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BiEeRe AHEENEZ—, KEBELBEICENS

* 2022FHPEEMEMERITERSITESR: BEMARAIE367D, HhEXKEENARIINI40%, EFEEIETAREITHFESR,
SEw2675, EFEREIMEIETRAIFHERSE=. REBENARERIN R T2 kEMEX,

2022F 2K B A TREFFETR
RERTVENER (HIFR) 8+ /A AO

4.1
l l =
.

R T SEMFD M REM b= JEM
DNENELHBIX

LR EFETR

JEALFE On,

ﬁ 2 Going

1. Bray F, et al. CA Cancer J Clin. 2024 May-Jun;74(3):229-263. 2.XB5:%, b5an, BkIg, %, 2022 F R EEM BRI TIER O[], PHEiEZvE,2024,46(03): 221-231. 3. World Health , Al s . o .
Organization. www.gco.iarc.com. 202459522 Hif(a). - § TR TR HEFDECUATFASEZR (BODRAIER)



BiEE—MEXARRESNEE, BRESERS—EISIKE

ZENBERES BT ERIEANIABRFS. @RENFHERTHER, FEBRNSEINEALaurenD B IHA DERR(WHO) S E,
BAFENDXAGANTIERHNSTRR, EBEFTESIERRE, FEHEATHE—BEARAE.

@WHoiﬁwgﬁﬁﬂ%SHﬁ(FFEI%EAﬁ. n=3071): LUSEAE Lauren S BIREISEARE, n=982): LUFEMERER AT, HEINUFESHLE
S EUES (5 EL85%-00%), ARSI, IR aie

BRBMERDW-, 1.11% Eith, 3.77%

RN IE, 0.20%

TR HEE, 0.59%
BREREE, 0.16%

RS, 0.13%

BAE, 17.11% \

RO, 0.03%

—
B7EY, 46.03% @

YREHY, 33.10%

—— R, 97.79%

174
JEir4z On
G 2 1. LAUREN P. Acta Pathol Microbiol Scand. 1965;64:31-49. 2. Nagtegaal ID, et al. Histopathology. 2020 Jan;76(2):182-188. 3. Ajani JA. Trans| Gastroenterol Hepatol. 2021;6:49. 4. xR P@EZ. BEI2TI8R8 202264K. 5. Tang D, et al. Ann
Olng Trans| Med. 2021 Apr;9(8):646. 6. DhEzi=, akAK, RiEEs, & ISWrF B0 530, 2022. 7. Qiu H, et al. Cancer Commun (Lond). 2021 Oct;41(10):1037-1048. 8. De Mello RA, et al. Am Soc Clin Oncol Educ Book. 2018;38:249-261. 9. FEHEINESE
BT ERS FENENSIEREZEIVERS PR EF. REMEIRLR, 2023, 50(19):973-982. 10. 2024kx CSCO BE2i2fri8E. 11. Van Cutsem E, et al. Gastric Cancer. 2015;18:476-484. 12. Kelly CM, et al. J Gastrointest Oncol. 2016;7:750-762.

=ZR=
*% 13. Vos EL, et al. J Clin Oncol. 2021;39:244. 14. Quaas A, et al. Eur J Cancer. 2022;173:95-104.

RUETRECWATEASEZA (BDDRBER)



IF HER2FET%‘%S‘E*%)&?ST?EI’JT£E,
“’fﬂiﬁhlﬁ}ﬂ%

I {EE AR

(TS ,\\\FGFRZbE’\JtI:'.f)"'u, EEF@FGFszag

BiE—%in

TREFELASER2EE, X

B FGFR2b R FNER

‘LEE%E?SW@EU_TEMSI—HMMMR%IIIPD—Ll%JiEI"J%Eﬁﬁ%*ﬁﬁ%ﬁ%ﬂ’ﬂllﬁﬁﬁﬁﬁﬁ
FRMEZER, MEEaTH—
SiER B E— AT BT 24,

& BB EFIRAEL.

] IGFRERZS $3HA =t ird OS (B, ini&d vs XJ8e4H)
ToGARAR =Hj +HER2ER# 13.8vs 11.1%
HER2IIZRIXA 1
KEYNOTE-811ff% =Hj +HER2ER#7+PD- 16847 20.0 vs 15.72
MSI-H/dMMR CheckMate-649Ff5% =5 +PD-1834j 38.7 vs 12.33
PD-L13RIX CheckMate-649Ff5% =5 +PD-1834j 14.4-18.4 vs 11.1-12.934
CLDN18.2135RiA SPOTLIGHTIAZ/GLOWERZ =Hj +CLDN18.28a47, 14.4-18.2 vs 12.1-15.556
FGFR2bidZRik FIGHTRSS —HA +FGFR2bE 2?';7(;\/FSR121b}1\_—;§5$ 210% 24/3+)

PR

NoorwbE

Janjigian YY, et.al. Lancet. 2023 Dec 9;402(10418):2197-2208.
Janjigian YY, et.al. J Clin Oncol. 2024 Jun 10;42(17):2012-2020.
Xu J, et.al. JAMA. 2023 Dec 5;330(21):2064-2074.

Shitara K, et al. Lancet. 2023 May 20:401(10389):1655-1668.
Shah MA, et al. Nat Med. 2023 Aug:29(8):2133-2141.

Zev A. Wainberg, et al. Gastric Cancer. 2024 May;27(3):558-570.
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FGF/FGFRIESEIZAYAERE

> BFEMREREF (FGFs) | 2—HRERTHZ, 8iF231EF, BIFGF1-23, AT SMARATR. 18E. oK. FE. AE
EITIREIIEE,

> FUAFERREREFRE (FGFRs) : 88 4 MEERTHNBIRZ/AFGFRL-4 ] 1 MRV IEAFESKIHAIZIR FGFR5, FGFREHM=
MEREIMREEKERR (lg) &t (g1, 1, ) | —PNERKEFIAEAESESES (TK) SR, 9IFIgEERZAEIAES
%, I5FAENFGFEAMTREES.

