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it A A T SRR AL T S RN, FE TR, i
JE R MIBET 3 e i PR IR s Fie 2 2O By
BRI RIS /N At 96% (small cell lung cancer, SCLC)
FAE/N 4% (non-small cell lung cancer, NSCLC) .
NSCLC X AR A il (squamous cell carcinoma,
SQCC) ., IRk 4 Md: (adenocarcinoma, ADC) FI A 4H i sa:
(large cell carcinoma, LCC) . H:FISQCCHIADCHENSCLC
AT R T BEZH 25 P 28 B 4Rk, f/ENSCLCH,
HAEADCH, [FNSh7 & Rl S48 T3 B AR K 52 4k
(epidermal growth factor receptor, EGFR) , KRASZF LA
[ 52 748 DL K10 X 6 8K 3y B B ) B 1] 25 W6 9T 45 AD C R
BRI AR A, RN s vh A e/ TR PR BE DRI 2842
1558 I, 7EiRY7 SQCCHIAD CHA TR - JCHH B X 51, it
T R 1 22 1 i PR 1 6 3 B — S B 1) 2599 A S —ffk
J7 254 SQCCHIAD CIE Y (8 35 )97 BUFAEAR K 22 57
AR SC T2 SN BE DR 2H 7 TR 1 o it 9 22 T 22 S, %0
SQCCHIRLLF4E AN il A=K K F3Z A1 (fibroblast growth factor
receptor 1, FGFR1) | 10" 544 (A AR YRR L 5K 1
[7]JE4) (gene of phosphate and tension homology deleted on
chromosome ten, PTEN ) . PIK3CA ., Ifil/MRIETEA: K K57
{&A (platelet-derived growth factor receptor A, PDGFRA) |
FRIRGE R I 57142 ( Discoidin Domain receptor 2, DDR2) &
UKBBE IR, AR T 46 PR 5 71 e L ) i o 7 ) e
WATLRR
FUTE i n AT S e 4% B FUE Al oy
SCLCHINSCLC, H 4| % NSCLCHYfE St iy 7 e 1 ADC
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FISQC CAIY 4 i) - 6 I dk X )™ . 17 5 A0 e oAk 22 ) 1 AR
TR 06 9 B — L ) 25 W L) SOB & AR T 25 XFAD C A
SQCCIHY (5 W7 RAEAEAR K 2% 5. W43 7| LAEGFR Al
(5] 75 P 94K B9 384 1 (anaplastic lymphoma kinase, ALK) i
AT AP 43 BB )T 7 E G R 22 I8 S 410 7 550 o e
B 2 S A7 A AR I L R S0 I AD CHRE 7 250 i, (835
FADCEE YA AL A AF A58 T I B Aol 1t
Ab, B ) — e 5 RIHLIBRAF | AKT1, ERBB2IE[H 54
FIROSI, RETHlGHE P REAR A IGYT XS AH B A AD CJR
A RE MR ALY . TSQCCHUE HAE T B Bk AR
PEIEDRIAR, ANBE X SR [ 25 03K 25 0 AR SCE 1E IR
KA SRR R | IR IR | IR 45y T 2R ik
SQCCHIA Y F L ADCHY 22 55 U L SQCCHY T4 T
USRS R . e B PR B K B
25 50 TR B B RURIRIT 25 0 LR, SR ES)
SQCCAHF FHEIAIATT LR

