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[BZ ] [\ o546 T ( mesenchymal-epithelial transition factor, MET ) F&R {7 F A7 5 e @k |, X
ARIIGTE . ITF% . RZRAINNAE A A A B RS B OC BRI . METHEERLZAE /N AR (non-small
cell lung cancer, NSCLC ) WY HIRANILHNZ —, HRHIEXLH:, HEMET 14558 F ( MET exon 14, METex14 )
BRISAE . METEERY 4 . METRG . METH ) 2k L) MMETTEALIEAS A, Bl ATMET S i ML R AR, EEXT
XS AT R IE H 4 2 B AL, H 2 Y CUE S5 MET 53 7 IUNSCLCE # BE X SEiRy 7 h i k45 .
24 R b2 it P 2 BL B0 T O B h BRI A IR RS, I AR TAR S AE 5, IS LR
Z2 A I R S BR A R FARUE B 2 AR, £ Xt B ATMET 5 % NSCLCIZWTRITAY T 19 I PR IA) LSS T4l i, JF
5 £ I (METHHNSCLCIZYT £ 536 (20250) ) . LUBITRALIBF TRT P45 R
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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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BN (non-small cell lung cancer, NSCLC) &
Jits s o B i DL B A 3 AR, SEXTNSCLCHHE
AT ORI 10 1, RO I K TR 1A A
. 7EARZNSCLCHIIMRE IR S HE A e, a5 | p 20 %4k

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

K+ (mesenchymal—epithelial transition factor, MET) & KR
JE TRz, HP A2 k3Rl A KR 732 14 (epidermal
growth factor receptor, EGFR) . ROSJiU I K 157 {4 T 2 i
1t (ROS proto-oncogene receptor tyrosine kinase 1, ROS1)

JFITE] 205 A bk 2L 95 1 il (anaplastic lymphoma kinase, ALK)

ZJE W EZRYT LS, MET S AL AT 2591 H 5
J R I A A, B WL ME TS N 4 5 MET 14541
2 (MET exon 14, METex14) BKERZE7E . METY 4% (MET
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amplification) . METH it #215 (MET overexpression ) I
METHRl (MET fusion) 4, >4 MR MET S ARSI T-BL
LGS T PYNEAL TR GE R B, DRI A RS
AR FH T LIRS 48 AR S IS e

R HAE & AT EIRX IE 2l AR R 1
ASPUL G, L G R R R T 2 A R 3
HIRE LR T PubMed . Web of ScienceZ5 B U E I DL f
T35 H RN S o SCECHR PE PP MEE T S B AF G SR, 1B
THAIERSONE R L TSNS A IR R IR AYIE S, 8
B L RE RV MET S5 R RGO HE ] R
T TIRAVIE . 858 CR PR MIRIREE, 28 kT
LKA, HAR N AR SCUE SR 1 E SR A TR
5% 38

AR I DONR : 1AGL: BT =P IEdE (%
Mmeta/PHIELRCTEE R ) , ERMAAG—INH; 1BY: T
AR [ meta /3 HTEBEHL X BRSZE (randomized
controlled trial, RCT) 558 |, ¥R HA/NFIL; 2A%% . FT
TAAIESE, TR AAG—INR; 2B FE TR IR,
LRATCG—INR, HPURKR; 390 LR AR RS
W

1 METHSEHMESFLEER

1.1 METHER METHERN FAR7 YA 1, BAZI12S
kb DNAK JE, & i21 M 7520 A & T 3L IR 4 Y
— R L o MET SR 95 19 2 F O e-Met, 22
AR PR S S5 A A, LA 32 B4 7 11> semaphorin
(SEMA ) Z5 38 1/l\plexin-semaphorin—integrin (PSI) 4544
UL Sead~ J‘iﬁE@immunoglobulin—plexin—transcription factors
(IPT1-4) ZEF6010 i P = 8 ph U s A dal (juxtamembrane
domain, JM) . 5% 2 S U it 4 A (tyrosine kinase domain,
TK) | Chi Z I REXT 4V 5 (C-terminal multifunctional
docking site, MDS) — #8434 1. METE FIINAR A2 if
AR F-22 14 (hepatocyte growth factor receptor, HGFR) ,
JeE 1 R A7 A T S PR U i (receptor tyrosine kinase, RTK) -
YHGF He-MetZ5 55, 2 S Met 4L T RAL, F5H S
WAERRACIFRGE T U5 =il %, WIMAPK ., PI3K/AktHISTAT3
8, JEMIE AN A EAE . TR | R A K. TEZFh
EAE AR, METHEDN Y 5 U AT RES | R 2 L i) S
BEFH T W R RIm AN MU 2R M . METHEI 1) 5 ol 2
FIHLUTIU I : (1) LR FEE S0 2 i,
Wil . BRI ELIRER S, METHE SR A 1Y, 53 c-Met
FIRAK T, SEMEGE NG S, fe AR R

FMRZ8; (2) FERZAR . BAIRMETHRER Y 2 A8 S5 R A X5
%, (BAE R SR SRR E T, IINSCLCHIE 4 s,
CARMZFMETE AR L IX LG AR T HE T B c-Met
PIFRFLR0E, IS | A I s 2; (3) IFAi A=< A+
(hepatocyte growth factor, HGF) i BE %K . 76 R iiar s
r, TR A0 e R ) ST A L = ) A9 AH BAE F PT RE R 2UHGF Y
it BEFRIA . R HGEE— i - Met, JERLIE U510
%, I ok 20 ML A P EA TR 3 TR A MET B[R (1Y
SR RN S LA ERRE T R, AT E 2T, b
Je EEE B T RN BB B TS PR R AL S 2T R
1.2 METex14BkERZ872E METex14BkERZRAY, B1514540N 0
TP BT R A 58, R B4 5N e
KTk A B S EMETE HIMES Fy 2, Eii
FIEMETHE AT 52 2B AL H, MMETHE I
fife, TERUFLLPERIE S 155, SR 3E T IR0 i3G5 . 1258
20,

