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[ Abstract ] The mesenchymal-epithelial transition factor (MET) gene, located on human chromosome 7, plays
a crucial role in the regulation of physiological processes such as cell proliferation, migration, invasion, and angiogenesis.
The MET gene is one of the key drivers in non-small cell lung cancer (NSCLC), with various forms of abnormalities in-
cluding MET exon 14 (METex14) skipping mutations, MET gene amplification, MET fusions, MET protein overexpres-
sion, MET activating mutations and etc. With an increasing understanding of the mechanisms underlying MET abnor-
malities, therapeutic strategies targeting these abnormalities have gained significant attention, and numerous studies have
confirmed that NSCLC patients with MET abnormalities can derive substantial benefits from such treatments. Lung Can-
cer Specialty Committee of Chinese Elderly Health Care Association organized a panel of experts to provide professional
recommendations on current clinical issues in the diagnosis and treatment of MET-aberrant NSCLC, combining clinical
practice experiences and evidence-based medical evidences. The "Expert Consensus on Diagnosis and Treatment of NSCLC
with MET Abnormalities (2025 Version)" has been formulated to provide standardized guidances for clinical practice in
China, with the aim of optimizing the treatment outcomes.
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/N ALt (non-small cell lung cancer, NSCLC) &
Jit s v e DL AR B A 3 ARk, BEXITNSCLCHY
FRIRITHEFE IS 1 I, IR O K T B AR

AR R A S R ( NoTJYXZDXK-061B ) FIKHE T A: fg
FERHL I H #H TR0 ( NoTJWJ2022XK00S ) BB
WAEEE . B4, E-mail: huntercj2004@qq.com

7)o FEARZ2 NSCLCHY MR SR Bh 3 P e, 8] 5 1 K 40 g
AL IR T (mesenchymal-epithelial transition factor, MET)
BE RN R TG 2 —, Halh e a4k i A KR 732 1k
(epidermal growth factor receptor, EGFR) . ROSJiiff & A
li"ﬁiﬁﬁﬁﬂﬁ(ﬁﬁﬁ (ROS proto-oncogene receptor tyrosine
kinase 1, ROSI) FI[AJZE PE IR LI 4 (anaplastic lymphoma
kinase, ALK ) Z 7 WY EE 2R 7 HE A1, METSH HYHEIAG
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7 W) E H 2 R S TE AR i W L ME T 56D S
FEMET 1454+ (MET exon 14, METex14) BkERZE45
METY 3% (MET amplification) \ MET&# HiZ #i5 (MET
overexpression) MMETENE (MET fusion) &, 24 F&F%}
METS5 BRI F-B By 7 25 W) IEAL Tl s & e,
TR G R 592 B ) B2 FH 3 LRI i A Ry s 155
JER WA ELL

R HAEEA AT ERX IE 2Ll A3 EI R T
ARHARL G, L G 20 L DU 55 2y T 222, 3
HYREZHKS R T PubMed .. Web of Science 25 SRR L) K
T35 FP L RO A5 rh SCEICH R PR MET S 1A SC SCHiK, %8
i QS N R 7 B S =N O D R e 1] M T
WA 2R E R VR METSE 5 AR AR 1 & n)
AT TIRADHE . 858 TR FE IR, RZ8s%
A B WA AR, SN A SR DGR 7 I S Ptk A T
TEANREIA

ARFEHEFE BN N 1AG: FT AR S (™
R metaPHTBRCTEIR) , TR AA L —INU; 1B
G FeTEACEIESE [ R meta sy A B HEHL X IR 525G

(randomized controlled trial, RCT) 5% | , X HAH /N

W 2 FETF IR, TR AA G 2B
TR, EHR A TG — NN, HRBURNKR; 398 &
FHFTEE IR

1 METRERESFELER

1.1 METHEN METHRG TAR7SHOMKE, BAZ
125 kb DNAK FE, JE 21N F 520N & F 2L [
B — U HE D o ME T PR 44 B 4 2 1l - Met,
=y A P 3 5 R A, M AR R AL
/l\semaphorin (SEMA ) 45 ¥4 3 . l/l\plexin-semaphorin—
integrin (PST) 5B L Je4 /)~ % 22 immunoglobulin-
plexin-transcription factors (IPT1-4) Z5#43uk; PN 3222
T RS e, (juxtamembrane domain, JM) . T 2 8 v it 245
by (tyrosine kinase domain, TK) | C¥iyZ2 DI RE X5V 55
(C-terminal multifunctional docking site, MDS) =851
Ji o MET AN A A4 A 75244 (hepatocyte
growth factor receptor, HGFR) , J& T 5 I 32 A i 24 R L
fif (receptor tyrosine kinase, RTK) . YHGF5c-MetZhi &
5, 2P T e-Met K AE ZRAL, FHA S BERRAITFEOE T E
{5538 %, WIMAPK, PI3K/AktFISTAT3S, i1 i 4l
JRIA 8 | IER% | AR ZBFNINAE A i 75 Z MR AE A,
METHE A8 S oA 22 AT RET | 5 98 200 M0 Y S o 14 L O 25

R SR AN AR 28 e . MET 3 R S el Ar = B3 8 R LA
TIN5 TH : (1) FEPY 38 753 e gRe 2 A, i |
B LR 4, METEER SR Y1, 28 c-Met K ik
ACEF i, SEMTRE SRS 30 I, A R 20 i AR R
1278; (2) FEHZRAE . BIR METHE F Y 58 78 55 R A X458
1%, [H7E BE S i S R JR8 AE 1, ANNIS CL C A 400 i g
h, ORI EZFIMETH R IE A, X RAT AT R T2
o-Met BFRFELIG, MM 51 IR s 2450 (3) A=
KT (hepatocyte growth factor, HGF) i B3Rk . 1ER
TR TUCAIEE T 248 B R[] 5 240 L = ) A A AR T T g
HHGFMH R L . A HHGE#E — G c-Met, JE
JSCAE SR [, im0 L ) PR A 7oA o S8 TR A
METHER ) S5 PR AL S AR AE TV EH], W LA s
S HIZ W IR R BT AR TS T R L 2
TR,

1.2 METex14BkERZE72E METex14BkERZRAY, B1R14540N G
TP BT R A 58, R B4 5 AR
K F4 % RAS HAE S EMETE FHIMES H BB gk, el
FIEMETHE AT 52 2B AL H, MMETHE I
fife, TERUFLLPER IR S5 %, SR 3E T IR0 i3G5 . 1258
Ffz 288,

