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FOMAE, T 3156995 YT KB H— B Ik RV E LA RS, T 315000)

EE: M AEJE(bladder cancer, BCa)# itk A4 H LAy B WATE, AmELLHKCAANRF LA, 1F
R, REBCaty b BAFT SRR, RRARERRAENRAKS . B 2B KK LK (membrane
receptors tyrosine kinase, mRTKs)#A B A{BCai&J7 + & U B 69# /) ¥e b, 4P iX ik by dem iy ik
BERYAG K. ALLZETBCat % WAIMRTKs69 4 4H), e AAn R @I NE 54 S, AAB T
®)mRTKs&BCak #h 25 7% 56 R AT 2P 69k e, 4841 T 32 mRTKs 24 £ BCaig I3 F 69 % 71 o
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Membrane receptor tyrosine kinases in bladder cancer:

mechanisms and clinical application
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(*School of Medicine, Ningbo University, Ningbo 315211, China; *Cixi Biomedical Research Institute,
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Ningbo University, Ningbo 315699, China; *Comprehensive Genitourinary Cancer Center, the First Affiliated
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Abstract: Bladder cancer (BCa) is a common malignant in the urinary system, and its incidence is increasing
globally. In recent years, although significant advances have been made in the treatment of BCa, the incidence
and case fatality rate remain high. Membrane receptors tyrosine kinase (mRTKs) have emerged as promising

targets for BCa treatment. With understanding the role of mRTKs in the BCa, more and more targeted therapies
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against these mRTKSs have been investigated for clinical applications. This review summarizes the role of most

common mRTKs in BCa. Their structure, biological function, and signal transduction are also discussed.

Furthermore, basic and clinical studies involved in these mRTKs in BCa treatment are introduced and further

directions are also discussed.

Key Words: bladder cancer; tyrosine kinase receptor; targeted therapy

[ e JeE (bladder cancer, BCa)&EREE+ Kix
OO R R T, R IR R L R B LR R
(urothelial carcinoma, UC)ZEAY, BCaff) &% ;&
WAL S BT, mgiit, BEBCabr b kR
2(9.3/1073) R BE3E(3.1/10 7)) 2 M Am A K 0 26
(2.4/10 7)) FFR AL Z(0.8/10 5 ) I3~4f554 4ttt 51
R RAFBESSHHIEEREZ, TGS
207301, R4 RBCaiZ A IS T K2k
J&, AHBCaltiay7 R e EORPRAR, F-H8 1A
I7 B S I AT AR . T R U T 2 A
(membrane receptors tyrosine kinase, mRTKs){F A
AN A RS AN SR SRR T
£ 2 Mo e Th S AT 7T 2 B 9T, 84 mRTKs
T NIRRT M E R 2 . fEBCarh, R
T ZMmRTKsH K 1 7 8 LA MEOE . LFEK,
FEBCaH, EFXmRTKs#EAT#E AV T IR 70 th IS
Tt g, ARSCHATFEBCah BA W AEHE T RE
B FE EmRTKSIHFAT /A, FFELRIRFH IR 5 1 PR
W FCRENE -

1 mRTKs

mRTK s 4§ £ 7 4 K F F %k (epidermal
growth factor receptor, EGFR). AKEAEKKE T2
{A2(human epidermal growth factor receptor 2, HER-
2). AT YEgE A K 7 2 R (fibroblast  growth
factor receptor, FGFR). [ P B A KK+ 52 4k
(vascular endothelial growth factor receptor,
VFGFR). fif & & FE 4 K72 (insulin-like
growth factor receptor, IGFR). 4Hffi[a]5i- b f7 %4k
[X¥524£(cell mesenchymal epidermal transforming
factor receptor, c-Met)PA XX RON(recepteur d’origine
nantais)& £ ML, EATE—REHRESES
ARG IR 2 A, e M Ah S Ay de L 5 i X
AN A S5 . I mRTKsHI L /A& 5 mRTKs