TENSCLCAREH, HE AR ME Tex14 8k BR 5 48 L1,
1511240.99-2.0%7, TIAEH s 5 H X, AFEMETex14BkER
AR RIS 31 h 2.69% 513,39 [l s A A5 4 1) i s
HMEHE I ME Tex 148k BR 5722 LUl m & T 1 iR B, 2928
29%-4% ., $% REAN R 35053 4T, ME Tex 148k BRI AETE it
B TR AR R R, P390, P M R T R AR
FEN1%-2961112) , AHOCHIF GRS 1R, 7 il R R AF Js R
1, 413%-229%23 H B ME Tex14 Bk BR 275 , BIF97 45035081 il
N, HEHTME Tex14 Bk R 5EAX Y NSCLCHR & R 114 EGFRZE
Y LEA1240.3%-10.0% , [FIH£FA EGFREEH Y HE R LL A R
6.4%-28.5%, METex14BkERRAS— i 2% AT AR E LY,
B AR R72.58/09,

ME Tex 148k BR 58 25 58 35 H b J6 40 i B A 1= 22 1k
FRAE, AEAETE DU 16 7 1 2 v s B 24 1 O A8 3 Tl
JEARRE, BRI IR, #H7 ME Tex 14 Bk BR 28 25 1
NSCLCHEE 3 —8Ab T, Hi i S AEfF 1 (overall
survival, OS) f 6.7 H, BAKSF RO, S iny T 1E
METex14 Bk BR 578 (NS CLC L v &% Al BE L AR FR AR,
METex 148k ER 5875 Ja) S e B B HENSCLC | B — 2R
m%&(ﬁﬁﬂ’]gﬂ_ﬁ%%% (objective response rate, ORR)
H17%-35.7%, W TC ik A7 18] (progression-free survival,
PES) {%1.9-4.9/~H 1920,

METex14 Bk BR5 [NSCLC A 3 18 5 HLAT B0 g
7L} (tumor mutational burden, TMB) , H[M& A2 41
BT (programmed cell death ligand 1, PD-L1) BEH: (1% )
KPD-L1fE 75 (250%) , (A GREER 24X T iX e iR H 1R T
RORAE, FER R B ALy R R . ISR A U T e
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Sz, RMETPD-L1s ik, Seity by 7 A AN EIAL , AHX g
IRITT, FEENAYT RIS R LT RE RS L AEPFSFIOS
S T (B JA, AR T R —ZaayT
T5 ZERENE TEEIPD-L1BHT: K ME Tex14BE R HUNSCLC
BT k4R, s BT AW SRR
1.3 METH 3% METY 8 METH 78 b g 40 i H 1)
P2 UVBC 0N . MET{ 55 38 [ i 05 8 % 2 TMET
YIS EMETHE AL KR, AR S e 4 f A=< L 3
B o IRk METY B AENSCLC T & AR AL, K
19-5%7), {HIX— LU AT e 23 AR S 1 L A T I A AR
AR ZE M A PAE, 55— ZACEGFR- % Z B A 6l
7] (tyrosine kinase inhibitors, TKIs) {24 FEMETHEH Y 4
B LB oA 59 -22% 2223 IBLAEYE (Osimertinib) ALY
55 —AREGFR-TKIs—ZIAYT M 245 fG METH: R a1 LU 91 Ay
159%-20%, —ZRIAITTIZGG NS5%-509%24 . METHERY 1 th 2
ALK-TKIsMZG L 22—, 55—, =/CALK-TKIsIH24/5MET
FEPY IS LA 2 4113%25),
1.4 METHE M FiLE METHE M Fik EEHLITHES]
A (1) HoAth 30 5K 2l B A B80S : METHE Y 3Rk H
FAEAHAD BRI SEA (UNEGER, KRASS) BIG A Y —
REAFIL; (2) BRAAIRE: A AT REI AT SR A
“Fla (hypoxia inducible factor-la , HIF-1a) S¢45 55 ¥, [
METIEF 5K, S3METE M %35, (3) K4
A+ %ﬁ?¥, ﬁﬂﬂtpﬁ-’g%%%a (tumor necrosis factor-a,
TNF-a) . 416 (interleukin-6, IL-6) AR I R B
R AR, BT LLE & BE % -« B (nuclear factor-
B, NF-xB) %55 53l 5, FRMETIENAY A, Mot
i (A= K AL s (4) A A AR B2 2 I A8 AR i A
+, WA P B K F- (vascular endothelial growth factor,
VEGF) . 444 fifd 4E K I+ (fibroblast growth factor,
FGF) %, TEMR oA i R B ZAEA, e T LM
HE A A8, 38 W] RESE S A DG A E i, L JAMET
FEFFEIE; (5) HGF: MHGEE MR MR h S H w1k
B, FTRAF LR MET 21K, S EMETHE AR k5 (6)
METHE K SR el

TEAN R L X AINSCLCH # v, METH I Rk W
SRR AREIR R K ZE S, ERER, hE AR
17.5%-63.7%, Vi s A#EN35%-72%, EGER-TKIsZR 1)
EGFRZEZIGHINSCLCHH TMETH Hid Ik R RN
30.4%-37.0% . AHF5ER30 7R , METZE [Fid 2 A 78 I i
H & A3 L 2 1R 65% o
1.5 METH:H @G METH S HAh I @l A 0] LIS 30
METAZ VR R L2300 I 3K SN e T &k Jé . ZENSCLC

W, METIER G 2 —FPARXT 0L o 520, RARIE
0.26%-0.5%, 2 NKIFSB-METRI& FEH B,

1.6 METIHALZ7E 14 T ME Tex14 Bk RS 7E b, MET (X
IERSEDX LK AP IX A AR Rl REAS T BUME TAZ 1R 1 5
W%k o 7ENSCLCHIE & #IMETHISMNX E168DHIN375S 58
A5, MBI SEMA “H AL | JEIEIX ROSSCHIT10101587E L K,
D1020F1Y102155 37 #4557, ]2 Sl & A .

