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Research progress of gene detection-based personalized therapy for non-small-cell lung cancer
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[ E] EFRMARMIRTT BSR4k O g2 8257, SRR DU AN A AR V6 T 7 S il 2 S MR IR Y7 i 24
B LRI AR AT U, AR /N4 A non-small-cell lung cancer, NSCLC ) B #UFR 3 Rl F 5% 5 IR AN 12 o 76 L4
NSCLC A $IU 55 PR A AR SR 73 32 B2 4 o 7E ARG Sl B 67 5O B0 | A A7 T e &2 % 10000 457 T , A 5 B S AR AGH I B A1 180 oA 30F
NI PRI 5 ZERE ) NSCLC i, 32 B34 v e Ak R 1) VA 7 24 1007 8T &5 7 T , 3505 43 A O 19 3 s 35k B G 0 24 1 -F NSCLC
PG RYGTT AT o B AT, DR B R A WAL 77 30 G bR £ Z AL HE ERCCI .RRM1 . TUBB3 .STMN1 .ERCC2 F1 XRCCI %53
PR 5 8 [ 25 M09 7 380K ¥ HT E BE403E EGFR (ALK \Rosl \K-Ras \BRAF .PI3-KCA \HER2 Fl MET %5514 . ¥EFR 5L A T A fi% 32 51]
NSCLC S MMk 225, Bl R0 NSCLC ARG E & EAE L HXHBAIT RIS, vl A NSCLC B3 25 )ik

L6777 SR E A D0 B A A

[RS8 ] AR/ s AR YT s FEDIAS I 5 23 550 ] 254 s 2300 251

[ hESZES ] R734.2; R730.54

it 9 2 4 BRI P S50 8 e g 4 e oRd , 47
FEEGER B P 23% 5 AR AR RN 15%
/N 41 it fiti 955 ( non-small-cell lung cancer, NSCLC )
JE IR 1) AL, 2 85% ~90% , B AF T B
i 100 7 AFET L R L HEAT S AR AN A
BB B E A 22 5, $E R NSCLC IR YT AR 78
NSCLC AMAL IR 7 A A Ok sz B AL 73
FRERR G 1 G AR T 7 3 R R IR YT G
R GE BB AR Z a8 AR IRYT I R
WREME B RS . AR, BEAE MR 2 5 A e A
O3 TG E AR R AT TS W IR BT (8 SE AR AN I 1
BB, 53T HEARTE I PRI 7 FI UG Hh 69 1t ok
B2 o ASCRE NSCLC AR X643 F $0 4 2 HE 3K PR A
ITE IR RAMAAIRTT b T8 S AE A — 253k

1 ERFE#NEERH NSCLC 2EMMEEYr

T 60, 1 ) NSCLC B 25% ~30%
B E NG T FARIGIT, HoRJG 5 AEMIE & kA6t
FEE 25% 3 T ~ T NSCLC H 3 AR 5 317 % Bl
7, HAE A RE S 1S B — E R R T
P2 IR 223697 /Y[R  NSCLC 35 4l Bhig 7 o7
R B RE OUAETE 0 25 25 S AR, X L
NSCLC 345 A J5 4 BhiaI7 97 80 A A7 2 % 3l )
S FRARIFR C S S . A SRR A S AN
BT 5] NSCLC B35 AR S5 ARG T T R i e

