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AT IR I BEATL G DNA R BE AT LR FH I 3 [R5
FPil NREEDRZH TR i 5 s A N B 20 7 41 1
BS R NI R THR] 58 B i AR M A R I L J 7
Y., fEFFANGSEEH, WGSHES i . (HiE, M+
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BB RN JR T {5 i Sl B AT R, MR R R
HOR CEEME R . EGFRIG ISR I #212026) . EGFRA
NSCLCHYEE BLIE R AR 5, B[] EGF R i 2 R 1% 411 1
7 (tyrosine kinase inhibitors, TKIs; 175 IEEJE ML &
BR) M BUNENSCLCHIIAIT MR, (B2, |
THAE—NSCLCEF R ELZ IR0, Jewl g2 3
Pefsi. WG, BFSY B REGFRZEZSXFEGFR TKIsHYST L%
RELR, 20114, SEEIIGIRIMIE2: 2 kA T —5HI 5
I R LA Y, R EGERIMGI I T— 2R34T 75 3T

PEFARDT, FEd R -HAE R, X AT Sl e £ 5 XTEGFR
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F LM EGFREAE N AN G F19MHEN BRI, X &K
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Z5%F 116 NSCLCIIDNAME A1 1 14 4t Sanger FINGS 14 1
PSRBT T AR, o, 106 AR ] Sanger ]
i RANE 198, RANGS/Hrtnl DLtk 48 . {H
J&, 1088% (931 ) MIFEANIH LI NGS Jr i 551l 5 Sanger
M BAAE R B . 134 (12% ) 5 1l ol 2 3 1
PR 7 005 B RREAS ] o FEIX e B, A 6P REA
PR AR 2 AL 551/ 2 0 R Sanger il A5 HY H G 75 A LA
B HB 74N 1 0 ik R kS i/ R R, B SRR R
BT 2 7 91 AR Bl Sangerill 7 5E S ( Allc.2240_2254del il
.2239_2262del ) , HAHENGSE L MWIINGSI )T,
FE21NFEAR (20% ) H & BB BY 22 A5 HE RS Bl 2% AH G Y
HEPN AR o 38 Sangerill 7>, 167975 1] 1) k2K S K 1
FERARHE B 2E (17 bp_delFl1 bp_del ) , BIAE Jy ik
RAIEN o HBSAFEARYL R I I 42k, X 2L f
KA AT RE ST R AL . XSGR AUFE 2239 _2248del
2253 2260del, ¢.2230 2237del ¢.2245_2251del, ¢.2239
2262del ¢2263_2274dup (i) . 2236 2252del c.2258del
2234 2236del c.2241 2252del. BT FE B, B4
A F R FIDNAZY LA, EATESSH  F bk
KA K., NGSK464~ (43% ) FEARLBL, B—WHE L
A Mg L R 2 1190.1%-17% 0 AMB T 1919 52 2 5848 Al 2
SEAE Y & BUAT v] R RIS Y A1 T 1998 A8 (NSCLC
PR [N, JOwi#e: $3.3%-75%; JoilfJEAE A7
(progression—free survival, PFS ) : 7.1/ H-398K | 200, 3XJiji
IR, AP 19ME— DX Sty 2 i BE AR R Y, X
A RESZMEGER TKIsH AL G YT R 1) A s HLERES
NGSA A g B 42 i H1 22 T EGFRAM B T-19R9 B FE 41,
Tz R AR RIE 20T BE S BOR R EGFR TR . A
HERE, R S BT 195k 8 1 AT bR

