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5%(CR5N. PERAREEETS /18, —7, MiHES
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S804 bR (CERDHSN. EGFR ZER 4 NSCLC BE
D 5%~15%ThEsREND 1920, FJz ALK, RET. ROS1
ZIFEN E T DRECH T DEBMMED AN ZXLELT
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[CVEAT D ATP SiaMDFOS >+ —CHEEETHD.
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¥ THD. JEMET HEEEGFOS >FF—CHEED
MICHAEECHFE SN, LD MET ECFER(CHTD
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MET ex14 skipping B34 NSCLC ZiRHI & UTTEERER (ARFERUEHEREITRDH)
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Enzyme Clinicaltrials.
inhibitor IC50, nM gov/NCT No.
BIRMMET TKI
Tepotinib TRGRE Merck MET Type Ib 3 NCT02864992 23553846
(2019/11/19) TKI 32469185
37270698
Capmatinib FRERE Novartis MET Typelb |0.13 NCT02414139  [21918175
(2020/6/29) TKI 32877583
Savolitinib RAGR AstraZeneca MET Type Ib 5 NCT02897479 25148209
TKI
Vebreltinib (Bozitinib, |5RK&FGR Apollomics MET Type Ib 31 NCT03175224 ESMO 2023
APL-101, PLB-1001) TKI NCT04258033 #1379P
Glumetinib KGR Haihe Biopharma |MET Type Ib 0.42 NCT04270591 29237805
(sCc244) TKI
TILFFF—EHER
Crizotinib RAEGR Pfizer MET, ALK, Type la <1.0 NCT02465060 21812414
ROS1 TKI NCT02499614 19459657
RON NCT02664935 31932802
Elzovantinib RIEER Turning Point MET, Type I 0.14 NCT03993873 AACR-NCI-
(TPX-0022) Therapeutics CSF1R, TKI EORTC
SRC 2020
#P225
Cabozantinib RAGR Elexis MET, AXL, Type II 1.3 NCT01639508 21926191
RET, TKI
VEGFR2,
FLT3,
ROS1, KIT
Merestinib RIAEGR Eli Lilly MET, RON, Type II 4.7 NCT02920996 23275061
TIE-1, TKI
TIE-2,
AXL,
ROS1,
DDR1/2,
FLT3,
MERTK,
RON,
MKNK1/2

Symo015 RAEER Symphogen MET IgG1 N/A NCT02648724  |ASCO 2020
Servier MoAb #9510
mixture
REGN5093 RAGR Regeneron MET MET N/A NCT04077099 ASCO 2022
bispecific #TPS8593
Ab
Amivantamab RAEGR Janssen EGFR Bispecific |N/A NCT02609776 WCLC 2023
MET Ab #0A21.04
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(RECIST ver 1.1 E#(CET) (&, KAEEHGI/BLEE
BITZNEIN67.9%/40.6%. PFS HI5R1E, OS o (.
TNEN 12.42 nA/5.42 nA. 15.24 # A/13.57 n A
Tz 323,
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—AM NGS TdHDA>INX > Focus Assay. H KU
£ fDNA (CI\ATVY RFvTFvr —~R—-—XD
Guardant360 CDxTest ZRWTEREZEIRMNTONIH,
A - MBRNABE—T Sy bIR— A TR BTEER
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Moz, UHU. Invitae/ArcherDx > 0O0—/ULRE
BEBRERIA(CAEL. 2023 F 2 AICRISIRGER T Lo Tz,
2023 £ 11 A 30 BIRE. AFBCHBLT MET exl4
skipping BBHEIENEREAEERE (CHIFBDTRFZI DI
SINZA ST D TLB DI, AmoyDx (BE4S @i
AR 2021 8 H 12 H) HKUI/UNFRIL (FE:
2022 F 11 B 16 B). ATFZI DI INZ=A> 2k
ETRD TULVBDIE FoundationOne CDx ([E : 2020 £ 5
B 29 H) & KU FoundationOne Liquid CDx ([E:2023
F£5H825H8)THD. BE—1RE T MET ex14 skipping %=
FARDFEFAFARUIER DI, IREA>ANA > DXTT
(EDWTR ATIRFZIOOII A B AT LE
LT2023F 11 A1 BIC. 7RFZI0IIINZAZEZ
B A7 AEUT2023F 12 B4 HICEHSAICHULT—
BEEAGRRBIMTON TS D FFRNRMERNMEESZN
2. IXB. MET ex14 skipping & I 3@ERZ IV
—Z>2EEUTOMETIHC (J. BET DIRENBAHET
B 3 R[EFSTIHR TER. —5 T MET ex14
skipping ZB 9 D EBE(CHVT.MET BRIFIAN MET 12
ECE(CH I DR Z TR T DeIReEN DD T &7 R
9 BT —FBETETNS ¥,
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I NRERtE 7 D RS /\—EEF (EGFR. ALK.
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LS A I\ PCRIEZFIEE U2 O INZAZBRIEET TAT