FGFEigid FGFZ{# FGFR variants FGFR specificity (FGFR2)
= FGF4 subfamily

7 . ig | \ d
FGF1 subfamily : - AB N
- ) FGF7 subfamily Ligand- | 1g1 ~ N .
A, binding T~ -
¥ FGFs) domains
G | P 4 ‘gl HSPG
_ (FGF22
FGF8 subfamily (g \ % % ™
g { FoFe |
TKI

Cala )

FGF19 subfamily

P L TKII
(endocrine FGFs) ‘ @

@

FGF11 subfamily b variant c variant FGFR2b FGFR2c
? > (intracellular FGFs)
JEAE: BFRagaBan, FOrsTRRtMIRE, (BRI RRUSRS S IE A B g - IS ASEIREBHEF=ER0. 1o IAORTES B— ARSI BT
/‘ 8NFGFXRIR, FGF3— MMM "Rk . RE—1MHA. (a) RIS, ZHINEFHHESI—MPEFIIbEIC, X MINEFHHEZIFREEE (TM)
J ’ﬁ ’K XiFHINEF. ERFARFERXIDIE, [BFHEELLRFKKIc, FGFRAFEAN—IE—
T8, S5FGFR-IICHEILL

1. Maddaluno L, et.al. Development. 2017 Nov 15;144(22):4047-4060. 2. Turner N, Grose R. Nat Rev Cancer. 2010 Feb;10(2):116-29.



FGFsHIFGFRISRIEESR, Bid M ESERSSSWEYFIEE

- (E5HS: FCRsEHZMFRIEFCFRESE, BYBESZAR_RUFIBEEMLELE TiiFPISK/AKT, RAS/MAPK, JAK/STAT KBS
BgCy (PLCy) SSiER, MNMATHARER. BE. 8. oWHNEERSFSIHENFIEE.

MBI B FGFRIZ IS RIE! FGFRIESIE>
FGF subfamily = FGF Cofactor Receptor specificity .
a FGFR ( )FGFR
FGF1 FGF1 [ All FGFRs . W
subfamily FGF2 [ FGFR 1c, 3c > 2¢, 1b, 4A | -
(FGF FGF)

FGF4 G

FGF5 FGFR 1c, 2c > 3c, 4A

FGF3 +
FGF7 FGF7 Heparin
subfamily FGF10 - FGFR 2b > 1b

FGF22 Heparan

sulfate

FGF8
FGF
At IR FGF17 FGFR 3¢ > 4A > 2¢ > 1c>> 3b

FGF18

FGF9
:ﬁ;:m“y FGF16 FGFR 3c > 2c > 1c, 3b >> 4A

FGF20
FGF15/19 :;gff::;?” 9 +BKlotho Egi: 10 §C 3¢, 4A Cell survival,proliferation,
subfamily : C, oC migration,differentiation and angiogenesis

FGF23 ] +aKlotho [ FGFR 1c, 3c, 4

NV~

5

1. Ornitz D. M. Wiley Interdiscip Rev Dev Biol, 2015, 4(3): 215-266. 2. Ruan R, et al. Mol Cancer. 2023 Mar 25;22(1):60. (RIEEFRESWATEARSEZA (BIDERELR)



FGF/FGFRIESBREFEURSEIMENLERE

- FGFRIESERRESSMIMBNAENHRESEREX, SEEEE. ﬁﬂ%ﬂi‘i%i B, %Zi&%ﬁﬁ@ AR ORDRE .

- FGFRIZEBREHTALE

Sl EvER ERE: BEFGFRR

THESBEEEEE.
- Hrp, FGFREFEXEGRA: EES B, ERERE

. EERE,

. BOWEES

DYSE =I5

SES. MESERk. LR-EREN (EMT)

MERFGFRERE! FGFR{SSEIEEUEH
Gene Type Site Cancers e f
FGFR1 Amplification Breast cancer (ER+) Stromal cell % gnoloognesly LM
Gastric cancer d
Lung cancer (SCC, 5C) TE s s = ANEEEEn ‘l'
. FEATEFE HiEsET HERLS paracrine signalling
Owvarian cancer @
a b c 9
Urathelial cancer Protein Activating Oncogenic Deregulation of
Fusion FGFR1-TACC1 Glioblastoma overexpression  mutations fusions binding partners
BCR-FGFR1, CNTRL-FGFR1, ZMYM2-FGFR1, etc. MPN
Mutation N546K Ewing sarcoma
N546K, K656E Glioblastoma
FGFRZ Amplification Breast cancer (TNBC)
Gastric cancer e
Fusion FGFR2-AFF3, FGFR2-CASP7 Breast cancer
FGFR2-BICC1, FGFR2-PPHLN1, etc. Cholangiocarcinoma
FGFR2-CIT Lung cancer
Mutation R203C, N549K, K659M Breast cancer
S252W, P253R, N549K, K659E Endometrial cancer
S252W, P253R, K659E Lung cancer
FGFR3 Amplification Ovarian and urothelial cancers
Fusion FGFR3-TACC3 Glioblastoma and lung cancer
ETV6-FGFR3 Lymphoma
t(4:14) (p16;932) Multiple myeloma
FGFR3-BAIAP2LY, FGFR3-JAKMIP1, FGFR3-TACC3 Urothelial cancer g‘:’@WEﬂF
Mutation R248C, 5249C, G370C, Y373C, G380R, K650M Gallbladder cancer el _l/Ei /8 e
) R248C, 5249C, G370C, K650E Lung cancer rearrangement -0- VI
ﬁ({j; R248C, Y373C, K650E/M Multiple myeloma "
2 R248C, 5249C, G370C, $371C, Y373C, N5405, K650E/M Urothelial cancer HEHIE
Mutation N535K, V550E Rhabdomyosarcoma .Oi' - -’/-7 W/ Gene amplification 3 (.’J' - Wi

Y ETS

1. Xie Y, et.al. Signal Transduct Target Ther. 2020 Sep 2;5(1):181. 2. Babina IS, et al. Nat Rev Cancer. 2017 May;17(5):318-332.
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FGFR BEREEZMEEMERLE, EBEPREENFGFR2 7E

+  FGFRI1-4EH

©  TERREE LR EENFGFR3ZEL;

(4,853 patients)

Frequency of FGFR aberrations

aberrations

SNEFFGFREFTERRER

SEESMIMETRE, BARIMEREZE

Urothelial carcinoma
Breast carcinoma
Endometrial adenocarcinoma

Cases with FGFR
aberrations

Ovarian carcinoma
Carcinoma unknown primary
Glioma
Cholangiocarcinoma

Nonsmall cell lung carcinoma
Pancreatic exocrine carcinoma

All FGFR

Colorectal carcinoma
Renal cell carcinoma
Neuroendocrine carcinoma
Head and neck (squamous)
Melanoma
Leiomyosarcoma

d Sarcoma (all)
aberration

5%

\

EREEEPFEEAFG FRziﬁtlﬁmé,

Gastric adenocarcinoma | s———

\/\

JTAIRERARE,
EBEPEENFGFR2EE,

4% FGFR2 mutations
20% FGFR1 amplifications

Intrahepatic
cholangiocarcinoma
10-20% FGFR2 fusions

Head and neck cancer
15% FGFR1 amplifications

Non small cell lung cancer

FGFR2YIZHETEN, £95%~10%3

Small cell lung cancer
6% FGFR1
amplifications

Breast
7-23% FGFR1/2
amplifications

\
0 2 4 6 8 10 12 14 16 18 20 22 24 26 28 30 32 34 Gastric cancer
4% FGFR2 mutations
Percentage of tumors with aberration 5-10% FGFR2 amplifications
mFGFR1 mFGFR2 BFGFR3 BFGFR4 J
B Amplification B Mutation ORearrangement

