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Abstract ; Lung cancer is one of the malignant tumors with the highest morbidity and mortality rates
in the world. Traditional treatment with chemotherapeutic agents failed to get a breakthrough in cu-
rative effect. With the development of molecular biology, studies have identified mutations in specific
genes that are involved in driving the development of lung cancer,and patients benefit significantly
from treatment targeting these genes. This review focuses on these driver genes recently identified in

lung cancer and summarizes the progress in clinical drug trials of targeted driver genes.
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HA 60%~70% , 29 1/3~1/4 1 35 e K50 T 52 K Hl
WA, W& > T AV EROR B KR 2R
SR DR 1 2 78 R K B i 98 ) A K R L R g8 AR
1 1% (lung cancer mutation consortium, LCMC) fJf 5%
JBUAE 273 L R ) i 5 (91 o 2 A K H — o 3K
By 58 78 B R B A7 AR 2 T R B X 3 S 5B TR 1 2Y
WA ] se ek H A IR YT A B TR MR A T
AFET I3 F AR S Wy 0 AR A B2 27 AR 3 2o X i
I ) AT 9K B0 i PR ) 9% A2 U A A B AT IR Y
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B BRI IRYTY, W R B B A
FERUR RSOz A T & A s 9K 50 31 DR R AH O
B B IR T 25 ) K R i — 253

RN B L N 1 oS e SRR N1 o
AR /IS0 e i 9, A /DN 200 16 i 9 SLRT 0 oA B B
R A B3, A /0N 20 i 968 24 o5 R S 800 80%
AT AR IR o TR AR R R, FRATT T AR i S I
PR] % 728 Ty 24 XoF (1] — g $H 24 R g i 98 4 A7 2 — 26 1) 4
43,1 EGFR ,KRAS 1 BRAF Wy 5875 J ALK Hy%E i
fllFr o X S35 DR ) 2 A8 X il g 19 T A T R e ke i B
YRR, BRI 3 2H 5 PRl Ay << B0k ™ i g o Jre Y A S A

1 EGFR

B AR F 524K ( epidermal growth factor re-
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ceptor, EGFR, X # ErbB1 ¢ HERI1)/& H EGFR &
PR S ) 1) — b 5 BB AR 11 32 A, J8 T HER K5 1 —
o EGFR BRI T4 7 5 04K p13~q22 X, 2K
200kb, H1 28 /™ 4h i 2H 1, % 32 AR G AL 4% DU i
A2 44, 43 5 J& EGFR (HER1/erbB1) ,HER-2(erbB2/
neu), HER-3(erbB3) Al HER-4(erbB4), [ J& T % 4 iz
B2k . EGFR 43 F 50 170kD, 25041 T Bk
BRIV | PARE P VR 2 0 il 4 2L LA T
A ZH 24 M 1 A B PR SR T, LA A Hy = 43 2 R A
Jif A0 BEAAR 235 45 358 25 TR X5 R 7 R K g B (R ik
Uit 5 A s R P AL IX) . EGFR 15 5 RGE 2 4%
AR A R B B, AR — AR 32 B T R
IR AT AN o> 28 A A T o0 A A FROIR 25 e
RIS A0 AR G 5 R A O Y 1 22 bR
e AR /0N 40 g i 5 (NSCLC) A EGFR i 22 3k il
(8278, H F2 AR P AL ) J2 58 ik 5 40 i 4 9 T 1k
G R AT IR IR R S R R Ak, 5 | T A P
RIRGREE A S BERAL , SO PN I DX 28 AR Al
PR TR AL AR 5 R A AV B RR FU R A, WA 22 A
HEGESEGWIFE I E S 2EA, A
TR AN A AR K R ZR A I A SR
10%~15% 1 Jiti i (RFR 53 S Jili i 98 ) A EGFR %
PAEAR K KR 4> 2848 F EGFR 1) 18 22 R 4 ity
it X, L TE 18~21 Ah T IX 3, fZHY 2 19 4
B mEe g4, Hk b 21 4b 81 045 L AR
L858R,18 #h i F Fl 20 #h i F WY HE £ 28 45 44
5% . EGFR 5875 16 AR WA 1 AN W R 55 /0 it W 40 1
it g S5 A 22 DL

