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ABSTRACT: Fibroblast growth factors (FGFs) acting through their cognate receptors (FGFRs) play vital roles in many physiologic
processes, including embryogenesis, wound healing, angiogenesis and so on. Studies in the last few years have uncovered increasing
evidence that FGFRs are driving oncogenes in certain cancers and act in a cell autonomous fashion to maintain the malignant properties
of tumour cells,and promote multiple steps of cancer progression by inducing mitogenic and survival signals, promoting
epithelial-mesenchymal transformation, invasion, metastasis and tumour angiogenesis, as well as participating in treatment resistance and
tumor recurrence, but there is unequivocal evidence for a tumour suppressive role of FGFR in some tumors.In this article, we describe the
role of FGFRs in various tumours, and summarize the range of agents currently employed or in development to antagonise FGFRs,
including small molecule tyrosine kinase inhibitors and monoclonal antibodies.

Key words: FGFRs; FGFs; Cancer; Therapy

Chinese Library Classification(CLC): R730.5 Document code: A

Article ID: 1673-6273(2015)17-3393-05

ICET AEAR AR S A5 [R5 Y 7 (FHFs , £2.4% FGF11-14) 45 FGFs
HA = BER PR [ IR B 25 R AR, (ERRERS FGFRs,

RIS

JRET Y M A A 7 (FGFs)/ BT 2k 40 Mo AR < PR 732 1
(FGFRs)f5 5@ B EVT 22 A B R vl 45 2 OCEAYPERT . (3
R 2 TR I, 55 9 FGF/FGER {5 51l i 2 5 2 F i
TR A A A AW i) FGF/FGFR 538 s ] E A AT 2 A9 TRl
YT . ARSCH 45 FGFRs 7EMRAE BER 1 i T A A9 1R
X HMI TR E R AT A o

1 FGFs #1 FGFRs

W FL 2 ¥ FGFs K % th 18 A~ A ¢ £ Ik (FGF1-10,
FGF16-23) 20 i , 2 4% 2 3 IRl e Fast AL SE R T LA ML 6
A~ I #+ :FGF1-2;FGF3,FGF7,FGF10, FGF22 ;FGF4-6 ; FGFS,
FGF17-18;FGF9, FGF16,FGF20;FGF19,FGF21 ,FGF23; 4%

* A TE T F EREA R H (QC2012C005)

HCARBERE R 43~ FGFs K1, 41, FGF15 & 5 A2 FGF19
BB R IR

FGFs 5 (K (FGFRs) 4551 & #EAEH] . FGFRs H 5 4~
B A FGFR1-4 piy ff SMBCIARZE G4k, o o 25 R R P
SRR A . Horb, JANES A th = A2 1g SR (T N2 AR
Ig I Al Igll Z [AIFRAE —A B & 22 BRI R MR T 51 FON R
o Igl MRRETEZ IR A Sl 2 b VR, i Igll A g
A4 B T FGFs (254 v 5 . #£ FGFRI1-3, Iglll /) AT AR 55 2 A
b FMll ¢ RIS A41&, FGFR1b-3b 1 FGFR1c-3c¢ W I HA5
RIS S0 S0 (18 5 FGF1 45840 M4l 21 3645 T
FGFRb MV 838 # 635 F 14U 4T, 0 ¢ S TRU38 28 58 T[] Jr 41
G, 7EA T R ke A 2 A R S AR S L 2 Y

YEHZ A R ##(1987-) £ WA 58 A=, E-mail ; season_zhangjing@163.com

ASEIANEE 22, E-mail ; Lix14088 @sina.com
(ke H #9:2014-12-10 4252 H #:2014-12-28)



+ 3394 -

IREYES#E wwwshengwuyixuecom Progressin Modern Biomedicine Vol15 NO.17 JUN.2015

AR, WP SRR B I SR ZUSZ A8, L2 IR
— BB R (41 FGF1) A} g5 FGFRb 1 FGFRc W HIZ: 4, 5
FGFRI1-4 Lt ,FGFR5 (#R> FGFRL1) 2 il Py ik a0
4y, IF HH D BE M AN TS 28 (R WF 58 3 BB HAT 10034 200 At g 7
AR 20 434k B Sh E P, AT WSS A A B A A FGFs i 15 &
FGFRs {553 fif i £ 1] 9875 A 7P
2 F5E%
21 ZnESMERIZEEE

