5 b, FGF2152 Va3 A A s i B A+,
AR B8 R, ERERS.
Ab, ENBEEUR KT, IEHFGF21H) /K-t
2RE BT, W R R A



FE U7, S5 AT YRR K R T2 1 I D RERT ST R - 517 -

FEerdedl . RRIDTRE« AETEORS VEIE 07 . A AL 0
FFE 4, FGF210] s S g L2
W& R RPEAER, Bl HEHFGR21 =3k
(= AP R v O A S | I T 5
P ARG 5h 61 . FGF21iE8n] LLE I R AR fP 4 R G
SREREMEH, Pl E W R E RS
R,

FGF2 175 175 % &) B fa A i Fe vp R 5 56 B 2
YER .« WFGE21IER /N RIEATHE LRI, FGF21
AT DL R AT 6] % B -6- T R BFmRN A Rk 7K SF, (2
AN 5 W) Tl R s Tt XA A R R I R R, R A
FGF2 VAT LA 2 b fa A5 A &l i AR 18 1%
T A LA R i 420, eAh, FGF21iE ] LAY
58 9 €00 i M AN A €2 I I Xt M S5 2R A 0 ) R e B R
P, AR, FGF210] MR BES R i &
M IAFN 3 s, ORI IR I 4 B G 52 B Tl 2 14 A0 48
MERF% S TR, & A M B(PKBELAKL) 741
A7 R T A R AR . 3R A R T DA
BOE AKUS TR, kxR B a%URI G B 4
b Akt BRI KA 8 K B, FGF21 ] i 3 9
ZAE T SRR NGE /N RIS R R, gy
RO AUHE PRI (AR S A AR AR AR Ak
FGF2 114 e $ 5 ik 5 =5 5 1 B #8 VLK 4 2 B 11
%%EXDS]o

Jof v I 25 K BN 7R R LA R R I
FGF21 mRNAMERIE, {2 MiEFGF21/K-F 1
I FEIEF B S 2k b BB R sh A A
N, ER AT DUWL%E 3 ik o U 2R RE (R EFGF2111
Fak o 7R RE 2R 52 R B IE 1 S R A
FGF213R 15 /K 35 Ty, 2 B g v LA 2% mT g
FFGFR21 K HFEAE - R R 22 . FGF21iERELL
SR I 5 R R, TR FGR2 T8 2538
RIS RN Z . B2, dRIEFGF2IHERN &S
BRI, 284 TFGF21)a, BT LR )
Y T B ARREFRE R, HES SO EMNE E
%, MFGF21Z2 5 7 B Mt ERASK A2 IR
FUOA X AT B SFGE2 LISOE & A A R R
XK. (BWARER, FGF2IREMITIFE A KA
# F2(bone morphogenetic protein 2, BMP2)fFR
ik, MBMP2XS CE i A R E . R,
FGF2 U0 A (PRI HLHE A gt — P . X

W E L F PR T FGE21/E ARG ST 250 1 8
T,
32 FGR1 5% ERAY

FGF21Z 5 il K & Mk, ek 53y iE 5
5N o 0 FRT AR LR UL, TE R AR AR 45
R, 3 E AR AN G T T, i T T A AN A
(U HLAS 5 LR R e B 5, i S R
EHAS R, HEEBMEAM . Tk
. Wik EAEm RN REERE, e
VI 20 AR s R R EEAEAN. i
W] DL G i i A R, I T S A X S A ()
RS . UL, TERS 43I
MR EEFGR21E A, ANATFGF21
BEHZH5HEILGERRE RS RHIE.
FGF21 1] LU A Eg B AE 1, TR 2 M
TR A AR, ks, BEFHFGF21iA
L TE G S L, S B G Y TE R AEORE e R
MR VE Y 4 R R R B, W L 30 1A 4
HANEFGF21, PRSI 78 bk L H A sz, &5
BRI, SHXTIE/NRAEL, FGF21FEMK T &Fh 4 0E
YRLIA TR IE, WIL-17. TNF-o. IL-1B. IL-
6. IL-8FIMMP-3%%, {HZ{2ik [ IL-10/)FRILF145)
W R REAL R I FGF2 17 /)N B 113 G 72 1
TR EEE(EAY, WHURBEFGF2IAMY AT LA
ARYE, RS 5 2R A B R IR, WA
fhy RRE. BIBkSFEIELL . TEE RN,
3.3 5FGF21 T X1 RR