[ xEkRERS ] A

[ XEHE ] 1007-385X( 2013 )04-0478-07

WA B ] NSCLC B ARG AR A I .
1.1 %ﬁﬂ NSCLC % % K JE #8008 97 97 2 Fm) & W/
HI L, SR 253K T )7 %872 NSCLC /& 17
*F%EM&{” 0= Bring e S WS G TR (uk AN U0 S0
RIARGEA A By R U TR . g K E 5
FERFFE T 482 il 1 B ~ [T HHARJG NSCLC & 17
gt 500 o 231 S AR 5 SR FH K 35 B A5 I
BIRYTCACT 41),251 BIHEAT 34l F ARG 57 ( OBS
W), PO BEYITTE] 5.1 4R, 455 R, 5 OBS 4141
b, ACT 41 5 4FAEfA P8 T 15%( 69% vs 54% , P
=0.03 ), FET-fE e ZEFEAR T 31%( P =0.04 );9 4F
KIIRE R, ACT 404545 253846 . Zha 2500 %
Hrp 133 fIREARC ACT 48 71 1], OBS 4 62 5] ) i#E4T
Iy T 8B bR WF 98, XF ATPIBI . TRIMI4 . FAM64A
FOSL2 \HEXIMI .MB .L1CAM .UMPS .EDN3 .STMN2 .
MYTIL IKBMAP .MLANA .MDM2 F1 ZNF236 it 15
ANFER FIRACE AT T AN, L Cox 451 XU A5
RUPEAT KU P43, I LA A 57 550 S BRUCKS: 18 5 4l 43k
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i RS RIAER XURS: PR 20, 245 2R 7%, ACT 2 oy XU 2%
FEAEXT A 3 AN 4H A8 AR A 2, XURS: L( hazard
ratio, HR )24 0. 33( P =0. 0005 ), & Wik 15 43
RERSAE S ACT HlBIIGY 77 A5 A RCH A5~
1.2 - NSCLC &4 K5 A Al kK
Bt T, e DR R TR R T A B TR 3
NSCLC BH ARG AAF T . 2012 4F LA [ i ok
2#IH4 1L 43 7% ( University of California, San Francis-
co, UCSF ) BL4= 5 i ity B B 5x 41 ' x4 337 441
I ~ % NSCLC AR J5 &3 19 200 /> it 963 AH 5C A
FIRPEAT T AT, i 11 A FEBI( BAGI (BRCAI |
CDC6 .CDK2API . ERBB3 . FUT3 . ILI11 . LCK . RND3 .
SH3BGR Fl WNT3A ), VL ESD .TBP . YAPI YE &%
FEPA A 14 A FEPR BEAT AR SR8 HE T XU T
AL o BIFSEEE i 37 AT KU DT A7 o £ 3 3
SRR ZH. . F JXURS: 2 A e XURS: 2, 04T 1 I 10
S R 35 RS , — 91k 3E E L M Kaiser Perma-
nente fff 5% H1.0> ( Kaiser Permanente Division of Re-
search, KPDOR )X 433 {4 T AR J5 NSCLC &% it
AT ST OBUH R, 55— Iy r [ AR 6 B B
( China Clinical Trials Consortium,CCTC )Xf 1 006 4]
[ ~ I NSCLC BH AT IR ILE . 75 KPDOR
P R N = W D e 2 N G SRR 225
N T1.4% 58.3% F149.2% ,3 A GEiT2E2% 5
#( P =0.0003 ); 7E CCTC 3R 7 A% v | g XU 2
BEARIG 5 AFLAFRDH N T4 1% 57. 4% F
44. 6% ,3 AN & Guit o2 2 57#( P <0. 0001 ).
5N 3K 14 D EER AR AR S Ty ik TR
R A BN NSCLC BB AT IET KU
1.3 F NSCLC &% K5 ZA TN kK
HAT, 54 NSCLC F AT RCR AR 7 A AL,
35% ~50% HH S HMBAREE K ", Bk, NSCLC
O R TIN5 AL PR AR DG ot Ok B2 B 0C T . S
JRT R R I 2 BE (R BIF5E # A H. Lee Moffitt 4584
L H. Lee Moffitt Cancer Center, HLM ) % B8R K27
JeE4E W o0 ( Modular Integrated Communications Hel-
met, MICH ). £} 44-1% 1A % iE W 5€ it ( Dana-Farber
Cancer Institute , DFCI ) , 2 /& Hir B -HIL ¢ AR i o0
( Memorial Sloan-Kettering Cancer Center, MSKCC JE
4 ST HLR TR 142 B J5 AR 42 2 AT 4 Bl
ST KT T 3 NSCLC S8, A7 2 P A 1 1
S KRN SRR sl Vi SCBemrss . IS o
Ve 51 AN Eg 52 A DG R A T B ARG, £
5 5 41 s 7 B A 5C 19 B4GALTI . CELSRI . CLDN4 .
CLDN9 . COL2Al . ALCAM , ICAM4 . MUC5AC F TH-

