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Research progress on the mechanism of FGFR signaling pathway in tumors and targeted

therapy
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[Abstract] Fibroblast growth factor (FGF) and fibroblast growth factor receptor (FGFR) signaling pathways are key molecular hubs
that regulate cell proliferation, differentiation, migration, and survival. They play a central role in various physiological processes such
as embryonic development, tissue repair, and metabolic homeostasis. Abnormal activation of this pathway, driven by genetic
abnormalities such as mutations, amplification, or chromosomal rearrangements in FGFR family genes (FGFR1-4) , has become an
important oncogenic factor in the development of various malignant tumors. Patients carrying such variations generally have a poorer
overall survival prognosis. In recent years, with the deepening of the concept of precision medicine and the popularization of high-
throughput sequencing technology, new drug development targeting FGFR variations has made continuous progress. Various small
molecule inhibitors have been approved for the treatment of tumor patients with specific FGFR gene abnormalities, significantly
improving the prognosis of these patients. This article aims to explore the correlation between the FGFR signaling pathway and tumor
occurrence and development in tumor patients, as well as the treatment options for tumor patients with FGFR signaling pathway
variations, and focuses on the new progress in FGFR-targeted therapy.
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S OIS COIE SE 2 S IR B b K9 (urothelial
carcinoma, UC) JH ¥ (cholangiocarcinoma, CCA) . Jfifi
i 55 20 T SR PR S L R ) B0 3R B R R
gttt £07.19%H) SLARIE B A7 AL FGFR R R R A2,
XAL1F FGFR B MR RS VR T 1) — > B 25 s
AR, B JEik B JE Cerdafitinib) « 5K # JE (pemi-
gatinib) 1 & & (2 % JE (futibatinib) 2 % 3K FGFR il
) 77 B RIE 5 AN T A5 B3 i, 45 455 7 FGIFR 2 X 5%
AR AR T A B R AR R R R VR T Y
IR UC FTCCA 38 7, SRTM, FGFR il 77172
e P S8 P o 25 3 T s 25 1 245 1 1) 7 AR AR T AN R
L Ch vy B3 TR 6 MILAE D 55 Bk ik, X 8 1]l B ) 1
ZIM KT RO B R A . CE R G T
FGFR % Kl R 28 (1) 73 T4 AL & A I 75 VA AR 7
PR 5 X5 A 5% 245 0 9t R A s R 9F 9 1) e B 40
BEAT 7RG, BAE NIRRT 6 9T A2 I A 3R
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1 FGFRERRTHEYFEMEBIENF

1.1 FGFR A& 8 49 25 ) | BAk 2 T 538 7%

FGFR J& T 52 4 i 2 B2 B % (receptor tyrosine
kinase, RTK) 2 Jt& , H 48 JLEE ) AL 75 3 N e BR iR
FIREES I (g T ~ 1D A MR AN AL & XL B s i
(X DA% A T 2 R Bl 6 A I 2 i . AR BDIRASTT
M FGFR f 4 X 5 H K FCF 45 & )5, 2515 5 %2 1k

FGFR

sma membrane

A T IRA B P IR 5 R S ) B IR AL JE T 3R
7% AL 45 RAS-MAPK. PI3K-AKT. PLCy Ml STAT #£
(22 2% T U 28 ML A5 S BB, R 85 T 42 4 L P G 2
TR R TS SRR D,

SR, £ iR Hh iz 38 % 1) S IR P AR AE R A 5
SR B SRS AR L o 0, £ 5 B 5E  , FGFR1
[¥) N546K F1 K6SOE 1 >34 5 98 A2 1 1 2428 15 1
RSB 1 PLCy 456 SR 0 7 s AR S0 AH G A2
AT T 455, 00 RE B 1K IR VA A I R A,
M R AR 58K BUB DI AE™ . ILAh, FGF/FGFR {5 5
I B B S O G 2 5 Y B 4 R S T R A
[5] Y5 #) (cellular - myelocytomatosis oncogene, ¢ -
Mye) 55 5B J e 2 B AR g 1. IR B 78 23
P B 7 FGF/FGFR A5 5 Bl 75 P68 5 A2 R e b g A0
YERT, AR Bt #1687 VI R R it 118
S A FE A
1.2 ZEA PR FCFR AR T #if 7