K Z % FGFs i TR £ B F ZE AR HM (HSPGs) 5
FGFRs 454y, FGFs i #H VE 15 HSPGs 454, HSPGs MY
VE B FE NG FGFs S 77T ARSI E T B 1k LR, I BRI
BEEFNANMIFRE, FGFs 11 & AR e FGF 456 8 A A0
Mash 3L R, BEJS L) FGF/HS/FGFR =t & AWML= 540
JfiFminy FGFR 454, 4545 =uE e Rk, BE—1
FGF-FGFR ZIRERATC, — SR A -5 BUM P R 2 R il S 2
Kb & A F R AE L, MR % FGFRs M, FGF19,
FGF21 J FGF23 WAL S HS 311 8, 24K 5 Klotho & [
e E A LB B F 5 FGFR 45527,
22 TikESEE

FGFRs i it 2 2% Ml N 5 5 gt 8 (55 —J7 1, FGFRs
TR R AR KWL b & A SH2 i 2 KR4t 1 45 A5, 1
WilEHE Cy (PLCy) FIZSEHE I (Crk), PLCy 254G 311G 1k
FGFRs f C A Ui GRS I, W5 /K i B JLmE( PIP2 ) =
A Z R EEH i (DAG) F1 = % JJLEE (PIP3 ) ; PIP3 fil /& 45 B i
KB B C(PKC)MGEDN, i PKC it iR 1k Raf 76— EF
B 54k T MAPK 8. 53— 1, {548 [ FSR2 J& FGFRs
E5 5T BRI R AU FR 4L . FSR2 515 4k FGFRs it [l 18 4%
A I R ARG . AL FRS2 54 KA T2k 45 &4
F (Grb2) 454, BJE Grb2 43 HI#H5E SOS Al Gabl 33 T it
Ras/RaffMEK/ERK (MAPK )i & F11 PI3K/Akt 38 %, FRS2 tifig
f# Scr #0% , ¥ FGFRs 555 ¢ sh & AR AN B4 ok,
fH A Z M, Mol FGFRs 1 ARIE0E HoAb (S S- B% , 10
STAT3 i 4%,
23 EEEBAZEAET

FGFs/FGFRs {555 1 71/F 2 22 1 {5 5 1 -3 i A A 5k
T LA™ R AT T AL G 2 OCE 2, U R AT

Sprouty X i #£ RTK {5 5 B [a) 98 15 b B #E 2 AE A o
FGFR {5 57 Sprouty %, )ik , Sproutys £ ERK J1
B ZA KT FGFR {55 1%i% . Sproutys GBS Grb2 454
FBH 1F H: 5 FRS2 I MAPK 3 % (141 12/ F U Sproutys i fiE
1 FHF Raf i 177 BH W7 Ras-ERK 476 5 5348, A AR AN
Sproutys 1, §E ] PLC-ERK J#§7% ik 4%, FLARE S Hi5) A
I e RNk s vh 2 4 B Sproutys KPR, Jf H. Sprouty2
Job 3K U8 G I JUE S B 1, MKP3(MAPK W2 il 3)3 o {7
ERK1/2 @R L H 55 MAPK 38 % & ¥ 301 #] FGFR {55 19 1E
FHEN, Sef(FGF iAW)/ FGFR {5 5-3@ #% 1) 73—~ )Mot
PR T, B HAE LS B 8 . A TFIEIN A Sef YERI T4
LK, 446 FGFR 1 FRS2 B2 fLisrs , #E il T ir
Ras/Raf/MEK/ERK 3 % F1 PI3K/Akt 3@ B I0% ; 539G OB

Sef 7£ T Jif MEK/ERK 7KF-4i il FGFR 451y MAPK i ",
TEFURE S S IR B0 SR T 2 B Sef RABYL, it
Gh, FWRE L IO B 47 (N-CAM) \N- 54 2K
(N-cadherin) ,Spred %% 125 FGFR {55 [ a1 #75 .