1 BhERITRE . BAENENFER
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IR S BET SRR B — o o R 8 o A 2t B 11 3k 5 R
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{53 N e i o S LA, Bl A9 A A e — 22
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AR N IV E Y S G NE 2 §iliE T T R K = ]
R TR SRE PR AR BN R A R D, SQCCHE
SO T BN B SRR 2, &R AR &
TR LR RS 968 S5 B Be - A R R s ADCOR S
ARG b B AR bR o T SQCCHIAD CHREIETiliA [A]IX.
BN FITE 2R, TR K PR R e A i e P it 1) R DS i 2
FIREHL R B AT R BRI . 1M H 2, SQCCHIADCRA
FIA) 24 i 2 % it s S B e A o R e SRR o g DR ek A AT
ReAT E g . QO] AR AT REAE 2 Irfygg ) Bt — ok S5 14 0%
PEF T K TR 1) BE R b A8 A e P O R . @R R
U FMATTAS RS 5 A% FHE B S8, T RE R TER
F14) 240 B IS TR VR 2 11 Jry S RS A g = SO A it 8 S B 1
KT i wWeirZE 1 Bass P A A4 S EADCHISQCC
FEA R BT O R 5 1) 3 R A TG R AL A (lineage-
survival oncogene ) TITF1/NKX2-1F1SOX2) 14 . SR, e
SR 3k S PR A JE DA R 3 TP I R 22 (] 9 22 7, P
WA RE N 5SQCCHIADCH) 2% Rk & i (differential
development ) A J¢ . #R# Z2 1 fF 5% 5 4R < 1ESQCC
MADCTES; F7KF ERANIE], DU 347Ul 55 ADC I
SQCCIRITE YIM I, W FYRE SR 43 T2k

1.1 fifietR A0 B AR SE R A ek AR Aett BRI, BHAEL
F400,0004BHFLTSQCC, 54 FHE AT TEADCH)
IHYT TS AR AR L, SQCC JC I A 4 )
BIT 259, FHAAFRWAADCAL, HET, X THHISQCCH)
PRI A B 25, REZBUEHE AT T—%. —
LIGIT IS NG JC 2 PTHAIR S, XS T SQCCIRYT F-B
FIERIE N T 2 BB 7 JE BT 55 b4, 5 K SQCCHYEA
ZH el B S AR O [ = o LA — SE/NREAS B 5E 3R I
SQCCHIAD CHE PRI LAY | S DR 41 ol AR 82 Xy T
AR Z A, Sy2 oy T2t i 24k 55 % R (SQCC
35451, ADC 3445 ) PP 2H 215 W RUER H B +1q21-924
+Spl15-pl4 . +8q22-q24.1, -17p13-pl2, X} T H A BE R 4 2
SEEHR R GRS W] +2p13-p11.2 | +3925-929,
+9q13-q34 . +12p ., +12q12-ql15., +17q21, -8pZF A 5SQCC
A ATL R AR S AH G o PAIIE FU#R At (7;8) L £ (8515) |
t(8;9) . (HYL e fk8qR12q 5 fiit (8;12) LT
ADC, PeiZ "7 1 ADC 5SQCCH W i i AN ] J&:3q24-qter
3545 (SQCC vs ADC: 81% vs 35%, P<0.000,1) , #H1.25%
SQCCHI BL3q25-264 14, HAG6%MADCH AR Y Fr B
P14, HASQCCH120p134K 45 Fl4qiik R B il 2 TADCs,
fi6p s 5 (over representation ) ZEADCHASQCCH #
i, TononZs 3 1k 4> 56 K 2 1) 45 5L PR 2H 22 2 CGHIRE A

