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MET ex14 skipping B34 NSCLC Z4R8 & UToiEEE (ARFERUHEREITRDH)

Clinicaltrials.
gov/NCT No.

Type of
inhibitor

Enzyme
IC50, nM

Tepotinib FAGRIE Type Ib NCT02864992 23553846
(2019/11/19) TKI 32469185
37270698
Capmatinib FRERH Novartis MET Typelb |0.13 NCT02414139  [21918175
(2020/6/29) TKI 32877583
Gumarontinib HGRR Haihe Biopharma |MET Type Ib 0.42 NCT04270591 29237805
(2024/6/24) TKI
Savolitinib RAEGR AstraZeneca MET Type Ib 5 NCT02897479 25148209
TKI
Vebreltinib (Bozitinib, | K& Apollomics MET Type Ib 31 NCT03175224 ESMO 2023
APL-101, PLB-1001) TKI NCT04258033 #1379P
TIILFFF—CHEER
Crizotinib b S Pfizer MET, ALK, Type Ia <1.0 NCT02465060 21812414
ROS1, TKI NCT02499614 19459657
RON NCT02664935 31932802
Elzovantinib RIEGR Turning Point MET, Type I 0.14 NCT03993873 AACR-NCI-
(TPX-0022) Therapeutics CSF1R, TKI EORTC
SRC 2020
#P225
Cabozantinib RIAEGE Elexis MET, AXL, |Type II 1.3 NCT01639508 21926191
RET, TKI
VEGFR2,
FLT3,
ROS1, KIT
Merestinib b SEGH 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 RAGR 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 RAGR Janssen EGFR Bispecific |N/A NCT02609776 WCLC 2023
MET Ab #0A21.04
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B EIgE T o X EHR I/R— b (OR— b
A ') 146 I ORR (& 44.5%. TDSSEZEARIN 9
B BB NIz 99 HI(CH1+S ORR (3 46%. PFS fisuf
(8.5 1A, 0S FflF 17.1 HATH e, TDH.
W4T L TAION TWRIEN J7/k— b (J/R— bk C) &
HEURERB I AO0—7—9#BiERNATREIN (BIZH
fIFPoE : 32.6 1 A). BRIICKRE SNIZRTAERERI DY
TOIN—TEIICHBNT, FEBEH (n=111)/BEEEAH
(n=97) @ ORR. PFS FIgYE, OS (L. TNEN
58.6%/49.5%. 15.9 78/11.5 78, 29.7 758/20.4
HBTHO
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ERHRE, SR, BEE EIEHRTHD 2 FaEM|
(37R— b 5b) 28 Hl. RUBLERES] (O/R—h~4)69 4l
(X UTHIYF =T 1[6400mg H' 1 B 2 EROES
Nz, TBIHMBIRE THDMIZFTMEFIEC LD ORR

(RECIST ver 1.1 2#(CET) (&, KEEHI/BELEE
BITZENEN67.9%/40.6%. PFS FRZYE, OS oA (.
TNEN 12.42 1 B/5.42 hB. 15.24 n A/13.57 n A
Thoz 3%,
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GLORY & ** (&, MET ZEWM NSCLC BEEITR
&EUTEEE Ib HBERER & MET ex14 skipping ZEB14HEDR
PEITIE R/ (FERB M NSCLC BB ZXHRE UIZE 11 4
MBS, 5 1L HEERE. ERER. IFER. BHifE
BRTHD. £ I AERBROBIERATHRER CHSNT,