BSI ;5 4 i1 J8 T2 A & 19 NLRP2 .CGB .LUC7L3 \EL-
MO2 . EIF2AK2 ., IFI6 . MUC5AC . NFKBILI . PPTI .
PACS2 .RHOTI 1 THBSI ; 55 41 Jta 38 5 I 45 40 56 14
CLECIIA . B4GALTI . BMP2 | EIF2AK2 . FABP3 | FG-
FR2 | INGI . ITCH, MUC5AC . NFKBILI . THBS1
TCF3; L R HAB S A EIET: oAk A K B 48 AR
SERISCI LA . K NSCLC 284 3 40 Ay 1o 42 % R
FMI A A R 2 41, e Ik 51 5 BRIAG I 1 &2 % XL
B PP RESAR & OV B W B RS Bl . JFAESI Ab
4 A~ 57 BE 7R E( GEO GSES843 . GEO GSE8894
Mayo Clinic 1 Washington University ) #1153 2] T 5%
I, HH GEO GSE8894 FEAA e rh AN (H A 4 i i s
A B FE T BEERE A . 5 RI X 51 AL
DA 4 DA VP 53 B R 51 i i g F 9, {EL ] 9 T LA
FHT il 8% 9 A8 2 A9 52 2k AURRS: RO , W ST T 4
NSCLC S8 AR ST 05 5 AR, X T4 K F o3 1
B RS TR T AT BURT R T RE R
B KEAFE L
1.4 v %

TEAEGEIRYT 4 NSCLC 35 AR5 38 b H
i RS 7252 R I A 22t — iR 97 . NSCLC &
FRBIGIT A B T4 s AR A5, D R 2 T 9
NSCLC f #, NCCN 78 Fg ( National Comprehensive
Cancer Network Clinical Practice Guideline )t 8 13X}
Fe SE T B R AU, B o0 S A TR BA Y . K
S 11 3 X Tt 7/ ol U 41 AR R 5 W
U MER AT B RS A A B R S kY
OB . LA ST I PR R R R NSCLC
SR I BEAE AR A S 1 O ) 2 R SRR T T
22,08 1R KU 5 B I 7 AT B0 T [] Ao s £ 0 XU
TR EEIRYT o WA E R A & 2
XUH RS T AR LARHIE , FEAE IR R b 3> RUSH , A
AXCREAR R M B3 £ 255 A A, L RE A AR A A Y B
T E BRI

2 EFEEN5SEE NSCLC EE 18T

FURT, Aoy 7 R ) 2536 7= 0] NSCLC ¥R)7
i BT B (B AR GEIR T IF AN R R i KPR 2
Mt ST 25 1] 257 A% B AR S JE A B 4
FE AR HE T B NSCLC MATL ALy R~k 4k
FLRIETT B A AN o 2247 AR BT R R IB 15
I, BEAZ A E NSCLC RYT 7 R E 2% K
fi5o HRT, NSCLC Ty Ui A I 2 76 [ P9 A1 i
PRIGTT AR IR . 6 1A, B I NCT Jii g 2%
ARRRE Y ( The NCI’ s Lung Cancer Mutation Consorti-
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r [ R A AT 27,2013 A2 8 H L2004 )

um, LCMC )ty , IR XF 24~ NSCLC ¥ 2% fii i
PR 14 28 AR 1/ DR A T % RAGE N, ] Py Al 3 4 KA =
FH 5 e sl e A1 25 [ T 1064 1 7 3 ) 32 A1
AR . A BRGEZH O X 8 43 NSCLC 5 R 297
BTN HE PR A48 (R ARG T A B 4R 4y, 9146 WL %€
SRR R EE S8 2 T R T R S1E S E Bk
YRTT T M L, BB W 2 41 = NSCLC & % 2% iRt
R GEK R B ok R A A