Urothelial cancer

Endometrial cancer
12% FGFR2

mutations

6% FGFR3 fusions

Cervical cancer
5% FGFR3 mutations

All FGFR alternations

9.2%

LB FGFREFTRALER

15.7% '

8.1%

4

Endometrial cancer
Sarcoma
Breast cancer

Gastric cancer
CuP
Colorectal cancer

Liver cancer
Esophageal cancer
Biliary tract cancer

® Amplification
Melanoma 8 Mutation
g cancer W Rearrangement
i B FGFR1
Pancreatic cancer 0 FGFR2
Cervical cancer B FGFRS
B FGFR4

Brain cancer

10-60% FGFR3 mutations
7% FGFR1 amplifications

Rhabdomyosarcoma
7-8% FGFR4 mutations

B FGFR1

M FGFR2 FGFR3 M FGFR4

>1 FGFR alternation

B No FGFR alternations
gl B2 4 ) N

3

1. Helsten et al. Clin Cancer Res. 2016 Jan 1;22(1):259-67. 2. Weiquan G et al. American journal of cancer research, 11(8):3893-3906.3. Katoh M, et al..

M All FGFR alternations

5 10

15 20 25 30 35(%)

Br J Cancer, 2021, 124(5): 880-892.
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ESEM®N, $IXFGFR BEERERER/ND FTKIsiFLTFE!

- BEIHB4INZ FGFRIDFIFITEREE b IR B R IR IE NIE,
- (BEBESTIUEINFGFREERHTEIRMZY), [EEFANAYILUNG FTKIs (EFEMETKISTIIEEEMTKIS) BE!, BRED A
TR ER BT 8ANME; SRR R/\D FFGFRINEIFIFER MR BREEMZE, IR EXS4IREe,

&Rt ER

. INSFTKISIBEH M LR TIFGFREFEE® (NGS/PCR) . FGFR TKIsiEs, BiiltERERIEBEERHSER
FGFR . .
pash ‘ S EEERRISRAS RIS 2R

RER WE A s

Erdafitinib FGE FGFR2/3EREX3E FGFR2/355ZaBIAGC (N=8)2
N TKI PRES ERZHEE=>2L I 22L ORR 13%, mPFS 2.4m,
(Bir&fRe) R1-4 £ P mOS 3.6m
FGE FGFR2BYS/EHE FGFR2¥HGC (N=283
___________________________ S SAlP PR RARSAAaaS Mo Nanasssnppasaassaaae s assaanaasa PO LPRS Futibatinib TKI R1-4 fRESREE=2L 2 >3L ORR 17.9%, mPFS 2.9 m
i ®Non-selective FGFR TKIs @Selective FGFR TKIs i B mOS 5.9m
! Dovitinib Erdafitinib (JNJ-42756493) ' 3
| Lucitanib @ : Infigratinib (BGJ398) NGS/PCRE FGE FGFR2BIS/EHE FGFR2{#GC (N=19)*
| Ponatinib — | I— Pemigatinib (INCB054828 H = . ..
BB Sonadnib ' @ | o ooy TOFREBESRE  nfigratinb kI Fia PRl I 3L ORR 25%, MPFS 3.3m,
| Regorafenib : Futibatinib (TAS-120) ] % (2455 BHEE]) mOS 8m E R ALLE
i $49076 Derazantinib (ARQ 087) ;
! Lenvatinib LY2874455 H Pemiaatinib FGF FGFR2EtS/EHE
; SOMCL-085 VERTRAERSER s : emigain! TKI fREE=2L I 220 [ 75 B Re XU RE
i EE (TK) %*’Qﬁ g;l‘;’l;:]1347 (CH5183284) i (ﬂﬁ*g}%) R1-3
i PRN1371 i
i /é:;;{:;x:)i‘:;l(ll;PTsss) i FGE FGFR2¥1&GC (N=18)5
e cpL3040 AZDA4547 TKI R1.3 % I 2L mMPFS 1.5m, mOS 4.9m
i IFEME, EBRARREL
3 174
ﬁ{l&?ﬁ- ()11_, FGF GC (N=21)87
ﬁ i? Going Alofanib TR o % Ib 221 ORR 5.3%, MPFS 3.6m,
F E mOS 7m

1. Ooki A, et al. Gastric Cancer. 2021 Nov;24(6):1169-1183, 2. Lancet Oncol. 2023 August ; 24(8): 925-935, 3. Satoh T, et al. Eur J Cancer. 2025 Jan 27;218:115262.
4. 2023 ESMO 1527P. 5. Van Cutsem E, et al. Ann Oncol. 2017 Jun 1;28(6):1316-1324. 6. 2022 ASCO e16077; 7. Tsimafeyeu |, et al. Invest New Drugs. 2023 Apr;41(2):324-332. EEFREEWATEARASE A (BIDKRIER)
8. Lau DK, et.al. Biomedicines. 2024 May 17;12(5):1117.



FGFR2bZERZMFGFR2 BEFEFMEEIFRwIE, SFGF7/10/221&F E5S

«  FGFR2BUIEZFMEIZZ FGFR2 XIS S%SETRIS —FlH, EAEFE RN FGFR2 R BB ARIEMAGES =M.
«  FGFR2b (FGFR2Illb) 2HFGFR2 EFERAITALEZEMET], MEIF~ENERRr—, FTET LRMIEHRIA?
o ANIKRFGFsZxRIEEBIE22(K R, HHFGF7/10/22EE— 1Nk, FGFR2bXIFGF 7. 10f122BB58FEF12,

Ig |
4 FERIIE
|g I RSN oZEF A, FGF-FGFR#%%’IE?E%
|g I <« FAES
e BE
FOFREEEMAN — I i
w 1 2 3 45 46 8 9 11 12 13 14 16 17 7 10 22 19 21 23
Eé 18 20
RTK IR TS, l

(owem]

FGF

e I o

Pio] Ic 4

YRRBFGFR2b
FGFR2ERENEZMEI) — >
FGFR2EE =/ /o

'Lurv.a v m—

K

1. Turner N, et al Nat Rev Cancer. 2010;10:116- 120. 2. Powers J, et al. Presented at: American Association for Cancer Research 10th Annual Meeting; April 16-20, 2016; New
Orleans, LA. Abstract 1636.
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FGF7/10/225 BiERRMEZEX, SFGFR2bESE(RH BEMEILTE

- E8ET, FCFTR{BdIMEMRERMNTR, FGFLOBALUMEHIMEARER.