TENSCLCAREHT, HE AR A ME Tex14 8k R 5 42 L1,
1511410.99-2.09%+7, T 7E 1 W G Hu X, NFEMETex14 8k
BRIEAE B H A543 310 R 2. 696 BRI 3. 3% ) [ o s 25 50 41 1) ik
7N, HME Y ME Tex 148k B 28 48 He A1l 2 L AR 5,
9°02%-4% o T BEAN [t 6 53 L5347, ME Tex14 Bk BR5E 72
T Jili B i R TR K AR R B, 29O 3%, TE M il s A
BRI 1%-2%0012 M ST SR, TR il R A
e R BRI, 13%-22%2 L ME Tex 14 Bk BR 28745 . 1F
FEBARO R R, #EHMETex14 Bk BR 2 AF AYNSCLCEE# [l Aisf
A5 EGERE AL I L5 °40.39%-10.0% , [R]HF A4 EGFR AL A
P HE A9 h 6.49%-28.5% o METex14Bk IR 2845 — Mk 2% 4=
TRARRED, BE DA R 72.5%09,

ME Tex 148k iR 58 A5 8 35 H b J6 40 i B A e 1= 22 1k
FEAE, FEAEAEDT IR TG YT L R b b BT 24 1 9 HL R il
JEARRE, BRI IR, #H7 ME Tex 14 Bk BR 28 25 1
NSCLCHEE 2 —LAb T, Hi i S F ] (overall
survival, OS) f 6.7 H, BAKSF RO, FEinyT 1
METex14 Bk BR 578 (NS CLC L v % Al BE L AR FR AR,
METex 148k ER 5875 Ja) F e B B HENSCLC | B — 2R i
HARPEIRTT % WLZEf# 2 (objective response rate, ORR)
ﬁ\]17%—35.7%, EF'{E?EJE%EET?E@ (progression—free survival,
PES) 1%1.9-4.94~H 1920
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METex 148k R 5828 [ NSCL C i 3 8 5 HLAT F A i
SRR fif (tumor mutational burden, TMB) , BIM#f /71
YHHISET LA (programmed cell death ligand 1, PD-L1) FH
PE (219%) M PD-L1fE#R Ik (250%) , {H A B2 %] Tk 4
BFRNRI T RCRAVEE, Rl 2 B R R A I . B
HARLITAESE, RMEPD-L1m Rk, Speiny 7 iy s/ A2
T ARSI S, B mAY T RIBE SR T-RESIE
HIHAEPFSHIOS IS T—@& L. (HE = HAT, 55h 1
Sy WIBR Y — 23R YT 7 SR RS B B PD-L1FHYE S ME Tex148
BRIAB NS CLCHEF UG 5 3, AT E AT 58 ANk
BRARE
1.3 METY 1y METY 1248 METHE PRI 78 i 4 g v i)
PEDUE o 19N . MET {5538 #% (19 0% 8% & i TMET
P FEMETHE T Rk, e 25 40 i AR 1< | 1Y
FHANEER o R METY HIFENSCLCH R R B,
196-59017), {H3X— UM T RE 23 PR R A 5% | A I AR A
HAERRMA AR, 55— ZACEGFR-Bg Z R
1] (tyrosine kinase inhibitors, TKIs ) fif 2] 53U METHE [H Y $4
Y B R 5% 2296222305 LI 7% 2 (Osimertinib) SRR
2 —AREGFR-TKIs—ZiR) Tl 245 METEE NG S LAy
159%-20%, —ZIAIT 25 HS%-50%24 . METH: Y 141
JEALK-TKIIHZY AL Z—, 55— =fRALK-TKIsMH2Y/5
METHE Y G HLBIZ 13905
1.4 METHHI RIS METHEMHMRIXFLHLITHREL]
e (1) HoAb BRI S B T R B : METHE R %5
AR HABEUR IS I ] (UNEGFR . KRASSE) il 5
A AL (2) BREAFREE B4 AT RE A B0 B
15 ¥ 1a (hypoxia inducible factor-la , HIF-1a) 8554 5%
¥, FIMETHE 5 s K, S EBMETHE ARyt &
K5 (3) RAEH T2 SAEH T, MMIEIRSEA T a (tumor
necrosis factor-a, TNF-a) . HA-Z6 (interleukin-6, IL-6)
S, TE R R BT TR R A A, AT AT DI i O A
FxB (nuclear factor-xB, NF-xB) {5 5@ %, FIAMET
SEN R, T S IR i AR K Ee R (4) AR R
BCA T A ifAE A R T, A P B AR T (vascular
endothelial growth factor, VEGF) | T4 A= K A+

(fibroblast growth factor, FGF) %5, 15 Mg igdrts b & 4%
HEAER], BT LA i A8 A i, 34 n] RE i i I
WAL Sl i, FMMETEMARES; (5) HGF: X4
HGF7E MR R 5 h S i 4 Ak I, W] AR 2L MET
SR, FEMETHEAME KIE; (6) METHEN L 81 5
e,

TEATR M X FINSCLCHEE H, METHE H L £k

SR EAREI R 2SS, HHRER, i E AR
17.5%-63.7%, P9 7 NHER35%-72%, EGFR-TKIsZA )
EGFRZEFMIANSCLCHEH PTMETHE L I L 4SRN
30.4%-37.0% . AWFFERo N 7R, METER Fad 28 8 76 il ik Jes
P A AR 2R 7R 65% o

1.5 METH:MNRG METHE 5 A I R Al A 7T LS 2L
METAZ VR FRF S0 9K 3N e i T & Jié . ZENSCLC
o, METHER Gl A —FP AR 2000 o 5%, RARTE
0.26%-0.5%, 2 NKIFSB-METRI& KB,

1.6 METTALRAE & TMETex14BkBR 725 4h, MET S 1
DX BRI LA K ML A XA 5878 [ AR RE RS S BUME T2
R 58 TE L. ZENSCLCH . Z METHLSMX E168DFI
N375S%78, Al 5[ SEMA 51k . L X RO8SCHIT10101
ZRAFL e D1020F1Y 102155 07 s 55 X 5878, tnl 2 Sl
KA.