A AN S S AL R g A I, 225 Z A R
AR, TS EFETES SRR RN K. £ F
PR, 52 AR 2 FH T IR A AR Ik 1) O P B T IR e
HE L 3T O SR AR B T R B (tyrosine
kinase, TK)iGME, Ffidt— DAL TR e & H
RABBRAAER, 51 T 5+ — R BRI
SBE, NS S NG 5 1% il g, 5] #EAH
(120 B A=) 2 R B (D)

2 mRTKsZK ik SEEMERIX R

2.1 ErbBZ&EBCardify{EA

ErbB 5 5 52 14 2 it 91 s N UG B mRTK s 2 —,
AFEPY A E A . EGFR/HER-1(ErbB-1). HER-2
(ErbB-2). HER-3(ErbB-3)FIHER-4(ErbB-4)", 1k
t, EGFRFATHER-27EBCa I 7 i N 72 o
2.1.1 EGFR&BCaf 1% Al

EGFRili i H 73 Wh 5l 55 73 ik 77 N &5 G EGFA K
7 s, ARSI EGE. TGF-o%%, £
I A M AR AT o3 A DA B A R I A B B T
iR ik mEAE M., EGFRAETRAS-RAF-
MEK-ERK. JAK/STAT. PI3K-AKT-mTORZ%: T}
f55E%" . EGFRIIFE L SBCaE Mt R % VIH
Ko CHMITRIN, 14%MUCHEGFRINY 1 K& id
HikPl, W8T IEHEAL, BCadlHHEGFRZAK
(128 K B 3G 0, 55 2 ) A L o DA R
TERIEEME, Mo gms . BfF
i R I B H EGFR R4 25 38t 'Y, EGFR
BH I B3 o e JR AR A7 SR B ). phab,
TR, BCaFE A 4LI7 1 251 SEGFR¥EIA k-
VAAHSS, EGFRIM I FEAK 1 it 783 40 i 1) A7 3% 26 Je
X MR e i 24 110, EGFR 3L #6345 16 9B Cafk
I7 5 Bl 2 Rk 2 e B AR ST H
EGFRH[ el ABCal ) — N I TG Fsic . itk
Gb, —E S BCatk # IR EGFRK- Tt 5,
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MsP HGF VEGFA E IGF-1/IGF-2
° "',... O %"F .TGF.a ,.—®o gand I:IfGF ‘ .....
b “.\ '" :~.__ Yy ‘% /‘Growth factor 0 - o4
Y% Al ‘"\‘Ligand » \ / "
RON c-Met' f EGFR HER- @ MRTKS ks FGFR1-4| VEGFRI-3 IGFR
ol gliem TSI ¢
L . ) 900 06900 0o 00
|
JAK Raf
}
o o om o|

ol
PKC STAT ERK

DDA DD DADDIDDIDIN

Gene transcription

L.

Cell proliferation
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Cell cycle regulation

Cell invasion and metastasis
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Nucleus

TR & A mRTK s S M A RIS S 21815 . UmRTKSEC AL & BImRTKs AN MAM & L s, S SBUZEM SRR, 3 sE
VRBUR IR AR AR R, AR E A BRI S RO A0 Y B SR AR, ANTTTOE B S RVETE, SR PR E UL E AR, B
SIANML P{5 5, WIRAS-RAF-MEK-ERK. PI3K-AKT-mTOR. JAK-STATHIPLCy-PKCEHBEHHTIE 516 S, WAL MMM K. HiE, #
. WL MAEA K. MSP:  EE4N M 8 H (macrophage-stimulating protein); HGF: T4l A= & [K T (hepatocyte growth factor); EGF: 3K
A AE K [H 7 (epidermal growth factor); TGF-u: #51LA 4K T a(transforming growth factor o); FGF: JGLF4E4H A1 K F (fibroblast growth
factor); VEGF: Il W 7 2E K K (vascular endothelial growth factor); IGF: Jifi & Z 4K K F (insulin-like growth factor); HER-2: AR FA K
[AlF 52 f4&2(human epidermal growth factor receptor 2); GRB2: K [KF 32k %5 4 8 [H2(growth factor receptor binding protein 2); GTP: =&
F(guanosine triphosphate); GDP: iR (guanosine diphosphate); SOS: son of sevenless; RAS: ki IR &5 H (rat sarcoma)