FGFR J R AR 5 2 2 e it & A2 % e i e v 1Y)
HEIRF R R, KA R R AR S R P
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TME) ZEL 5%, AEANF R o i) oA B 825 i 4143
Fr s E . EARSEARR T, 2 R 1 R (multiple
myeloma, MM ] [ 48 ff o 5 3 A7 7E FGF FC A% 1)
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Figure 1 FGF/FGFR signaling pathway
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% H 1197 Cacute myeloid leukemia, AML) X #8/k 2
98 (myeloid/lymphoid neoplasms, MLN) £ 35 75 £
A FGFR1EHE . KMBIERIA 4T 7R, FCFR1~4
B[R A s £ SEAAIRE (1) Sl A 2N 2.79%0~4.2% o e
W, BT R R LI FGFR1 B0 A, 1E 45 B W
(colorectal cancer, CRC) H KA K214 3.8%, 35 i
JEANRAHR". FGFR2Fli A /& CCA bR EMENAL, &
AN 10%~16%, FF HAE R CCA PN L,
FEUC ', FGFR3 RAXSC N3 , 75 AR LRI i P fbs
[t J5 (non-muscle-invasive bladder cancer, NMIBC) H
=15 70% » UL JZ 12 W 1 B BE J& (muscle - invasive
bladder cancer, MIBCOH£)24 15%"". 1t4k, FGFR
FE PR AR S A5 )L 8 iR b R R A A B AR L R )
e AE AR 2 00 J12 It 98 R A SCIL PR JRE A A R A Bl
9%, bR T HE W RELE VR, A HERIE R I
FGFR2 7] DL i 5 K 548 L B HE 7 19 55 22 A7 5(
72 A A B 7 18 0 (FGFR2AE1S) iX — i A 8
AR 20 XA Sk RN B MR R S
PR T AERSHETR YT HR X FGFR 28 S 3E 47 RS 1 43 T )
M.
1.3 FGFR 13 5 i@ 3 2 It I3 3R 35 P 89 4F 7
FGF/FGFR 15 5 38 i AN (5 42 K 3 2 40 £
W BE 5 A7 , A R 36 IR A 85 Hh R S A
FH 5 0 2 7 A 2 VA A0 I A T T Y. B AE
Z I L], FGFR3 2 R R 38 5 1% e Joe (173
LA B8 B A 5 T S AR B DD AR O%, L i 3 e
e A L 1) 22 R G, 5 3 EEL IR A I 1) A P A 1R 3R

RUEAL, BET A T 40 J 8 S A5 AL, 2 BT
2 0 5 ik 2> R G Y 400 1) 8 PR 2 R TS %k T 40
(Treg) F1 M2 & E W40 B 1 & 4627 (B 2) . FEAHEE
Jg P, FGFR Rl BH A (0 i gt 22 30 HE SBUAIC ) 7 e
PEFE T FCAE 1 (programmed deathligand 1, PD-L1) 7K
PRI T 40 HIR A, B g YRR R I
BT T, FGFR/MLE W B2 AR K R 52 4K (vascu-
lar endothelial growth factor receptor, VEGFR) XU E ]I
1l 70 o A% 8 S Dt I R bR 4 4 AL A R 2%
T = B 3% 0 b e 44 5 = P i AR . E T4
Jijabes (hepatocellular carcinoma, HCC) i, R E e &
FGFR 1] 71 G 0% 44«78 7 S e Tl 53 5 28 9 “ IR
A, B9 CD8T 2 f AUURL g B (131, N S i6 9T
B R AP 25 F L FGFRAS 5 @ i il ik 5 2
R ATL 1 4 42 b R 4 2 R S5 A0 I8 A2 B, FGEFR A1)
AN BE B A R, 3 e A B, 1 0
Tl 7297 28

2 FGFRERZT FRIEN 5%

HETR IR 45 7 FGFR 22 55 ) 58 A 2 St A E HE
FIGIT AU Se ok o HAT, IR b 2 B 41
WARTERRFEA, 18 F 22 80 70 T2 Wi R AT I & 0
A ST AR AR I T B A F T
i 2 R4 55 FEHE R 90 JRA 2 A2 (FISHD i T4
W B 298 KF #4554 43K % (immunohisto-
chemistry, THC) , DL L BENS A A AT 2 DR 59748 i 15 K%
P D103 5 1) — AR P (next-generation sequencing,