(Turn Around Time) BBV EMMFRTH D, MRl
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(reverse transcription PCR) J&ICKDEHT D, B
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BOF5IE 2. )M ARX—H—BEDORNEILF T L
WO BIETFIRE ] DIEESRESNZL, VISION ER(IC
T MET ex14 skipping ZEDEENER SN 127 41
OIRAZERV. NGS SEZFIBE Uz BRRERE 7 Xt
BREUVTHEZIRT Uz, TORR. MEBEDEE—
XK 100.0%. PR 97.7% THo Tz L

3. fh’A 2O MRV Dx RIVFIAINZAZE
L N

IE/NRERbE 7 D RS /\—BIzF(EGFR. ALK.
ROS1. MET. BRAF. KRAS. RET) &#/\—9%. NGS
ZRAWZOZ AL EZMETH D RE(CHEIEES
BRI 5%ULNER 2N MMORILF T LY DB
EHARTEL  HIRREZIRA T OREERIREL XD TWLD
ENFRTH D ArcherMET ZXTER & U 7= AB R 14K BR (B
JEARH FFPE #%{K MET ex14 skipping &) : £
99 5l (BZ% 49 . [214% 50 Bl) ([CHWT. AMEEEDK
ME—ER 98.0%. BEHE—ECE 100.0% TH >z %

4. FoundationOne CDx 3 & U FoundationOne
Liquid CDx

GEOMETRY mono-1 HERT(d. FoUAIELR T RT-
PCR JECKDIRBE=NZ, HFRE LODITFNZHM
WHEERE1/z FoundationOne CDx HWAYJ ATO T
FAILADADRZAZZMMEUTERENTVWD,
FoundationOne CDx (C&H1F2D MET ex14 skipping Dfi#
Hr(C I exon14 iE£ED splice site mutation/deletion M
MEBLCEX>THRET D. AEORMZHF D
FoundationOne Liquid CDx 5> /\ZA>2ZkE LT
AR ENTz, EANRREERICDOVWTIE. MEEREICHITD
INAAR—D—BRBDOFSIE 2. A AY—H—I&AD

RNERILFT LY O REEFRE ] DIEZSRENIZU.

5. A>3<%A > DxTarget Test ¥ILF CDx > RF
I
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MET ex14 skipping DIERMEEESNZA. A>av
> DXTT Tl BA7IILTUXLELT RNA (ZHIFD
MET ex14 skipping & DNA TD MET (> bO>-IT0
VUIRRBEBOBTCFHENZITDS. H¥ MET exl4s
skipping & (CDWTIEA >IN 1> DXTT TOAEMS
DREFEN B D BIRTOER(CH VT EEAMEFEN S
DEBEODBHMSEDED., MET ex14 skipping DU — R
N> MAEXE 800 UTDIEEFMABEDIIREEN S
W%, 2023 11 A 1 BRTHITFICHIZa>
JINZARZRTE LT, 2023 F 12 B4 HICT/RFZID
O\ AZ 2 & UTEES @A [CERESREGIRT
ARBIA—EEERFMTIONTE D TOERODTFEN
ZHMEEIRE L CHEZ MR HER. COREF—TE DR
ROBIRENTVD Z ENEIFEND,
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Amoy Dx: ETEFEIFNERMEZREANDTRFZ
TCLDEREDERZENELT, BE 1 ACDE 1
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= fA¥#(C KD Amoy Dx : 12500 s