BEEFGF7REIEIN, BEREMIHMEAEIRM

FGF? (ng/ml), 24 h B
0 10 100

>

SGC7901
w
g

3

Number of invasion cells

%
]
z
X%
=

o)
3
&)
= .
g M
g
=
R
=
o

SGC7901

Number of migration cells

MKN28

FGFIOEERIRRE, BERFRMARSER
D

s
3

Scramble siFGF10

siFGF10

% of invaded cell

- SGC7901
— MKN28

10 100 FGF7(ng/ml)

- SGC7901
= MKN28

0 1 10 100 0 1 10 100FGF7(ng/ml)

MKN7

JAE s
p ey

1. Huang T, et al. Int J Oncol. 2017;50:1501-12. 2. Sun Q, et.al. Tohoku J Exp Med. 2015 Aug;236(4):311-8.

« FGF7/10/228] 5FGFR2bERME S, A MERAS-MAPK,
PI3K-AKT-mTOR{SE18E8, (BHIEMiEiLE,

FGF/FGFRIEBEE: MEMpRIG(E
PI3K-AKT-mTOR

Tumor cell Tumor cell proliferation

RAS-MAPK

215
ém
) 0
%é'ﬁ‘v\ J égé@ %l@%&%ﬁ&ﬂﬁ@iﬁi@%%ﬁﬂmﬁﬁt (RNAI) E5EREERERRAKTE, FEIIEESZEHD

SiRNA: FZ/MITFHIRNARSY, IBIIRNAGRIZFBERNAEFERIPMRNAGRSZEFE
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FGFR2bEERESHIERERIE, £929%~38%HIBEFEFGFR20ERIE

«  FGFR2bZEAEIMEEZEEY, iR o BBl e &I ARE N RIAFROT8EARE, RSB aTaeRL A TR aiE 3,
- BEFAFKETEMIELEAMNEE, 29%~38%EEFEFGFR2bIIFRIAS,

AEARFPAAT IR B ER ARt B R BB FGFR2bIIFRIX HE R4

FIGHTIRR HBagEd(M5R FORTITUDE-101

BEE

Pt (2HR) * (RWD) 5 ff#5T (3HA) ©
LR 36 <] 910 128 3782
FFRIREE 2 = o o =
= B/ BREGGE FGFR2biZ3 Rk o 0 o
FRRRTE" (R 24/3+) BHEE 30% 29% 38%
. i FGFR2biZ &% . . .
= H%&gﬁl (210% 2+/3+) AtERE 19% 11% 16%

. FEREE
. SPEEE

FGFR2b ({Ha] 2+/3+) : FIHCIGNEHEEPEEMIEFGFR2bESE2+/3+
FGFR2b (210% 2+/3+) : ZHCHEME>10%MEMiEFGFR2bIESE2+/3+

*FEBFGFR2DF|IAFEUEAIR, BEARARFPRBIGNG E TS &EiERE.
. /;’ -t 4 b > N\,
JZEAE On, A ESHMEHEIIFGFROEEFEIA
ﬁ ‘ Yy
1. Ishiwata T. Front Biosci (LandmarkEd). 2018;23:626-639. 2. Wainberg ZA, et al. Presented at: American Society of Clinical Oncology Gastrointestinal Cancer Symposium; January 15— 17, 2021; Online Virtual Scientific Program. Abstract LBA160. 14
3. Uson Jr PLS, et al. Dig Dis Sci. 2022;67:3797-3805. 4. Wainberg ZA, et al. 2021 ASCO. Abstract LBA160. 5. Seiya Sato, et al. 2024 ESMO. Presentation Number #1420P. 6. Rha SY, et al. JCO Precis Oncol. 2025 Jan;9:€2400710.



FGFR2bpLI BIERREES,
$0RFGFR2bIIFREA NIDZERER “—I5EL" , BHAII

- EBEARTIWE, FERFGFR2bIIFRIAAIIISEZERE (Bemarituzumab, Bema) 2 HBIME—iH
-  FBAFGFR2bZERERIHCIG,

el

[~
g~>HA

e FGFREEHHIADCREIFRITR R AN SR
FIFGFRHUABERZY) (ADC)

ﬂﬂgl\ @ Antibody—drug conjugates (ADCs)

i Aprut b ixadotin (BAY 1187982) — 21 i
i vasl(lnus';;s o HUFGFREASERENLIR ]
i @FGF ligand trap . OFGFR antibody L IHCES I
: FP-1039 (GSK3052230) o'gr“g/"“ker O Bemarituzumab (FPA144) for FGFR2-IIID | (3 &z'}émg NHA=RE BAS1LIT ORR 56.5%
; NSCI2 \NQ R MFGR1877S for FGFR3 i = MIDZEEE 85 FGFR2b =g NEANE=EE 1L mMPFS 14m
1 —-— r 1 = G '
| ECikETE O O S 7 | 7snERGER |:> loruds mOS 24.7m
i ‘gﬂ \ SFGFRIEIMZ RS MES ) (FGFR2b 2+/3+2 10%)
i w =0 /£ |
LY VYV  THAFGFsFGFRESES | NE2GISE
i 1f51PD,
S >
BAY 1187982 ADC  FGFR2  SL{AJEE D: >2L BIAE BB
HRIRRIZZLE
ﬂﬂl’il BG-C137 ADC  FGFR2b  SC{AfE I 22 EARIRIE
ALK201 ADC  FGFR2b  SC{iNEE 18A 221 BRIRE