2.1 ARKEN 5 NSCLC % 4 69 MRt 77

TEMEI NSCLC %, ERCCI L F ik 5%
AR e v ASEAS AT 259097 30, A B TAS R AT
J5 SR E 550 . VBRI 28 CHEAMERH 1( ex-
cision repair cross complementation 1, ERCCI )E-25i
DNA # (9 U] 5 Rt 4518 &2, H 38 58 7K °F 76 1 11
NSCLC 835 4028 25 W Ak 7 97 ZAPF Al vp ke o 24
. W55 R, 7E ERCCI F23k B 1 NSCLC
B 2 EHMLIT IR 5 AR BRI AR E B
FARE, 9k 46% 1 39% , P =0. 009, A Bt
Fl O R TEMY NSCLC 3% ERCCI R #ik 5
2/ VMR T S B I AR A7 W AH O, ERCC
FFRIRN SR LGY M M. S 550 56 H
b 5 IV NSCLC 3, ERCCI R FZik & it
e R ER T ERCCI & 3R3Kk55, 5300k 61. 6 J& A1l
20.4 JA( P =0.046 ). ZEHE EKLEG A M 45( Na-
tional Comprehensive Cancer Network , NCCN )Ilfq K 5E
BAE RHETE NSCLC B3 fE 45 2 SN2 25 W Ay i ok
T ERCCI JEH KBk . SAawrss 7 5
7N ERRYIBRE E 3L ERCCI \ERCC2 F1 XRCCI %
K225 SE2R YT s VIR G . —J50%T 128 )
NSCLC 4 ERCCI 3R 2552y 3k
R P R, ERCCT JEB %5 8 092 (%11 IR
g C/A B A/A By NSCLC 3, H 5 4Ep 7 A 7730
H13.4 A~ H i ERCCI JERBR C/C HEBRER S
AR ER THH, 8 22.3 PH(P =
0.006 ).

AN A HEAZ T 52 18 JEL B M1( ribonucleotide re-
ductase M1,RRM1 ) AEEH BS( tubulin, beta 3
class T, TUBB3 ). Stathmin 1 ( oncoprotein 18,
STMNI ) F55E N 3235 5 M 1 NSCLC 1k y7 7 350% U
Mo WPRATZE 2 oK, RRMI 3k 7K -5 75 74
L 35 Y 97 &% AH G, RRMI mRNA A% 2 35 1) 1 11
NSCLC £ 2835 PO b i30T 7 U, i A AR A7 10
B, PUE ST 300 5 TUBB3 mRNA 1
FIKAKOE BT AH 5, TUBB3 A% 3% 34 14 e 5] NSCLC
BE 2 R R B K BRI AT R B, b

PAEAFA K 1T TUBB3 15 36k i B AP i 2%
TPy R 22027, — T AT NSCLC 583 Ay R AR
27 IR : STMNI mRNA 33k 7K -5 K 7 i 15/ IR
FIRIT YT RANSG , STMNT R Rk B E A7 R B
T mEmEREE.
2.2 AR5 EE NSCLC Y& 25 4% 77

UL AR, B 25 AN [) 9 2 285 75 i 3 1K s 26 (R 1)
AR ZT S5 AH R 356 PR A% #0825 436 07
Wik AR, 2 235 % 2 A K T2 4( epidermal
growth factor receptor, EGFR ) i 2 ik 3 i #1 1l 71
( tyrosine kinase inhibitor, TKI ), [8] 22 P4 bk 2 J82 4 il
( anaplastic lymphoma kinase , ALK )#ll #ll 5] %5 . BRI
IR LA RN B30 IR YT A, i A A EA 7R
e AR 36 o B F L [ Y 97 24, JHG v L) 22 80 s 41 i
FIB s JE( Afatinib )FT LA JE( Vandetanib )& A
PN ES
2.2.1 HFEHN 5 EGFR TKI #9973 NSCLC
HH EGFR mRNA Fik/KF-5 EGFR HY#E [n] 25957
BRI S, EGFR mRNA 22 35 /K S 46 I fig 1% 45 &
I PRIEATHE ] 25909697 . EGFR mRNA £k 7E 80%
~85% W) NSCLC &35 R sl 2, i H Rk K
ZRARAK® BF5E P HK W EGFR #2151 NSCLC
BFEXT EGFR TKI 3 E % JE( Gefitinib ) FIJE & £ e
( Erlotinib )%

EGFR 3P 4M i+ 18.19 .21 %2748 5%} EGFR
TKI {9 Sk 2 UIAH 5C , BB % BU EGFR TKI J7 3% .
EGFR B R A+ 18 RAZ R4 H 2% , 1L §E p.
G719A p. G719C F p. 67198 575 W5+ e,
M R L B NSCLC S v JE B fE
EEJCHUR. EGFR AT 19 58748 Z A Hi 2k
G RS R A I 2 S KL Y NSCLC
FXF EGFR #2549+ A8 e i 203 5 1k 80%
DL BBHEATE R T Jé AE A7 ( progress-free survival,
PFS )FEA iy b 57 500 Kl F . EGFR JE R A+ 21
R i EGFR RZEW 25% ~ 33%, £ & H
p. L858R 7% , p. L858R 775t J& EGFR ] 254
TFARER S M E 1% B JE ()7 S [ 12 TPASS
WF9E 2 G R EGFR USRS 1) NSCLC lE &
EGFR # 3 F17697 19 PFS #4by7 B #EHEK (9.5 4>
Huws 6.3 1H,P<0.05 ), EGFR "4 71 H.35% AL
Jr ks B K. NCCN K ASCO 8 r§ B 45 | XF
#5H EGFR E19/E21 28781 NSCLC Wil J 3, 4%
—2¥E$E EGFR TKI JGYT -