(ID006-24 RvyEEEERFLIEERKRE 10,000
= [D004-2 BMUEEEHRE 1. BRUEEELFIRE
A, SUBSBERIRED (1)EERDOESHITEDHENIEIC
BWaEm 2,500 R Z&8UT)

J2NO BRIV EITERIFNNERMERE DT
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s BB U EHMRIECEXRD I IINT MIIRIL
11000 =

(ID004-2 EBHEEEMRE 1. BUHESELTFRE
. JIBHEFH2ED 3 18H:6000 & [D004-2 Eit
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? 1188 5000 RZ&E L)
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4. RBREZE(CHTD MET ex14 skipping BEDT7ILT I X s

*1 RIREZRICTH/N—TERNT EL(CER

*2 BEEARNE T HD VR TRAHDY A I THR.

*3 BIEMNAYS ) LTOT 7Y TRE (Comprehensive Genomic Profiling) . hPAS . AR
HLRhR - R - BIERIR L D BRSNS, 2023 & 11 A 30 BIRE. RENE ENLREE
FoundationOne CDx (F1CDx). NCC #>1J{=JL. FoundationOne Liquid CDx (F1 UZFw R),
GenMineTOP. Guardant360 T3,

*4 FICDx. F1 Uw R&E*2 DA+ =>4 (THK59 MET ex14 skipping > /\="A4 > 2B & U THL)
eimE&. EIZUCDRAICE. REEREZERMCAKERENELDIZLICERTS.

*5 CGP #&&%17> T MET ex14 skipping WM& &N, WA J AEBEFZELRERSE U < (3SR D

TF)N = MR THESNEBE.

Liquid CDx: J>/\Z”A>BEE U TRVEIBEICIE
HIRFZICRDEEEDERZEN & UTERASN
B I UIRBEERE U TRREESN DRI/ A
SEMDDH TH D EDIEHOIRBRENRbT(CFER T DR
EDRICKREIMHEENE U RN SEEDGIBZES
E(CIRB Tz EENICIHMERNREMREE L IRD> TS,

7. IWEDEEGEFIRAEICIHIFTSD METex14 skipping &
BB

MET BAZEEDEVENEEZEZXD L D RS/~
ZETHD EGFR. ALK. ROS1. BRAF EREDMED
T INRTOIRNHREIERE TETDELTFERZH D
e L TRESTEZ M CRANEN G D. ERECFIRETE
MET ex14 skipping Z4&H T 2REINE S NITARE (S
AIRDIEB DR, OB FRERRIC, YIEAERICY
IVFBEF) RINRBEEITD LN HEEND RIRTD

B FRE CEFEERIOEAEDEZ B4 (LT L.

(5) #pbic

MET ex14 skipping (CX9 2B EEENHARES
. 2 DD MET TKI MMRIREIS ETRD TULD. CDRE
EZBESAICEITDIZHIC IR TEE—ARE (IR Y
IWFTLY ORBLFREZITI DRRERDTND,
ZDIZHIMRR(CTIILFREZBEIR TS RVGS(C
MET ex14 skipping M2 (IRE# THD1z8. FERIRER
([CIRMBETEH D REWREDIKR(CIE U IZRILFARE
DEREEETH D, FLEVILFIREN failure LIZIED
MET ex14 skipping #&H73E(C DWW TIHRREZEDE©
EOTESEOBEERDOTND, =5 MET Ef=F
RE (EE. MeEET). ERERFEIRCHIDEMS
& CAEMAREOSEOBBICEIRUTOWBEND D,
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