SAEA 44 B, ROBEAESE 35 FlicdLTco<O>
F=J 1[E300mg H' 1 B 1 EES Nz, SERERH
RYE : 13.5 nACHWT. FBHIEE Tdo D71
$ITE(CL D ORR (RECIST ver 1.1 E#(CETL) (&,
KBE)/ BLAEGI T ZNEMN 70.5%/60.0%. PFS fiR
5, OS HofElE. TNeN 11.7 nA/7.6 nA. XiE
/16.2 nBTH DIz,
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B fDNA CN\ATVY RFvTFv —R—-XD
Guardant360 CDxTest &R\ TEEERMNITONIZN,
A - MRABE—T Sy bR— A TR AIEER
ArcherMET OBTFHNZHENER SN, FFA(CHITD
O ARZIESE LT 2020 F 3 AICEEAR SN
Jzo ArcherMET (&, ELF215—/{—O—-RZHLTL
2= Anchored Multiplex PCR ZBWTWS =ML
Mofz. UL, Invitae/ArcherDx £t 00—/ ULRE
BRERERIE(CAEL. 2023 £ 2 AICRIBIRER T Sao 1z,
202449 A 20 BIRTE. AFB(CHUNT MET ex14 skipping
PR VR AR R E CHB DT RFZI DI /A
SEMERDTNDDIE, AmoyDx (B4 EIEHAR :
2021 8 A 12 H). O/ ML (A:2022 F 11
A 16 H) 8&XUA>INTA> DXTT (A : 2024 45 A
14 B) THH. hIRFZIOOAIINZAZZiERD
TULWBD(d FoundationOne CDx ([& : 2020 £ 5 A 29
H). FoundationOne Liquid CDx ([&:2023 45 A 25
H)., A>3OX-r> DxTT (A :2024% 4H 30 H) &K
U'AmoyDx (A : 2024 €58 16 H) THH. J~xO>
SFZITQOOADNZAZEZEER D TLBD (.
AmoyDx ([E : 2024 7 A 19H) ThHhH. B—RET
MET ex14 skipping ZFANDIFTEIFAFAET E/RDTLY
D, 12P. MET ex14 skipping &9 BEERR IV
——>JFEEUTDMETIHC (&, BEY DRENBAHET
B 2O HER TR TERN, =5 T MET ex14



skipping ZB 9 3B & (CHULT.MET BRIFEN MET 12
= G e B Y Al e e : | I RS R )= 1oL A S R R e o
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(Turn Around Time) ARV EHFRTH D, Bl
St U7z RNA 1D MET ex14 skipping Z. RT-PCR
(reverse transcription PCR) S&ICKDEE T D. BE
HRERER (C DV T I BB (LB D/ A ANV —D—1&
BOFSIE 2. A AY—H—RREADRNEIILFTIL
v ORBIZFRE] ODIEEZZSEENL,. MET exl4
skipping DRHIICKDFTRFZT. hIXF_ITH KLU
IRO>FZIOEAMNEIEETHD (2L ~vO>F =
T(CDWTIE 2024 £ 9 A 20 HIRTERFTE) . VISION
SHER(CT MET ex14 skipping ZEDEENHER SN
127 Bloigikz L. NGS &2 FIE & U BAGRE R
BREMIRE U CT—HEZIRFT LTz, TORR. AMREED
BRMHE—EK 100.0%. BHE—EK 97.7%TH o *%

3. fibtA 22X MRV Dx RIVFIAINZAZE
LI Sl I\
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ROS1. MET. BRAF. KRAS. RET) &=1)\—9 3. NGS
ZRAWZOYII\ AL ZHETH D RBICHERESS
BRI 5%ULNER 2N MMORILF T LY D RRE
EARTEL HIRRZRATDIREERIEE LR D TS T
ENFRTH D, MET ex14 skipping DR ICKDFR
FZT BN FIEE TdD. ArcherMET ZEXTEE & U724
RAMEEER (AME=fRH FFPE 44K MET ex14 skipping &
) : RIEHIEL 99 1 (514 49 HI. F214 50 ) (CHWT,
AIREEDE—EEE 98.0%. P24 —EE 100.0% T

o743,
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GEOMETRY mono-1 HERTIE. FRSVAIEHBEIT RT-
PCR JE(CLDIRBSENIZ. HFERELODHFNZENE
N EEER =Tz FoundationOne CDx WA AP0
FAIWDATIIFZIT DA I\ A 2R & U TER
N T3, FoundationOne CDx (C&1F2D MET exl4
skipping @ & #7 (C (& exonl4 A& M splice site
mutation/deletion D& C K> TR T D . FHRDIZI
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SINZAT 2 E UTER S NIz, BRI (C DT
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5. A>3<%A> DxTarget Test ¥ILF CDx S AF
I
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skipping & DNA T®D MET > hO>-TOYV I EREE
OB TR EITD. =¥ MET ex14 skipping #&H (C
DWT(HMBBIEDREN D D BAEFRN S DEBED
HBHRSEDED. MET ex14 skipping DU—RAT> ~
B LT 800 U T DB E (A EDEIREEN BN > 12,
U U ZDERDDHFINZ LM ZIRIE L CREZMNZ T
R, COMBEEF—FEDFERSREN TS D, xO>)/)(Z
F > ZMRER(C KD MET ex14 skipping D& ICED. T
IRFZIBRUNTIF T DERNEIEEE IR D TS,
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L 4 ¥ I*l
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v v v
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4. RIRZEICHTD MET ex14 skipping RED7ILIUX A