Bl mRTKsHEERHEAERANGESEZS

SR EGFRIKV- 1 R Ay 2 A 17 I FimiFe hRle R E, IR T 12.4%%, REBCakE 1

2.1.2 HER-2#BCa¥ #91F H I3 9% HHER-23% ik b i R 9 1 I 250 o1,
HER-2 7 T et AR 17q2 1 1) J5U 3% [ HER- 2 %% 2 IAHER-2 41 £ & H41IF 52 5 B Ca 2l g fiif
Yatd, f—Fh B A TKIEVE R B B A K R 1 2 44, 25028 ALY R R PR B iR e i a0l

BAE &R 1 20 AR 25 A O i B ﬂ%@%ﬁﬂ“l AR 8 AR

X BN Py 454381, HER-21E AL F4RifE - 2.2 FGFREBCafHI{EH

(JmRTKs, A X & FpECAAR A SR, 8 TR 45 1) 5k FGFRE —F B mRTKs, YA I A
g Ak, HEM80ERas/MAPK/ERK . PI3K/AKT/  (FGFR1-4), BT [ MEHEH, BG =14
mTORZ (55, LI EIEIER . HER-21THIE AN RRE ARSI O — D RN TR 138,
EBCaJit A % . 1Em1220%~30%fIBCati # A A A H A AR S5 X L 5 AN N 52 A
i, FAEEDBRIERAS . P it ik i Wb X 3 0 25 My 4R 1E . FGFRIE I 45 A FGF 5 ik
TERCAL SRR R % b 79, HER- 2Eﬁa&£$¢#ﬁu AN RIGIE . b TR LA i 1k
m, TR RGN T 3799201 B, EIdIHC/, S FETPRIEVEM . FGF-FGFR{S Si@BRE1E % £
FISH/CISHT Bt A il A [7] 96 # [AIHER -2 (] R 14 7K HAERTHHEIBILRE, EFFNHSRES, 5
F, IR RER, BCai & A NHER- 2L Rk K SYifu g, . AR RS, FED
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FGFR S A LASR Zh i g i ik g B, FGFRFH T
2oy T2 ROE MR, AREUC(32%) . FLAVE
(18%) 15 N (13%) %), FGFRAE £ Fil it
PR o 2 R AR S ES AR, WNFGFR3EAZ A KA AE
2340%[riuC BT,
2.3 VEGFRZEBCargy{EH

VEGF & —Fid P 47 5 1 v o8 A2 L8 7%
S FPY, VEGFRHE -G B BR 5 A 45 F38
— NSRS — AR TR S M3 4L i, R
5 VEGF R FESEM, 78R M8 Az porn if 8 a2 14
J7 A2 AR A . VEGF 5 VEGFR i 1 45 #) 5k
“dih)E, HRNESHS X E R K ERRL,
0S4 il W RAS-RAF-MEK-ERK ., PI3K-AKT-
mTOR. JAK-STATZ:i@ M, S MEA K. ME
RIEEI 0. PR B A R E A2, VEGFREK
RAEFE=MIA, 435 AVEGFR-1. VEGFR-2A
VEGFR-3. VEGFR-1FIVEGFR-271ii T-IIL%& N %
R, BUHEEMAE AR KRR, FEEN
40 B Y 3 GE AN B R 3EVE, T VEGFR-3 3+
BOMIEME AN R, AR EERER. &
AWK, VEGFR-2/EBCaZlihmkiks, 5
BCah# (A K5 A <,
2.4 IGFRZEBCafy{ER