Srfrx

1t ot =05
1. Ooki A, et al. Gastric Cancer. 2021 Nov;24(6):1169-1183. 2. Wainberg, Z.A., Kang YK., Lee, KW. et al. Gastric Cancer 27, 558-570 (2024). 3. Kim SB, et al. Target Oncol. 2019 Oct;14(5):591-601. 4. %&Egé—é%g#{égézﬁrﬁiﬁﬁ (Eg*ﬁﬁﬁgzﬁgﬁﬂgiwﬁ
Study Details | A First-in-Human Study of BG-C137, an Anti-FGFR2b Antibody Drug Conjugate, in Participants With Advanced Solid Tumors | ClinicalTrials.gov el A=Y N R /Ee



https://clinicaltrials.gov/study/NCT06625593?term=BG-C137&rank=1

MIBZHREN: EERFGFR2LZPEHSFRIEIgCLINMF, 3

NBZHAME—HRXEEEIREEMEESFGFR2bBIA G g GLEFRERE

FIRBRHA B =i FGFR2biSTT R

BEEEEE, SRMBEWFGF7. FGF10MFGF22%EFGFEC{ASFGFR2bINES, A THHEMFGF/FGFRIERIGNE S, FIRARE R/
i2 FGFRIPHIFIERAYEENEWER (W, iZ-FGFRIPHIFIBIAFGF23-FGFRIVEE S 2 SESHEILIE)
- FCRRETEETREMWAE, MIRT —MTEa BRI OEE . 1gGLUARRI R SRR AT IERADCC

UEiEEE, IEEENKMBENGES
FGF/FGFRIBEE: IEMmRISE
MIBZERPIMGENE

PIBK-AKT-mTOR

- =
FOF7 @ FGFR2b A '\
\" _/ - \/’/ ,I X 7 . ' /

- | B AFGFR2DSEE B N\

FGF10 (&8

\\,‘)_(“// @FGF%
oo MBRHERRIENEERENS, ENEREFES
. FCRRZMEE TR (LphIE
Asn27 , BT —MEEE AR .
: HORIL SRR, RS rorio 0 Forr @ ERMES, HDEIFGFEHKSFGFR2DIZAES, IAMFGFR2{ESE
, NKEBREAIEEE ), I L5 SIEER _®
\L EBRADCC 3 - -

" @

RAS-MAPK Tumor cell

Tumor cell proliferation

Asn?7: fFIfRFCERE 297U R EBRRRILEAL S FcERIEEL
MIEARKET; 19G1: REIKEAGL; NK: BARMMR;

—
ﬁﬁﬁ.‘?ﬁ. ()HJ o - Tumor cell

NK Celll ~ % Nl ST
GOIHg Macrophage : — Q\\ FGFR2b
%{ : - QESHEIEMIADCC, FETTALBENKANAE AT E RIS

1. Catenacci D, et al. J Clin Oncol, 2020; 2. Tejani et al. ASCO Gl 2019; 3.Tabernero J, et al. J Clin Oncol 33:3401-3408, 2015; 4. Nogova L, et al: J Clin Oncol 35:157-165, 2017;
5. Catenacci D, et al. ASCO 2021. Abstract: 4010. 4. Akira Ooki, et al. Gastric Cancer (2021) 24:1169-1183. https://doi.org/10.1007/s10120-021-01235-z
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MIBZEREMIA ST E—XFGFR20REBEREPIGFAREE, SHRE
HAllm AR ST TIEIIE

- FCIBFGFR2bIIFILX ((FH{aI2+/3+) ARE, REFGFR2bITERILX (210% 2+/3+) AEf, MIDZREFIEASMFLOFOX6IYT] BENEEENE
7, BERTIIAGIRZE RS,

Bk ABE(N=155) HIEABF(N=89)
FGFR2bIZFIE ({EfA2+/3+) FGFR2b@FIE (210% 2+/3+) FGFR2bIZFIE ({EfA2+/3+) FGFR2b@FIE (210% 2+/3+)
MBZERaiRA ZRIE MIBZEREPH ZRIE MIBZEREPH ZRIE MIBZEREEH LZRIIE
BIEL, n 77 78 46 52 45 44 29 31
ORR, n(%) 37 (48.1) 26 (33.3) 26 (56.5) 19 (36.5) 22 (48.9) 15 (34.1) 15 (51.7) 11 (35.5)
CR 4(5.2) 2 (2.6) 2 (4.3) 1(1.9) 3(6.7) 1(2.3) 2 (6.9) 0
PR 33 (42.9) 24 (30.8) 24 (52.2) 18 (34.6) 19 (42.2) 14 (31.8) 13 (44.8) 11 (35.5)
SD 29 (37.7) 38 (48.7) 12 (26.1) 20 (38.5) 17 (37.8) 23 (52.3) 9 (31) 12 (45.2)
mPFS, B 9.5 7.4 14 7.3 12.9 8.2 17.9 7.6
HR (95% Cl) 0.72 (0.49-1.08) 0.43 (0.26-0.73) 0.50 (0.29-0.87) 0.28 (0.13-0.57)
mos, B 19.2 135 24.7 11.1 24.7 12.9 30.1 12.9
‘ HR (95% CI) 0.77 (0.52-1.14) 0.52 (0.31-0.85) 0.56 (0.32-0.96) 0.43 (0.22-0.86)
b Ea e S

RMETBEGWATIASEZR (BDDKREEER)
=2 4z 2 k: e O] % 2 WeER g B2 aA
1. Wainberg, Z.A., Kang, YK., Lee, KW. et al. Gastric Cancer 27, 558-570 (2024 ). 2. Yoon-Koo Kang, et al. Gastric Cancer. 2024 Sep;27(5):1046-1057. doi: 10.1007/s10120-024-01516-3. Epub 2024 Jun 11. ASURRABRIER BRI ER SR E SRR,


https://pubmed.ncbi.nlm.nih.gov/?term=Kang+YK&cauthor_id=38861192

FGFR2oBRESBRESHE. HEEEBEFHHEXIE

+ RERBEEFGFR2IFARRSTIHE, FGFR20DITTETED L \ \ e
EHMEhERNE THESEENBERES BT - SRAMEEALRALL, ERENESETFGFR2DANTRIA

FGFR2bITEAT8E S SIS X FGFR2LIEAEES BEES, BRFGFR2bIEMEIERBIERPRIZE(ER;
THINBRERAYBRBRERSAEE, SFGFR2IZEMARTI—EL.