bR TANEF1om Bk, SE F200T790M AL 3%
SN B X EGFR TKIRYT YN o LM R FE Y
EGFR TKIAYT HUSAFIEMT 25405 . tedn, fEfffADCH,
T790MREAEFE50% LA LRI HEm 25050, AT s,
TETKUAYT G Al R4 EGFR T790M %A 9 ibAh, EGFR
T790M %715 T Ab BRAE T I EGFR TKIsyy 5 AOAE FH Wit
8o SufE R EHET  FEUR B0 AR F 2 A TR
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x 1 T—RNFEREPHR AR L
R (&) £#E (n) NGS HA T @D NGSFE& E:2 5%
Hik MNFRE £ ik
Marchetti% NSCLC lIIH-IVEi & ES DNA - 454 GS Junior EGFRMNEFIOME R [28]
(2012) & (16f1) Technology' FEL Sk T EE
(Roche)
Su NSCLC £ (192 - DNA - MALDI-TOF MS TEEFEGFR TKISiATTHI 2 [30]
(2012) Bil ;10761 KZATKI MassArray® System  #HH, XT790Mi#{TH4k
JRIT AR5 FATKI (Sequenom) T8 2 PFS4R 3 BT & F
RIT)
Jung% NSCLCEmRE R (2 RNA-seq RNA 750,0001 % 454 GS FLX ALK-PTPN3EE G & [31]
(2012) i) 5, Ep—4 Instrument (Roche)
517400 bp
Kalari% FFADCs (1541 ; 851 RNA-seq RNA - Agilent Bioanalyzer 37ANT R ERERIE, [32]
(2012) EHKRASRZ, 7 (Agilent 259 EF R HHEFI65
FKRASRE) Technologies) ANSNVAERZ ; 3155
Ml 38 B - NF-xB. ERK1/2
FAAKT
JuZ FADC ; AR 4 & WGS, DNA, 47.77X %A Illumina HiSeq™ KIF5BFIRETE R G & [33]
(2012) (141) RNA-seq RNA 28.27X 2000
and Genome
Analyzer lIx
(llumina)
Kohno% fADCs (43351) RNA-seq RNA 229X Genome Analyzer KIF5BFARETEERR & [34]
(2012) lIx
(Illumina)
Lipson% NSCLCs I¥3-IVEA WES DNA 229X Illumina HiSeq 2000 KIF5BFIRETERE G & [35]
(2012) (40%i) instrument
(Ilumina)
Imielinski% FADCs IE3-1VER WGS, WES DNA 92X (WES) #1 Illumina HiSeq U2AFTHIR AR R T, 5 [36]
(2012) (183f1) 69X (WGS) Platform (Illumina)  RBM10FRARIDTAE X< A9%;
WTZR3E ; EGFRFASIK 24 B8
HEETR
Ding% FADCs (18815) WGS DNA - EWEE 26 REEE (30 TP53. [37]
(2012) CDKN2A. STK11. KRAS.
EGFR. NRAS. NF1.
ATM. RB1. APC. LRP18.
PTPRD. ERBB4. ERBB3.
ERBB2FAEPHA3)
Greulich% FiADCs (188f5) WGS DNA - BEHES ERBB2H)R SN X R FA [38]
(2012) ERBB2ZR Ry EHLHI
=14
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Hx (&) 2 (n) NGS = N S N G2 ) NGSFE& EE:2 5%
ik NFRE ZI ik
Liu% NSCLCEE (16%1; WES DNA 123X lllumina Genome ERRTIUREE (IR [45]
(2012) 1BIABADC, 1261 Analyzer lIx #1HiSeq ~ #HEECSMD3 ; CSMD3 &k
SCCs, 1451l iR &% 2000 (lllumina) RESHRIE LR
&, 1/5IBACHN 1451 fif g
ADC&BAQ)
Pleasance% 1#SCLCAM Z WGS DNA FhiEEZEZR39 SOLiD platform 22,910 MAHARE (134 [47]
(2010) (NCI-H209) , BB X ; IEHAN MIFHRBIBFX) ; #
151555, Bk &k 31X RIBECFIZRIZTERAIDNA
fLrr. BRAE SE R ENAT EEiE1E | MERHEE
SCLCEHE 4 ; CHD7 v &t Jz & 3t EHE
Keller% NSCLCE RNA-seq RNA - SOLiD 4 analyzer 76~ #HmiRNAsFI411 B [48]
(2011) (1041) FHRTARAR AR AR
32T IR 7 AN R ARG
miRNAs
Lee% 515 B HRERT WGS DNA BifEEZH 2060 - 530 MR 4H R SR AZ R 2E [49]
(2010) NSCLC (1) X ERHLR 5, HfF—A{ITFKRAS,
46X 3L F AKX, 431K
HIELENER, HEEEF
HEERNTHREES
Carvalho% NSCLCEE (48%) MethylCap DNA - lllumina Genome ADCs#SCCsHr 571 A [50]
(2012) -seq Analyzer lIx AIDMRs ; —:DMRsA 5
(NMumina) DRI EFHER
liEES:0L:E= 914
Beane%% 3R MR IR AR RNA-seq RNA - lllumina Genome ERERESED, £ [51]
(2011) &, 3R RAYIR A Analyzer lIx RELEFIESEE, H
& 8 IR A Bl R (INlumina) B B - 4 B IR F 52 (AR A
& S RIEEAH R EfERMARMGM S FZ=
fiEE (1941) RRIE —NHEFHH
MUCSACEF TR