FLRT % 4 FGFR {553 % 1) 1F S (5 55 8 F . FLRT3
1T N8k FGFRs /519 MAPK 3 i K HEVEH . JIAMUB IS
&3 FLRT1 F1 FLRT2 {45 fin4f FGFR 55 B1E MY,

3 FGFRs {557 & 4 % & B9 1E R

FGF/FGFR 7& ¥ 3458 A7 o fb kB b R 5 5
FAEH, SRMIAERY FGFRs {55 5 M vk M i & A4 %
YIS, WFFE A B, — BB AE o FGFRs il i ZE R 318 Yuth
A G A5 AN A8 JUFP L 5 B BT o MOk B 2 IR 3 A
FGF/FGFR 15 5 1E Ay 58 2 5 Mg kA R SRk iR 1) 2 d 0
R, A ARFFEUES: FGFRs 7F 558 ojygg 2 0 v ELA ] e
HDIHE
3.1 FGFRs & 5B 40 RatEsE . 55 & (2 E 555

ok M N K A R R AN M R R . 22 IF Y R R
FGFRs {2 JF i yed 40 it 58 . A=A, Ishiwata 253 F FGFR2IlIc
cDNA %4 Y [ 6 20 i 2 J5 A1 32 200 ML 51 , 4 2 % 2 RN A
PeAN A3 BRI BIRE U A NOG [, A BUFE L2 i T K&
JER AR Jir A7 o9 2 T X6 R, A R A i 22 1 X R AL 5 T o A
siRNA Tl FGFR2lllc % ik 8% # M A it FGFR2 i 44 #)
FGFR2IMIe 1P 5 % B IRE 40 i S5 S48 35 32 )], DA INTHIE
5t FGFR21c fi ik ige i 4 Ha 5 581, Lamont 55 57 Fif FGFR /]h
S3F I A 3 A A FGFR3 98742 () 5 b i 200 i 3R s 2 0240 i
JELHAE R A5 A A0 M R T, ARHEAS [R] Y 21 g2 Y, FGF/FGFR
55 3 I3 3 Y A ] 45 5 B T e A L A M A A
{1 PI3K/Akt/B-Catenin-CBP i 1% \MAPK i ¢ \RSK i 7,

REWF5sN N E AL (EMT) AR U S S50 AT A
ZUHA I SRR B UM C, EMT i h, b 2 4i i
e F AN TSR T A ) i 32, B- AN R (IR T %, T
TRFIEE BARC ), N AR 22 AERRE 1 . FGFR1 2 547
5 EMT %/, FGFR1 435 i3 MAPK Fl PI3BK/Akt @ /24t
Snail % PR3 A48 AR e M, NTTAR i EMT &/ X i
JirdR A0 B 3545 R 7, O ) LR i JOm AL S . Taylor 454
FGFR4 # il i) RMS 40 it 2 FiAr 20/ R4 9 5 & B es 2F
WS, i AL IR /D i Bl RMS 4B R FGFR4 R AR TG )5 5 30
JiekTe 40 L A R R A BE e, AATATIIESE FGFR4 2878 340 fig
#F RMS 5% JF HA A RMS (3577 #1802,

3.2 FGFRs 5 pibyeg i & 4 B,

0L A R R M AR K R BT AR Y L R i 4
BEIT TR AR CE SRR, [ 2 M 41 M % 4% A . FGFs
B Se U ) I A A B, S ELEE P9 R ARG A TS K
RREFR A 0 8 A AT R P C AR 812 A mT . BI5GB
FGF2 1] %5 VEGF 7E IL45 N i 40 Jid i %5 35 ,FGFR1 \VEGFR
SRR ML A R R Az AR . AR I A A AR AT RE T
FGF-VEGF {5 5l % Z [RIA BB R . HIK, FGFR1 {55 i
Ang2 FIKFFEAL Angl /K ¥ Angl KR M4 7EH , M
Ang2 AL, —T5 T, Ang2 S ANA B AL VEGF Ay 5k



REYES#HE www.shengwuyixue.com Progress in Modern Biomedicine Voll5 NO.17 JUN.2015

£ 3395 -

P, R LA M AR BFE 5 O3 — 5 T, Ang2 158 PN 2 290 i
TNFo B8R , DATTHG 0 240 JERG Bt 43 ) 238 O a2 4% 40 g
ke S350, M4l FGFR] {55 1538 530 MAPK %2 A
Wy, I A R IL-8 [ 3235 R4 I e 0 45 Mt
Ao AR IR A DG Y 58 240 MO 5 Vb L A L mhePter 4 L W 4
JiL R Em A, b DL W20 L R S R AR 43S T
A, B2 B E AL (M) RIS BEE B (M2 ), Horh M2 5 g i
JEAHE . M2 RALBE R VEGF IL-8 .FGF2 \TNFa % , 1. 7] 43
W— FR IV AN, R4 B 8 G (MMP ), MMP R 38K
JEE, DT G2 34 P4 B2 2 %, - A T A A B i A
ik, 40 FGFs \VEFGs %, £ I it i ,FGFRs {5 5 4 /iy
BT — AR I A A B A RS, S 32F IR M 45 25 A, Feng 45
7 FGFRs 1 i) 351 b 35\ S 1T 51 i /> BROBSABLASE - 350 g
AR SE A, I I g I A AR