*1 EEBBENME T HINERTRIAFDS 1 = J THA,

*2 SIENNAL ) LTOT 74U IJKE (Comprehensive Genomic Profiling) . HAY" /) LABEBETZHLIRRT -
Bleml - SR L DRSNS, 2024 £ 9 B 20 HIRTE, RIRUNEL SN /21&E(E FoundationOne CDx (F1CDXx).
NCC #>3/C%JL. FoundationOne Liquid CDx (F1 U=Fw R), GenMineTOP. Guardant360 T&%» 3.

*3 F1CDx. F1 UFw RZE*1 D51 =TS MET ex14 skipping D> /\ZA> 2 & UTHWERS. 2
REUZOBAEICE. SBEERESEBMCRKZRENELDZEITTERET D,

*4 CGP & #17> T MET ex14 skipping i@ EN. WAL ABEBEDZIMSER. BsmRt U< (EFITFR/(—
N CRIVEBERTEENN ALY AEBSESRRDTF R/ (— MRV THEENZBE.

= HEREIC KD AmoyDx : 12500 52

(TD006-24 fhfERhEE R FZIEERERE 10,000
=] [D004-2 EMIESBEMIRE 1. BIHEEELFIRE
. WENBEBRED (1)ERROBISHIEDHBEFC
RB\W3E®d 2,500 =l Z&8 L)

a2 BRIV EITERIFNNERMERENADT
IRFIITCKDBBREDERZENELT, BE 1 AL
DF 1 BDOHEETED,

- ABB UK EHRICEDT IO MRV
20000 =

(ID004-2 BHEEEMRE 1. BUHESELTFIRE
A SBENSFI2ED 4 ITHBL £:8000 R&1D004-2 &
MIESEEIRE 1. BHERECTFIRE OLEL B
©D 3EEME 12000 R2EBEULR)

A>3 > DxTT: ETBRIFNMESZEND
FTIRFZIBKUNTIIYF I (CKDEREDEREZE
HNELT, BE1ACDOE 1 EDOHBEETED.

s HERE(C K DA N> DXTT : 18000 =2

(ID004-2 BMHEBEMIRE 1. BHESELFRE
. WENEH2ED 318H:6000 m& [D004-2 FiE
IEEEMIRE 1. BREEEECTFIRE O.0ENEMRE
D 3IEEMNE 12000 mE&8ELR)

FoundationOne CDx & % L\ (& FoundationOne
Liquid CDx: > /(A BUiEE L TRWLEEEICIE
HIRFZICLDEREDERZEN & U TEREN
D. LR URBEERE U TRIRERSNDERETI> /(A
BRI DH THD. TDIEHORBRHHREEICERT D80
EDRBICKREMENE L. WSRO EIEZEa S =
E(CIRBTzsh RBR(CIERNEEIRIRE LR DTS,



7. FHEDEEFIREICHITS METex14 skipping &
BOAMEDF

MET FAERDBEVWENERZEZD L D RS 1/(—
ZRTHD EGFR. ALK. ROS1. BRAF LRIEDMIED
(T INTOIFNHIRAHESE TTDELFERZH D
e L TRBSTEZEII CDIRENDD. TlkdiED MET
ex14 skipping ZARH T DRIRUNE, N B R EEF
REFRR, TDIZHMDBEFREERR(C, ¥IELIEER
[CRIIVFEEGF/ RIVREZITD T EMNHER N D /K
TOEGFRE EAFEEAIDOEAENEZ. B 4 ([CFE
iz,
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