Loss of antigen processing and presentation functions
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Figure 2 The role of the FGFR signaling pathway in the tumor microenvironment
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NG H AR, NGS T E P AMgdis B HE77
FGFR A2 A6 U 1 “ e bn e ” o SR, A% SR 20 235 A
FAE G5 P K B S A R X DA B e DA e A e
(6] B S5 A R PR . Biln, 72 UC H, JFUR I 5 e
I 7] FGFR3 TRARIRA (A — BUR Rk 26%, 2
7 AU I A ek PR 5 DR N e T 36 0 ¥ vHE i S TR
R0 b 1) LS ROIRZS . BTl B LA
BRI PR BTV 2 NGS ar U 75 SR I, DA B4 18
DNA Ccirculating tumor DNA, ctDNA) 94X 38 1K 14
AR, e A FLA A M A B B 4 1T S Ik 4 B iR
St ERIOLE , 15 H f N — R A AT sk ) 52 A
FREWT B

3 FGFREERAMIRIARIERE

3.1 LRMZFCFRIPHIF G IE R IT 2 5 otk 45
LK, 2502 FGFR #HI R SR AL i br £
FGFRALFNVEITHEN T IR SLER T 4L oc. JEik B
JE A& —Fh 1 AR IE BEPETZ FGFR & 2 R ik I 410 1) 771
(tyrosine kinase inhibitor, TKI) , T 3K fit FH F % 77

FGFR2/3 22 7 () 4236 1 0] UC.  BLC2001 A 98 & 7
HAR M 22 fi# % (objective response rate, ORR) 1% 40%,
R et g AR A7 3 (median progression free survival,
mPFS) Fl /A7 & A= 47 1 (median overall survival,
mOS) 735K 5.5 HF113.8 /N H , HK MG By
AT THOR B 58 E — 5 0E 52, X 4 9% Ao
A 5 0 #) 71 Gmmune checkpoint inhibitors, ICD ¥4
J7 J5 it & I FGFR 22 5% UC B3 1 OS B T4IT
2.1/ Hos 7.8 AP, £k B B3R T 45
FGFR2 filt & /=R 01 e R PR AN o] R DI BRI
2R CCA HE™ . 7E FIGHT-202 W 7, B K %5 e
1097 (11 ORR A 37%, H AL PFS F10S 43 711 9 7.0 4~ H
1754 H JE 82 2 bt BB AT 78 1R R IR
2T BK B JE AE I IR S i v (A R e 4
=B e — AN AT WK FGFR1~4 #0157, [7]
FESRALH T FGFR2 il 5/ HF (1 2298 iCCA™ . #E
FOENIX-CCA2 B ¢ 1, ORR 24 42% , mPFS Fl mOS
73 9.0 AR 217 A H 5 s 5 AR i R 3K
a1 CIRHZ FGFR M| 77 il PR 78 W3R 1.

#1 FGFRIDHIFIFFRICE
Table1 Summary of FGFR inhibitor research

Study title Phase Drug name Target ORR(%) mPFS(months) mOS(months)
BL.C2001 I Erdafitinib FGFR2/3 40.0 55 13.8
THOR I Erdafitinib FGFR 45.6 5.6 12.1
FIGHT-202 I Pemigatinib FGFR2 37.0 7.0 17.5
FOENIX-CCA2 I Futibatinib FGFR2 42.0 9.0 21.7

3.2 #H— KA EAF M FGFR 49 &) 7| 69 #F 50 3 &
JUE A BT E R A2 FGFR 0041 5 BUE T %
Ihy o B L7 3505 DR IR A 1 T 24 9 78 RN AS (R I o 1T 52
PRET i R AE B2 5 FGFR AR < 1
WER £ ME )2 5 FGFR4 JIHIAH S IRE . AT
TR EE Bk, B — AR BV FGFR 01 575 i B
FAEAEHEAT o Lirafugratinib (RLY-4008) /& — #K & i%
FEME AN AT I FGFR2 41157, HoX FGFR2 A #5814
b FGFR1 7529250 fi%, EL FGFR4 7 5 000 £ PA_E™,
X vy g B 8 HL A I PR S TR e 8 AE R AU 3
e 2 S AR 1 IR ERE AN 51 B R A R B, I HLXS
Z Fh FGFR2 Ji R AL 57 S i 245 TRAL S50 i Ve, 6 16 3
CCA % 1, ORR N 45.6% , mPFS F1 mOS 43 )32 3|
TU3INAM228MNH. A, AR FAFFE N
JoR 286 JEE B 14 AN AR F 4, 2 80 1~2 L H e
A FRAEWT 258 ISM7594 (ABSKO61) /& — Fhik £k
[ E FGFR2/3 $Mi 711], & 58 A7 Rkt FGFR1/4, [F]