3.3 FGFRs 5MEE % R

W5 IR N BRA ST Rl 2 R TR T Y & R, IR IR T B
8T E RS (A R sk & e 25 X — IR A Ok ()
[R) R, BN T R 2L 25 G EE %S, FGFRs 76 2 FpIRg iRy 7 it
i R EEAE .

Thomson %53% i}, 7E NSCLC 4 fis & (H358) w3 = fy
PDGFR F11 FGFR1 i i TGFB %5 EMTM, jfif EMT 5 i 40
MR 7858 R e A K 732 & (EGFR) fiif244 3¢, Hideki
Terai 4 % 05 JE25 SR i 2575 NSCLC 4f ik (PC9 GR) FGF2
I FGFR1 2 3k /K 7 5 F 7 9F £ Je iUk B NSCLC 41 Jifd #k
(PCY),Mi#I il FGF2 5, FGFR1 7] LI PCY GR X7 AR JE )
HURAPED, — 53¢ T EGFR i 2 B2 U it 41 i) 77 ( EGFR-TKI) 3R
EVETH 258 LR I BFIE & 3R, NSCLC 41 &3 i | FGFR2 i
FGFR3 4% Z 1 EGFR-TKI k451 25 % 4, Jf-iA & EGFR
1 FGER 41014 570 36 G g R 858 B 40 oy FH T g B BB 47 B3 T 7 AL
R LA WFFEINA FGF/FGER {5 % i % /& EGFR A4 1Y
NSCLC EGFR-TKI 5 & P25 Ry s ZEALH] 17, DL EZ5R4RR
FGFRs 25 EGFR-TKI JFU& M F1 / sk gRAS 1Tt 24 i dLl , OFA
B S NSCLC 3441 EGFR-TKI Tiif 25 1A 506 7 4 i o
Oliveras-Ferraros 251 % ¥ FGFR3 7% b/ § KRAS 28 75 1) By
A VIR 20 B X VG 22 SR 2450, peAh , FE — TS IR Ak
Y7 TS 245 A9 S 56 g 6] 85 25 A 3L A9 200 L 2R ) 7 T AT
R R IR H AT 04T, K I FGFR4 Rk K FiR, KA
FGFR4 Hi{i 533 1% FGFR4 AYFLIE AN R ALy B3
U, Turner 55 % $ FGFR1 434 (1) LI i 2 i 3= % 4-OH- fh 555
J5(4-OHT #4312 , /B J§ FGFR1siRNA i 2k FGFR1 J&5 , J£
%} 4-OHT SEE R, F2HH FGFR1 314 5 ZLIE8 N 4 I8 T
fif 254 & ™, J3 4k, Yadav 45 9E 55 FGFR3 i /5 BRAF
V600E {0, 23981 41 A 2k BBt 24 2 25 20, B T 175 L (4o
XTAGTT TKI K N 43 W6 T I T 25 1 , FGFRs L 7E I R 4t b
SR 2P Y 7 A AR R R AR R

5 RS2 e B FET R E DR R 2 —  BF9Y 3R W FGFR &
EMT #H 343 Refe i B A b8 T4 ML (CSC) Ja M i i B v Y
KM R, XRFAIEA ARG T M R Tk hE, &
Jiged 5 e SRR

3.4 FGFRs 5Byl

n iR, FGFRs 78 Mg & A R R 24 D IR R RSB0 1
I, SR A RS & P FGFR2 78 K- o ypi2iom BLAT — g A b
g 41 T BE o Amann 55 BT 40 Jf 9 2H 24 0% A i & b
FGFR21Ib 2 3k 1K F F 8 4 21 af iF & I an i, =l & 24
FGFR2IIIb 3554k ; W ] FGFR2IIIb 4% 4« HCC 4fifity 2 3
AN MG TE GERERE ) 35T R, A TR 5 R B e A o A 3]
BREE T 2B AE KNS, IFRAE R T, [mARE, B e
S HTS s | VAR SR R % B FGFR2 T, FGFR2 R )5
Jih 92 20 B AR R Il . 93 Ah  FGFR2 98 728t ELA 40 I oes 1 o
Wang 5 & BUZE R N AP 5250 FGFR21MIe fifd 715 28 45 (S252W)
FTREAM ] L 8 200 3R AR 9 B A 2R 26 L I A AR i S
B, AL, WA R AR R FIE & 4 FGFR2 ThRgkk
PEZEAEN, FGFR2 FEA[RIZE B e vh A AR FH I I D R,
X — IR LA WPLRLE A TR R