ADCYSQCCHEH R ILTEN 5T 18| ADCHI26{7|SQCCH:
AR, S O3S KR PR 75 DRSO, i 475 v Wt B2 47
A G AR o TEX I, ADCYSSQCCHED 4 &1 1% 1k
AHE, LA SQCCHEF Y 1 XA 1 F &L
A FE IR RYFELA, Hoh— A2 B AR BRR 40 e
%p&%O I AT B R (next generation sequencing,
NGS) 4% JEAT W T ARA5 i (14 e ik PR 828 ) 5 IS L 365
A SR A ERSNP, #5 DIE0SUE, ek, 2012
AR YRS RE AR JE R K (Cancer Genome Atlas, TCGA)
W LA B X178 6ISQCCHES [ 4% A4/ LRI 4T |
mRNAMFFFImRNA KK KA 35 AR, 1 T
SQCCHYFHEIN 4] 4> 5% (genomic landscape) M EsQcc
WFFEIY— 5 AR S 2k . SR Z BRSQCCIM rh s
FAAER A B 2R BE I A RS, PR R MR 29453601 9h
BFRAR, 165 YL AR T A, 323D Fr B DLk
A TEZY79%SQCCHI R 1A R BEMCH 25 W HE bin i &
IR 855 1 Sl 6 12U, ANFGFR14 1S FIDDRIE AL 4,
B2 SQCCHYIX SEn] LLF I 42 5 AD CAS A .
I, S EF U SQCC 5 AD CHR SE R 20 4k 5 22 5,
FEAHEFHSQCCHT FHEBIAYT I MR . Lockwood 45 )i /I
B BELRZH A0 BT 455 50 O PR RS LA B TR 20 23 528 73 H 1 B
PRI IR R Xk B 2 A E 3 ASI R ADCHISQCC
JRREAS (5330l R IR AT AR ) S AL FA L %) HE 2 21
AT BT, SRR LT Y (AR 8p1 214 )5 S X BRF2
(ZmHRNAG AL s IR R ) i RS BT
B B A A e ) SR L, {BRTFSQCC, A
BRI T FR A S ISR S N . BRE2:# 18 4 A s LI
T, A 220 AR A G AT B SQC CI R g . TE I
Hfith b Lockwood % P A1 & 1261491 Ji & NSCLCJi
(169BADCHI92fISQCC) Fy 4 JL LI DNAYE DIKL, HIJE
ERRIBIE, PR LIRS 1 7 el . WF5E
FAI Y P ZH L B R B PR S AU Y AR AL XIS,
L5 BLSQCCHIAD CA 2945 DUBUR — S X 4k, e
2051 ESQCCHE M, 8912 ADCHE S, T HiX 4645
DB AR (PR S TESQCCHIAD C2 [A] I i AN ], 33k S 2 21
7B S 4 75 DUE R AT RE S IR A R P O S e
WZER, e SQCCHIADCI 2 A & JE A [ 2 4L
FRAE o RSN b3 P R S ) 7 DRSSO DX N
R 1k A BL968 ks FE N 7ESQCCHIAD CIE T 1) 3 1k
WL AR, Herp797 M JESQCCHY ST, 17142 ADCHE 5
(. FIEHAZUHLE, SQCCHIADCII5I4768% (447/797)
H149% (71/171) AL TR S RE D 7E IR 4 R S ik G
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AR AT B L A2 K 2 Jieb 9 ) A [] I 7Y A Jg ) O e A
R R iR 968 HE M S 2% 43 HT (ingenuity
pathway analysis, IPA ) F2HASQCCHRPi 7R 1 JE IR ) 2% 3= B 5
5DNAZ N, EAMBRE, ILMKE LA A R, 3
LR R U S A R HAM 55 51806, LM NFKBE &
YIRS A G . AHEL 2T, ADCHvE el AR 1) 3 T 0 25 5 4
MR 5 515 . A i . P2 R AH 5G . SQCCHIADC
DAL ) 2% S0 1) 2 St — 20 R AT T AN [) F e g A= FC AL
il StaafZEVHFSE T MG LU 1Bk (ADC, n=1,206;
SQCC, n=467; LCC, n=37; SCLC, n=467) HHE R0 A4 5
Tk, 25 AL R B[R] ) 2 2T B A A 4 35 DR DU s 1 i
R P Ze S rEBsE (loss of heterozygosity, LOH) .
Jiebv g A3 M i DB — 350 S5 67 FE RS (copy-neutral
allelic imbalance ) 55 /7 TRIARS AR AR . SASKEADCHIRY
FRE DRI DU AR T A8 A7 S5 PRAS Y A A M 7R 22/ D, Al ]
HE— R I K e i i 3q F 6N B FI3p | 4p . 4qFi1Sq |
TS 13 mGISTIC X 8 1] LLEFADC M SQCCHIAY il
ok, [FEFSQCCHhBE R e AR Ay A %6 & i FADC . KT
I A0 2 e DR S S i 5 B R I SQC CHP 4 4 i [A]
P HE ADCHI J i %,
1.2 SQCCHIADCHE ML IE L EE 922 55 JLAS Bl i
S P I ) 5 DAL S F B AR B 8 A Tt e ) 2 o
APC, pl6, RASSFIA (RAS association domain family 1) |
CDHI13, RARB, MGMT, GSTPI&: 4" £ i d rh ol H 5L Ak
[ L ToyookaZs" 75115 fINSCLCHHE It A& KL K iR
FALRE, KB p16/) 51 AL H UL T SQCC, TMAPC
FICDHI3H AL EADCHE FSQCC., i), ToyookaZi !
WAETHRAEE . WAR., HAMGERS144|NSCLC
LA S 844 AH I AR RNl 2 2, i —2E A f2 7R, ADC
HAPC, CDHI3, FIRARBHIH IR & FSQCC, i i
Lockwood % & Bl AD CFISQCCH fak A& HI AL KCF-JC I 2
AN, (HZEDNAR LAY b I 750 2 (a6 S A LR Sk
255, 212,384 BERI AL AR BEANTA] . SSADCAAH
b, SQCCLH A A Sk A Z2 i A J v S AL FIIC H Ak 6 1A
B, 291592%.