EGFR 13 3 ik F1 58 A48 78 Jili 488 & 2E & e v i)
SRR AR H U A R R T AR R — HET
Jiligegs o F#0 RV TT 290 £ IR Ny
B YRR S REBUAA BB o0 0 258 F A VY
P (cetuximab) . /N TG EN EGFR &%
i 354 1 110 161l 551 (tyrosine kinase inhibitors , TKT) A 7 3E
B JE (gefitinib) AL % 2 JE (erlotinib) R AAFE i 1 7]
Witk TE A 52 1R b ATP 255 7 a3 55 JC 16 14 1Y [
ol S IR A O T ) EGFR BARGRE , ER
JE (gefitinib , ZD1839 ) J& AH X IR 43 i () A5 B A g s
WAL G FER A N S = R IR T R A
BH 1% EGFR 9 B2 fb & B iE 5 5 3R ik, DA BH A
EGFR 413 0y b J 40 M 15 5 5% 5, 3R 29 il 38 58 5
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%, RHET M EMR, EhERJE % B JE (Tarceva, OS-
1774) 5Z/Nor FVEMMRERT A, )8 EGFR-TKI
K, S5HEAER A LEMNERILEE, X EGFR A 1R &
ISR, 2Rk . ASURCHA () fii i g 8 A2 25 T
EGFR g6l 57) . 55 —ACA A1) EGFR TKI B
¥ JE (afatinib) © 3515 FDA it H T EGFR &A%
) NSCLC & 1y —Z&I697 , FE & R IEIRIT A i
9 UL EGFR 58722 5 74 (del19 #1 L858R, i T fy
EGFR 274219 90% ) 1 f8 3 v, A8 L3 Ak 7 ml fifi o ik
JEAAF I LFSE R — 5, 2013 4F ASCO & B2
A5 T BTk B e Il PR e 25 41, 10 A HE R
EGFR 572 AP (ErbB 1) 1) W 103 Jili 98 552 3, 45 R o
BT3B JE R YT 4L W To ik J AR AF - (PFS)  11.0 T H
AL AL R 5.6 4~ H . AN, FEIRITEE G 14,
B 7% W BT iR T AN AL T I3k e R AR AR
MALST BE UK 2%, ZIRE 1Y F Z 58 & e = —
WHHZ A 300 Z 6 E B H S 51E KRR, 5 —
A~ A% EGFR TKI dacomitinib (PF-299804) (31l il
EGFR .HER2 5 HER4 0 AR 7] i TKID) £ #4147 EGFR
T790M 2E 4% (X ¥ %5 Jé A 75 JE £ e 3R 15 P i 25 1
RAR YA NSCLC i 7 H I PR 25 %%, Dacomitinib
(PF-00299804)— 11l ] EGFR .HER-2 5 HER-4 i A~
Al TKI, Goldberg 557/ A FUNMF R 45 0 | 52 8t
FIZLAH H , Dacomtinib —£k7R Y7 EGFR 4M & 7 19 5%
21 AR filide & PR A2 74% , W14 1 4F PFS ik
74% , %125 AL PFS ik 17 A H |, 9125 508 5.7 Da-
comtinib JA¥7 HER-2 B NSCLC A i ¥4 , — i L
1T 8166 PR 56 v, 76 3 R WA ) NSCLC i %, 5w
B JE M L, Dacomtinib & B 2 £2 % PFS®', 2013 4R
ASCO 4E& A A —3t T35, P74 =1 EGFR M
G2 IR UK R 77 AZD9291 ¥4 T ¥ AR #E EGFR 3 i
VAT O 28 TCARL B AR /)N 20 1 fili 988 A 973K

2 KRAS

KRAS SR T 12 S QK I A 4 4> Gk sk
PR —A 5 AR g AL AN B, gt & A 189 &
FR M RAS EH ., RAS & H N BE45 & W GDP/
GTP 454 A, Wi GDP F1 GTP (41 1.5 AL A H
AT 5 1 A5 KRAS JE RIS 5 RS I FiC
M A% A A K A5 5 . BT GTP KA AR ]