Chung %)%} EGFR 4T 19 %878 5 EGFR
TKI A7 24T 404k, 73BT T 308 485 47 A [m] 25 74
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EGFR E19 §J 5875( FFUR I (A 45 B2 1 K
)R, EGFR TKI 3697 45 B WoR, #54 AS[H
EGFR E19 $lt 7 28 A8 25 A ) NSCLC & # X%t EGFR
TKI AU E AR AR 22 5, 5 k28 D\ E746 B L747 JF
TR EAR I, AE 1747 ~ E749 B 0 B35 I g %
( response rate, RR )X, PFS L AH X456 ( RR 435
H68.2% 79.6% F142.9% , P =0. 022 ; PFS 435 Ky
9.8 J1.10.5 A#5.9 A,P=0.665).

EGFR R4 20 2€75 5 EGFR TKI ifif 2%
IAHSC , W5 AR A A By T 5 e b, S il R B i 5 4
MMEALIEIF )T % T790M 5875 2 EGFR F:N 4N g1
20 [ FERASHKAY 72 R A EGFR TKI 4% A& Tif 24 (1)
fifrgg v 21 4 50% o Kobayashi 250 %5 fE—{v 26 75
R IBIT 24 1 H I H B 25 i il iR i FR s B &k
Jihggg 1 21 rp R BT EGFRIEIR 4D B 7 T790M 2877,
HARSPSEBGESE , 5848 S 80T X 08 e i 345 1
25, Pao 25 ' %F 5 A4k K PETH 25 NSCLC H 2 1
Ji e L 2L A TR, R AR & B T EGFREEIA 20 5 4k
R4k K ME T790M 2848, HAER 28307 1 R 3
R A Y T790M 87 . AR SE I A L, [
HEHFH EGFR E21 1858R il EGFR E20 T790M 2875
(20 FfL AR , R 24 1 & R 4547 EGFR E21 1.858R %
AR B 100 /5. EGFR 3P4 4h 1 20 5878
K, BEAEXT NSCLC FB 2 A i 253004 T4 0Tl

Ak, K-Ras( proto-oncogene K-ras ) . BRAF( pro-
to-oncogene B-Raf ). PIK3CA (' phosphoinositide-3-ki-
nase, catalytic, o polypeptide ) . HER2( human epider-
mal growth factor receptor type 2 )F1 MET( Met proto-
oncogene )55 JE K (148 5, 1 5 NSCLC B3 iR IT
SR IMIGE . BP9 6 ,15% ~20% (1 NSCLC
BHEPFAE K-Ras 2278, H'5 EGFR 2878 748 H.J+
P, {BXFF K-Ras €78 %F EGFR TKI #ifi 245 7 ML
IBFFEAT A T R SE VR A ;2% 1Y NSCLC B & fF 78
PI3-KCA 575, 12% ~ 17% ) NSCLC % 17 7F
PI3-KCAY™ 14, H. 35 EGFR TKI ffif 25 P4 4 5175
1% ~3% B NSCLC {8 & fF1E BRAF &7%, £
pV60OE i R7E, 5 K-Ras \EGFR KA HJ% , KR4
5 EGFR TKI THZGHIX " #F58 " LB, 453451k
TKI it 25 58 P 9/43( 219% ) % MET R4 84 i
TEARMAT TKI BT B FH T HA 2/62(3% ) kK 4E
MET ¥34( P =0.007 ), H MET 3£ K18 1 EGFR
T790M 575 S AH EL A 37 e A 1), Y5 0] VA fe KA 24
B EIETT BRI 5 . HER2 58758 22 % A 18 AT,
MHEY L PE NSCLC 8, KA AR 2% , ik
S5 EGFR TKI 25 AR E 27,