454 GS Junior systemA— B F EREEE N FHI X,

ADC: BRfE; BAC: A SEMEEE ) DMR: REIMEELXE ; ES | SR FHENF ) MALDI-TOF : B RN WA RS ITRTE ) MS : RIS NGS : T—1K
MR NSCLC : JE/NAAEATER ; PFS . TR EREH  RNA-seq : £ FANF ; SCC: BOR 4 ) SCLC: /NRAAHE ) SNV : Bz EHBRT R SOLID: ETE
EBIEEIG N BITNE  TKI  BREEREEIMEIF ) WES | £5MNEFANFE ) WGS : £ERAENF.

i ARBEMTAE © 2013 Future Medicine Ltd & #1iF.,

S7% M FEHTT790MZEAL 1Y B & X PVRIT = IOV, 1B
%M ANBEfRAS . EGFR TKIsIAYTT i T790MZE7E AT B Y
31.5%FF BIRYT A 1983.3%.

[A] ( Matrix-assisted laser desorption/ionization-time of flight,
MALDI-TOF ) i3 Hr FINGS /5 #5301 T EGFR TKIsif
7 HI S (INSCLCH # I DNAREAR X 246 i F TR A
W& (23.4%) FEAERIAE (76.6% ) , ADC (94.3% ) 5%,
SCC (5.7% ) o 5% & AL F AR AL BET790MIW)
(IPESIH| A Giit ¢ 2257 (P=0.0298 ) , TiAS[AI LA I 4 i, ME AR IC YRR T AR I ALK 24
FIEIXTEGFR TKIsH SR AU AAFHITC B 225 . U5 BRI ZIRZ 2 T 12 & . EML4-ALKS) i J& fie & Ul
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% 2 EGFR. ELM4-ALK. KRASTIBRAFHIR 4R

BE EGFR (%) ELM4-ALK (%) KRAS (%) BRAF (%)
[ PEl:HESEUN 19-27 50 52 4
UBELIESEIDN 4-7 29 34 1
AERR R A A 49-76.2 4.3-1 2-5 1.92¢
S RIR DN 43.5 3 16.5 3

R LSRR,

i AKRBERNEAEE © 2013 Future Medicine Ltd S #1351,

FIALKIE R FHE, R Z2%-119% 4 8 & I EML4-ALK
PR, SR FH L R 4 DNAI Y & 30 1461143 247 A WA 53 14
NSCLCHEEH & A E 2MALKEHE, 1E$E$EVysis ALK Break
Apart FISHZ T ( Abbott Molecular Inc,, IL, USA ) HokEiy
RAFEGFRFIEML4-ALKEHE . & A E M cDNAN Y,
WS s B2 T HEALE 22 /0 SANAN [ 14 35 DR 3 Y A I o
H Z — ALK & F19MI Y EML4-ALK# & ( EML4
HNEF1-13, ALKAMNET20-29) o H54MET1-194EE, Sk
1202900 ik = 23945 . MREHE 7R s e I
PR G . T NGS AT LUK & 4= ML4-ALKE HE
ML S FISHA AT AN ARSI X SE T HE,  Jir A AT LAZE R
FANGSH ANSCLCE A il 2 i0I7 %o