2 METSERIEMN

2.1 KMETSH 10 Bk

2.1.1 FEEELEESEIEMZ (National Comprehensive
Cancer Network, NCCN) . FPHEIE R ME 13 2x (Chinese
Society of Clinical Oncology, CSCO) %525 R A i
TEMETex14 Bk BRI AS M ke FE R B NI AT 2 30EE XS
METex14 Bk ER 572 ML [l 25 ) 34t i, W INSCLC-E
HATAL B ME Tex14 Bk BR 2822 K54G B T EMET-TKIs
ARAYT IR 35 A 202445, ALHEENCCNAICSCOZHLIA
Bt Z A NS PR F A, METex14Bk RSS2
BIC AT B IANSCLCHERE AN H , #7205 h1ai1n
. B TNCCNBIRICSCOBISN, HtER E ol i R i2Y 7
FERE2024 05 WM MEHRA IR A 5% /N4 (Asian Thoracic
Oncology Research Group, ATORG) X FNSCLC METZE 1Y
LRI YIES | NSCLC METIl ARSI H ] 4 52 AR Be |
IV e it T NG T HE R (2024050 o [FIREHERERT,
2.1.2 NCCN, CSCOSZ MR HARMEREXS TMETY 1 &
I FRAR TR MET Y 3 /8 i Rk 2 — I A
RSN R, WIRTEEGFR-TKIsTH 2GR P i S L 22—,
PRI, METSEPY 3G K 2 i 3Rk AT BE U IR TE D48 3R
ST EZ S FhREYZ— M T INSCLCEE, LR
X TFEGFR-TKISIH 2GR, Hal Gy 7 Ir 2 AR, 250k
PRI 45 B0 il 7%, HEAF METHE Y G AR 1 28 H 8 T A
MET-TKIs{fY 7R £ o A 03 IR ISR #2140, i 7R HHMET-
TKIsHEHE i METH 114 2 IK EGFR-TKIsifit 24 fR #5774 3%
i, EAEAFRRMIGIR N M. Tk, HATEMNIMY
FEY IR R A RE XS NS CLC R A 0T H H
Y AMETY H AT Fe k32740

iR EEEREANSCLC (G1ERE. HE. RS
BEIESHRTE I TMETex14 BEER SR T15M (1A) ; B EAY]
JAFEGFR-TKIsTIZ5/NSCLC B H I TMETEE 1450
EREFRIEEN 2A) .

2.2 K MET 4 A5 1

2.2.1 METex14BkERZEASKGM Ty vk SLi) E & 5K & g5
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M (real-time quantitative polymerase chain reaction,
RT-qPCR) & EIXTRNARAGIN 7, Kl E 0t 20 s iR
SEY YR AT T IEAEMET 13F11S 55N 1X
BT 19, HAG I ME Tex 14K BRI 2 HOUERG 351, V-5 0]
Letbrms, VAL, (ERTREAATEIRA S DL 140, Y100343
LR IEAE (27 R PERY29% ) BBRG 455 ME Tex 14K ER 58
EIIREBCAFRL I HAR IR —REMETZE 5, nlREs
SEANL . BA, MR IERFEAS i R B, B LA
ARTERS WTBUK H-RNAREfift

DNA _ftim)¥ (next—generation sequencing, NGS) L
DNAVEAEIN A H AR, 12 A SSARTE Bl 1 s e S
J%, LUK BT 5 ME Tex 148k BRI AR G IX A o BE, Ik
AT B DR P AN 32 VA E iy, HERR MRS, (ARG
BRI, HAG AT RE L2 2R R M, i, 514
it AR RO TRE IR 5 S SR,
A S Y R MUV o P A BIMET 135 N5 1, 1454
BFUANALTMET 145 W& 1N HAE14'5 M7 Fil#50 bp
L. 3P T NG S A5 BT I A 4 ) B8 2 2K 02
I B S8 A HME Tex 14 Bk BR B A7 ni (5 8L, I HLI e
S S S b BB

RNANGSIE Tl FERNAJZ T EFXIMET 13| 1555Mik
T RS TEOURITAS I, MM E METex 14 Bk BRI L & 14
Ao W L RE S 1 12 XM E Tex 14 Bk BR IS AT LUK I, HLAS
DU L7 e A, ARSI A AR X . ANa, 205 VR RIS
FEARI AT B EOK, R e AL, 7 n] Sy
TR BT . 22 RT-qPCR, X T 5464 M 0L METAR
SR ATREATE TR A
H#iQ2: METex14 Bk XL A £ FART-qPCR. DNA NGSZ{RNA
NGSEHITIM, FERNFEZBERRS, LEMNTHER
IESANTERI (1A) .

2.2.2 METHER WK 7k METHER Y AR PO
374238 (fluorescence in situ hybridization, FISH) FIDNA NGS
PRSI 7 %

FISHIEAIMETHE N Y S (1 hrfi, nT LU i i 77
HE LUMETY 4, —FhI7 M T E F P45 DU (gene
copy number, GCN) , HlCappuzzobnifi: ¥METH 42 SN
TS DN ECEZHIMETHE DU (MET GCN2S) o
WA E L, 15 TR 2B FISHAG N 5, (H AR
PETET GCNTCIE X ELIERY R R 4 524814, TRE 2L
R PR AR B s 55 — Ay el T MET 575 4 (o fk
#2251 (centromere of chromosome 7, CEP7) i (B S v il iX

B ARPESEERIY L 2 K2 IE 0 (University of Colorado

Cancer Center, UCCC) ¥rift, 1% i FIMET/CEP7IAH (H>
2.0 LYY, IFiE— DR A IR (21.8F<2.2)

(>2.2%<5) | & (28) =AU, A TEAREAHPEAEMET
PR, ARG R AMETY SRR g, &1 HA
AR LU BIRRAR, SRS MR E, 7EIR RIS X MET-TK s
FETT SOV AL A i 3, PEZE 5T, CappuzzobnfE X ELIE
PIMETEEA SRR g 11 S MET/CEP7,

DNA NGSHEM TN 7R BE LA R AR A8 o7 i 28 S i 5
EMAE R, SRIE T METER $5 DU ST, At
MR LI R S R AR . AR,
FERT I METY 8 0F, ZHAINGSH (248 40 A L (91 18 3] >
10%, MR E > S00x T ) AAGIN 25 5 5 FISHAT I 45 5L i) FH
PE—BUEZ R 62.5%, F-HAl i NGSHTRLM I METY 1415
BT IR S5 e AR B8 250 BumIAE A
Hi03: METERE I A RAFISHADNA NGSH T,
FISHERMMETERE &1 &F74E, DNANGSISNMETE R
¥ g — S ANLEIIE (24) .