RiGEH , I RAS GTP 5 55 Sl 7 HA [ R
P 7E 08 JE RS A, AR RENE G B BE IR RAS
FEH—HAT GTP &5 & MG, s 5% 5
AR, A5 5 14 30 8 38 b T RP SR BT IR A, i 4 A
AW A K B, e O M S R AL, A
RAS B KRAS X A I AE 52 M e K . KRAS %
K72 EGFR FilERy — M5 5@ f%, RSN KRAS &
PR T 1 3% EGFR 1 4k, AN W7 00 MAPK {55
SE N EL 8 AV S € ) b T R S AV E R |
T- . KRAS 3 [F 5878 55 45 5 g i 98 Rk e g 252 %
PEIE 2 HLER A0S A OG . B3t 5%~30%AE /N
FRL it 9 i A K-RAS LR 2 A8 K | B D 1) 58 48
KoMssAr, FHRE2 BB TFHE 1213 HiHT
(17 97%)F1 13 SHM BT 61 %1 KRAS 5272 F
TELE Sl R NAE A WA s B AR R 2 LY
EGFR Hl KRAS . EMIA-ALK %38 4R /b 7E [7] — b 7
Kt X TR EEH KRAS JE R 28 A8 A2 fili R 98 114
—4r2k ., BT KRAS J& EGFR B9 T A 45 1,
KRAS €78 #4037l $ 3 EGFR TKI {155 R & e f1E
B RAER R AL, KRAS Bl sk s LR 2 — 7
It 68 1 9 A8 63k 27% , it = T EGFR, 2 AEH A W )
A FRE A B TR MEE K, HHTET X KRAS 48
] 25 Wy Al H A, AE I R 525 B B i XA Antro-
quinonol Fl AZD6244, H:th AZD6244 T B AEH] T
RAS %t [H T i )8 4% X+ MEK1/2, 1 Antroquinonol
BHEVEHT RAS 3L, iz i b 5 Bk i i A
T RS RAS B . E MM OIS A R H B
HAE T RAS 994157, Antroquinonol A 2 7E 2015
AR Ry A /N 0 M i 98 14 8 BRI 2. STk 24
WF 5% H x4 v 78 KRAS i % F 37 i 38 5 &, o
RAF MEK #1 ERK % _ Selumetinib——MEK1/2 58 %%
I, Janne 5 1O #EAT T —IREAL I AAF S
Selumetinib B¢ & 2 P4 b 3€ i /¥ KRAS %€ 7% i 1]
NSCLC HA Il R4k 25 W AT REPEOF9Y . S5 R os , 2
PG fthFE+Selumetinib ZH 1) PFS & 3 1L T2 B4

3  EMIA4-ALK

N 2 () 728 PR 3 L 98 U B (anaplastic lymphoma
kinase , ALK) T+ 1994 4 & %6 & 3 7 18] 28 14 Ok 41 Jifd ik
ELR AMS3 ik, & 1620 >80 SR 41 A 1) 25