Jung F1 [ AT NSCLC A B Y cDNAREAS HEA 77 53
AP, WIENGS A& FL T 228 flA 55 s Wi e IR 151,
HEBR AT RE AR BAYE G R B 161>, KRB &3 N B H
— AN 38 ) S -PCRUE— A UESE T el e
R, AN H2228 4 i ™ A 1 — AN LD 1 i il
JEN (PTPN3-ALK) . S-RACEF“¥143#r /R, ALK 5°HY
BN T 2R G F R B A 2 PTPNS S (19552
AN EFFEEINNE T BLR A SR S 8P TPN3— 155
PR RS, PTPN3EAG Mg vE, JF B2k
AT 11 T 24 PR Wl T T 1) 8 7 o 3k S R AT B M 1)
ZKTANAYT

KRAS
AR, 5 KRASTR AL INSCLCHAT {2381
If HXYEGFR TKIsMi 2y . A A 4815 5 AEKRASHIR YT 51k
BRRME. 81 Agilent Bioanalyzer ( Agilent Technologies
Inc., CA, USA ) XJ 1895t J Jifi i I A 204 7 DU RN A
I Py AP KRASTE AL 1) (3 P T SO i . A
IR FIAE PR A P FE AR . 4% 04T B /R TEKRASTE
AR IR AR 22 R IK (3740 KR ) | BRI T 4
(2591 ) R RAS 5+ ( single-nucleotide variant,

SNV) FHKMAS (651K ) o TEZWHFE T, NF-
kB, ERKI1/2FIAKTE 4 UESE AT LIS, iR BT R4S
KRAS. TNFRFIPPARY(F Sl I 10 5 o X 2L R BT A 1
FHE T IEYT B UK, 3R N EGER TKI- 25 [ NSCLCH
HRRAR A RTRT T R

REMMRPEEMERTHEE

KIFSBIRETRA & E F

BT A 3T ST 4GS T il AD C 8 & HP A7 AEKIFS B
RETZHE P @l A 1 BT E AL, 78 H AHI 92 E Y i AD C iR
Hrh, RS I R A R 19%-2% Y . KIFSBMIRET
Al A UL T ITAD CRR T, 1T AN J2: il 8 110 HL 2 2
(SCC. KA/ NNtz ) skADCHYH &AL (b
AL ) B, TR Z IR TP RET/R C I EUR AL,
WA FIRT S AR o A K PERIFSBA — A PO B0
FE DR )2 ISR . %l S S R AT DAS S RETH O 1) 57
WAL, JERBE A s R — AN
RIORK sl 28748, TR B S A0 30U N7 A 5 v 2 B
H 5T AMITADCHRAZ S Al 5 FE A (UNEGER . KRAS
MEML4-ALK ) HAHHEF3), KIFSB-RETH A FE &4
AL SE 3R 7 TR S AR, 1 L AT DA o 22 R 1)
WAy, g R R E . RPAEE LI R KBl v )
NLAEAh J B43s), Jud @t I RIRET (B ER fk, HiiE T XF
L5 fii AD C 8 5 14 98 4L ZURITBC 6T 1 % 2 2L A KRS 7
A DR 2 RN S LN P B G i 90, RS 338 B
PE AR HLJC K RRIE S . AR HE A SE B U EGFR
KRASE{EML4-ALK, Il #kDNARIWGSS>HT i, i
JEFFAEFN RIS FTIR SN, PO AS % A AL /il SNPedia [ Ht
AR Z M (single-nucleotide polymorphism, SNP ) #§
e | bR R B R S RERE AR DG I SNVs . it F A
Ik R R S A F A 2L, RSB T 10 [R) SO A it 28
5 (8ASSNVSHRAMBAGRE ) o X101 RAEFFAN T E
HIFHIEN ( EGFR. KRASFIBRAF) I, HIfdEIKzh%E
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A, L E ARG IR P A 3 e S AL X
Al SR A — 2 R B T S2 AR . iR, 49
A (94.29% ) NAHSBIEH YL fR NG, 14> T2k
A 3X 503/ KRR 7 g & A= h A ke D) Rg v A
FH . He2 i RlG 3 K N KIFSB-RETHIKIAA1462-KIFSB.
NG EAR NN (Eid-2 Mb) MG, BT
KIAA1462-KIFSBZRiRE%, HKIAA1462 14> T I RER S
ERE R, BORXEHSE T — 2 5. BT s24- i
G, TR RSt 2H 21 o i WGS{XUAE KIFSB-RET
R g o R EHE (IR A B L B S0 ) .
RNA-seq & FLI il -G JEE K] 15 2 3 344 A8 — S50 Wi 17 471 R
605 LA G A R AR TS . TR R B, KIFSBRYHS
16140 7 AR i 5 RET g S R A9 55 124 A0 S T ke iy
iR 4y o 10p11.22-q1 1.2 (R [AIME - S Bl & L R KIFS B-
RET. XS FIRNARIL AT B, KIRIFRETH
ok ARG, WA A RIRETIN . Rl A
TR AE201 )5 & Jili AD C 24~ 51 FHIE S T KIFSB-RETF
AL B, KIFSBHDNAXGE KT 2T nl 48, 34>
BE R RETH S 124090 B T 5 KIFSBIEAR R s 45 6 (T
K e AN 16, 2N IRIIER B AN B T 15A
23) . W E/R, KIFSB-RETRIA FE P NNSCLCsH—A~
TAE, A8 A9 DR R AR LA i 70 R4 7oA kA~
ARIRTT T AE 21 #0AR