2.2.3 METHEHM RIXKW Tk L%k

(immunohistochemistry, IHC) AI{EAMETH 1 Ik 1A
W77 THCHEEAR A BB - B pE ek 5 6. S T
FHPUARSEIXS B E M 0 LA S AR s H Y, 2
FIFAAL AR AR e oA i e 50) (e, A e 570 1
W, [FIfLER . SO MG R ET4F, DB 2 4 iy
AT . A FIMTMET THC Y (256 3 LA R X 3 fifrJa 44 it B
P He 5] 2 b 2 RO AZ ORI SG 8 . Clinical Scorebpifi & —Fi
G R IAFT AR, ZARMEPESAVANNAH, INSIGHT.
TATTONZF 5T ILRIR IS, AR Yo (258 B 5 e
YRR PEPE LIRSS A, 58 SMET IHCPE 43, T HATI
R BRI MET PR SRR LI SHE, 256 2516 R
FE ] DLATEGE N B3 H RS 09 H I S (EAE A H A AR
4N, INSIGHTHFFT ) | TATTONAF 57 5 SAVANNAHBF
FE BN A2 = 509 a8 4 i S B 53k sl o A e (e ) R, A
I, SCC244-104 % SCC244-108 FITHFFE FPA ZHL Y[R RE S
> S096J196A 4 A 5iR G € ) AR 2

METENAMNERN, CAZ MIIMET & R
PO S ARAE BT ER Al WA 58, X PR I 55 21 5
G, i, BTN AE G etk R 7 TH A7 AR 22 51, LA
A M AIEILGE— P HEPRIE . 2 MET THCHFLARIEL
A RO R MRS AR 8 AR E B E R,
T AT R A R R A BAR DY
H#iR4: I TEGFR-TKIsTH AR HAINSCLCEE, #HHEFER
IHCH{TMETER FKIEWK M, LRFIILZEILE % Clinical
Scorefiff, L5 A PR RS/ R A EIBE RN EREE
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EREER BT EEEITEREFIE 2B) .

3 METRERNATT

3.1 METex14BKERZEEMRYT HETZA-MET-TKIsANI 3§

K JE (Savolitinib) . A EHFJE (Glumetinib) | AFEE
(Bozitinib) | FHIAEE (Tepotinib) REER (Capmatinib)

CAEEN 1, HARMS 2 4a /2 a2 T ME Tex148k

BRIEHIRST (Fe1lowos3) |

FRBFERNENAEMNEMMET-TKIs, HiA

JFMETex 14 Bk Bk 58 28 iy NS C L C A 111 Il IR BF 5

(NCT04923945) W IA Y EIARORRK62%, H{ LR fifHF4E
[5}[8E] (duration of response, DOR) N12.57H, i PFS H13.7
AMH o HATFEREJE B i B 0 FELR S B0 10y 7 I et e
SN SZ AR UE S ARSI . LA ME Tex 148K BR 25 1) 7 &
WA R ENSCLCI A BB (—4) |

GLORYMFFY PR —T R | gkl | IHNAESY, PF
il 7 B AIMET-TKIs 4 558 JE1RY T ME Tex14 Bk BR S22 (1)
JRi TR B R ENS CLC YA R A 4 o Az 1
JORRN66%, H WA H ST 2R B FH ORRIH I
719%F160%; i DORAS.2AH, H{PESH8.5H, H
BRF AL H, BIESREE 7.6 H; 10108 H19.4
MH, HrWRaRE b2s4 ™ H, BREZIGRE 716.31H;
S AR 130 R, ORRI8S% (11/13) , Hihsfi
R IR A RO I AR P I i, 1% s
BRSNS 3227, FINORRIAL100%0, 24 8 e
P A 4 8 91 B Ay LA ME Tex 14k BR 5725 1) o) B e S 8 s 7%
PENSCLC (4:£8) .

KUNPENGH 5T S —IE X} m i M S s At MET
FARNSCLCRH IR . 2ty . ZBAIIBSE,
TR VI2. S5, PPN A B EE A SO R 4 1 1A
I ERORR A 75.0%, H{iDORN16.51H, i PESH
14.31H, T20SH20.31H . YA FH ORRA77.1%, BEFE
LG HFHORRA70.6%.,

VISIONF 77 2L — T4 T Xk ME Tex14 Bk R 28 25 14 R
W R ENSCLCERF MTUIHEREAL . FPhREE . 2B
Zru RIS, BTEREARAR e T RN 2k ARl
WA T G B ZH UG ASH A A 2 AR 21 ME Tex 14 Bk BRI AR,
SRR, FROE AR SRR E A ORRAS1.4%, Hf;
DORM18H, FFAiPES A11.21H, 0S8 k19.61H.

GEOMETRY mono-153[AIFEF X ME Tex14 Bk BR 5 A5
INSCLCHEH M —IRILIm IR I . BE 2 RS RER
I7, B IR, TEVIG B E AFITHORRA68%, H1{,DORN

16.6H, HiPESH12.50H, A0S H21.410H 5 BEEZ8hR
HBEMORRA44%, T DORNI.7MH, HVPFSH5.51H,
7 0SH16.81H

HiR5: METex14 3k BRI ARG HAg 5 # ENSCLCEE ]
FRAXER. RIHER. 15A8 k. F38R, TEAMZHTT
S AT RERTERAERAERER 2A) .

3.2 METIRULY WEHIEYT HETA BRI RTS8 R,
MET-TKIsH] BE M5 & PEMETY B INSCLC 45 ¢
an (F2b5>57)  RARMETY 152 A1 EREEGFREEE, Al
oy Wi EGFREZEMETY B FIEGFRIAMEMETY"
.

X TEGFRESEMETY BT, TR IEIRG R
eI —ZIRYT )T ZAEFLOWERSHISY (CTONG 2008)
(Selrpr g 73 Y J 25 BT AU WF9E 4 R o, BGAYT IORR
490.5%, AR e L2 FF29.6%, HPFSH19.61H,
AR 10.31H

X FEGFREAVE(EAEAE MET Y Ba ) i, MET-TKIs
HRIT R I —RE TR AcSERFFEIIH, TEmRER B B
2EYTIR R METY 1 (GCN26) NSCLCHIEUIRE B/, B
2524 5 ORR M 16%, i PES M 3.2 H, F0S
77.7H. GEOMETRY mono-IF58 SRS TR EIA
JYMETY HINSCLCEH 1A 3tk e R R, K8
JEBZGRIT IR METY S{NSCLCIE#, BEMETY
JEE R, ORI R M R AR KFMETY 3 (GCN210)
HINSCLCH Z H, H1I15 B # ORRN40%, BEFE LG HHE N
29% . VISIONBFFEB, BAFIBHEIY TR JC A X MET Y™
B INSCLC A A 3 . 70 (29%) $232—4hF
THRJEIRYT, 106 (42%) #5232 —4IR9T, 7101 (29%) $23% =
LRIGYT. M PEH 22014 (Independent Review Committee,
IRC) PEAG A EIARORR M429% (10/24) , Horf, —Z3A77 H71%

(5/7), “E3RI7H30% (3/10) , =ZRIAIT 129% (2/7) o 45
EREHIIIFSY (NCT03457532 . NCT04270591) (713
Mras RS R, A R e P2 7E R s B K BAYE . METH H
i FIREMETY B4, HEARORRHA40.9% .