FE B 72Uk 5 2 B R 3k IME S5 AN RN, JF X 2 Fl
i} 25 98 AR R FF VG 1 . A 2023 4F 12 A, 1 Hi7)
B 3 56 b #E H FGFR A8 5 (1) 8 9 B2 3, 7E 8
%2 ISM7594 1697 J& , 3 93k 3 1 &6 73 2% fif (partial
response; PR) , ORR N 37.5%, 3 {53k 2| T %5 fa 2
(stable disease, SD) , ¥ %5 5 il & (disease control
rate, DCR) A 75%Y, TYRA-300 JUI| & — b i 2 4
FGFR3 # i 71), AMYH T¥697 FGFR3 42 7 (1) UC, it
HTETT H FGFR3 M R RS E K E A5
BT . EHE32 TYRA-300 V)7 (147 FGFR3
R UC B EH, DCR N 100%, H 5 FGFR1.FGFR2
R IIA B BB > B, thah, — B Al 4k,
A VTE S0 IR R i 2 587 5 T o tH AR %A Tinen-
gotinib 7E I PR 5T F11If5 PR 78 w4 58 X FGFR 41|
G I )5 3k & 1 FGFR2 Bl & CCA BA WM. 78
FGFR2 7% 57 () CCA 3 1, mPFS 24 7.26 1~ H , mOS
N15.93 M H o AV, 659 AE R4, & L



*1416-

(IS VS N 1

546 555 9 1A
20269 A

395 (54.19) F14 20 (2.8%) AE i ifiL [ « 11 % L T
JEERBAE, 15 At A S AR 98 A B L5 3 1 AE —
F K — X4 ) R S B I 2 B P
WD AR R R, A 8 FGFR 48 6] Y6 77 4 S SE AR ()
I7 RO 22 Ak

3.3 #LIT Rt E

N FERHAR G/ oy T 3 SR R PR A, 2 FloR
B FGFR #0167 A R IEE U IR R h, B FE
HE [\ 2K A BE R 77 (proteolysis targeting chimera,
PROTAC) . Hi iR 254 M DNA & i 145 .

PROTAC /& —Fh | 40 il N 2 3 - B E A R
Guds S 1 R H bR R (I IRUIh RE > T 415 FGFR
(1) PROTAC & 75 18 i F# f# FGFR & A 17 AR A AN 0 i)
FLUG TS M, SR B B R A AV R 1045 5 i BH
W, A 28 v iR DR &5 1 3k A 5 kS P i 24
LC-MB12 F1 28e & i1 R 1) 3% £ 1 FGFR2 B¢ filt 711 »
175 5 9 A CCA 878 v 35 7 58 K PR 470 e 8 9 12k
HEETEIRB TN AL LC-MF-4 2 & Mk
T8 1) 75 2 FGFR3 16 £ 7E F% % 77, /£ FGFR3-TACC3
R B BH P T S5 P A% AR R b BT 5 K 1 e e
R PR

PR L5 /N oy T30 AN [, A ) 52 44 1)
M AR B E R T A K 2 . Bemarituzumab
& — PP ] FGFR2b 1) 5e FE A, H A IE7E B
HEAT IR RIS o R AR TR A S8 BN B A AT e 5
FEC R SZ AR BB N, B FEN BT R T WURE S PR B A
AU PR . Bl4n, $E1 FGFR2 I AMSA [F AL 1)
U S 1 AL BE A RUPH BT FCFR2 @b A& &R A IS
5, AE5 FGFR ST £ U [FAE FH , 5 g X
FAGLRERIE TS Zfeltth, —FP U FGFR3XFGFR3
BURE S PP BE A 2 1] 2 Fl FGFR3 80 R 1
CELHE T 245 548 SR 1 i g AR K. thab, 4%
Pt N A K K %2 74 2 (human epidermal growth
factor receptor 2, HER2) ] Affibody 55 FGFR2 fil 544
FR IOURE 1 B BRI Z9 4 (peptide-drug conjugate,
PDC) th &7 Hi % HER2 A1 FGFR 3 5714 Jjf 983 24 it )
SRR