2 METSERIE

2.1 K IIMETS 5 B2k

2.1.1 FEEELEESEIEMZ (National Comprehensive
Cancer Network, NCCN) . I AR e 2> (Chinese
Society of Clinical Oncology, CSCO) %525 R e
TEMETex14 Bk BRI AL N ke FE R B NS AT 2 3)0EE X
METex 14k ER 572 ML [l 25 W) 34t i, W AINSCLCE
HATALE ME Tex14 Bk BR 2822 A5G B T EMET-TKIs
HRENAIT AR 35 A BE. 20244F, AUFENCCNAICSCOZ:HL
HE R R 2 E N AM2 YT T8 B AR, METex14 Bk R
AR E AT WEIINS CL CHEAA KM 0T, H 77 2% 571
HIERIIZR . B TNCCNBIRICSCORIAL, e B a2 i i
PRIZIT 48 FE2024 /B4 | S i 3R A Jed 2= i 58 /N (Assian
Thoracic Oncology Research Group, ATORG) X TNSCLC
METSUE & XA BB NSCLC MET Il A I [
LR AR E TV I R M it vh R TR (202400
[FIREHERER

2.1.2 NCCN, CSCOSZ MR HARMEREXS TMETY 1 &
I FRAR TR MET Y 3 /88 i Rk 2 — I A
KNI, WIRTEEGFR-TKIsTH 25 R iR i S L 22—,
PRI, METSEPY 1S K 2 i 3Rk AT BE U TE 48 3R
ST EZ S FhREYZ— XTI INSCLCEE, LR
X TEGFR-TKIsM 24 i, Halikiayr Iy 2 AR, 20
I RG2S s+ g 7R, #EHF METIE Y BE ) 2 s ]
MMET-TKIs{AYT Ak i o A 7870 I PRI 4240, o
MET-TKIsAEfS i MET 111 3¢ TA EGFR-TKIsifif 24 f 4 ™=
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Ak g, BAEAS IR R MG RN I H . 2T, FHATHE
WA A2 748 i AR X NS CLC Y™ R AG: I
THPE N AMETY Bt kB2
HiR1: HEBRAINSCLC (B1ERE. Bk, REHEES)
BEEISURTE I TMETex14BR BRI (1A) 5 BREAHD
JAMEGFR-TKIsT 3 [ENSCLC B HHFHITMETEE 14
MEFIRIEEN 2A)
2.2 KRlIMETSEH 1 7 12
2.2.1 METex14BRERGALR N7k L € B R &l i
M (real-time quantitative polymerase chain reaction,
RT-qPCR) & EIXTRNARAGIN 7, Kl w20 s iR
SEY W YR T ATAE o I TTIEAEMET 13F11S 55N 1X
ST 19, oA I ME Tex 14 Bk BR 5828 (O HER 2% 5, P65
A Rk, JRAL, (ETREAFTE IR AR O . 14N, Y1003 4%
SRR RAR (2915 SR ATERY2% ) BBt 4% 5 ME Tex14
B BRI AL DI RE B AR, 00 LA B ) — 2R METZE 7P
3, WTRE T ENAG . A, R IT EERIAEAS o e R AL
151, T BT IEREATER B Bk A RNARE A

DNA _fRim)¥ (next—generation sequencing, NGS) L
DNAYERKMA B R, iz ARy 3 il s
JE, DA OR B4R 5 ME Tex 148k BRI A M SC XSk B, JF:
HEATBE DR S A ARG o 1207 V0 vy, HERPER S, EAS
DRI I, B AR B2y 32 Z RN Z 520, fil4n,
SIBETE, AR BT RE I BAR ST E 5 A . R SR
AP, BT MO RN 5 BT IMET 135 &1
145N E T AR AL TMET 145 W& TN HAE1455MNE &
Ji#50 bpiti [, J3FM TNGS A5 B B A 41 ) B 1
BRI R SEA I ME Tex 14 Bk R 9825 07 5105 B, JEHLIE
B 5 A P T TR TR

RNA NGS5 i fERNAJZ AT XIMET 13, 1554
PR E TE ORI, MTIHIE ME Tex14BEER I 22 J2 15
R TR RERS B X ME Tex 14 Bk BRIE AT LUK I, HL
G Y PR S T A, G A AR BB . AN, 205 14 1]
FEXTRRAS B ST AT 35 e R, Rl B 5 FA IS, A ]
KAETT T F AL H o FERIRT-qPCR, XA 2L 45 A 220 iy
METZE 5 RAMU AT REAFAE IR IR S
#iR2: METex14 Bk R L A ART-qPCR\ DNA NGSZ
RNA NGSHITHN, ARG EZEFHEMBRS, L ZFA]
REES AT (1A)
2.2.2 METFENY HERGINJT 1% METHE Y B AR ]2t
5V 2422 (fluorescence in situ hybridization, FISH) FIDNA
NGSHFAGEINT5 %o

FISHZ A I ME T HE N9 5 4 G brvfe, nl DLd i

Fil 7 oE XMETY 1Y o — 0 J7 M1 T8 2 2 R 5 D1ER
(gene copy number, GCN) , RlCappuzzotnifi: ¥¢METY"
e SN P AA RS BCE Z M METH5 DAL (MET
GCN>S) o i LT M, & T RZHFISHEA )
5t (HHRFRMEAE T GONTLIE XA HLIE B Jm i) 3 5 2 4%
7, ATRE BB PAME SR AN 55 = Rh oy il i TR MET
575 Ytk 2247 (centromere of chromosome 7, CEP7)

(4 AL SFe 5 AR XA R o5, B v A 3 0 7 A Y ok T
AL N RIMETY 3, AR 38 ERLP b 22 e bt
(University of Colorado Cancer Center, UCCC) b, il
i FIMET/CEP7I LA >2.02k & X434, Ifif— K44
oy Rk (21.88<2.2)  H (52.28<5) | 1 (25) =4
S, AT RS A PE A MET Y B8 /K07, A5 HF 5% 496 1
METY YRR R, A IFFA SR AR A LU AT, BK Sl e
&, ZENG R Bt X MET-TKIsHVAYT N Bk i 5, 7
M, CappuzzobnifE X ELIE LI MET A 9K 1R 51l g
AR K MET/CEP7,

DNA NGSREM TN 7R BE LA R AR A8 o7 i 28 S i 5
EMAE R, SRIE AT METER 5 DU ST, At
HM IR — DA S SRR AR . TR,
TERTMMETH 41}, ZHZINGSH (24 i 40 A Eb A5 3k 3] >
10%, W PR EE > S00x T ) AAGIN 25 5 5 FISHAT I 25 5L i FH
PE—EE 2 62.5%, HH B NGS RN I MET Y 1
TSI PR 25 FRy e AL 218 200 i R
Hi03: METERE I AR AFISHADNA NGSH T,
FISHEMMETEE 1B &7, DNA NGSHMMETE
EH 18T H — S FIIIIE 2A) .