aA 100 o : = £ =
L ] FGFR2b IHCA&ill g | T ——
w 80 - —
e I g i
3% (n=1901,%)  (n=73,%) PHIEE  PlE 25w g
=51 (WD) 36 1 2.7% £2 w0 G :
54 (M/D) 460 4 0.9% 5 ) A, T
{€534€ (P/D) 855 43 4.8% 5 ¢ s
WHO4SEY <0.001 : : %
7 EN4AHE 418 21 4.8% 2 R — 2
IR B 71 0 0.0% g
HE 61 4 6.2% d
7S 659 14 2.1% Q
Laurens3BY  RiEEY 1195 56 4.5%  0.010 i
BeE 47 3 6.0% ) " .
pT1 155 0 0.0% g I;
pT2 493 17 3.3% ®
THH 0.058 100
o pT3 1047 46 4.2%
pT4 206 10 4.6%
pNO 261 8 3.0% . '
N ﬁgﬁ le 599 16 26% O 006 Primary Metastatic -
—_— ’ pN2 448 12 2.6% ' a MR A IR AR S S L (F1975%) B BB TR AN BRAAAIE £ th(T947%;P< 0.001);
JEAUEAE, N3 593 37 5.9% b FETS MM GFR2D HiFS (TH9170) & F ILERA R 1 BB HOHIESS (F49103;P< 0.001);
“2Y OMO 1723 64 3.6% . RERE D HIMERH AL B EE B AR BT FGFR2DINTIA (R T BN 7 ESHIRAIEE);
ﬁ /‘ , M5HH pM1 178 o 4 801 0.396 dEAS BB E AR R R 7 FGFR2DAITSRIA,
ﬂ . 0

Ahn S, et al. Mod Pathol. 2016 Sep;29(9):1095-103. RHUETRESWATEARSEZR (BDDESER)



FGFR2bIFIX S BETN

EUNEEES

- FGFR2bIFJETJRESKRERIGHEXEK, MEEMEHEBIGNNE:

«  H-ScoretREIHTIR/RH-Score2150 B ETIEEE;
o ZBLEDTER, H-score(2150)2IM/FFHZE;

1.0

0.6

04 4

0.2 1

Estimated Survival Function

0.0
T

H score 2 150
— Hscore<150
P=0.001

0 50

| 1

100 150
Time (month)

200

Parameters Odds ratio (95% CI) P value
T stage < 0.001
T1 vs T2 2.089 (1.327-3.288)
T1vsT3 p.397 (2.204-5.234)
T1 vsT4 5.966 (3.790-9.391)
N stage < 0.001
NO vs N1 1.307 (0.983-1.737)
NO vs N2 1.940 (1.473-2.556)
NO vs N3 3.058 (2.363-3.958)
FGFR2b IHC H-score 0.038

< 150 vs 2150

1.836 (1.034-3.261)

AZTESTINEFEZ (CoxtbHIXIBEEEY)

JEAEAE On,

A TRIEFGFR2b H-Scoreifpi#{TKaplan-Meier EEZ D Hr

Going
% %:T-i%:‘;%ﬁﬁ%ﬁZﬁ%%%ﬂ’ﬂ—%ﬁiﬂéﬁéqfi‘-i%:\fiia FE SR F PR RO B R RSB L OB A,
KA R OER

Ahn S, et al. Mod Pathol. 2016 Sep;29(9):1095-103.
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REaTT RS TEFCGFR2EFREN B EB BRI EeTr WA E

«  FGFR{GSEIEYIMEHIEAIERIZZ NN : « FGFR2IFTXEH, RERTITHNIgEREE:

-  FGFR{ESEREI(EHTHARFER. HHIFN-yFIGZMB (Firifs «  NIVOFGFR2IARIH L 7 NEFI/CEFL AT PD-L1FIFGFR2
B)HIDi. (B Treg BRI SFIM2EL B IRMBRIRILSE, XL HFRXEBMEREERET: REATTABR, BFGFR2%E
MBI HEREBEILEFIIMEER. TESENRENESR (ICB) EHS, REATTTTNiE,
iafT RRLAE,

a v TFGF
[rGrR
GZMB|— .
| 1,0
IFNyL —0 %3 - B
o Teff 5 1.0
' g o FGFR2-FZ5iA X
e s (PHI6.IANE) o | ForR2-hEA
£ 2" (Fpfi116.58)
L2 v v FGF é 06 2
b . S 0.6 -IEE)
b cms U FGFR 8 FGFR2-3BFiA & (FEEE_R;% ZEEEJ%
STATS e . (F75.21M8) £ e
=y S 5 04 — FGFR2moderate
= —— FGER2 moderate T {median 16.5 months)
QAP oo (median 6.3 months) § — FGFRZ strong
s “1 —— FGFR2 strong 0,2 4 (median 13.9 months)
; ‘ : (median 5.2 months) P=0.065
Immunosuppressive ‘ P=0.083
effects T | 0,0 0.0 H
N 00 200 200 680 sdo 00 ‘ 5,00 16,00 15I,00
4 (v FGF GZMB — Ishibit ) Months Months
Mg; FGF m(\—n? | IL-2 CXCL10 —>  Promote !
| Ny P Phophopiaion -~ Tamscrpion ) A NIVOFGFR2FIFTH AR RIFGFR2FA B EPFSHIOSHHT
. FGFR{ES#S5Y TME (9%, a|FGF/FGFRIBISXA T 4BH{EIE PD-1 FIAF R IFNy 71 GZMB 53, M * MBI FGFR2 FRIAE N NEE D 1007 E B4 A AR ED 1% S EAE+1F
ﬁ{f—“ P T AHAERYIATERE, b.|FGF/FGFRIBISHE) IL-2 1S4 STATS BRI Treg 4HREAFIE, FGF IREiH ESS T ELtE, BAKESHPE (2 +) iR (3+). (Abam FGFR2 HifK)
" TAMs A9 M2 BUR{¥, FGF/FGFR RUIXLLIRERTIESRGBEHNENER. o |FGF/FGFRIESHSIBIY RAS/IMAPK i@ «  PD-LIZENHCPS25 (DAKO 28-8)

BEEHE MHC 1| JBiX. FERY, FGF/FGFR{ES#SEIMNFITENSAI MHC | F1 PD-L1 A9FRIALAKIEIE SOSC1
DICXCL10, Lo, FGFIFGFRIEE4#SET JAK/STAT BR{EH PD-L1 &, BT HE YAP 55 PD-L1 &
R. d|—FAHE, FGFRAEII{EHGSK3BIE Ser 9 MRAIBEERFF PD-L1 BIMEfRE. 5—75mE, FGFRLBIT{EH
NEDD4 BEEM{Y{RiHHZ &L PD-L1 BIPEAR,

A

1.Ruan R, et.al. Mol Cancer. 2023 Mar 25;22(1):60. 2. Tsimafeyeu I, et.al. J Gastrointest Cancer. 2025 Jan 11;56(1):40.