IGFRFE EAA/E T WK . IGFREZH MW
FhiAY, ENIGF-1RAIIGF-2R, XFFp A B AR
F S5 AThAE, s, T/, oA
AR 4% b R A% B E Y, IGF-IR 2 — S B i
ZAK, HUAME o AT B E S T R A A R S
oF JEL () B H A7 U 2 R A S, A% SRR 3 1S
S HIEF B A S, R AR
(Tis« Ta. T1#]) BCalfJIGF-1RF ik K F4555 5+,
RIEMUCHFIF, IFG-1RE Fik SRk, RIS
WIFIR AL BB ARG, AT LAME AR MUC 3 Tl
&M, X5 E Y], IGF-1REBCa T & IAK
FiE, HAlRESBCafBHEREEE . 2 . TS Al
RSB YIA % o
2.5 c-Met/RONZEBCamhfy{EF

c-Met SRR i |) Jii - b # AL F, BT
mRTKs K%, HALT NKT75REE F(7q21-
PBDIIMETH R FAS™) . c-Met 1A 2 7 i & 2
50 000FI4H B Ao FIAHXT 73 F 5T B 2145 0005

EpEE M A, B N ETKE T, 3
BRI AR R HGFY, c-Met# ik 5BCalf 441
S N NI R By NN VB e B o) i
SR HGF/c-Metfs 5 38 B 1 5 5 0 CL i o
FE R AR IR R &, L R R
AL EHE T RIAE Z P T AL RS i 20 3 G
I A 45

RONZmRTKs ] — My BE R 57 (1) 5 T 22
J& T METIR S R F i R 2 —PY, FMe-Met%
P B ARABL A S5 A R AR AL O A B i
P A UL R ARAG I T BCaZh Z3AE 5% 4 44 RON
2RI, RINBCaliE 2R 55 4 2L FTRON
EREREFE, RONKESEHMMREE. 4
AU L FRE S WA AL e R IR M. Al
/NFHERNA T HRON KL, A] DA BCadi i
(AR K AT R (R 4m A A T2, RONGE L i
MAPK/RSK/CREB{5 5 il #% K {2 ik BCaZli L 11 1L 7
R 2, 3R JF G/ oy T i 7 A R SR 4 T
Mg, Bz, ULEZIREY, RONAHERZAKBCa
TBIT I AERE A

3 EEmmRTKsZEREMER T RN A

7 — e 1 A2 b, mRTK s 5 % 0 i R
T SFHAMANGES RELS, NisE—LLE
FEMNBCalf KA K IR, XA AAmRTKsCNIRTT
BCalf) HEZ N LK, RE/EE M mRTKsIATT
BCa /7 MR T — 57 3L, X mRTKsHI#E [ 24547
AT B 2 B PR AT 75 o
3.1 #MEEGFRIETBCa