2.2.3 METHEHM RIXKGW Tk i dL b7k
(immunohistochemistry, IHC) A[/EAMETHE H i ik
(RN 7 7 . THC IS A S S R e - i e e 45 A
TR AR ST e M L 6 A SRR X E i E
I T A S| DR 3l VR A W i T % N U T A S| R T
FHEY 50 5 I | WAL R PO R ME RS 1%, U
I T 2 40 B o B B i, el BT MEET THC U (4 5i
JE DK DX 3 i 7 448 B B A L B3] 0 O 3 R A o R DG B
Clinical ScorebrifE & — il PRINAT A FIWTFRIAE, 2w
SAVANNAH ., INSIGHT, TATTONZ5:H} 57 3 [/] 5% e,
W ARV S e €2 50 3255 g 48 B PR LRI AR 25, DT
SEMMET THCV- 3. T HHT I A B8 KL E MET FH M
20 e LL A5 I R, 25 G Z2 T RAE 98 mT WL 55 N 6158
S 0% MG FHEAE N B A A ARifE . 140, INSIGHT
57 TAT TONAF 5781 5 SAVAN N A HAFf 55 B9194 A fY
S > 509 /i 968 24 52 0 5 b A L 5 YRR, AR HE,
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SCC244-104 K SCC244-108 1 Wi IF 57 FF A 2H Y ) B S >
5096 [ 240 i iR % €2 1) AR 200,

YRTERNAMEREN, CAZ MEIIMETHE S RKIA W
PO S ARAE T ST A 58, X S hii R =5 21 5
BT, ik, T ESUATE YL APk RE Jr TR AE7E 2200, Fir
LA M ARIE MG — B FI bR . B8 MET THCHI bR
HER A 0L BRI IR Tk 2 AR 22 H
b, W AT SR A R FE R IR AR
#iR4: X FEGFR-TKIsTHZARI I HAINSCLCEE, H#HEFR
IHCHITMETE BRI RIEWN, ERFNLE NS % Clinical
ScoretTff, L& EMANARE/ A EREUNRTRISE
SR PR B LI TR S HIE (2B) .

3 METHEHETT

3.1 METex14BkERZE L IGT HHETZ MMET-TKIsHI
FEIREJE (Savolitinib) . A F )2 (Glumetinib) | 1
5 JE (Bozitinib) | FFIAEJE (Tepotinib) . K52
(Capmatinib) CFEREIN 1T, HARMSZ 45w /iR T
FHTMETex14Bk BRI AR [1)3RYT (F1204530) |
FRFRNENAEZMNEMMET-TKIs, HiA
JFMETex 14 Bk Bk 58 28 iy NS C L C A 11T Il IR BF 5
(NCT04923945) I IH 1) BRKORR I 62% , 1 28 fiff -5
%I} E] (duration of response, DOR) N12.57H, F1PES
13.71H o BHTFE IR S B ORI & Sk 7 5
R SN SZ AR S AR 7 I . AT ME Tex 14 Bk BR 28 A5 11
JR M s A PENSCLCI A R (TR .
GLORYA5EPOJE — TS | R rul | AR,
AL T BB R MET-TKIs 73 3£ R 1397 ME Tex14 Bk BR 58
AU P SR S G S 8 S ME NS CLC A S5 22 4 1k o Bk
ZAXH BORRNG66%, Hh G B H S &R A
ORRAIHIM71%H160%; H{ZDORN8.2H, HiPFS 8.5
A, b wna i LA A, BIESiaBH 7.6 1 H;
F0SH19.4 0 H, o wa s h2s.4aH, BRELIR
B N16.31H s FAA RN 13655, ORRHA85%
(11/13) , s 5 s L A% o k- e Bk I AEvR
7 IR, i S R Y SR B s N R 7y G2, PN ORRA
100%5, 73 385 Je B R 40 Vi FEl A B AT ME Tex 14 Bk BR 58 A8
1Y JmFR S PENSCLC (248) o
KUNPEN GHF 53 51 — TG0 T Jay ¥4 W6 10 i e B4 P
METZRZEMNSCLCHEE IR . £ . ZEA
GWIFST, WF G R i2. 54, WEABR R e 1A sk nze
Stk IR EARORR A 75.0%, H{ DORN16.51H,

H{iPES R 14.3 4 H, H120S420.34H . MG HEFH ORRA
77.1%, BRTEZ6 85 ORRHA70.6%

VISTONAF 5% 52 & — TG 4T X ME Tex 148k BR 28 25 14 Jey 35
W S RS PENSCLC AR I TTI AR BB HL . FFhn 2 . 2
BAF . KIS, BTEIR R AR T 80 % 4
PE o AR A T A6 B ZH SO A S A4S I 3 MEE Tex 148k
BRZEAR, 25 BoR, R R E SR B E AP I ORR A
51.4%, T DORK18MH, I PFS 11210 H, HHL0SH
19.61H.

GEOMETRY mono-15¥[AFS& 41X ME Tex14 8k BR5E A8
FINSCLCHEH M —IIIm RIS . BE 2 RSB Eh
7, SRR, TERVRA R ASIHFORRA68%, H1{DORA
16.6 1 H, FiPESH12.5TH, A0S K214 H; BEfE 2
TR F HORR K44%, FAIDORNI.7MH, FAIPESHS.54>
A, 708 H16.84H.

HiRs: METex14 Bk ERRT 1 /5 ARG BAS B MENSCLCEE
AIfERAAERR. BInER. fHRgR. F38fE, TEAMZK
FREHLTRERERAEAERER 2A) .

3.2 METIRULY WEHIEYT HETA FRAVIm RTS8 7R,
MET-TKIsH HE M5 & PEMETH B INSCLC 45 ¢
an (F2l5>57)  ARARMETY 152 A FEBEEGFREEE, A%
Ay Wi EGFREZAEMETY B FEGFRIAMEMETY"
.

X FEGFREZEFEMETY MR E, TERE RIS WAy
BRI —ZIAIT 7 ZAEFLOWERSHISY (CTONG 2008) [5¢)
HE R BT R IR AR BN, BRATRITIIORRA
90.5%, BT H2h i T129.6%, I PES M19.6 1A, ¢
HZHIER 10.30H.