NI ZERPIMEAS SRR aE I RETT 8, EF R HAIEEKT

FHATINIE

NS ZIRR AT B SIMERMIA R FPD-LIZRAMIBAYEIN, RIIBZIRR A 8ES5PD-1/PD-L DG EMER S LAH—SHIIEER, 7

SREiairiRa AR TR,

IPREIRAFRIRR, SXIRRERLL, FIPD-LRRIREZGIIIERARIEIREY)N, MINISZIRBRRMSHEEH T ivERf, MERERELSN
30%; AMMEKARMNBERIIFREETH—LREEL20%, KB THERIAFGFR2bEIINE, FTIX2MIRZ s SEEUEIEEF L.

GEJ/IGCEZE, BRiS4ERAAH, IEfEkEinH

CD3* T cells

e}
N~
3
N
<
©
=
o
m

BemaiF SIHEITRIEREIETIE

hFc-G1: Fc-lgGl; Bema-N297Q: FaZE297(EE L; Albumin: BEH
1. Xiang H, et al. mAbs, 2021;13(1):e198102. 2. Z.A. Wainberg, et al. 2023 ESMO #1526P

800 8005

-~ Albumin 3

700 = Bema 700_5

® E 6009 —+ 4-PD-1 g 600—;
§ 9 5004 = Combo 5 _ 500
[= i) =) E
> E 400 < £ 400
o c = ]
E § 300 £ 3007
- o — 3
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100 1007
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EFFE1b/3HH FORTITUDE-102f15%: MIBZERBRMELS NivoFIEITXIEUNivoOBA ST EATYIBRB R EA R~ E S RIa e i1t
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TSESR, BRBZSEMTEDLIR, MNBERESTRRE
T B R TR T ARE

ERBB2/HER2 12%~13%? IHCFIFISH (R
MSI-H ~6%2 IHCFINGS; PCR RINEBLRKIRRIDNATRA

EBVEAE ~10%?3 ISH AR

PD-L1 49.2% CPS > 5 IHC AR

29%-38%°:7:8.a ({F{a] 2+/3+)

\\ », 2 QD

FGFR2b idRix 11%~19%5782 (210% 2+/3+) IHC HR

CLDN18.2 359%6:b (275% 2+/3+) IHC 7B
NGS #& NTRK; IHC/FISH #8311

T £ P N

SR NTRK, EGFR, MET ¥ 1 EGFR: ISHI&N MET 4R

TEIRBREEDNA friEek S & El NGSKddPCR m3

*aftiH B EEE T TN 104 /S 5 ek AE 7t G/GEETURIE B AN ERRIE, H274452E (30%)iEL IHCHUHIE N FGFR2b(E{AI2+/3+ARfB4RiERE@iatE, ENBMNLS5HIFIRE T, 96615Fii#E (62%)HIHCERFGFR20210%2+/3+ LAl G ;
b2 7 CLDN18. 2P ARG FYE(MFASTAT270%EEE 9 SPOTLIGHTHI=75%)

ERBB2/HER2, AFRREKEAFZA2; MSI, MBEFRIIRE; EBV, Epstein-Barfgs,; PD-L1, EFMIETECRL; FGFR2b, ARfFEMIBAIKEFSEA2, TAUIb; CLDN18.2, claudin-18TFE12; DNA, BRiSEIZfEZER; CPS, EX&MEMTS;
NTRK, HEEARFIAREMME, EGFR, RRAEKEFZA; VET, AR LRMIBHIKET; IHC, GEEM; FISH, SXERIZNE; ISH, B2, NGS, F—lF; ddPCR, k=i aisttRi;

- N 5
E IE‘?é- 1. FERENESEETIERS FENENSNENEZEIERS 2R S, PEMIBIGHK, 2023, 50(19):973-982.
7 ()11 L 2024’% CSCOEJEFL, {%?@ i paca 5 f (19)

GOln 3. VAR B THB S IEISTSIRR, 2020, 32(12)4.
4. FERENSEREEUERS B RIFN . REFMEBIRER, 2024, 51(2):55-63.
5. Wainberg ZA et al. Lancet Oncol. 2022 Nov;23(11):1430-1440

6. Shitara K et al. Lancet. 2023 May 20;401(10389):1655-1668.
7. Seiya Sato, et al. 2024 ESMO. Presentation Number #1420P.

8. Rha SY, et al. JCO Precis Oncol. 2025 Jan;9:e2400710.
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ZIEMIRSIIENERSERIETE, AF eSS BERESTT

HER2, PD-LILIRMBEREEMSE (MSI) /iEEEE (MMR) BENNSEMRIFSHERATUIHE, SIaRISRPAUHEEER—EL
CSCOfSRTHEFRIAFGFR2EBERRN, RFRMEFFGFR2bIEN, NCCNISRPIIRIEN.

PEIFRMEES (CSCO) Gastric Cancer
EfEILTTIER i

2024 Version 1.2024 — March 7, 2024 o .‘:rarr'l"l:EdR,‘::l’eath Chemoradiation (only if
ﬁ a?ld 1 (PD-L1) locally unresectable and not
9 : previously received)P:9

and microsatellite
testing (if not

or
done previously) if Systemic therapy?

Karnofsky performance score 260%

PFICHRHERE

or " | metastatic cancer | (2"
ECOG performance score £2 is documented or Peritoneal carcinoma
suspected® as only disease - GAST-10
« NGS may be (including positive cytology)
Unresectable locall - . or
Ig&mﬁ ”mﬁﬁ ”Ig&ﬁﬁ advanced, Locally Y considered via 2 Best supportive carekk
recurrent :ar metastatic validated assay”
disease

XT_H[,};,‘—{% PD-1/PD- Ll}[ﬂ :)(rarnofsky performance score <60% Best subportive carekk
EZREsINESThBIREIRE SRiarnEREs, # "
PISBEREHITHER 187 (1A) FBEERPIFEPD-LL _ _

%ﬁ%ﬁ(ZA?s) Next-Generation Sequencing (NGS):

« At present, several targeted therapeutic agents (GAST-F) have been approved by the FDA for use in gastric cancer. If limited tissue is

NTRKEEAEE*P;%“ available, or the patient is unable to undergo a traditional biopsy, sequential testing of single biomarkers/limited molecular diagnostic panels
= 1] will ext t the ple. In these ios, or at the discretion of the treating physician, comprehensive genomic profiling via a validated

_ 3 NGS assay performed in a CLIA-approved laboratory should be considered. The list of targeted biomarkers includes:
FG FRZ‘ c M ET*ﬁ;mIJ » HER2 overexpression/amplification

(ZB %) » PD-L1 expression by immunchistochemistry
» Microsatellite instability

» Tumor mutational burden

S AU I8 L\ > Cl d 182 ,r\l—:_l\ » NTRK enefu_sion
mERSNEEEEE e 1628 meTeen
MSI/MMRIRZS(1B ) =

s .