EGFR#I4| 7 (EGFR-TKI) & — Rl ¥ [ 38 97 24
V), FDACAE T & dF 8 JE(Gefitinib). JEI& & e
(Erlotinib). Fi7y%L % JE (Afatinib). 75 % 40
(Cetuximab) %5 2 Fh 24 H TG 7T EGFR 7 2% [ 1
/N0 B s, AL vE AU EGER-TKIHW B DAME4E 0 bR
Iy RIEBEPEEGFRINGIF (W JE & J8). A EEGFR
4 7 (¥ [ EGFRAIErbB-2, Wi A 2 JE ) F1 £
fif 90 1] 750 [ 4 A 0 B JE (Brigatinib) . ML B
(Pyrotinib) Al FL{#th JE (Vandetanib)*"]. 7EBCaify7
o, [FIAEA 2 Tim R A T 08 7 EGFRA I 75 £
BCaF (7 3. — I I IR T4l 7 5 8 BB &
WHAGITIBITUCEE YT, S5REKH, MET
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MR RS, IREHAHBE A FRRENE
S Miller S5 PO — 151105 44 B 88 M bR % L %
J& (metastatic urothelial carcinoma, mUC) II 3 5¢
FIRERHT, AR R G W AT AR g A
F3Ra . —IRENL . F LR Mo gy N\ BE A 3252
VRS ImUCE T, B2 78 2 & BT 4 0 VG %2
HHRPIBHEEEH, IR WM (objective
response rate, ORR)YANVFANZ . S5 RFKH, HZ)
HIN 14 B A 9% B3 7558 8 B i it e
Mk BRZGHMORRE 2y my, H 7 ok e
17 (median progression-free survival, mPFS)Fl1H
LA 7 (median overall survival, mOS)HH.Z54H
KB, R, B —IREEHL T IR TE, & U AR A
JIi#A (Gemcitabine+Cisplatin, GC)+74% & i 5
FFHGCHLLLEL, FEAR K 730 M R
Bk, EGFRANGIFIFEBCaiR T AT A7 1E VF £ i) #l
Rtk — Bl vt
3.2 $@[gHER-2;8J7BCa

H 7l O 2 FHER-240 6 754 #L#E H T8 97
HER-2PHVEFL B, il Z MR FiL 40 (Trastuzumab) |
F 2 ¥k *R. BT (Pertuzumab) #7110 % JE (Lapatinib) %% .
ARk, BT AYHER-24MH7) DS-8201. &R & Je
(Tucatinib) IS 7 RZMB Lt RE. [FFE, 2
M HER-27EBCaif 7 i A Rt & 2 e vk A AE I
PRAJE 58 A 45 290 0E o

il 2 Rk B — AP R [ HER -2 1) B o B 44 .
— DR T I RO 78, 40 N446HER-2FH
mUCHEF, K7 HEME. R, S2rE
GRRRPIUZB G VRIT TR, TR ED. H—
TR FE AN T AT S 4 155 e U1 B R i LZ 3=
UCHHE, AR IBUIT M2 2E, w52
HJHER-2 (A PR B v il 2z ak e, I ith 22 ik
LA — e AR SGEHER-2 [ B M PilE, =
(7 B 25 S N AR AR B S 000, 7 S — TR A AL T 3003
B, EGCALYT Fml BBKE M2 BR R HLIE T R
e BB RS I UC I, XS RE A A EG 41 fEORR
mPFSALE A A7 #(overall survival, OS)J5 H# A B
B2, XK B LLE —SRG RIS T R
P Z Ak PRI BCalt 3k 2t , (HAAALEST RAN
E BRSNS ]

b 1 B aBEPUASL, BEIMHER-2H)/N 1l

AT TR VA ST BCalf o7 A 22 e vk, —
TSI PR A 72, N EH591 =) &R R 30 sl % Rt U C
B3, RPN E B (—F T BEEGFRATHER-24]
HIFNHAT ST S5 —2RiRTT, ERERW, EEGFR
F/ERHER-23:L FIA B, OSHEE. SRifirE
b5 — 00T 3A O AL IR IR Bz & 2
ERWIT B =4 B—yT VAR THER-12fHME#7%
PEUC 2 HIPUI R T B A 525100, B
B, Bk e AR 2 —Fp XU W HER -2 71
EGFRHNF, 48 HT¥RI7UC. —5 I T 7T
YN 35T TE H ALY J5 B0 R IR
ERBBI-3 MR IEUCERE, 5 NAY
(ERBB2ELERBB3 R HE ) MBR\F|(EGFRY 1 i
B, Rl ENER BIRIT . SRR, ES
A/BH, 6 Aok EAAF R N 11.8%/12.5%, ORR
95.9%/12.5%, FIpifE i % (disease control rate,
DCR)450.0%/25.0%, mPFS49.8/7.8/&, mOSJK
30.1/29.6/ , 5o H 5 (A e e e 2k SR