X FEGFREAMEAHAEAE MET Y Ba ) i, MET-TKIs
BZGRIT R I —RE IR AcSeRFFEII, TERER B B
25197 IR K METY 1 (GCN>6) NSCLCHIAURE s, #
FH252 1 A MG RORR N 16%, FAIPES 3.2 H, Fifi
0S}7.71H. GEOMETRY mono-1HF5E 558 TR D8
IRITMETY HINSCLCEFH BA bk, MFoeas R En, R
BRI RZEIT IR A METY HNSCLCEH, MFMETY"
TR R, bR R A RS TE R KPEMETY 1S (GCN
>10) FINSCLCEE T, WA EH ORRN40%, BEIEZA
BH H29% . VISIONAF G, BAFIBIRGY T HRIAEY R 4T
XITMETH M INSCLCHEH A 2t 701 (29%)
P —RERARRIGTT, 1001 (42%) 2% - 2RI697, 76

(29%) 2 =236)7, M EFHZE RS (Independent
Review Committee, IRC) P LEWRORR A42% (10/24) ,
o, —Z3R97 R71% (5/7) , Z2IGIT7 R30% (3/10), —
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= 1 iBFTMETex 4Bk R REHVEEmI 254 (OBR) 7E/RARRE AR F5 IENSCLCH X B2 I PR A 55 20 HE
Tab 1 Key clinical study data on targeted drugs (oral) for the treatment of METex14 skipping mutations in locally advanced or metastatic NSCLC

YER RIT N ORR DCR mDOR mPFS mOS FEFRRE
ZH % (%, 95%Cl) (%, 95%Cl) (A, 95%Cl) (A, 95%Cl) (B, 95%CI) (ZEE>20%)
TRRERW BB 87 62 92 12.5 13.7 NE SNEK BB, Bl EAZEAIMEE.
(51-72) (84-97) (8.3-15.2) (8.5-16.6) RS, B BRRIR.
Z A, RMER, M. B
AL RR050 BB 79 66 84 8.3 8.5 194 SNEIKER, L. T BRUR
(54-76) (74-91) (6.2-NE) (7.6-9.7) (12.1-30.1) B RAEANE ARESES
—% 44 71 89 15.0 1.7 25.4 FE. XAt
(55-83) (74-91) (6.3-NE) (7.6-21.9) (11.7-NA)
ks 3208 35 60 77 8.2 7.6 16.3
*t (42-76) (60-90) (5.1-NE) (4.1-9.6) (8.7-NA)
(B RLY ISUN:: 52 75.0 96.2 16.5 14.3 20.7 SNEOKER. (REEAIE. KE
(61.1-86.0) (86.8-99.5) (9.2-19.4) (6.4-18.2) (16.2-29.7) MmN S 1
—% 35 771 97.1 171 14.5 20.3
(59.9-89.6) (85.1-99.9) (9.2-21.8) (6.3-20.3) (16.2-NE)
ks 3208 17 70.6 94.1 15.3 7.7 20.7
i (44.0-89.7) (71.3-99.9) (3.7-19.4) (3.7-20.3) (13.7-NE)
AR 52 SAEE 313 51.4 76.0 18 11.2 19.6 SNEKER, EEEEME. Tt
(45.9-57.1) (70.9-80.7) (12.4-46.4) (9.5-13.8) (16.2-22.9) B ERN M LB K EF S
—%% 164 57.3 78.7 46.4 12.6 21.3
(49.4-65.0) (71.6-84.7) (13.8-NE) (9.7-17.7) (14.2-25.9)
&R 149 45.0 73.8 12.6 11.0 19.3
it (36.8-53.3) (66.0-80.7) (9.5-18.5) (8.2-13.7) (15.6-22.3)
FEERS —% 60 68 98 16.6 12.5 214 SNEKEE. Edy, MAEEFES.
(55.0-79.7) (91.1-100.0) (8.4-22.1) (8.3-18.0) (15.2-30.5) MXAL. PEORERE. =, BAUR
Z&RIL 100 44 82 9.7 5.5 16.8 iB
t (34.1-54.3) (73.1-89.0) (5.6-13.0) (4.2-8.1) (11.6-23.8)

MET: [815 £ A ¥ L EF; NSCLC: 3E/NmBafmE, NE: SRiFfh; ORR: EMEME, DCR: FKimIEHIZ; DOR: EME#F4EATE]; PFS: THRERFH, 0S: BEFH.

LARITN29% (2/7) o FERFEHIIFY (NCT03457532 .
NCT04270591) B BT 85 R R, A 368 e 2 7
KB AP . METHE S RIAEMETY B 41, 34k
ORR}40.9%
H#i06: EGFREREHMETH AR EANSCLCEE A AR
HERBATRERHITIAIT; EGFRIAM, METH 1EEHT
FERAFIER. %R, A BRI T E B AHITIAT
(2B) »
3.3 EGFR-TKIsTZ)JGMETY HIRYT ZIGIRIFITEL
Prlsss LKW EGFR-TKIsIRIT oA I METH"
B AE, AT MG REIR T X R B IR 2 A PR BT XAk &
PEMETH 1530 (EGFR-TKIsTi{ 2523, EGFR-TKIsHt A
MET-TKIsH] e Z T TEMIRYT Helig (Feabssasesdl) |
TATTONMFFUE —INZ NS . Z s TR Ib
WIPFFEEs IR R T B AR A R e BUL R
JPTES— . “AREGFR-TKIsiAY 7 Ia it HAEMETY W)=
T A R E EGFREEAS BHMENS CLCER A P sk SR o H

HIBBA S S e 52 A B JE B 5 B IR JE600 mg (n=130)
57300 mg (n=8) . DRAFIP42 5 f 1257 WA B A 3%
KEJE300 mgifyro BIAGIFIDBA S ORRST I F148% Fil
64%.

SAVANNAH T 75945t 55 —1REGFR-TKIsTif 24
JEMETY W4/ 5k METid F35NSCLCE . 45 H IR,
FEENFE, SRR R B A A B e i XU iR 97 7 58
ORRH32%, H{iiDORNS.3H, T\ PFSHS.3 ™ H; MET
e /e ek A 4 (FISH10+1/ B IHC90+) 193K
#5 K, ORRIA49%, H{i7DOR.9.3H, H{ii PESik7.114
H.

SCC244-203 & —MIb/ THIHFFE ), PEAG T4 £ 8 e
BAWRAREICIRITHE— . . ZIREGFR-TKIsfi{ 245 MET
P HENSCLCHH A BRI k. TEER AHF T, ORR
Pk F60%, BIRTE % (disease control rate, DCR) ik F)
90%, 1 PFSik6.91H, Hh{i0Sik16.91H

INSIGHTHFE 25 RUVE R, SFAHEL, RRAEEER



rp i g 2k 5202 542 A S 284 45 2 40

Chin J Lung Cancer, February 2025, Vol.28, No.2

e« 87 o

R 2 RITMETRE &I G E 25 (QBR) 727200 S8 5 IENSCLCH KSR I AR 5T 88048
Tab 2 Key clinical study data of targeted drugs (oral) for treating MET primary amplification in locally advanced or metastatic NSCLC