DNA & it 15 Sy — o 4 (0 88 1) T 2[RI AE
BT . WEFCRIL, DNA &L T VZ23 e s 55 7
PEES & FGFR1b/c, M ASSE I FGFR2~4, AT AT 250471
il FGFR1 /"3 (145 5 1@ #% , NIRJT FGFR1AH G
JRERAE T TKI Z AMPBE B X e B ya T 5w
3 Ik AN R R AR FE AL, 5 AR FGFR #9771 £ i} 245
FNBEPE ) TR T8 038 A%

4  FGFR %L 548 < M & e RO IG IR 58 77 K

(45 14) (p16; q32) H A1 4E MM B R AEFN
15%~20%, 3¢ 5 i WK IgH S A2 —, 7] S8 FGFR3
%2 K% H BE B SET (multiple myeloma SET,
MMSET) &5 #4380 8 1 ZE AL RGE . #5785 1045 14)
() MM 8 R I 9 G2 i L Ok B LR 28 I,
PF 5 T e 3 38 1L 20 i 92D A0 BE Ah 9 AR, S AN
Roo ST 2 24 W n i A R R SR IR P SR AE —
PR B OE 1K H BE HTUS , 5 145 1404752
MM {1 15 8 1% S Ak, #L IR FGFR3 BYR YT S A
A EZIERGHME" . X T4 FGFR1 EHER) MLN,
5 3[R i 0 40 B #% 4 Callogeneic hematopoietic
stem cell transplantation, allo-HCT) #& H Fj ME— 2 A
HIVEAEIR T . SR, i B R Bt e
THT I P 32 LR R, £ 23% M B E AT T 2R
B MM JA ORI R85, BE 17 FGFR (¥ TKT 3L T &
BRI TN E . —TEX 22 411452 allo-HCT R
J7 1 FGFRT HEHE MLN &85 (1 [l B L A7 7 527 , 2 491
2R r mHE % 7 IR JE (ponatinib) BLES K B
JRRIT R Bk B T 5e A e, HAE B KRG 7 AEIE
T 345N HM3TAH o RXIIR T — Mg a7 3k
W« 7F allo-HCT J& , 55 72 AE RS 185 AT B Aor I 28 4l /)
B B A 1) B 2 v, A TR T 4R RF VR IT T RECN
T SR U7 28— bR L B S (R i

5 FGFR 5 Y 254 %l 5 R 3 3R B

510 ¥ARRKRELEFHEE

JE FCFR M HFILE IR IR B T ey, (3R
PR T 24 1= AR PR T A T R i 2L
Ty R P Gk e SRR N 55 B O

B PN T 24 1R T B 2 S U TR T S 5 R S
TP HT A GRS, T e P AR W S ek S e 24 ) 4 7
(12 B AE G, AR A2 A 4k S R BB AR 2, AT 1
55 FGFR $ 71 25 G268 . 4k R I i i
LSRR E 1IN ERIEN TR 7R EE . DA
FGFR2 M|, V565 (& 1A 5 N550 (43 R/ )24
PRI RAS o W, —F Gt T R R
PR 60% A 17, 42 E B B B RIT B
T 24 R AR TS AR AR, 32 EAE AR V565 FIT NS50
A5 s T 76 2 52 P 3 MRk R0 o7 1 B R i 2
RAETE R 2, ¥ K 14 DA FFRIES, EHEE
R , B ) SR 0 ) 770 45 A 10 2 I s R ke A (i
FGFR2 C492) 1754 B R g 5 2t 24, 5 I & A2 40
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FIBAR, XA RE 5 IR e RAR AR B 2 BRI HIE 5
A R

55 RS BRI AT 1 — i B S 25 AL
U e 23 24 i 30 o VA EL At AT B 5 R R S
AN HI 1) FGFR {5 5, 4k 57 F MG FE A A2 0% 7. AE
CCAFIUC H1, KRAS.BRAF . NRAS %5 22 R J5% 1L
H ¥ (mitogenactivated protein kinase, MAPK) 8
LR DR A 4k R AL, B TSC1/2. PIK3CA L PTEN 4%
PI3K I B AH 5¢ 5 R AR 5, 2 5 L) 55 B U0 72
BB AR, oAl RTK F 0 1 68 A T 1 24, 4 18] ot b je
¥ 1k A ¥ (mesenchymalepithelial transition factor,
MET) £ K 9 34 8 JH 48 2 4= K B 1 Chepatocyte
growth factor, HGF) 5 5 i\ MET 0 v] 3 206 e ik
B Je i 25, 2 A K B % AR (epidermal
growth factor receptor, EGFR) {5 5 [ 2 15t 1 I3 B
BRI T FGFR I 807 207 . LERE e, iR
o T A7 248 P 73 4 1) 4 22 R 15 BE 1 1 (neuregulin 1,
NRG 1) it i s A% J A2 K Bl - 3244 3 (human epi-
dermal growth factor receptor 3, HER3) {5 5 il %, [
FERT A XS Bk e i 25170 1X B8 5 2% 1 Tif 24
B, JCIL AL 22 FL ) CArnE py 5 28 0 55 B0 D 1Y
A7, Fm ARG ST R T IR Pk
52 RIRAT TG T KA R R