2.2.2 EMIA-ALK .Rosl # F &l 5 7 % b 3 2 &y
JY % EMIA-ALK .RosI( C-ros oncogene 1 )il & 3& A
LI, T A 5T A — R 1) 245 9 o B JE e
izotinib JAYIT AL . o BB JE S — PPl ] ALK/ MET
B 1 IR/ A7), 2011 4F 8 H 9 25 E FDA Htyi
FHTFIRYIT ALK FHM: BB NSCLC & . ALK JEH
FHHR R T HA NSCLC B3 ARE, 7 Y i
H ALK EHEAYERZH 3% ~13% , Rosl H: Il
BHIRERAI0.8% ~1.7% 2, 1 HF 1 i
PRI 45 5 WK, 76 ALK VR I3 NSCLC
Hh, v LIRS JE 1 B WA ROR 5N 61% (717
116 )F151%( 68/133 )., Bang %5 * BB 5% B, 76
ALK FHE R NSCLC A8 v, >R H wd B W 5 J gk 47
TR R L R R 2 AR A AT
A HR 70% F1 55% 5 R HAR T Jr &8k 47 —.
SERIBIT IS H 1 AR R AR ROR 2 AR B A AR
T3 9R 44% F1 12% ; HR 4 0.36( 95% CI:0. 17-0.
75),P =0.004., FDA ZE3RK NSCLC ¥ f52 va HL s
FCIRIT Z 00, A HEAT ALK FEP EHEAL I . Ou
SEOIESL, B HLME A JE [ RE RS Rosl Rl LN A
HEME R, —TRFSE X 1 073 19 R 3 1 PR 2
BUHAT TfiE, K18 Bil( 1.7% ) KA Rosl FEPH
He, HZ s Lk 35 JEVRYT 5 CD74-Rosl PHYE I B
R A /N, R 15 LTS8 e Rl e 5 — T RF o X}
447 4~ NSCLC W AT T i1 , 2 30 v FEL mafe o8 J
Hrr 1 5] SDC4-Ros1 FHM: Y B 56 97 SR B I .
2012 4E ASCO 4E4x |, Shaw 25338 T 56 T il 5 o>
TFHE R Rosl BA SR B F B T 06 AR5, 245 1R
N, 50 LR JETE Rosl FE PRl 578 S5 £8P B 20
HRCRIE 57.1%(8/14),8 FZREHI 5 719%
5T R R B 43 R g () S AR AR TR AR AL T
RIS, HArZ iR 8 1E e 37— 259 KEEAR D
5. BRI NSCLC H# 3552 v LM 3% Je JR )T
Z AT Ros FPH FEHERE I, L2 55 16 R IG 97 1Y
EEXFPE

2.2.3 HAERNE 285 HGHNAR HHZY
2k s P 24 2 1 4 NSCLC #1136 97 38 21 1 d5e K 1)
L, o 22808 65 245 W) AT g & A TR EGFR TKI 4k % 1
it 245 1) R A — A s A2, DR Ih 2 M 0 0 i) 25 40 A A 5
HORAEI A EH . UM S S 7T [ HE T EG-
FR. L% N 7 4 K BB F 32 4K ( vascular endothelial
growth factor receptor, VEGFR ) Fll RET ( rearranged
during transfection ) %) 22§ 55 /N 53 % TR Tk Ity 417 1]
R, —TRFSE Y AT 924 4 BEAEAH i EGFR
TKI A1 1 ~2 ALY R A i ] NSCLC f8#5, Bl L
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r [ R A AT 27,2013 A2 8 H L2004 )

XFH 617 BilHEAT LEE Ml R IR YT, 53 307 il 2%
BEFIETE , PR AH T o7 S A A7 overall survival, OS )4y
S 8.5 A 7.8 N H AR 2SS (AP AH
] PFS( HR =0.63,P <0.001 )% VMR 2% 5 B
#(2.6% vs0.7% ,P =0.028 ).,