ESEIEg 8 BRI | HEY HEkE ORR DCR mDOR mPFS mOS
L (%, 95%Cl) (%, 95%Cl) (B, 95%Cl) (B, 95%Cl) (B, 95%Cl)
ST RS 25 HENH>6 32 52 (44 FH) 3.2(1.9-3.7) 7.7 (4.6-15.7)
FoERs —% 15 ER#H>10 40 (16-68) 67 (38-88) 7.5(2.6-14.3) 4.2 (1.4-6.9)
Z&RIE 69 ER#H>10 29 (19-41) 71 (59-81) 8.3 (4.2-15.4) 41 (2.9-4.8)
LS EE= =) BB 24 ENH>2.5 42(22-63) NE (2.8-NE) 4.2 (1.4-NE)
—% 7 EN#H>2.5 71 (29-96) NE (2.8-NE) NE (1.4-NE)
% 10 ENH>2.5 30 (7-65) NE (NE-NE) NE (1.0-NE)
=% 7 BN >2.5 29 (4-71) NE (3.2-NE) 1.4 (0.6-4.5)
BRER+ —% 21 - 90.5 (69.6- 8.8) 95.2 (76.2-99.9) 18.6 (NR-NE) 19.6 (10.2-NE)
AR
wErR® BB 22 40.9 (20.7-63.6)

mDOR: (i EMEH LR E); mPFS: I RHREFH; mOS: PALEEFH; NR: KirZl,

% 3 IBFTMETSR R Y IEREE 254 (QBR) R ERIREAS B IENSCLCH KB Il R R 547
Tab 3 Key clinical study data of targeted drugs (oral) for treating MET secondary amplification in locally advanced or metastatic NSCLC

EtyE=2iS nE NAGIE ORR (%, 95%Cl) mDOR (A, 95%CI) mPFS (A, 95%Cl) mOS (A, 95%Cl)
TXRER+RAEHEL 300 mgFIEA 138 48 (39-56) 9.5(6.9-11.2) 7.6 (5.5-9.2)
600 mgFIEH 36 64 (46-79) 8.0 (4.5-NR) 9.1 (5.4-12.9)

FXER+RAZRC ISUN: 193 32(26-39) 8.3(6.9-9.7) 5.3 (4.2-5.8)

BT /RIE AR 108 49 (39-59) 9.3 (7.6-10.6) 7.1 (5.8-8.0)
BEBR+REERE) ISUN:-- 30 60 (40.6-77.3) 5.8(3.9-12.7) 6.9 (3.9-8.9) 16.9 (11.1-NE)
FrRER+EIEER ISUN:- 12 66.7 (39.1-87.7) 19.9 (7.0-NE) 16.6 (8.3-22.1) 37.3(21.1-52.1)
HRER+RRERW ISUN:-- 98 50 (39.7-60.3) 8.5 (6.1-NE) 5.6 (4.2-8.1)
FEER+EIEERW ISUN:-: 27 5.6
REGN50935 ENH=>4 20 25

A7 AER 2 M TEGFR-TKIsM 25 [E METH HYNSCLCH
HHIPES, OS. ORRAIDOR: FHAKEI & % L e 4L
A7 AL PES A 16,6 14,2 H (HR=0.13) , Hi {7
0S8/ 32037.3F113.1/H (HR=0.10) , ORRZ} 51| 4966.7% Fll
42.9%, FAIDORSY 5 419.9F12.84-H

INSIGHT 2/ EZ 5 /R, e A METY % H—
LA E R IEGFRZEENSCLC A T, FRAR JEHk
ERARIBITIIORRNS0%, T DORKS.SMH ., Ak
Bl LAt LA S 2 AL A M R TS TR 4

—TIb/ IR T 0P8 TR e B A AE e iR
JYEGFR-TKIs{AI 7 R BOF A METY 1 /i %35 NSCLC
BB RO Ve THYBFSE RORR A 27%, A
DORNS.6™H . FERMETY 3 M & vh, MET & 3
i, METH N GCN26/#EEHHIORR }47%

WA IR RIETRIs K 2 YIGITMET Y 1
NSCLCHIZUR . REGNS093 42—l Bl it WUk St ik

254, [RIATEE A MET MEGER . —i 1 /2 I WF 28 70 Ad 1
REGNS5093 FL27A5 7 METSH MUINSCLCHE A 35k,
SR, METY BB EBAIIHIORRA25%
Hi07: MET4 % 37 18 A00% BAINSCLC B A {# FIEGFR-TKIs
BEAMET-TKIs#{TATT (2A) -
3.4 METHEMHLRIEIAGT AXRS B PI 5
(NCT03457532 . NCT04270591) FL S/ B 45 SR 67 i
TN, A ERCHIRRYT IS LR B PEMET R IANSCLC
BHE M EIRORRHA37.5%, 1 DORK10.34H, H1{i PES
H6.91MH, A0S H17.01H o HrP UG 4HORRN41.7%,
{7 DORK10.3H, tH i PES 7.4 H, th20S K23.51
H; BEAE 2030 3 ORRI35%, T DORN1I3.2H, Hifi
PESH4.0MH, H0SH13.91H . METiE KILFIHMET
P 41 ORRN40.9%, NEIEMETH B 41 ORRN
30%,
W2 W MINSIGHTH L, L TAT TON % 1
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EGFR-TKIsTiZy)5, Al AEE EGFR-TKIs-5METHIHIF B4
VRIT T PR S R HMET THCH I i 7R > S09% figg 2
A B (3+) , SR XTFTHCHS > 5.09% 4 it 8 241 it o
SRR (2+) WONE AL B, PTREXTIE A JE 1) IR 7 B M o AN
/B 739k, SAVANNAHMFFR G, WA )5, MET
THC KM >909% i 83 21 i SFy 3+ 14 £ RS A 7 25 2 5 9%
RS2 4 o

HiAs: IRIRNER A EZB AT R EEAMEMETERIT R
KEE, S EAEGFR-TKIsEKEMET-TKIs;ATTEGFRIZf5
METERIEFFRIEMNSCLCEE (2B) .

4 RBE

4.1 METY /53 FRHRBE HAT, AR (n
FISH. NGS% ) X FMETY14/52h 33k 19 135 B (6 A7 A
FXES AR, B X METH S iR A= P B ) T
AWEGE, A BRI LA I 7 v B R o e —Fidr Ak
A RRIE o A5l P2 WEFEALAG DL s A LA T g 2%
L [F e E METY 1 /33 R ik 2 B3, LIk R
() 52 56 2= FIAUE 5 HRoC 2 TR AR 45 S H A AT e i Fnn] 81 52
T,

BEENGSE AR AWIA &, HAEMETY B4 iy
Do R AR AG SN2 MRS A o B — A1 5 RE A8 42 11t
B e O I P R R T A B Y L, AT R = R MET
R 00 ) SR A RE TR S o VRAA T A B AR AN T & [
FERMETY SR T RE 148777 101 140, J3F M DNA

(circulating tumor DNA, ctDNA ) K, 3 4 1L 3546 I R AT

DAAEAR A 0 Brigg 19 s 25784k, B AE METH B H B
AL o

F— B METY 34K I n] BB A 2 LA 4 T 2 ke Jieh 8 1)
METHR B, Ak, ATRES 45 & HAL AW AREY (WIMET
HHRILAF . METSRZERAE S ) AT G A, LA i
B P Ak PR X MEETHE 1) 7 FR AU o XK 5 A6 DU
FEMEAT B EL R T RS HEEE , D8l AN b B 245 22 s FT
YERT.