JEE B TR R 2K, ZE A m RSN
5 5 X 3 L R S A DX A B, R T S
Ras-ERK . JAK3-STAT3 P4 PI3-K/Akt % , i3 S 3 %
Y i A7 GBS VA ALK IEH Rk
TN AR LA S R 38 T EML4
S NSz sh Wy 38 A G B I 4 (echinoderm mi-
crotubule-associated-protein-liked , EML4), J& F i J
YA MG IR A, BN Rl L X
B 7K B R B W i A DGR T IX DL B WD EE R IX
SRR L AR R AR Il R B A5 R B ALK
KA 5 EML4 B8 Bl & B8, 7= AR 5 0 0 1)
A WA R PR, N R R e AN AR K
NSCLC iy &4 K e EEMAE . EMLA A £ Fl
Wi =X, FEASIR A0 T BT, ALK R 3 24
T 19.20 4, P i 4577 4 2 Fh EMIA-ALK 28
K TR X S AR R B Fe ALK (59 41 D 14 155 2 1R ik
B, EMLA N K iy 4 1 82 5€ 45 14 500 T EMIL4-ALK
() B0 T M S T 1 EMLA-ALK @& 85 AT g —
SRR 1 s 22 R Ul S O DTS R TR A A
512 EMIA-ALK A5 R AT 76 it 2L Mt i Fn 4%
F g 5 22 b SRR v G 1 LA iR TR R Hh e &2,
o SCUABR AR R | 2L SODR R R B A g P e
Z W, , EMLA-ALK 2 ifi 8 i 3K 3l 58 48 2 — | a] 7 Sy 4
AT IR 05 . 2%~7% 19 NSCLC "4 EMIA-ALK
Tl R ARG 1 38 8 2 AT 2 AN W i TR AR 1) B
Jifi J o £ % 03 EMIL4-ALK %8 7% R 5 EGFR ,KRAS
LGN ILAT MM EMLA-ALK A fili i 98 F 3 nl 1 Ry
it B o ) — S 23 28 NHE 35 5 8 0] EMIA-ALK f#Y
L RRYT

5 M JE (crizotinib) 7E i ALK F1 MET 1 g 2
i PR R R0 & — RPN TR ALK 5828 3R YT
25, SOMERR e s M ALK SRS ATP 945G
R B4 T B 18 B R AT 40 T R S, T R
R 1% v B BT MR AE T . 2012 4E R NCCN 5
AN T ALK FHPER NSCLC B3 — 23R )7 T ik
¥ crizotinib, Bl G EWI AR crizotinib & BN 21 5 &2
KW E T H EMLA-ALK 354 25+ du 1 B 7 79 ol
4k & 274 (C1156Y Al L1196M) ™ b5 g T
L1198P A1 D1203N ¥4~ 8 ) EMLA-ALK Tiif 25 58 4% |
X B 2 A4 S S0UMRE A1 X 22 A0 ALK B0 2, 1E
TETF R —Fh/N oy 65 %) AP26113 A B R
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crizotinib ;= A= Tt 250 J5 1) 2R 25 %), SEI R 98 UE 5K
ALK Z4 %7285 crizotinib 72 4E 1t 25, %} AP26113
WA T 250 FESh L v AP26113 1T LA A5
il g 1149 4= K T crizotinib W% A BUR . X —25%)
C B R T W5, B0k o 47 A9 1T 39038 56 X
AP26113 4 %0 F1 2 4 v o A7 2F Al . 3 o
CH5424802 . ASP3026 } X-376 F1 X-396 4% i il 5
FIRFSE IEAEBEFT R, 2013 ASCO — I Z s T ik
44 T ALK #04H %) LDK378 16797 ALK FH % )
Hi NSCLC myil 5 gs L, W7~ LDK378 X} ALK FH
(1) NSCLC A 58 (Bt Mg 1 P | 78 BEAT 422 32 2o v i
B JeRIT R E b LDK378 A &%, e 4E % A 34
ALK A8 s P 34 1 g ),

4 BRAF

BRAF A F YLk 7q34 , 4 22 R/ 95 &,
M2 35 O 2 RAF RGN 2 — X KR A 45
ARAF (CRAF, BRAF [ 783 2 5L 2H hd , M
N 3% 2 C %4k 8 CR1.CR2 Fl CR3 =M 5FIX
Hh CR1 X RAS R 45 & X Fl e &2k k& i X
A, XA KIS RAS 454 ;CK2 & & 244
iR/ AR, N VTR fL RAF P76 P s CR3 X
ATP S5 G0 SOF0OE X, 3 A 1 2 R F 22 24 TR 5% Jk
KA Z AR, Ho T598 1 S601 i 1 %,
I 67 a3 ] B Al TR AR S TS BRAF 26 R &
PGS ERK, 17 3 P A 47 057 2 35 18 11 ' g 5 3
BRAF % 43 2E 1 1% 1k . BRAF # 15 KRAS & 11 [7]
4 RAS-RAF-MEK-ERK {553 # i b i 8 15 K+
£ MAPK/ERK {55538 i h i % B Z2/E 1 . MAPK %
5 3E R U2 AETE T A B 0 — A% OGS R 9 4 i
EAASETNE S REE, K2 3% NSCLC &
FAH BRAF ZE7E Ky, RER o3 2 i , A W A sl =i 2R
TEIETE R 2878 2 RK I JE VO0OE (50%) .G469A
(39%) #1 D594G (11%), 43 3 60 T4 15,1115 4h
F 119 BRAF R7: 5 EGFR ,KRAS %5 28 75 A H. M
SEFHER  JEAR RIS H 37