#iR6: EGFRERTHMETH 1% BAINSCLCEE A B
FERHATRBRHITIAIT; EGFRIBIE. METH 1BEET
FERFDER. FHRER. fEB R M BB B TIaTT

(2B) »

3.3 EGFR-TKIsMiZ) G METH HIRYT 2Tl R4k
Pbe- s8R ] EGFR-TKIs{RYT G # - L METY™
AR, ST KA T XTI B IR 2R A R BE XAk &
PEMETY H 33EGFR-TKIsTi 2 5%, EGFR-TKIsBE &
MET-TKIsA] RESEIETERTRT T A (Feabs-s2ses)



* 86 - o ] il 8 2% 452025 4F 2 H 5 28 4 55 2 1]

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

£ 1 RITMETex 14 R RERIEm 254 (ORR) EREE AL IENSCLCH X R IR R 7% 43
Tab 1 Key clinical study data on targeted drugs (oral) for the treatment of METex14 skipping mutations in locally advanced or metastatic NSCLC

HYIER b=Yig N ORR DCR mDoR mPFS mOS FTETRRE
52 E: S (%, 95%Cl) (%, 95%Cl) (B, 95%Cl) (A, 95%CI) (A, 95%Cl) (ZEFE=>20%)
TRERW YN 87 62 92 12.5 13.7 NE SNEK R Bl EAEAMEE.
(51-72) (84-97) (8.3-15.2) (8.5-16.6) HEEmAE. Rt BARIR.
Z . RMmEH. FM. MZE
wEsrpros BB 79 66 84 8.3 8.5 19.4 SMEIK AR, Sk, Bl BAUR
(54-76) (74-91) (6.2-NE) (7.6-9.7) (12.1-30.1) B, EAEAMNE. ARESEH
—% 44 71 89 15.0 11.7 25.4 FE. IRt
(55-83) (74-91) (6.3-NE) (7.6-21.9) (11.7-NA)
&R 35 60 77 8.2 7.6 16.3
E (42-76) (60-90) (5.1-NE) (4.1-9.6) (8.7-NA)
{amERs B 52 75.0 96.2 16.5 14.3 20.7 SMEKRD. [EEEANE. B
(61.1-86.0) (86.8-99.5) (9.2-19.4) (6.4-18.2) (16.2-29.7) A M EFN I
—% 35 77.1 97.1 17.1 14.5 20.3
(59.9-89.6) (85.1-99.9) (9.2-21.8) (6.3-20.3) (16.2-NE)
&R 17 70.6 94.1 15.3 7.7 20.7
£ (44.0-89.7) (71.3-99.9) (3.7-19.4) (3.7-20.3) (13.7-NE)
IR EREY ISUN::: 313 51.4 76.0 18 1.2 19.6 SMEK B, R EE A M. .
(45.9-57.1) (70.9-80.7) (12.4-46.4) (9.5-13.8) (16.2-22.9) BB MALE K EFHE
—% 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)
ZERL 149 45.0 73.8 12.6 11.0 19.3
£ (36.8-53.3) (66.0-80.7) (9.5-18.5) (8.2-13.7) (15.6-22.3)
FoERs —% 60 68 98 16.6 12.5 21.4 SNEKER. ol MBLEFFE.
(55.0-79.7) (91.1-100.0) (8.4-22.1) (8.3-18.0) (15.2-30.5)  MEAL. PROREEIME. =, B4R
Z&RIL 100 44 82 9.7 5.5 16.8 iR
£ (34.1-54.3) (73.1-89.0) (5.6-13.0) (4.2-8.1) (11.6-23.8)

MET: i85 £ R 4B RE 4% L EF; NSCLC: JE/MAMAHAE; NE: KiTfh; ORR: EMEME; DCR: KmIZHIE; DOR: EMFFERE); PFS: THtRERFH, 0S: BEFH.

TATTONWFFE & —TZ A1, ZHuls TFilbR%s . bl
WFFES, AR R TR E IS FE R A MR YT
e — . ZAREGFR-TKISIRYT I HE i HAEMETY 3 R
el R EGFRZEAE FHPENSCLC R B TR RER . HirPB
BAS £ 32 AR JE BB TR JE600 mg (n=130) B5300
mg (n=8) ., DBASIrh42 il i F 452 A B e Wk & 38R e
300 mgifiy 7. BEAZIHIDBASIIORRS I 48%F164%.

SAVANNAH I 57 B8] 25 =R EGER-TKIsTi 2455
METY H4 A/ S METHE R IR INSCLCEA ., 4R R, 7R
NHErh, FERREERA BA R e G IRYT J7 2ORRA
32%, T DORAS.3MH, i PESHS.3 1 H s MET 4 1
/I 2R BRI 40 (FISH10+H1/B{IHC90+) F3 5 A,
ORRi%49%, H1{,DOR3E9.3H, H i PESiE7.11H.

SCC244-203J& —MiIb/IUHIITFE07, PEAG T4 - Je ik
HRERRIBITSE— . = Z/CEGFR-TKIsIHZY /5 METY 14
NSCLCHEE WA B P, fER R AR, ORRIAE]
60%, PR ElR (disease control rate, DCR) i5F]90%, H{v/
PESik6.91H, H110Sik16.91H.