2RISR AR ROCTMETY 1S /3 3Rk 5 e
TS AT RO Z 18] 56 FR AR , 3 26 B 4 oA 52 1
Ry A AL S At i AR . T8 3 LA TR B T 1Y
IRITRCR N e, o] LUk — D A MET Y 1 /3 3Rk 1Y
IYRBRE, JFE IR

AR MET Y™ /3 3@ 30 4 352 150 {044 S e A4
PEREIEAL o 38 3 456 R i B 1% | IR 3 4Rk L
FART7RORAF R, B RS THE E h)145 T5C JE F im OTR 7OR

W BN THETHIMIRTRY T LR G884 LA B R I AR AL
A RS, I HE SR R AL RS AL Y T
k.
4.2 JFERYHATY HETWRSEEARHAEESFMET-
TKIsE R EMETY HINSCLCHFH P A %k . Kk
AL — b X S 2y W i) 46 2 5 ORI, DA s Rk
I RIVER . FREARRITTA B . A S U MET )
HlF, EXTMETY WG AR FIZKCERIR L, Rt
HHEAN ARG MR T 5

PR EIRYT MG : METY i S EGFR, ALKAF HAMEL
S e AR S A7 A FHMET-T K Is FIUAF L ) L 1] 254
AT BB AP TR TR

METH" 34 (147K 7] 58 52 e oA Ry B0 3Rk 3 B R 1
o X TMETY $/KF 3 i B, MET I T Ag 2 30
R RCR . I, S TMETY BRI 545
BERNGT T ERRA T ORGIE . FE67 b R oy e 10 s T 2
IMETY SRS | IR 97 ROV T REH BT 2558748, R st
PRIRIT TR
4.3 METHE T RIAAIT METE it F£ikMEGFRE A
FENSCLCHIRTHEAE, 30 AU sSR Y T ER T A I BEie
WHE. ZLEGFR-TKIs{YT I H A EGFREZE HAEBMET
FIRMINSCLCHF, Teliso-V iR A N BEEE A B IR i
PEFI B Z (1 o Teliso-VIEE AN ET X MET RIFTIR 254
A4 (antibody-drug conjugate, ADC) , A P fff 55 (6061
I3 BIPEAR T Teliso-VIR& B 7 2 Je UG B R IR YT 416 1Y
METH [13 FRIANSCLCHA R e a1k WA 45 5L
7R, Teliso-VEK 5778 JE JORR M S8% ; Teliso-VEK LI
BT AMET & 13 %35 (H-score>150) #i150%
Hiz k=2 XL FREGFR-TKIsIAY T I E, BIAORR
430.6%, MET =% i %15 (H-score>225) & W41ORR
H452.6% o Hrh G IFMETY ¥ 167 UM R 4F, ORRN
62.5% o A K T BT KRG TIAIT LTI AR S 50 ok i — 2
35 UETeliso- VI & MET-TKIsPERFE SR FEAR 0 7 250R 42
4k, S TMETFEEGFR-TKIsI 25 h VS TEVEIT, Ak n]
PIARZ Teliso-V5 HAMEGFR-TKIs (AR FE R ) B S
1, A5 IR EGER-TKIsfIARAGFHEmTZY

X F M HINSCLC HEGFRZE A8 14 4 i & MET 4
o FIRM R FE, BT EPIAEmibetuzumab 50 I1% 2 R HE
S n it IR IR 45 . I AWFR LB, fERAR
ST B EGFRIEZE 4 I i & ME Tt 28 35 i il i o b, A7 AE
EGFR L858RZE7E 15 % {# FIEGFR-TKIs L2535 7 5 A 17
FEL8SSRAEEAL MR H M LL #4022, Ji & METid KB /I
EGFR L8S8RZF & 75 i LI EGFR-TKIsi A MET-
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TKISIGST R R (EAE— AR

FENSCLCHX Bl H A B PEFEMET 25 [ R A 1 8 35
BT, A SRR e Won i ShREAYT . A MET #1115
AIBPI-9016M I HI Tivantinib®“ L) & HiA Onartuzumabl®s
FHEE AR B 7 850, (0 AR B AR IR T ARk 2540 7
HE— Bk, — IR % . ZHu L BEL . TTH A5

(CTR20230451) VAL e T b Z VUM FEAE S ity T
FVEAZALYT I 1 JR 1) B 3 5 PR R LA A ME T #3811
Jry R I B L B HENS CLC R R IR T AL, 1% 5% T IEAE
AT,

TIINETR A FEMETE g 32 18 1 HABAH A= 9
PR T E, DA S B A PRI IR YT R
ST AW hrEY (WIMET H-score. EGFREEZSIRAEE) (1)
FEHEIRTT A0, KA B Tk ] e MMET I 338097
Ak £ IR
4.4 METROEIGYT EPXMETRIG B8R 1636 97 25 %) H i
FEIEMET-TKIso 31— 0F 55 SO IA T AT
METHRVE PR, 8K &L TEPHB4 ., THAPS ., TNPO3 Al
DSTYENMET R BRI RlA AR o (A I R, #5a0 l
EPHB4-METRlG I £, MET-IHC . MET-FISHAI
METex 148k BRI LA M S5 BAYE, H M8 & 452 MET-TKIs
BT JE RIS R N 28, UERHEPHB4-METHIG 7T LA
VERIAEIRYT LS . WS 120 R 3 2 MET-TKIsYRY T,
R T IR TN 22 5 6 B LB 1R o SR,
2B FE IR, 401 RF PN, PR AR RIMETRL G
AU BB XM ET-TK Is Y . A7 7F 25 5+ . EPHB4-MET
Al B IE S 7E SR LB LT RE A% X EGFR-TKIs fIALK-
TKIsAJHEHT, MIMET-DSTHIG W AT fiE 5 ME Tex 148k BR 5848
[FIHAAAE , SEMTRTT AR

fEIRIT i R, B AT RE S IR BIXI MET-TKIs 4k &
PR 24, B8 T RETE AR MR 24 5 #5 P MET D1228H/NE},
D1246NE SR, 3 EE 5 AR S0 T 0 30 IR YT 800 .
IR 24 T AR SR YT ASOR, T AR R BT A MET-
TKIs M GIRIT %, B, Tivantinib7E MR 2S48 E