N5 IR FGEFR ) 577 ) 5245 i 24 Bk ke, O K&
BRSBTS OO SR G B AR
55 B0 51 R AT 245 5 22 TR FEAE S 1 XUEE [ BG4
M. B, % MAPK 5 PI3K il 2% B0E /519
i 247, 73 730 36% B MAPK 1361 771 Cart oy 3 %5 Je )T sy
L8 W) 7 A 2 2 AR 1 (mammalian target of rapa-
mycin, mTOR) ]Il 771 Cln £/ 4 5 =) ) ' f i i I 3%
R R AR o SR, 4T 25 1 MET 50 EG-
FR 55 MRS, B A0 R A7) Can 35 = JED g
A R A R 20 i X FGIR 8 7] 24 47 1) BB 77
B 1 BELI 55 #8155, U1 IR IR B8 AR 5 S iR
I R R S AR SRS . FGFR 1141 77 fig 2598
P EE, IR ICTRR {7 B iR 5L At . 1139 NORSE
WHIC R, AN 32 AR B #4272 1% UC 3, JEik
5 JEBLAPUPD-1 P cetrelimab 3% H. 245 i 52 T+ T
ORR (54.5% vs. 44.2%) F1 m0S(20.8 ™ H vs. 16.2 4~
0, HiZJ5 %4 PD-LR R A NHE 7 R0 8
F BEAN, TFRUR A S P RS Dy e AR
ZIRRAL VOB 4R RS . AE FGFR AL IR ok Jes o, 422 1)
VK % A 1 (spermidine synthase, SRM) B 7 44
= A A Yol 2 (coatomer protein complex subunit

alpha, COPA) 1 & 25 14 98 [0 15 & Je 97 2. [Al
i, 208 [ % O AL B (histone deacetylase, HDAC)
i3 Gk % 38 1 I8 FGFR3 (813 K7, 5 FGFR
VI )7 A R R B R BB 25 BT , 1K A
%2 TUACIR G SIS (R AN BT 5601 , DY BH AR FGFR 411 77
FA 245 N R e it 1 DISERTAT I T R, #E— D) T
JiIRE MRS HEIRTT IR JE

6 LFHIRFRE

FGFR 15 5 38 B 5 W 0 A2 K 5l 2 ol 2 e
MEEBUER R . EFK, JCEE e HKE s
Z FGFR #|5£ UC, CCA 85 SR X A4 FGFRI
AR AOHE R AR R PR BT, B CE TR
# 5 ; Lirafugratinib. TYRA-300 2537 — X 5 i #%
PRI 75 S PROTACs « XURF 7 1 7044 55 8 X970
NTERRA RS SN 255204 T ik 4e. SR1M, FGFR
BRI T U I Bk R — 2 NGS 5 IS o (I &
I BT 1RSI AT S A, (HAREAL A e AL A 15
SE ;s O IR R S AN RSN R IRAS i 245
BR ) 7 A S 2%, i 2 LA S N R AR L 55 BRI
T SO B B B 5 2 Y T s — o ILVRUM R FGFR
BUEATT AL B, MLN-FGFR 1 B8 1697 SE0% 7
Lt P IGAIE, FGFR3 /8 MM A (4 7 i A5 45 15
iE. REEER, BT aDNA 3 25 W5 38 B A
J7 < FGFR H11 f] 771 15 5 2 6 0 i 490 1] 571) 50 MEK/
mTOR ] 771 £ 3K 5 SRS < B R S ) o A B R Y
e, DA MLk R 5 S AR VR T 48 e 1 I R i
&, KA FGFR LA 6T [a) SR v L 5E 22 42 B FF
AT TR & it FGFR 45 KR S (1) 5835 s R
EEAV SN
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