W55 7E AD CHISQC CIF R rf 4351l 2 L T S Bk 1) B0
3 [, T 3K S 3 % T 3K 7 I TR 1) e A S i DR 4
()22 540G . HNF4a 5L R 8 2 i 1L FAD CRY R
S %, RS QCCH A MR 5 4 A B Ml LA S it IR
FE2F1% IR, HellerZ5"7E X1 101/~NSCLCHEAS [t 4> 52
PRI ZH Cp G & H L AL BB 52 v e BRHOX A2 FIHOX A 10 H 5
FEATRE 5 SQCCH TG #HG . HOXA2HIFEALSQCCHE

DFSH i [ AEHOX A2HIELAK SQCCRE A i (i A A7
451 vs AR AFHIEE, P=0.034) . [Al#:, HOXAIOHIJE
fERISQCCE A HIDFSELAEHOX A 10 FEAL I SQCCHE # 4
(PO AEAEI: 354 vs WA RS 1%, P=0.046) . H
TEADCREE AU A B
ADCHISQC C iz 7 5k DK 20 1 2 W 5 [K 4 7K - 3

DR A 11 22 S e 22 T W FIN'S CL ClE 780 1) S [] A= 1) 2 A
P o VEFRT49 NS CLC e 1% 5 PR e A $h 4 6 4 7 3 o3
43HT (principal component analysis) , & B778/ 4[4 15t
e 2 TN/ B8 3R WLAEE A% 27 b S5 ok 72 %) DR AT AR Wb %)
ADCHISQCCHL W HIK B N—2, i — iy 5 ki
50 2R W R 1 43 Bt mT IRk B AS [RIATLAA) 19 26 7
A (4H1: S8HIADCHIS3HISQCC; 4H2: 62| ADCHI76 4
SQCC) I ADCHISQCCIV RUR i 2 . F M i LBy 7Y
PG A I/ B R 35  2  BE R U 3K Bl TADCF
SQCCM 2 Sk kg, b, FiRiXHEADCHISQCCIF Y
(A% = . R MistfL 2 | FE R S KT 22 S th SRINAE 2R
FBKY, P2 7Rix s BL R el A8 SPAD CFISQCCERALA Hhfig
Hp Al