INSIGHTWFFEZ5 SR O R, SIS, RRnE ek

A AR R GE TEGFR-TKIsM 2 G METY HYNSCLCH %
[PFS. OS. ORRHIDOR: FHIEJEH A AR e by T
HArP A PES/33M16.6F14.2H (HR=0.13) , HFH70S43 5]
#137.38113.11-H (HR=0.10) , ORRS51°466.79%H142.9%, H1
£IDORSF I H19.9F12.87H

INSIGHT 2 EZ 5 iR, 7R METY H H—
2L BB E U B EGFREENSCLCE A, R E IS
WA ICIRITIIORRHIS0%, I DORKS.S M o AR
b B JE M2 A b s ) 3 TS T4

—IIb/ IR AL T RSB R G R e IR
EGFR-TKIsity 7 R WOT A METY 14 /i 23X HINSCLCE
HIA RE R 2 4t TOHIFSE ORR A 27%, 1 DOR
H}S.61H o TERMETY MM rY B v, METIG RSN,
METHFGCN2611HEH ORRN47%

WA W R R AE TR Is K 25 WG T MET Y 1
NSCLCHIZIUR . REGNS093 & — i 18 i XU S M b A
254, [AIRHE A MET FIEGER . — 31 /2 8F 58 S0RAh T
REGNS093 2515 T MET 5 1 I IHINSCLC AR 1A &4,
W LI, METY 3B H A ORR K 25%
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R 2 RITMETRE &I G B 25 (QBR) 727 2R BI85 1ENSCLCH X R IG AR 5T 4804
Tab 2 Key clinical study data of targeted drugs (oral) for treating MET primary amplification in locally advanced or metastatic NSCLC

YIETR RTT&E N | EEY KT ORR DCR mDOR mPFS mOS
Lk (%, 95%Cl) (%, 95%Cl) (B, 95%Cl) (B, 95%Cl) (B, 95%Cl)
ST RS 25 HENH>6 32 52 (44 FEH) 3.2(1.9-3.7) 7.7 (4.6-15.7)
FOERS —% 15 HEN#H>10 40 (16-68) 67 (38-88) 7.5(2.6-14.3) 4.2 (1.4-6.9)
ZERBRILE 69 ER#H>10 29 (19-41) 71 (59-81) 8.3 (4.2-15.4) 4.1 (2.9-4.8)
iR e BB 24 PN#H=2.5 42 (22-63) NE (2.8-NE) 4.2 (1.4-NE)
—% 7 HEN#>25 71(29-96) NE (2.8-NE) NE (1.4-NE)
—% 10 BIH>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)
BRBR+ —% 21 90.5 (69.6- 8.8) 95.2 (76.2-99.9) 18.6 (NR-NE) 19.6 (10.2-NE)
HEER
wEYER™ BRAR 22 40.9 (20.7-63.6)

mDOR: H{i£& 54T 18], mPFS: TR AR, mOS: AL ERFH; NR: KiAZ,

R 3 RITMETER &I 8RR 24 (DRR) 7B ERR: EI B B ENSCLCH X R IG PRI 7T 8047
Tab 3 Key clinical study data of targeted drugs (oral) for treating MET secondary amplification in locally advanced or metastatic NSCLC

EEE-27 nE NABIE ORR (%, 95%Cl) mDOR (A, 95%Cl) mPFS (A, 95%Cl) mOS (A, 95%Cl)
HXBR+RAEBE 300 mgFl &4 138 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)

FRER+RAERE BAEE 193 32(26-39) 8.3(6.9-9.7) 5.3 (4.2-5.8)

B /REAEE 108 49 (39-59) 9.3 (7.6-10.6) 7.1 (5.8-8.0)
BEBR+REZR ISUN:: 30 60 (40.6-77.3) 5.8(3.9-12.7) 6.9 (3.9-8.9) 16.9 (11.1-NE)
FHBR+EIEER 5PN 12 66.7 (39.1-87.7) 19.9 (7.0-NE) 16.6 (8.3-22.1) 37.3(21.1-52.1)
HHBR+RAER BB 98 50(39.7-60.3) 8.5 (6.1-NE) 5.6 (4.2-8.1)
FOBR+HIFER BB 27 5.6
REGN5093559 BNH=4 20 25

$#Hi07: MET4# % 4 1EH% HINSCLC & Al I EGFR-TKIsBX
AMET-TKIsHITATT (2A) »

3.4 METHEHMLRBWIAIT AXRAEBIEHP IR
(NCT03457532 . NCT04270591) FI M 45 R B IR,
BB AR IR sh I I BAPEMET ) 2 IANSCLCH
)R ORR M 37.5%, H1{iiDORA10.3 M, H1{7PFS 6.9
A, 08 H17.0 0 H o HHHAZHORRA41.7%, H{iiDOR
410.31H, HiPES K 7.4 H, thi08H23.5 M5 BEfE4
TR ORRA3S%, FIDORN13.21H, i PESH4.0
A, 1708 H13.9MH, MET T %358 HMETY 147 41 1)

ORRN40.9%, NEIEMETY HET 4 AYORRA30%

B ZWFFTUNINSIGHTH P, K TATTON M55 1 |
EGFR-TKIsfi{24)5, T REZEEGFR-TKIs 5 METHHI 715 &
BIT T Bk 4 B R EHIMET THCH I 2 7R > S09% i yRs 2
LR BRBEPE (3+) , RTT RS TTHCH I > 509% 1 s 4 s
FEPE (2+) BOME LB, mTREXTER B 4 a3y 7 I LA o
534h, SAVANNAHMFGR =15, AR EMN2y )5, MET IHC
I >9096 A 241 4y 3+ 1) A RS AE LA SR e
BATRIT 2 85
$Hids: ARRNEASRERATRENERAMMETERTR

£ EE, FFHEGFR-TKIsEEAMET-TKIs;&8TTEGFRIH 25 /5
METZERITRIAHNSCLCEE (2B) .

4 RE

4.1 METY /5 3R FI3 0 ME  HAG, AR (o
FISH. NGS55) X TMETY 14 /3 R H 32 B (E A7 e 1o 3
a5t . ARK, BEEXFMETHE b A=~ DL B TR AT
FE, A B LEAGIN J7 12 IR O G — FIAR AL 52
PR AT Eh 2 . WFIEHLAE LA M B BILAL T R 2> 2 [m] E 5
i€ METY H/id ZR RIS ER, IS PR AR 5256 2 M
FEHLZ RIS R BA Al Le A A
BEENGSHARRI AW S, HAEMETY BRI A h;
PR AN Z FOR B o B — AP g S 1 5 vy
FRYIN JpR E RTEE  F 7 Y, DA e X MEE T4 B A
18 BRI S o WA TS B 1AW & S R MET
YRR IFRE 7487 ), Flan, JE3FIMEDNA (circulating
tumor DNA, ctDNA ) K, 18 i3 1 A B ] AR AP
Hi e R R S A4, A FEMETY SR BRI S
BA—HMETY BRI n] REAS R LA 421 S g FUMET
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Witk Aok, Mg as A EYAREY (IMMETH IR
KK METZARIRAS A ) $EATICGAGHI, LATE MERfR M P-Aik
JEE S METHE [B1V6Y 7 SRR o ORI GG S ms A7 22 42
AT IREUEE, Yk A B2 2 25 ARIVEF