18.2 FRiEAGM(2AZ) Liquid Biopsy™® _ - o _ o

» The genomic alterations of solid cancers may be identified by evaluating circulating tumor DNA in the blood, hence a form of “liquid
biopsy.” Liquid biopsy is being used more frequently in patients with advanced disease, particularly those who are unable to have a clinical
biopsy for disease surveillance and management. The detection of mutations/alterations in DNA shed from gastric carcinomas can identify
targetable alterations or the evolution of clones with altered treatment response profiles. Therefore, for patients who have metastatic or

y. advanced gastric cancer who may be unable to undergo a traditional biopsy, or for disease progression monitoring, testing using a validated

- NGS-based comprehensive genomic profiling assay performed in a CLIA-approved laboratory may be considered. A negative result should

; - ..) be interpreted with caution, as this does not the pr of tumor ions or amplifications.
ﬁ? Going

1. 2024 CSCO BfEi2frigr. 2. 2024 NCCNBE2Trig/m
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FGFR2bIZFRIEHA—EHFGFR2 EEH 1H5]E,
RAHCIEMFGFR2DIBFRAEXEE

FGFR2b
EniEsk
X

>/

IF=ERF EEIi 8
A =

: | EETEsUE SR |
E HEN B2 El%fﬁ%l}% i i HEYIETIE BEE i
e, RSHES | | i, Hteewss |
iﬂ%’—'ﬁg'?—i— || EGsSER. BEE
e LB BERANAIEE |

KBS thaSHES |

e ;
ZA4e4£On,. TR

o G

1. Yashiro M, et al. Sci Rep. 2021 Feb 25;11(1):4698. 2. Wainberg ZA, et al. 2021 ASCO. Abstract LBA160..

v —IARERL, 28fIFGFR2biIIFRIALEEH,

BERFGFR2bERIASFGFRA IEFEEXE, (BAT2—E:
{ERIHCEIHEMFGFR2V BRI RIEIFEER.

v [EFE, 7EFIGHTHAZ2H, FGFR2biZZRLE

61%ARIMEIFGFR2T 18* BEE > FGFR2 I BE ]

.9
83.2% 12.9%
FGFR2bZERITFRIA FGFR2bZERITFA
FOFGFR2EFEY 12
FGFR2¥ 18+
FoFRofrg- 9%
61%
3.9%
FGFR2ERY 1R

&IHCHE;

“RLFISHIG; #IMBCtDNAKET IHCHEMIFGFRZbEANEA, ctDNAKTIFGFR2EREN 1]
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IGPREAFRARFGFR2b IHCHEMIESSRFIE

FGFR2b IHC+:
DS+ mFOLFOXe ~ [CrR2bidRix  (E2+/3+
FIGHT: J vs. mMFOLFOX6 #/Ek A/
' FGFR2EEY & FGFR2 ctDNA 1
(BHENREL.5(5)
IS FZELEH+mFOLFOX6 pos FGFR2b IHC+:
FORTITUDE-101 Il vs. MEOLEOX6 FGFR2bZFERIX >10% 2+/3+
F1ED
mfg‘i%ﬁkﬁﬁ+ Ib: i IbER: PR
MFOLFOX6+4RECFI/GEE T FGFR2bEREIT - :
N . FGFR2bZEiX
FORTITUDE-102  Ib/lll B28p5) N =ik
DEEZRE+mEOLFOX6/ IIHE: FGFR2b IHC+:
CAPOX+AEAIFTERS vs IER: FGFR2b >10% 2+/3+ '
MFOLFOX6/ CAPOX+IE 9=k =ne
TR

/\

o %XJ‘QH,, URAHEY

FGFR2b ERITFE X qu,u\ HITTUHISS
IBPRERFE o {FA 2+/3+ (EEEHRFGFR2b IR E2+/3+
MNBtRE o 210% 2+/3+: 210%NEHHIFGFR2b e 2 +/3+
/i;@r:fé. on,

ey

1.Catenacci D, et al. 2021 ASCO-GI. Abstract 4010. 2. Wainberg ZA, et al. Lancet Oncol. 2022;23:1430-1440. 3. Rha SY, et.al. JCO Precis Oncol. 2025 Jan;9:e2400710.

IHCELBIFSRE T2
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FGFR2b IHCFEMZE R =51

«  RBFORTITUDE-101fARAAREHEAFGFR2b IHCIG A RZREEEAIRFTLEE R

B R B iRy B R
[RRMFARIBRIRA EMER N

~—
<

H&E (40x)
e
Vo R s A
EEREFGFR2bEDS s, IS FOFR2bSE2/ARDHR
S5 (1+, Bk Qo SR (1+) ~FPE
PRI W g, TSN TN A A e Ty BiskFR) ¢ ,
FGFR2b S iPs
IHC (40x) Yo AR Wo
5@@5 w S

JEAEHE On,

P e,

Rha SY, et al. JCO Precis Oncol. 2025 Jan;9:e2400710.
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AEIEAHE S ERBHFGFR2bIIRIEAR EZ4H(L,

PISEB ABHRIT—E

* KE3HIFORTITUDE-10115H 3782 FTHIAI AR IR B R E BERE, AR AHBEFGFR2DIIFRABANT:

IRE (1ET 2+/3+) REZER

ARFABEFGFR2bE
100 - 100 -
Fie s3]l
80 - 80 -
60 A 60 -
40 37.6% 38.0% 40 - 36.3% 38.4%
20 - 20 -
0 - 0 -
<65% 265 i B
(n=2023) (n=1759) (n=1217) (n=2565)
100 - 100 -
g | BEMIETSE o) | BRBMEBER
60 - 60 A
40 | FewseT% o] 37.1%41-8% 37,50
20 A 20 A
0 - 0 -
B FAUR GC GEJC RBEFFR
(n=339  (n=364) (n=2512) (n=455) (n=815)

AL

Rha SY, et al. JCO Precis Oncol. 2025 Jan;9:e2400710.
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il

FGFR2bIRESHMEVITEANEFEEE, WSELEBRE—HQITHE
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