ZHAER 25— BRAF M), ek &
BRAF 5 — 4 i 55, J5 5K A B[R] B s J CRAF
BRAF | 1ML N B A A TR 32 1A 55 224 5l 7y 00 i
R Gz P, 5 A B PLX4032 AR 1/
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o F e R VE BRAF #0361 57), ¢ S5k Hu i BRAF
(V60OE) 275 RI40 il ERK BiRRILAER] , Xt BRAF
B A: I EIE R . 7EIRYT R AR BRAFV600E)
RAZBAE PRGBS, IR C & LR A
FRCA T E #8180 Y6 97 #57 BRAF(V60OE) ) NSCLC
ST RO it — D ESETY 55 —Fh BRAF 3R
P ¥ GSK2118436 1F 78 Xf #5 7 BRAF % 78 11y
NSCLC &3 d 47 TG KI5 2013 4F ASCO 23
WS T x84 R, B /R dabrafenib
(GSK2118436) %} BRAF V600 % 7 FH 1 iy NSCLC
BE DG IRIEME, WP O R BIEOR i A4l
— B, et S A R AR RE —8,

5 ROSI

ROSI 3 F 6¢22 Y+ ff , & 7368 bp 1 43
A Gt EL A S R R S PR R R T
B R ZRRW A5 i & N sl 6 07 4 Y B 4k
DX 85 R DXl R L P i 2 R TR DX B2 B . ROST 3
DA HE S5 Al A LA NSCLC 3R e 22— B
KIL ROS B K AT 5 Z2 A4~ He PR d HF ™ A= fil 5 6 B,
CD74 SLC34A2/NaPi2b 1 FIG %, 2 2% NSCLC
A7 ROSI Rl G SRR, ZHOR AR AN i il
Wde iR, 5 ALK Rl G JE RS H CHEAR 2™,

ROSI 5 ALK ()38 it IX 38k A7 [A) V5 1 (49%) , WF 5%
WE S LA ALK #0041 500t m] L3R ) ROST 8 il (%) 1%
P AHGEAEIIR 1 BL5s b, sk e H+— 6
ROS1 FHPERY NSCLC S5, BUAs 58 2 22 fif 7 34,
Y RAFERR T, sk B e T ROST P 1 E
JEW NSCLC 3, W45 R WoR 14 4 FHE 835 7
55 8 Jal I A 2803 L 1 ) 22 530 R 57 % R0 9%
PEIR TE R JEIGIT ROST FHE i 491 NSCLC % B
A 58 WP IR E

6 RET

RET 3£ F YL Ak 10q11.2, 418 21 A~4h i
T o G 2 R A PRI S 2 AR 25 43R 3 A4
DI« M A1 R BC AR 25 5 IX e D U 1 s K P
JIES DX 3k, L P 1) % 22 R B il (tyrosine kinases , TK) [X.
B, RET W2 A7 40 M 35 58 3 7% A 4k vhle



BVER o Ju S — 9 A5 T0 W AR S 1 i P g S
HRE I Y RET 1 KIFSB () fla 36, @l A 5 80
RET 5 5 119 55 S005 |, 30 o 5 366 P91 oA oAy i il g
W — N FRsh A, 20K T RET 5
CCDC6 WA FE P 24 24 2% 1) il i 98 3 #5707
RET &3, B 5 H At 3K o 56 PAS [R] s 2 77 125
RET 2 L il e . RPAEJE | 1 Je 45 s 208 3
Tt 0+ 390 0 AE A A A, E — TR T JE Y 1T
Il RS 3 il RET fl G B FHPE A9 NSCLC /8 5%
2 WIARAT IR 3 SR (b — 914557 BT 1) TRIM33-
RET fil & 3, 5 —BAR 1 T fe e ik 31 J >,