4 FGFRs 5¥BiE

4.1 FLRRE

AR b R B2 Fh FGFRs G AR F-# Rik, £
B, K2 10%0 7N & A= FGFR1 ik 8pl11-12 4
R XIEY 1, H SR A RA XM, A s/ L AREA
i Z H FGFRI %75 S SR an s s . A£77 . RIRRE S35
U i —HAIESE T FGFRI ARy 2R 08 S 8 BE . Sl
WFFEHGE , FGFR1 91 5 LRI 9 /IR Y 2545 6, 1E=
BF P L B9 .20 v & 31 FGFR2 3% , JF H X FGFR2 #1771 H
B HREUSMEDY, B, FGFR2 A B FGFR2 ¥4 1y = B4
PRI W LT BRI TR S . IEAh, FGFRA S Rkt R BT A
FILEANR R 5 LRI A0 R ATt 244 6,
4.2 FERtE

PR3 I Rz 98 (UCC) 2 58 L i g e g (UC) 2 80, 70%
-80% 1) UCC AR MR/ AR REMEMFR R, KEY 70%m3x 3
UCC &z FGFR3 745G P, 1 ] FGFR3 J& A ik A b B
UC 2l =55 1% F FGFR3 /N3-F- il 1) )2 FGFR3 FRITREHL A
P55 AT 4 0 A i R A M T 25 [R) I, FE UC FFp
FEAFAGEARY -t W2 31 g £ i1 111, 60%-80% M I A R AR 2
ZEPE UCC kAR k. Bl B2, % FGFR3 28748 UC B
PRIBIEAT 2878 FGFR3 7K Wa I A T o & 4041,
43 FhE

i JeE AR PR B 25 3>l NSCLC Fl/ N i fiides (SCLC ) o 78
PR B R 35 % B FGFRs 574 %35 . Marek 55 & 3 FGFs
1 FGFRs #£ NSCLC 4l & il Bt e3k , MUIER FGF2 ik
Fi FGFR #1175, AU R . A28, FH FGFs Fl
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L g T 5 IR 1 FGFRs, X (#1158 FGFRs 7 L A{
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Table 1 Inhibitors of the FGFRs that are currently used in clinical and/or undergoing clinical evaluation

Drug Company Thibits(targets) Development stage
Small-molecule tyrosine kinase inhibitors: nonselective FGFR TKIs
TKI258/Dovitinb Novartis FGFR,PDGFR,VEGFR,FLT3,c-KIT,Trk 11
BIBF1120/Nintedanib Boehringer Ingelheim FGFR,PDGFR,VEGFR,LCK,FLF3,SRC,LYN 1
BMS582664/Brivanib Bristol-Myers Squibb FGFR,VEGFR 11
Ethical Oncology of
E-3810 FGFRI1,VEGFR 1
Science
E7080/Lenvatinib Eisai FGFR,PDGFR,VEGFR,c-KIT 11
ENMD-2076 Entremed FGFR,PDGFR,VEGFR,FLT3,c-KIT,Aurora ,RET,SRC,CSF-1 1I
TSU 68/Orantinib Taiho Pharmaceutical FGFR,PDGFR,VEGFR 11
AP24534/Ponatinib Ariad FGFR,PDGFR,VEGFR,c-KIT 11
AB1010/Masitinib AB Science FGFR3, PDGFR, ¢-KIT 1
GW786034/Pazopanib GlaxoSmithKline FGFR,VEGFR, PDGFR, ¢-KIT 11
Regorafenib Bayer FGFR, PDGFR, VEGFR, ¢-KIT, RET 11
Small-molecule tyrosine kinase inhibitors: selective FGFR TKIs
AZDA4547 AstraZeneca FGFR1-3 /1T
BGJ398 Novartis FGFR1-3 1
LY2874455 Eli Lilly FGFR1-4 1
FGFR monoclonal antibodies
MGFR1877S Genentench FGFR3 1
R3Mab Genentench FGFR3 NA
RG7444 Roche FGFR3 1
PRO-001 Pro Chon Biotech FGFR3 NA
GP369 Aveo FGFR2 NA
HuGAL-FR21 Galaxy FGFR2 NA