B[ 5 JE 42 EGFR 1 HER2 M8 22 R K fili A~ ml 36
I . 2012 AEELLAAG T 3 TR XTI 8 JE 1
BRI . LUX-Lung 17/ J&41 %} ECOG PS( Eastern
Cooperative Oncology Group Performance Status Scale )
P50 ~2 3 2 1 ~2 4EAIT R/ 12 g e
s AR IR YT I B E S A I ] NSCLC &8 3 i
AT b/ MG ARG . EBFTEKS 585 #4454 4%
1R 20 1Y LU AL SR 2 40,390 24 R Bl
JedH 195 £ AR, s 0S 4351 10. 8 4>
HA12 ~H(HR =1.08,P =0.74 ), PFS 43 5 K
3.3 1AM 1.1 ~H(HR =0.38,P <0.001 ), Bk
BRAANR RN, FEAEE( B4R 8T% , I
1 17% R 3 9% ) R B BUORE( K2R 78% , Hirp
14% H9 3 %% ). LUX-Lung 2" 24+ X #54 EGFR %k
A ez Aby7 AlEad 1 4 JF K52 18 EGFR
TKIIGYT 1R ] NSCLC & & A o0t G200 1 Wi
PRIFSE o 129 244332 B Je iR IT I A 61%
KB WLZEf#, 106 244 EGFR E19/E21 1858R %
R R B LR K 66% ,23 #HEA H EGFR %5
A ) SR G fRFAUH 39% - 2012 4F ASCO
AE4y 1A 9 LUX-Lung 3 I PR3 ' L) 345 4
NSCLC B H(Mil], PS 0 ~ 1, KR&ALI7, ¥4 EGFR
E19/E21 A8 AR 4, 44 2 1Y L R HL 5 R
BVER e 2H( A 21 )R 36 it 28/ sn2H( PC 4 ), &
TR PFS, A 415 PC 4LAH L PFS ZEK g #(
£7 PFS 25 111 A~ H A1 6.9 4~ H,HR =0. 58, P
=0. 0004 ), % W 2% fit % = ( 56% vs 23% , P <
0.0001 ). 345 £ H# 4 49% K E19 BALRAE ,40%
i E21 1858R R4S, 309 &4 #4 EGFR E19/E21
I858R RAFHY B F h 7 PFS ZE K B}y 3,35 13.6
AHCE PC 4HAH HR =0.47,P <0.0001 ), A #
HYIAR R FAFLUETS B RHIE RN 3, KA 55
TR 95% 62% 1 57% 3 PC £ W) LA R 3%.00( 66% ),
TR 53% )FIMKIE( 42% ) FERRFME, A
HNARELS EGFR #M il J5 i 10 2600 — 2K,
A= b NG ey Fa (ORI BT NS S e = N R Ly
FEEY], UL RN, 2 25 R
EGFR TKI i 25 () NSCLC 3% #2405 78 i e £, H
TP JE A T BB ST EGFR E19/E21 872 (1)
il NSCLC B# A M EMRIT M Z —.

2.3 %

7 25T K PR ARG I 7 W 48] NSCLC A8 2 1k 7 A
25 Pi6 97 th kK A MR R . ER-
CCI .RRM1 .TUBB3 ,ERCC2 . STMNI %5 %A (1) 3 ik
AR S 54057 25 97 50U VAR G K EGFR (ALK
Rosl \K-Ras .BRAF .PIK3CA .HER2 F| MET S5 3L 1)
FeIk 5 AR W e b I HE 10 25 W 07 8. BT, ML
T Al J& BT 3 2 A5 22 0 24 0 1) T 9 00 A i 2
EGFR TKI ] 25 ) 4k % 1 i 25 $2 43k 1 5 ) 8L I
AT RCHIIN J DRL I A A I, AT Ay i NSCLC
SREARAIRYT T S PR AR

3 & &

3 REARASI 55 8 ) 2R YT R AR AR
J7 B IR, NSCLC ¥ 230 F I 35k PR AS I W 45 B
Jigea () 332 W AT RN S T 5 A
ERCCI . ERCC2. RRMI . TUBB3. STMNI . EGFR .
EMIA-ALK F1 Rosl 453K 2% NSCLC 677 H A 51
2GR SE R >4 HAT, 7E NSCLC g A
Je A BhIRYT A AE TN R A R S A A D& T AR
T A B RIRARIBIGE . A THA R 73 AR
DU, ANEL B A 00 i eg 1838 1 5 R M A AR I, TR g
YA T o Ie A8 AR B2 2 25 00T S B AR R A
MR Ay £ i BRI T 3 o BEAE XA TR
WFFE TR LA S A B PR 8 A8 S R (1 204k , R ik
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