7 MET

MET J: A F Tq21~g3 1, 2 B 40 i A= K 11
Z M (HGFR) , & — P i 2 R W i 32 /K . HGFR 456
JHA A R 05, B 2 R kAR B B iR AL, T
FEEFIRYE AR, S 5 ARG L 41
AR E HE R PR R A RGBS A RS Bl Y EE
% . MET/HGF 155 76 Mg (9 & A= % Jre v 81 244
FH WG R V5 22 b 96 18 5 A0 L g 1) A A e %
o R MET of B SRR F A YR,
NSCLC, MET 28785 /0 UL, MET 3 [ ¥4 D1 5058 fin i
AR ML 1%~11%8) NSCLC A, HEEH
ANREBGEAHE, MET$7 35 EGFR %272 A NSCLC
it EGFR TKI A 3¢ ,20% ) 3k 75 M it 25 55 ) op A
MET 5& [K ¥ DUEC 3G fn . X #hif 25 0L %1 5 EGFR
T790M 7848 T %, Al g J2& 38 iF ERBB3 #3& PI3K 1fii
T3 NSCLC *} EGFR Tif 257, ZA~# 5] MET/HGF
i 1 245 ) EAE IR RIS L35 /N4 MET $il 6l
1 JE (cabozantinib ) , 5 5 PE MET 1 i 551 v g
2 JE (crizotinib) , £ X MET 19 841 onartuzumab
HGF 2437 rilotumumab %%, Onartuzumab & ZH A
AL B e BEBTAR , AT B IR HGF 5 MET 9
SEGT R FEPUMR VR AT . I — T I I R G g 4
F 5 7R | onartuzumab 5 erlotinib B¢ I6 97 I fff MET
PR (8 S e AL F AR K ) i NSCLC i 4K 5 , 45
RN, BAREEAIRYT A2 1) PFS JF AR 80 1]
48 K (HERAIRIT AL MET 5 Rk 1) 32 i
(1) PFS X IR [ 28 37 308 i E A K, OS IR i 3%
3%, T kg5 onartuzumab B E #E A I 1A

PRI By B, 7E 1% W By 2058 3 25 (JEI% B e+ %
B3 e & F 24 (onartuzumab +JE 1% 8 ) X MET
BHA% 9 NSCLC &4 1957 24, Tivantinib & —4~H
IR A S N3 e-Met 52 4K 1% 2 198 I8 i 410 1 570, Ry
B A BB ] 40 R 24, S R tivantinib FJE IS
JEWREIRTT AT REXT AN RE T ARUIBR | Ja R 0 30 5le 4 7
Sz ARBERRAE /N A0 R ALE MET RG89 B8 A
B, W Tivantinib F1E 3% 8 JE BE & A0 77 1Y Ji 382
MET # # 70) (%) 15 fin m) g v ik & J 4 K 5 (EGFR)
BT Pt AR B Je ey 19l o
i MET 35 5 2143 2 0 3F St 20 i i 58 & RS
AEI7 LRI JE AR T i T 3 Ji A= A7 3 RLE A= A7 31T
A2 4R, MARQUEE 33056 i) 45 SR AN 3¢
FEIX— WA, A AT B AR AR R iR B e AT
I SA AN, TC B 25 5 s HAA Toik e A A7 1)
FLEAA SN ZEER AT LU EIs 2 e 34 g im0

8 HER-2

HER-2/neu 2N it ) 85 5 b A K 32
K (EGFR) [F]J& HER Z R 5 0% , HoAS 53 0y 0 F 2 2
FLDPTHE A RNA B/ A B B3R 3k . HER-2 1Y
b IR AR DB W, 7E NSCLC WA 20%
M A HER-2 it 3Rik, J34ME 2% 835 A 5
Y34 294 HER-2 287830 HER-2 5878 £ &/
FRW M ANWEE, REEZ W, HER-2 R
EGFR KRAS 7 RILAT