iE: %5 :FLT3=FMS & B9 S8 38 3,c-KIT= THMEF 24, RET= JUL SAE B #E, CSF-1- ERMAMEZRMEF / £&RHEF
-1,LCK= # B Af4s 214 & A B 2B Es, SRC= 1B BHR S EFABEERE, LYN=V-Yes-1 Yamaguchi P J&47% 318 5 72 £ F [ /5 4 , Aurora:
Aurora i #§, TrkA= FR R B HEE R EE A, PDGFR= M/MREHTE % KEF 24, VEGFR= & N £ K EF 24,

Note: Abbreviations:FLT3=Fms-related tyrosine kinase 3,c-KIT=stem cell factor receptor,RET=orphan receptor tyrosine kinase,CSF-1=Macrophage
colony-stimulating factor/colony-stimulating factor 1,LCK=lymphocyte cell-specific protein-tyrosine kinase,SRC=rous sarcoma virus oncogene,
LYN=V-Yes-1 Yamaguchi Sarcoma Viral Related Oncogene Homolog,Aurora=Aurora kinase, TrkA=tyrosine kinase proto-oncogene A,PDGFR=platelet
derived growth factor, VEGFR=vascular endothelial growth factor.
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FGFR TKI L) FGFR Jifl P43 3l ATP 45 & 23 2 40 s
il FGFR #00% , AL T FGFRs i %3k \FGFRs A8l £ i
FGFR- @it & 7 [ A R 2R 8 AR 9 TKI VR FTE LA [ ] 23Rk
e FGFR TKI Fik$t: FGFR TKI,

i1 - PDGFRs, VEGFRs F1 FGFRs {8 it (14 55 28 235 44 A 0
£, KZ % FGFR TKI [Alf E 7 ##] PDGFR \VEGFR (176 14: .
ZE AR —Fh TKIL AT H T 2R g2, JFRe7E
JiiriE B JE 1) 22 B B R AR AE o 100 Dovitinib/ TKI258 J&{E
1E £ PE FGFRI1-3 #ll il 57 , [A] &5 7] /F F§ T VEGFRI1-3,
PDGFRo/B .FLT3 (FMS ¥ fi% 2 F2 \ i 3) KIT .RET . TrkA
CSF-1, TKI258 fgilid Wifhis sk I e A . — i, B4
#il FGFRs ,PDGFRs 4 5 1) 80 /F FH 5 7 — J T3 2o 1 1
FGFRs ,VEGFRs . PDGFRs 45 4 IfiL 5 A= i 5] #2400 1 ek 8 &
JEDA B 52 R I R IIESE TKI258 7E £ R i vh 5LA7 it Jih
JETEPENS, BUAE TKI258 AT54b T — FR 52 A AR B RS I I
PRIEG . TKI258 7 B 1 SC AR a1 3 I PR30 vh e i
DLAIAS R RN EZ 1A B B RV . F34b, Btk A R0
ek FGFR TKI R AR L (UL 1) 8K, ZEMH ZFp A
B F 32 PR F LR L, 20 S I 590 v] e 2 RECE 2 1 ER R
MR A, G0 VEGFR A 56 R RIS N A 8 I o 1487 3
SRR E FH L . RIkARE#EEME FGFR TKI RE A SZ &M%
RGP TEMATY R AT T 2 A I AR

B, —SiE B FGFR TKI B #E A G R .
AZD4547 BGI398 11 LY2874455 ™ Hf5¥ 0] , AZD4547 Fi
BGJ398 j& FGFRI1-3 3 % il 57, 1 LY2874455 J&— A4~
pan-FGFR i 5) ({EHF FGFR1-4), =i TKI 752 F i 5
T ) b H SR R 1 ), BAR AZDA4547 H1 LY 2874455
HA 5 VEGFR2 Mpfilig ¢k, HIFR &I VEGFR2 4 F: (1)
FEEH . BT AZDA547 IEAEE A7 R3] S48 13001 AR IAE6: |
AZDASAT WA AR T SE 3 X IRAK P 2230 B 24497 FGFR1 373
) ER BHPEZL M6 8 2 BEALOUE TA B IR 8 Fl AZD4547
X REEE IS B0 20367 FGFR2 3 A i ) 18 sl 18 0 A9 A Lo
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