A NFGF2 1 RIE A4 5 1V 2 AQ U Mk
JREPIM G, MRERME, FGF21mRNAK-5
R AE WA PERE BE A ¢, FGF21H03E A R T 58 A
PEFAH I = FRAKCTAEOC, 75 VIR AR I A 1t
R BT S FRE, MIEFGF21/KFAE S LG
M R ¥ T, W R Sk RERELL . O
LRI O VLIRSS, PRk, IfiEFGF217K-F1] LA
BN R A o I AR A A 0 T A R AR WA
e S b, O ME R L R D M R
HE BRI R ELSI AL, MFGF21 0] LA g o 1 i
FELRIEE B i 20, Ht, HIRIT S S5 FGF21
(AE ML IEGF W) & o B0 Kok FF B AL & — Bl 4T
MBI , RRAE S IR BR (40 M AE sh Ik BEAR R, R
I RYRRAIE S I I FE T A 1 TE R KT B
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T, T L % R A A R ] R KT R . B
FEW, SMRETEFGF2145 25 7] DL 3 568 1 fig IR
B, PR L 7 A % B i B 1 R K L $R
T e 2 P PR R 1 BE KPR Y[R, FGF21KF
5 568 9 A1 ek 005 SR IS R T R A oL
FORI, MIEFGF217KF- T+ 5 23 ik A - v i
JE R AR OCY T ELFGF2 146 T 4R 4R J 0o T =
SEFD A O LA B 6 T Y B RRF LR
B, FGF2I{EANF AR NIERA AR, 4
THLUEIWTF R, FGF21 i IS ERK-MAPK-
AMPKGRAZSRARA O T 2H 23 5 52 g B bR PR3 15 5
MR T, FEd I 7E 90 BUIE JE 2% A T 0 i U0 B
WA 1 R AR 0 E S 52 SE AL LR A B AT
UL R AFGF21 25 I i Bl 3

FGF21/K P& 5CKDE K. IfRIF LR,
11 2% FGF21 7K 7 i 25 CK D - 1 22 16 399 7 % i i AS by
T, H5Bohgie ket BRI, CKD
A IR B K M FGR2 K & & T A =8
B, HFGF2 UK ] 65 3 & E 5| i)™ &
FGR2IPUER A . RERINEIRM . B e
NS TR X S A5 S B, 1 S FGF21/K
ST R AR AR U PR B L R A 0 AR A
EYL,

A, MIEFGF2UKFFmAE 2 Fp
ZEAE(polycystic ovary syndrome, PCOS)™". £&
R R S R Y R A0 RN ik 45 A AE
(Cushing syndrome, CS)™[fJ#1E 4 Mhr &1 52
BN ZKiE. MEZ R, FGF2IK TR
THEEHUAEMEERGREEE T, XIHA
AR R E (1 53 R T FGF2 U 7 v
fiE . o, &R AT R AT SR
e, ATAT LR g R R R A, BORAEE R
e NEf.

3.4 FGR21 5izzhfn &4y

PN R UL, 12 3 i FE HFRE 5 W
FGF2152 g MUbE 2 5 R B & LB AR . R,
Xt 2R pE R R ORI, B VRS R
(FGF21°Y, 4k, fEfEREAMAT, Eam LGS
MHEFGF217KF-Fh iy, AR 526 U6 2 5 0 2 # b
AR A, B IX LRI R R FGF215E A1)
B ol . R SRR [ O = = i) g LT D

W FIEFGF2 IR R . i 218 5h 3 2@ i
T A% 52 RS SR A A Tl A 184 B S A2 AR -ou(peroxisome
proliferator-activated receptor-a, PPARq)&/E, i
SHMEFGF21RH RIS T &, EHOE 7 ATF4ik
BN, Bz, EiEsh R, I R e
JIE Wi DR 35 B FGR21 1 ik . —TiEF X2 4E
BYERI R R, Gt SE Bk, FEEE
i AR, T H S FGE2 17K F R, B
MES T, i 332 B #Ra] LA 5 AT AR s 2 &R i
THFGF2 UK, /N BIRF s B, 12zhn] LUdE
I PPARY /! 3 (5% s ML 0 AR T 4 2P FGF21%
A FRE, BIEFGFR1MIB-klotho, Kk, i&zhnl
UK 0 g 7 20 2R FGR2 1 R, IR AR BEN LR
BIREACI RS,

B SCHIRT AR BIR,, ARG AWK,
SR, 2 A SRR AR B FOAH DG 0 R AR ) =
R, W2 B BRI A I A 950 A LA v ok 1Y)
PR, S RIRPIMIC R ZE AN T B L
BT, MFGF21 CAUE B X A8 b 52 L b R 9
B BAEARMRITER, B D Rk E R4 v
5 AU,

BT BRI TR LA, FGR21EHA EKH
WITER . SRR AL WIRATHR R A, FFasr
WILE AP A TN, DRI B i 4% fa s R fads.
BEE LR, BARThREREAS, P=A T4 B
IR B, M A 8 e R i RS 38 I, Rk, (R
e G IR 20 BT G B T K . BE AR
B, FGF21. B-klothoMFGFR1 3= B 7E iy i 3L J57 241
Fi 235100 i B FGF2 1156 2 A 84 8K 1 R e
1M B-klotho MFGFR 1 1) 3 1A B 4F & 1) 4 < i 3
It B BLR /N R SR W, FGF21REIY i s fi
FIER R EY, RPN R N sE, I
(b o B R AT e A M A, T FGR2 1R 2
T R AT LE TAN B 1 K7, Rk, FGF21
SN R R EE AN T2 —, WB-
klothoff 4 (14 i i 20 i i & A vl Bk o

A, EHEMARE, KEFRARE,
FGF21 0] DL 86 AR, IR RARAE KR AR
EAECY ) SR R BN, e R A KB
Z S FFdr o KRR, EWE R A iE 25
TR LR 2 PR, Rk, 30 A KR 1R
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WAl PAEE 2 . WA A KRS S 106 R
32 B R B R A AR K A7 1 (insulin-like  growth
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