Br 7 _FREE R 259, 4k 2 i (disitamab
vedotin, RC48-ADC)&— K HEE 5 FHF K& 15
TN JEAGHTHER -2 52 PR 5144 25 W) AR B4 (antibody
drug conjugate, ADC), TR JfEUCH A 2k 1
Hagbetk, —I . JFE. 290, BEIG
PRAJF 75 (RCA8-CO05), A iTAk 4k 76 22 5Bt (197 34
gz 4, gINA3 4 A3 32 — 4R AL IT R I
FJHER-2PHME R R IUC B, EE L LZORR,
RELZ& A 45 Tt & AR A7 W (progression-free
survival, PFS). DCR. OSHIZ &%, 7R
F, BHEBREALHSHKIBITHLEAR R FMH
(treatment-related adverse events, TRAEs), %41
BT $El03 S A — T E % B0 B T I PR
(RC48-C009), EfE#E—BIPAMHIE. & PR
LRI TT R MG HER-23 B R 1A i i U C 4
P BT R, WA TS RO, #4
WA R A, 4T A PAIT R K
TRAEs KZ N1/24%, #4stERIFS, % T ix sy
P, 2 PG 2 BT OO [ B — AN SRR T UC
[FJADCZ34) .
3.3 #U[EFGFR;47BCa

JUE H AR 2 BFGFRIME T b FAR R BL,
B —SE R 50 228 00E B T FGFRAMHIFI/EBCaifyr
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() EEAE

JBiA % JE (Erdafitinib) & — Fh ik £ M FGFR A
F, — WU bR 2 1A S T ek & B )7
ORI 22 4, IZ A S AR AN N 99 44 TR Sl i 45 FGFR
A J e IS R M UC R 3, X S8 BB M 3%
Z VRS-, HEZW R HER T eik
BRB)r, EELSEORR, REX HAFEPESH
0S. 4R EHKIORRN40%(95% CI, 31%~50%),
FLFE 3% 0 52 4 SR AN 3 T % I TR 4 o . bk, 7E
2T R IT 224 B, BiAORR
N59%, mPFSA5.5™H, mOSAH13.8™H, J7ik
AWM. ARNITH, 46%MBERE T =300
AR, 13%MEHFA R R NEIERTT, BH
RASIHITMKMGET S, watEaEll, )
PEXLEE R, JuIE e O 23R E AN IS FDA
WA THRITHRMIT G RN AAFGFR2E
FGFR3HE R AR 57 (1) Je) 30 W A B3 2 MEUC R 1) v
UL/

BT Bk ® e, HAh)LFFGFR# ) A 7E VT
fEF b, BN e (Rogaratinib) & — M FGFR1-4
EIER . T T MR R R, AN4L524
FGFR1-3 mRNAGEEMUCES, 4R ER, UC
B AFIORRE Fr, J7 2k w21, B —ipEmL I/
MR I FORT-1, AZHFGFR1/3 mRNA FH i A
B EUCES, TP T 2 mE e HbsfEtbs7
H(ZPIMhEE. B EL) T3, 2RE
B, 2 e MAs a7 ZH I ORR. OSHIPFSHY
TZES . [HEFFEENZ, 1EM G E S,
FGFR3 DNA M8 35 (1 a4 e B3R B (9 I Je
YHK952.4%, WITHR26.7%), R E—EaM,

BEIERS $7 5 JE (Infigratinib) & —F O R A4 Al
FIFH BB EFGFR 1-390157, B AT S FDA L
F 1697 #5317 FGFR2 il & 54 55 HE H AN AT V) B 14 )=
TR M B R M H A e R . LIRS LB e AE —
T T3R50 A 6 67 44 55 76 M H 5 FGFR3 AR 1)
UCEFH AT T 1P, 64.2% 0 55 5 15 235,
ORRN25.4%, mPFSN3.75/NH, A xdz] 175w
Ui, Har, EESAT I, XS BEHL.
RN ARG (NCT04197986), Pl JEJEAR i B
JRTEA & R AR = NUE R IE PR UC & 15 )
BT IIER .