W2 MR FE R BT METY 1 /18 Fe ik 5 e
TS AT RN Z 18] 56 FR BB, 3 e 5 A A 52 3 (i
(Rl AL B b B B . 38 3 LA RIS B (R Y
TRITRCR L 2k, v LA — D A METY 1 /i Rk i
GYBAIE, IR RIERILR

RRMIMETY 4 / 3k 335 F) 1352 130 E0 44 T fom 7 1K
RS HEAL o 38 L 25 6 AR A T LR 1 . R 20T RRIE LA
KABTT R RIZR, Ry BB R R 1 P s YR 7 oK
W AT TR TRV T LR G 3 28 A SR A AR AL
A RS, TSR AT AL RS WAL Y T
kR,
4.2 YRR HEtin RS e FRR e SFMET-TKs
E B R FEMETY HNSCLCE A YA R . AT Uitk
— A B2 45 25 0 R, DASR 7 RO F i
RIVER. FPERBERTF LN R METHIHI, &
STMETY H B AR KCERZE LR, MR F gt A4
PEAL RS HEME TR T 7 2

WRAETRYT RS : METH 3% SEGFR, ALKSF HA 0
FEPR7E AR AE 156A 0l FIMET-TKIsHURE R (4 a1 24 4 m g
SEPRTE A IIRTTRICR

METH 34 (147K 58 52 e oAy B0 3k 3 B R 1
o X TMETY $/KF 3 i %, MET I 0T Rg 2 3
R E AT RCR . I, S TMETY BRI 545
BERNGT T ERRA T DRGIE . FE6 7 b R oy e 1T s T 2
IMETY SRS | ¥R 97 ROV ST REH BT 2558748, R st
ik SR
4.3 METHMHI EIXEIT METHE il K IAHEGFREETE
NSCLCH AT HLAE, 33 AU JSA Y7 B AL T oA T i e K
. ZLEGFR-TKIsiAYT IH A EGFREAL HAEREMET L 3%
JAHINSCLCHZ, Teliso-Vi /s A A B BT g v 44 A1
A7 TR Teliso-VAE M X MET BT 25 -

(antibody-drug conjugate, ADC) , A7 P 5T 00605311 PF A

T Teliso- VIR & AR E B BIS B R iRY 7 4R MIMETH i
FIENSCLCHIA RMER L 42k WAL SR R, Teliso-VEK
BRAEE I ORRAS8%; Teliso-VER ST IR EE ST 4H
AMETZH it 235 (H-score>150) # 1 50% H. {532 3 = £k
KU FEGFR-TKIsIAY T, ERORRA30.6%, MET
R K (Ho-score>225) A W AORRAS2.6% . HH1 7
FEMETY ¥4I SO R4, ORRIN62.5% o AR B

TR HUB A TURITTD I R 150 i — 2D 35 HIF Teliso-VER &
MET-TKIsTERFE A RHA YT RO % 2P % TMET
TEEGFR-TKIsM 25 RIS TEVEN], ARRATLIARZE Teliso-V
HAEGFR-TKIs (ANAAEE) MBS, DI IREGFR-
TKIsIRAF LM
X B INSCLC HEGFRZEZ A A& METH it 3
IR, HEPUAREmibetuzumab 5% BRI iR
I E IR IR 5 . i A gR R I, FER 4RI T EGEFR
RAFGIFIFE K MET 1 R IK YIRS T, £7/E EGFR L8S8RSE
R B 0 T EGFR-TRIs 25159 T 5 AN A 7E L8 S8R AL )
BEMIE PG 2, A MET 1 %355 JFEGFR L8S8RZEAS
A E ST AT U EGER-TKIsE A MET-TKIsIAYT AR 25 8
it
TENSCLCHRZh A KA EME T i Rk B &R
S, 3R e ol ShREIRY T HALMETH 5] 4anBPI-
9016M I Tivantinib®I LA K Hi{A OnartuzumabAH L AR
SPRL (B HAEZ R AR PRI PR s ATy it — AP ik, —
WIFRRZE . 2ty BEFL. TIUFSY (CTR20230451) PEAL
BERCXT L Z VI FEAE Sy T R 7 s i SR A K
SR IE BAEA MET S 23k 1R B sl 4 B NS CLC
BEITRL IR HRNEAEE T,
FAMATF R AT GE MET 8 43 3¢ 55 FIH A AR O A4
PR M 8, DA B S B A AR IR T R W
BT YFREY) (WIMET H-score . EGFRZEAFIRALE ) WK
HEIRYT SRS, K A7 BTk th i i MMET Rk Ry 7
KRR
4.4 METRIEATT BEXTMETRIG B4 25 H it 3
BEMET-TKIs, I —J0F 58 SN N T R MET
RlEAER, i8R KB TEPHB4 , THAPS . TNPO3FIDSTHE
HMETHIBHIRL & AR (153 B2, #5707 #i i EPHB4-
METRbGFEN R, MET-THC . MET-FISHHIMETex14#k
BRIEAF KM B R M, H AR E B2 MET-TKIsIR YT 5 2= 3
SRS I N2, SIEW EPHB4-METHIS o] LIWE T AETA
SR WS 2B R B T MET-TK IR YT, R T i
FHNRYTINE 22 502 6B LI 1 &R G2k, 201 58 &
TR, 4B EVRIE R, SR ANRIMETRA SRR
XFMET-TKIs 10 W A7-7E 25 5 EPHB4-METRIAHIESEAE
FEEE LT BEAS /- SATEGFR-TKIs FIALK-TKIsH4EHT, T
MET-DSTRlA W FT BE 5 ME Tex 14 Bk R 58 25 [ I AE7E, B0
R R, A T RE S BN MET-TKIs i 4k &
PEMZY . 835 AT RETEARAS ML 25 5 #5 4 MET D1228H/N &Y
DI1246NESRAR, X5 B2 T FIIAY TR AT
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XS TR PE R E BT T RCR , T AR Z BT MET-TKIs
FERBYRTT 7 %6 BN, Tivantinib7E A48 E (patient-
derived organoid, PDO) f AP R H X HEHFMET D1228N %
AR A A I RIRCR . Ak, IR T #EMET
A 5> FHLE, AT AT & B R ml A 8 e Sk
PG, i EATTRCR