1.3 SQCCHADCHZRAZFHWZE T B—FHMIHRE
28 R IS QC C I — U Jh A= A 22 45 e ) SRR U2E , Qiip63
PI3KCA, PDGFRA, SOX2B{FGFRI1{ " #41) K p53 . EGFRVIIIL,
PI3KCA, NRF2 . PTENFIDDR2Z: (/3R 5 A5 | 20124798
RE A JFE R K1 (Cancer Genome Atlas, TCGA) 9% T
fE#EXT1784SQCCHEA T4 /M BT 4 /L MY . mRNA
W7 FImRNA 3k M 5 2 AR A I 6l 7SQCCY
FEHZH 4 5 (genomic landscape) B X SQCCHIFSE ) —
AP I SR 21 . 73t 46 W1969% (171/178) (Mg £
TR IR AR AR BRI
AR/ 92 TR VA . PISKAHEALFIE W3 | A i R 2
T GERFIMERSZ A | 2R PG FI S 24 PR R R il . 4IRS A
PEAL 2% (mutation assessor score) , 50%%|70%[15) 2845 %
RN BEAT B 21 = BE 520 . 39 9% 1A T 2 1R A it 11 42%
() 22 5 T / i 2 TR A il 2 73 o T g DX 3, T FLVF 22 el 2
AT R S L PR sl s S PR T SR [ B A 2
B4 P J5) (Food and Drug Administration, FDA ) £L 4 IA0E
BAL T R R 01 2597 . RNABR A Y 45 6 B R i 2
PAK G ARV Al iR S BRifE, 64% (114/178) HYSQCCHEH
AETE VA R 3 o) 5 LR P A A ke A, 3 TS 2 PR T8
il % /i ER BBs . FGFRsHIJAK s B K 5 A2 B 47y . A&
ADCHIEGFRHIKRASH R 5 %, 187ISQCCHEA, HAG 14
KRASZEAZ, 27X E 1 4 Je Al A2 Je U EGFR
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2875 (Leu861Gln) , {H7%SQCCAHEGFRY ¥, i 1t 23
3R AEIR YT FEAR 4 O 40 i 3 B% PI3K/AKT, RTK
FIRASHY 73 HT 2 W 2969% 1) SQC CAEA 47 PI3K /AK T i
PEFRTKAF 514 Ak AR o Hor47% (14 )i A —4~PI3K/
AKTI % 3L AU s 26% M9 AT EGFRY 1S | BRAFZR
A3 8 FGFRY 3 8y 5 248 3 BUY RTKAE 53 % ek 22 o 1t
HMPI3K/AKT i % H: [H el A8 5 EGFREUAS A A ZS . B i
K, SQCCHAHH WL IE AP 11 F5: FGFRI (15%) |
EGFR (9%) . PDGFRA (9%) . ERBB2 (4%) , T LK 278 4,
$%: FGFR2 (3%) . BRAF (4%) . DDR2 (4%) . PIK3CAZS7E

(16%) . PTENZEAS /% (15%) . 20124FPaulZs iz i £
HPCR-H HM P sSQCCrh L Jin] IMEN 251G YT
BOR A B Bl 5L DR S8 8 1) A TR AU R PIK3CAZE/E | PTEN
575 /MBS . FGFRIY HEHIDDRAE AL 55, 45 5% FLL160% 1
BEA LRI 25 YDEERR . BRI BT e I A B R 5 A
S I S B TESQCC R A R SR P M EIA A R T
AE A IIE, XS5 SQCCMAMIATT I & TFR T
LN A