$t HER-2 14 25 %) 4n it 22 2k PRt (6 37T ) % JE
Se MR B E AR R AR B, BT HER-2 (924
Wik AT A% K 2 0,

WP — 30T B A e PR A 52 L 16 4% IV 19 il s
SRR T i I bR E AL YT 5 L HEAZ T L HER-
2 WIEIT . EXISkUL Bt HER-2 1677 A8 4T 2% 5 ik
WAbiE 50 H L 16 BlEE TR 9 BlfERESZ T —4
SR it 2 SR BATIRIT S R I RN Hi N 5 b 16
Bl E g 2 BITEEZ T 2 ARG CGR—1
SR M 2 Bk TR YT, O A R BTA R e R
J7) JE MR /AN BT g /N SR, B e
(Tykerb) 5 Masatinib W 58 4= JC2K .

Kk EGFR ,KRAS ALK % 3K ) 55 K A1, 76 il A g
HR A HAB I MAP2K1  PIK3CA 53Nl G A
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GRENAEHT, AN i T L S DA 8) R7A% il Ji 9 o 4] o
LA HH IR R AT SE AN 2, 55 il s AN [) , fi
fif g T AR DA 1 25 L EGFR B HEA PSR 3 2 28,
GEAL N 22 A KL DM B% 0 97, AR LS AR Y HE
[0 363 97 0 R AL AN G s i g W .

9 B =2

2013 4F ASCO & HitiE T — TR A & 10 000
o0 ) 32 6L M s A P b i B 3 E A 5T E SR TR 46%
F4) i g A A RGN ) 8 A S AR S o R A AR
A KRAS R7AF | RAZ# 27% ; EGFR 78, 875 R
10.3%; ALK J: Kl & 528 % 3.7% . BRI Z 50 A1)
AL 50% 1) NSCLC #Y 3K 2l FE P v A & B, T I
M BEH EGFR 1 KRAS 78 NSCLC 3 1 By 2848
OB A 30% 0 10% , Hofh 2845 40 BRAF ,ERBB2
ZETE NSCLC & h R A 45k 5% , it 40% 1
NSCLC F 59K 3l 5 PR i A< e 81327 DR ot & i 8 7 i
I 9K 2 ik PRI A I Bl A 0 b W TAE 9 3 S, X
S il e L IR T RO AT PR AR 3K B 2 AR A RN
AL bRA, HIM3E DNA WA L T8 k600, 46
25 5L 55 20 2R A R G A SR

TR RIS 5 725 G A 0 e 30 0 e e A 0 114 3R B
GEAR AT B 1 IR E 3 TR 4 T (Cancer Genome
Atlas ) TFF 52 20 T 28 X filf 8 98 14 47 R RIASE 1o 38 o 0 )
WESE, Ah BT 4LIF K B 13 A~ B 3 AR LN | K3k
1 WF 55 & Bl TP53 CDKN2A PTEN KEAP1 #il
NFE2L2 & R ik o e sl I id & 300k P9 o
Lee 55 BN Ju &5 200 551 XoF Jili 485 A1 98 55 1F & 24 21 ik
15 RIS 4 5 R AL RN 5% S Y I 2545 T, Bk
I h AR 2 A SRR R AR s F R, X S L N AT R
5098 %) S A R AR G o FRATTOXF — 151 ki it g s 1)
Fr 480 0 AL S AL e, 90 224 118 9 728 JF il
FIE, (A T O IK B 58 AR IR T I 4 S 5 ok
B UE 4 DR 2 e 3 A 0 O I DRl 35 RS iR AR TR
SrRRAE TR R I B AR F- B, TR 5 ARk
BIT BT TE R 43 AR .

it g8 R YA T 1 AR B9 4 G DA v 3
J7 4 7R SRy At (80T 1 A 0 T B AT Bl T R AT 4 1
TR EE B A AR, R BB IR Bh 2R A A Bh TR
AT A 24k Xof R0 3 AT 43 2 5T Ry 3 1 RR A T
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AT J7 58, e S NI AR RS A4
077 BEHE A DR I e J AR S5 AT 45 2R Ay
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