fil K % JE (Pemigatinib) e % % E FGFR 1-3 411
7, Fight-20 15 7L(NCT028727 14) 8% T K& Je
{EFGFR3H: PR RAZ 8l & (1) B TF AR AT )
BCafE & T J7 8. FGFR3HE K X238 b\ 1 [n] 4%
ORRIE25%, #'H WHITRAEsNETE (44.6%)-
1 98/ Mt /7o e TR L9 489 9 42.7% 72, %k
JEOR W BHE T A, (B[R PR AR I AN RO B
[ B A e 2 A0
3.4 [ VEGF/VEGFR{4f7BCa

DK Ek .41 (Bevacizumab) & 55— N E A A PL
MENEAEKRE FREEE, BHdgs
VEGFR, {fHAGSBAVEGF-ASS G, ki W
TR I AR RS T A IR, A e I
A . —IEENL I RLE(CALGB90601) Al T GC
B DUAR Bk B a2 B AR I i U C BB 38 197 3%
Feoz bk, ZFRILINS06 4 fE12N H WA %2
AT )RR UCHE#, BEAL S B DUARGER 5t
+GCHMZHAN+GCH, FEIFMALZ0S, K
B RJEPFS. SR ER, JAERBEI+GCLR
mOS. mPFSHITRAEsH %/ HI+GCH KA .3 %
FP, GCBES DURER S PTIR T A EUC 3 IR
AR A7 3R A

T 5L B (Ramucirumab) & — Fh 3 B4R X
VEGFR-2E & (I PU I A sl 57, & H fr 4
BRME— I VEGFR-2 B s 1) B Se P i . — Tiifd
BFle BE . NG AR R (NCT02426125), A4 T
5304 802 AT IR B2 5 R AR 3t Jie ) e B B 7%
PEUCHE S, BENLSBC S 55 7 B i+ 2 7 fth 3R 40
(n=263) B 2 B I H+ % P fh e H (n=267), TP
FONPFSHIOS, WA RER, 5 BPrdm
mPFSHmOSAHR T2 BRIZH, SR AH A T 2 B
4, HERHIHMRE T HE 2 M =30 TRAEs, H
TR RHHFG TR SEIE T A R FH A4
A8, A TEANRES BT,

3.5 $@IGFRADFIFIETTBCa

BWFIE, AT RYERME, IGF-1R
EMIBCHZ Pt KL, FIR, IGF-1RIE S FE
AKTHIMAPKG# 4, {EdEBCati S T24515637
(LR MR 2270, HIHIGF-1R15 545 S5 Bh TR
ASBCaZ IR, FER LA T Har, &rxd
IGF- 1R HE [ VA ¥7 T8 B T 2 o i 19 0t 72
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IGF-1R#I 7 41IGF-1R$i4#A& . IGF-1R TKIZ, &
1E — S o Hf BoR IR E T 4R %
(Tepezza) & H 7 M — ZRAL I SE M IGF- 1R HLAR L
254, HTIR97 HURARER R s HAB 25 WIGF-1R
PUARSNJE % $.41(Ganitumab) (— A HTIGF- 1R .57
BEfiiR, BAFHBIIGE-1FIGF-25 H A2k 45 & 1k
D+ T & (Picropodpphyllin) & K £ Ab il R
BB, TR 9T AR /N0 B R S s AR,
FBCaltIG R H AR TR .
3.6 #M[Ec-Met/RON;4¥7BCa

TE 5 Fh 3 A R R e e 28 11 e PR A 7 v
OV 7€ c-Met/RONZ& —Fh 5| NvF H KL £i. Cheng
SUTRE ST % I, RONFlc-Metf) 3£ ik 5BCai#
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