2 SQCCHETERYATT $EARFNFE K IR R 56

2.1 FGFR1 FGFRJE T Z IR LI (receptor tyrosine
kinase, RTKs) BISZ {4 %32 A& 5% 3 S AU FHFGFR1

FGFR2 ., FGFR3HIFGFR4 DU/ 1. FGFRE 22 51540
O35 AT, SRR LU A A AR A 2 A AR IEAh,

FGFRIMIE I AL B H PR/ 52 ik ik S BOHAF S0, 1
55 A I A L IR AR 28 R R A e R YT
%, Hr, FGFRIFTE Al S 0030 £+ PI3K-AKT HIRAS-MEK-
MAPK RS, S mig i & 4. & JE. 20104
8 ) 30 5 ) 5 M 2 5 BT R Wess S5 IAG I 115 5451
SQCCHI7 7451 FHAth Jifi e A5 A (14 155 43 BE A8 SE R 21 RT3, &
PLFGFRIEEDNY 4, Ty Hax 5 P 28U & A4 FSQCC
FaA s FE A — 7 SQCCHE BE (AR it — L I IE 24
F22% M SQCCHRA A FGFRIZERY 1Y, VE&H it —P i i
o I e AR R RO AR, S HTEGFR U] (PD173074)

XoJ 8.3 {5l it 240 AU AR A A A S ), 45 SR IRFGER LA 5514
SEPEH XL E A FGER ALY 38 i) 240 At 2 20 3 B 2 1
A0 A KA S A TV Kim 25 % #2622
FlEhESQCCH#H H134 (13%) FIFGFR1Y M FHYE (FGFRI
amp+, FGFRIFLNFEDI%(>9) , i HFGFRI1 amp+n1] LI R
SQCCHE# il J5 2248 bR . FGFRI amp+ SQCCEH ML
PR 26.9H vs 94.61~H, P<0.000,1) FlLE A7 1

(0S: 5S1.21MH vs 115.0H, P=0.002) LY WG &
W45 %0 . A, FGFRI amp+/c A= 38 SR MR A AH G (I
I vs FCHA vs FEIAR: 28.9% vs 2.5% vs 0%; P=0.001) , &M
FGFR1 amp-+n] G i — i ph W2 A0 000 it i ik R el 28
Heist %5 "% F-226 il [ SQCCHE A B 58 & B 16% 8 %
NFGFRI amp+, MiFGFRIY HORAS 58 IG RS . E17
1L W SR AETE G o 3k N IF ST 45 R 25 T e AR
FGFRIY ¥ LIS A K 25 iR, FGFRIJZSQCC
e DL SR AR, 55 g 200 ) A A R T % DA
K, E—MIBTERISQCCIIZYYIRY T #EAR . FGER 1A
— RGP REXGYT FGFRI amp+[#SQCCH 4K
2.2 BERGIEEILEE3 -8 lF (phosphatidylinositol 3-kinase,
PI3K) i % PI3KJE —Fi NS , 12 M e Hh i 5 A
p8SFIEA VA7 p1 1020 A, PI3KGE 2L fb PIP2BE R 1L
PIP3E— s MilEAKe, 5ZMIRYIZS S5, A 19401
AIBETE . A4k T DL RS . Rt 9 3 A TS 0 20 5
FEHIPI3K-AK G [ e 240 Jf 1 A R A 1 2 O 2L
19944F Volinia™ 1] FF 5137 2458 1 AR A I £ PIK3CAFE A,
PIK3CAZRAE 24/5 K A AEMRTiE X (AP +9) R IX (Fh
HF20) XA FR X LG AR AN AUAT DAYS /4 B 1
PR T30 AT DA S2F i p 300 | i v L i B PI3K ) 1
PEo PIBKAE 538 B8 2 5 TR N Z IR i & A (Anfimides .
Jdi . FLIREE . RIS IRIERSE) . X TNSCLCIfi 7, PIK3CA

(Grfihpl10afi Ab I I ) 1% 58 A8 Bl S5 i 7 39 7 8 o AN AR %
A A, SQCCHE EFADCE Y, iR *sQcc
H1PIK3 CAJE R 58 48 FI 4 3G 14 & A 2853 331 4 8 % - 16 9 Fll
33%-43%, HT, PI3K/AKT/mTORPHI#|[{2FECAL-101