4.5 METSH HIAMZEAY B FiRaRh 28R40, METSE
RS IS FEMET B 45 F43% ( MET tyrosine kinase domain,
MET TKD) RASFIMET W 25 # 5 EZ Hil (MET kinase
domain duplication, MET KDD) %, 7£20224F- 3¢ [=]Ilf R e
274> (American Society of Clinical Oncology, ASCO) K> I,
— W TMET TKDRAB A FE 45 R /R : ToIF A METex14
BEER 25 I MET TKDZE A8 /ENSCLCH S H%40.6%,
M A 21.49% B A W R BOR & L, AL KR AT
NSCLCHJEH UL, (1521, MET TKDRAELEIGIR
HEEFMIMET-TKIsZE W 254G . BT, BACHZ
ACMETHEEIZGY)3RAME ETT, HI T METex14 Bk ERZEENSCLC
HIVAYT, B X T2 L MET TKDRZS (2, Bk = bR
HERIIGIARIAYT %8 . KDDJ&REHNER A S il —Fh, i
1 52 A T S PR P P S TG A I T— BT ML, JNEGER
KDDHIMET KDD%, KDDE Mg A % A=%40.62%
20194F ZE EFAEMT T Wp2: (American Association for Cancer
Research, AACR ) R [/ —IZ4 A 1] MET KDD /£
FHHIRESE, Hditifge s (0.09%) . HAbMRESH] (0.28%) , B
5% % PR X MET-TKIs A 58350

4.6 METSH A RIS ME806)7  HuTi AR B
MET-TKIsFITMZ54Li . AWFFE 79N, MET TKDZAE4s
HI5525%) S MET TKDZ [RIAfb~# 4, MIfii" 4 MET-TKIsffif
25, WARVERE SRR 2Y (on-target resistance) , WLAFTE
NERBB SR [ 5L A4 38 S 055 B AN/ BT 155 BT o e
HTfT2Y (off-target resistance) , B AT B [ 22 LA A A<t
PR 24 AR 24 PR ABIL o X e 245 10 R
FEVFIITEIMET-TK Is Z [H] D5 AT Xof J 7 A B 43 We vy o —
Tl R FE 0O /R, R SR e X e R 1R YT SR MET 2828
NSCLCHEHEA—E MR, %5 A 2001 8, tfg1541
METex14Bk R85 SHIMETY 13, Horbg 2%
eIk BB G, 1401 8 E W TEFRE , DCRAS0%. It
4, CHRYSALIS BHAFFEPFAL T35 7 Z 54T (Amivantamab)
XFMETex14 Bk BR IR [ FRYT I 2 MEFTA 3501k, 104K
PN, 2 BRIRYT IR S 2 iRy T (ST
MET-TKIs {397 ) M8 E B AHUIMEE PED 72 TRt T
AR, WMET-TKIs 5 75— R0 7 ks & il R —Fh G5 ik
(77 1%, ABAN T 2 — 2D

r ] (0 B 9 31 6 3 4 o B I X MET S8
NSCLCHEE MG RIS T BUR AT T IR0, 455 RS,
AT R4S BE U X T 28 MET-TKIsI8 97 5 75 5 B 25 70
METex14 Bk R AE UNSCLCHRE i RS 823697 7 2610
VERRIE L. Horpalr P B BRIl (45.79% ) SEREALI TR AT
A IABTT, 20.79%FREE T EPEMET-TKIsBESLIT, TMi12.9%F)
EEIRPEPEMET-TRIsEX AL AL IRY7.

4.7 RWIMETR#NSCLCHIRYT HAl, ZEMET-TKIshi H
FMETSHH KR YINSCLCHE B FAW 5w, 758005
TESEZC B I T LAS 5 . — T I PR 3 350 AR MATE 5%

(NCT03088930) , FZEIRIATSLtFARYIFR HALK, ROSI
B METHEEH BT INSCLCHRE, HILAPEAL 7e e = JE 78 il
BIATFHBIRCR . A — IR I R 56 Geometry-NAF 5T

(NCT04926831) , RET REEJE N TMETex14 Bk Bk
ZRAFWMETY HHINSCLCEF MBI T AR EN . HEH
T, X I IE A A DB i AR A TR 2R

A EIAE 78 7%, MET-TKIs{EMETS 4 1) 54
NSCLCHHUS T—E FIF7 3. BN, Rotow 5794 115147
) BRI LS eon P Lo PR RS, IZ B TR R A
BEibk EL PR AR, HATAE ME Tex14 Bk BR 828 X METY™
i BRFE A MR R IRTT 8 N H IR 2 TARIGYT, 4R
o A UE S AR 1R B8 R G, T H ARG Ak Sl vk gy
JeAERERBAYT I 48 o B3Ry R R Rt 2 v
RIMRLEF, M EARG6NHBE TG R AT, RHEME K%
0L AT, 5 £ 5 5 FMET-TKIs ) F T3 Bia 7 i
PR 778, AR SRR firh, AR TR HT4- 10581
FERRFCIRIT)E, IS T 4RI Ak, iR DLt
FIRE T ARG £EX ARG BHEBIIAYT, X ELG401 73 5R
H T AR RNS, Zhang 57 FIDeng 579438 T 210 FHFE
KRR e X B E T BNIBYT R 6, Tian%F U738 T ERE S
WA BB AR5 A3 B P AN SR Bh VA 7 I ERREER 1)
I, A Fude UVSHE T AR5 AR R AR 5 35 i
TR AL e 1],

FFOAMAEHGE, W FFRE K. 4 fbyy A7
AT 2SR B, AT R TMET-TK Is (4R 2 P Ny
Hio IR, X FRHINSCLC HAFAMET R AR 3, IAFREIT
Jrg v o A TIE M 2 RO ARSI, DLHCRIR EEHR ST
MET-TKIsTEFFARBNAS TR e PR Rk

M2, METSHH FENSCLC A BRI AL E K, METex14
Bk BRI AR O 2 I PRAF S AR AR T e 20 i ) 3 N
Heife, HABMETS#, THIEMETY M FMMET i Rk AR
Bt S NPE, B BN A S E PR T AR I
PR W UE LI, S 24h R R B A N S S
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