(patient-derived organoid, PDO) i AIFH R H X #EH MET
DI1228NZAF R FEA B AMHIRCR . BeAh, A
TREMETRLA 1R 3 FHLE], 7T LATFA& AR e il B2
ARSI, I SR TSR
4.5 METSH BYHABZEAR R FiR4FhE A, MET
FEH S G MET G 45 F93k (MET tyrosine kinase
domain, MET TKD) 248 FIME T # § 45 #3852 il (MET
kinase domain duplication, MET KDD) %, 7£20224F J& [l
PRIIRE"#2s (American Society of Clinical Oncology, ASCO)

Kb, —WEFMET TRDZEAEMMF LR ER: TTIHE
METex14HkER 7848 (MET TKDZE 28 {fENSCLCH A 1K
490.6%, AT HA721.49% B A7 BB B0 & L, AT 2
RAFFENSCLCHAER UL, HAF —$EA /2, MET TKD%R
ARG R PR AIMET-TKLs 2 25 ) TR 245 40 ¢ . HRTT,
RO AZHMETHE 2535t Frii, FHTMETex14Bk R
ZEARNSCLCHIRYT, AXTFIH 255 HIMET TRKD AR
B, M Z BRIER I RIGST 77 58 KDDZ B KN/
TR —h, Sy Bolore 200 R 52 1K 1% 2 R A ) ST B AL T
B, WEGFR KDDAIMET KDD%, KDDTE e i
TR HE000.62% - 20194F 3¢ [FHREAE T 5T W23 (American
Association for Cancer Research, AACR) K257 /M T—
Y A1 MET KDDEF RS, HerbitisEe ] (0.09%) |
HoAb g s ] (0.28%) , WF5E & B8 B X MET-TKIs F§
PRSI
4.6 METSH BF M0 5 )5 227 Bt R
HIMET-TKIs Tt 2501 o A WFFEes 79, MET TKD
RAFLHIFI 25 SMET TKDZ A1k 2248, il 7= A=
MET-TKIsiit 257, W ARVE M PE M 25 (on-target
resistance ) , WLAF1E R ER BB i JE A 4 4 585 55 Al / 1
U U i BT 25 (off-target resistance) , AT
SB[ 2 LS SR P 245 AR L i 2 R AP AL o X6
A AR T 240 R 2, AETRITIEIMET-TK s 22 [8] £ e u;
AL R AR A . — I RSO BN, RO R R
XF i R SR IR YT IR MET 98 28 NSCLC R E A —E YT AL,
A 200 B3, £045 156 ME Tex14 Bk BR R 45 234
SHIMETY 4B, HohAg 205 % -~ H 8 e 15 2 & W22 ik,
145 R F 5 Ra 2, DCRN80%., b7k, CHRYSALIS 13
BTG T35 07 23917 ( Amivantamab ) X ME Tex14 Bk Bk
G BB IRYT W e VR sk, W1 U B, %2
XFBRAT IR T TR M %52 1k i y7 (46432 3 MET-TKIs
TRIT) 1R B PR TSR 72 T S AR,
MET-TKIs5 5 —FPHl ]y 7 445 G Al Be 2 — A G 3l 19
2, AT ESE— P

o ] B 5 3 X 4 B BT X MET 5
NSCLCHEHE MG RIS T BUR AT T IR, 255 RS,
AT R4S P RO X T 28 MET-TKIsI897 5 #F 5 B 25 0
METex14 Bk R 2875 BINSCLC & i ] A S 23697 I &
M PEAE O, o AR (45.7% ) SEEALIT B A 41
M A IRYT, 20.79% M BRI EBEM ET-TKIsEX A4 57, 1M
12.9% MY EE I EBEMET-TKIs IS4 M A AT 7.
4.7 FIIMETHH NSCLCHIRYY HAEl, #EMET-TKIshY
FHFMETS % (R WINSCLCH#H F FA W 5w, 45 bk
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IR PSRRI 52T LS 8 . — I R I S ARM
55 (NCT03088930) , = 4t X 1] 5L it FA VI B H.
ALK, ROSIEEMETH:H FHYEINSCLCH, HVIPEAl 7
W 5 AE B B IR T SR . DA — IR R A
Geometry-NF5T (NCT04926831) , BT K hE e i
TMETex14 Bk R R S METY H5FINSCLCH A I FEITFA
WIS . R HAT, 3 P U 5T A S B Y M AR A TR
K,

HAEARE 7 7R, MET-TKIs7TEMETSH Y 15
NSCLCH S T—& IIT AL BN, Rotow G & 114
A Ll EAR IR 1S em BT i R, 1 R
DRI ZE N R AREAR, HAFAE ME Tex 14K BR S48 S MET
P4, A MR e iR T s N IR 2 FARIRYT, 4
RS AT IE S B IR B 58 228 i, T HTFARS Ukl F v
BICAENBIRIT I7 3 AR T it e b i 32
PRI LY, i EARE6ANHBE TG R, RhE &
LG DL AN, A 2R FMET-TKIsh T8l Bia sy
(R G114 55 75 78] RSk B G2, SR AEAE32 T RTIT4-10)%]
MIFEREICIAIT IR, BB T 40 R RO RCR, 75
LA HRIGHETFARYIBR . % ARG F A BATY, XL 2]
SR T AR A SR, Zhang%US]%HDeng%[m]?&iETj’#
SLAl HFERE e X R EHENAIT RG], Tian%G 7 RGE T
T 3301 J5 AR Al S5 3 AR5 43 ke A S it i B 07 i A A
FRELME ], i AT FuE USRS T AR G R AR
HERYES 5 B ZE IR AR5 B AR 7 B9 31

EFOAANEHGE, TR ER . B4 k)7 o ff
AT B RUE R S, I R TMET-TKIs A #R R M L
o [FlA, X FRINSCLC HAEA METR A 35, WIFE
TP v o A A 2 O I R BT H DA SR TR
PRIEMET-TKIsTE Il FARBNAS 7 HERE P 0 22 VL)L S &L
P,

BZ, MET® % ENSCLC AR R R E K,
METex 148k BR 28 78 T 2838 128 I R 78 I 3KA4F 1T =ik 48
S 0 3E SR v, HAMET S, U HJE METY 5 Al
MET b FRik NFFECR SN R, T 75 Bk 3 ok =k 4l
G 531 B BIF 58 ARAGH I A3 07 TE A e v, Fie 24 FR i Ol T
IR 8 R
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