(1C87114) , NVP-BEZ235, BKM-120 , GDC-0941,
ZSTKA7A%E | FE I AR IS0 B

JibJe 49 BN PTEN A S5 PI3K A B g4 i . PTEN
FERUR19974F 9 R IR, 7 T4 44410923.3, O MMIR ik
TR AL, G403 2 FEIR 4 N & H i,
A JA ik DAL ] s LA i Joi e 1 il R0 2 1 3 I A O 0
1k, PTENGE(HPIP3E ;2 L HPIP2, X}PI3K-AKT{5 5
A B — A O R . LR AR AP TEN, JEHE 6
FEVER, #E—2 SO e T AR K . PTEN 32 2023
b S B R A ik Ok | R DR 9 AR T B Ak Xl A T
& 2T 20 B T SR AR A4 A A Y B A | A A T
FH I b IR 9 & A2 o PTENR SRR /5 TLT15%-28% )
SQCCH™ A /R, PTENSR [T 15 M PTENJE
DR 58 A5 1 L G 22 Rk IR A 5 . 2T AIE 97O %A,
TENSCLCH1, PTENSR 13 35 /K- 5 il AW PR A B 1 e
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b, BPFIAACTRRAR, MR . 9 H, Joilke
GRS A PTENFHME R A5 T A M E S5 5 54, XUl
PTENZRIARE AT R A A5 557, [FIF, A
i, ADCHPTENZ |17 51 B & FSQCC, £WPTEN
F ERAESQCCHIAE I W fEfR TADC,, #li 5L 5 PTEN
EME I A R EEAER, S & L. 4
BB RIS OC RV RIIL, ME S PTENA Al fig
A HIWT SQC CEME R B | A T TS 48 bR 22— F1XF
PI3K/AKT/mTORSE 514 3 [ ¥ #0125 ) %) TP TEN ikt
ISR o] BE A AL (E A5 — R A JEPIK3CBYEPTEN
S PR IR v 2 O T AR FE— RS R R
H, I PIK 3 CB IR AKT A B Ak AL 1 b 2 1
53— 55 P R, FE NP TEN AR A i R 40 i vk
PIK3CAFEM H A M PI3KSE 5% a4l i A= K5 ),
PI3KA5 5% SRR TPIK3CBAY R, 25 ik, 1k
PEIE AN HIPIK3CBTEIRY Y PTENGR K By I rhml e A
LGhE

2.3 PDGFRA PDGFJ& M A BYIfI/ MR 7325 R A A 1A
A FE -, TR et 2 AT 2 A L S LA e A At
Vi) 75 J5T A 1 240 B P i A 22 4 4 D Fn Ak 7 3K Bl 7] . PDGFR
SRR R IS R G (L F5PDGFRAFIPDGFRB) ,
REfg (2 E AR Rafl | 4r 2L 53550, TENUIALER RS . 2
P 6 5 45 1 0 ek At b 3 UM T B VRS i/ MR
DGR A R S A7 A3 BE TG N S5 22 SR T 15 e i g
AR A T A, L ) M A O e A M 3 5 5 3
R o T T LG fife 4 6L A7 5 I, o 9 A4t L2 TR B 43 0
b, HIEEAE S SRR 2 5 5 . STk RaE,
PDGFR-a ({i TYsfafi4q12) § HE2 ILF 9% SQCCHE
A, HEIO A2 A £ 85 1 TKIsLIPDGFRA N ], 412
FraAEe | EFe e L R e . BARBTIPDGFRAMF- &
— I IR R, (HE AT 25 AR N E . 1
— I ITTA BE AL A 18 50 P 78 AR 28 S Ak ) A7 R A
FIEB IR AT SQCCI A . A H38, ISINE
PrARJE NS QCCHFE HYFET ) 7 ik e 5 I 1 5 Mg i
JR SR B LU PR 3 rp U — AN e crenolanib A4 iR
FPAUETER MR, (NCT01229644, NCT01243346) , 7).
B IE IS A HE R TE Im PR 8T %) 22 9 A5 ) 1 2 PR A it 411
AR e S R M N B AR K 321k (VEGE receptor,
VEGFR) . c-KITHIPDGFR, McDermott%5* £ NCIH1703
i % i ON S CL C 40 it 28 v, ¢ WA i S5 4R 40 i 98 v A7
PDGFRAYH 1. i 1 shRNAFER ek /Nor FH I PDGFRA
AT AL A, SRIWIPDGFRAW] R/ % PDGFRA KLY

S I AE B — OB B SR Sl L I . BREFIERJE ST, Z R
PD GF Rl 1] F i £E i RIF 4 o i 1 % PDGFRAFIHL
FAREAMTRIR BRI ST, F22 JySQCCHIIRYT $ BEHT ALK .
2.4 DDR2 DDR2JE P2 R G52 14, Fei e 5 A
ARG G FBOELRBERR AL, SE WL RS L 1Y
FEFIAEIEDY ) 20114F, HammermanZEP 51290 /~SQCC
BEPRAK BLL3.8% 1 (L H AFTEDDR2AYIL R G AZ . Sy T
2 PP AL 2 A5 ST X DDR 2 1 L K 5 A5 I 97 AT LA XoF
SQCCIHH ¥3: 77 5 . Williams ™k — 2% BUHIRNAI
M BRDDR2 , B 22 I A s 24 TR T4 1 51 35 7 JE T
AT AR A S A 7E DDR2RAE 1 SQCC AN ik . 7EZH
JfLrh 23R 5848 (I DDR 2 KL PR AT L S B A e G e Ak, ik
R R AT I X R Ak oAb, 78 S B A 7Y e 1
SRR, IRV JE AT LA SO0 i A7 /E DDR2ZE S I N
FSQCCH Ltk H A AR BLU™ A= YR o tHIL AT L, DDR2
RAZAESQCCHIRT BB — MT A IR Y T 04K 5V JE
WEFDAHEME, 2 HFIAYT BCR-ABLA 48 1 & 41 i 11 1M
I . AR IR S A A L | - KT A4 7 i 3l o) S50 . AR
PDGFRAIE MR- BAZ AN L . H FT— 30 Uk v
JEXTDDR2%EAE 1S QC C AR 47 AL TLIH I PR 1 390 1EAE
1T (NCT01491633) ", SQCCHYDDR2ZEAS K ISR A 5,
YJADCHEML4-ALKR& B Y K A ZAH I, (B 47 28 it
— I PRAF 58 UE S5 3A V0 JE AT DDR2ZEF I SQCCHEH A
R I HATXS IZ 250 BERIAE AR L A 2EF 740 3L, 320 284 7
BRI R R A R

SQCCHEEMIARST T-BANHm bR, FoA] i i 5 5
(907 5o SEREAL A A w] O AR SE AT — T X FNSCLCHY)
SQCCIIITLH AL Z b (9 FF P I RS2 56 3252 5 3
BRI 1 35 PU A - Flnecitumumab (GC+N) B4 H]
TRIFIVIHSQCCHY R 5 3 PU M s FNEA AR HE TR S 7 ik
XS o IXIEAE5 M1k, STFNSCLCHSQCCH R —
TITLA IR PRI S . 1252 30 24155 171,093 fSQCCHE A, R
IR HXUE He et TR R E PO R TT. 2 m R
S Ry A TS B TE] (overall survival, OS) , I R A S
A TG P AT B[] (progression free survival, PFS) IR
2 3% (overall response rate, ORR) , 7EA4FEJASCO 213
L SEERDEA A A TIZS R A BHMESE R, 45 R PR,
necitumumabill k575 X5 B2 (F7 A5 ) AHECRT LAY (g 4
KSQCCHEH BRI ]; OS5 H11.5 A AF9.94
H (HR=0.84, P=0.012) . St 2SRRIV HIAEnT AT
Z TG . NecitumumabJg 5 b 55— UERH AT USE K
SQCCHEFEAARI L5
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