i, A2 AL & I R oA AE KIFSB-RE TRl
HrB433) - Kohno§ R i 55 PCR A Sanger /¥ 734 17319
NHAADCHEF AR, H, 301 R HRNA-seqif
155307 o WE5E K BE6AIE WA A8 35 485 4 KIFSBRIRE TR &
B R ES, JeiR1op11.2 EAIKIFSBIN & T 15,
16. 23824 5 fK10q11.2 FAYRET & T7ak 11804 .
FISHEIE T Y (A 1014 7 2207 DX S5k i) K AN TR (] A7 76
HHF. KIFSB-RETRlA FHVE B MRET R IA LA A &
30f%, HJuEMESe—8, HE5RIA KR RETH
PRR: Rl FE R 3 7 55— T8 1451 5% ) £ 35 13 44 90
BFERWTTEF,  L R AR %) S5 [ 8 34 7 E KIFS B-RETH
AP . KIFSB-RETREA AR X R A . 7ER
4 FEPERY H v % BUKIFS B-RETHE [ Tyr90S iR AL,
PE/RRETAA R BEAE AR AN RAE . #E5) —WiLipson & H:
S ARFFE R, BFE M T 24/ 48R AR 52 A1 B 4
HNSCLCHZREARDS & B 14425 5 PEAE AR & 17
FEKIFSB-RETEMA FHYE . #E— 200 3, 11618
(S61fIiADCIE# ' ) fEAEKIFSB-RETR -

HE#HEN

“PEIE AT R SRS — AL e e A F G EE B 20 Ay
P£ o ImielinskiS5i 23 XF 18344 fifi AD CJf 3 1 1E % DN AL
XoF (1) 4 A S 4 B4 3 R 2R A 7 R R A 1l e 22 1 T
FEAEAR AL, X 1839 il i Ah B T X SR AF 7E 77,7364
RS 5, X119 98728 /Mb . 5 AR IR A5 35 AR
Fb, TR E 1A R R AR B TR (P=1.9x107) .
CpG BT RMIC->TH# (CpG->T ) FIC>AMIH 2
WL ZRARRHE . A>Cl UL, SN RARTE R B S BE W
G RFFEAR DG . BRI (HHECPG->TRA, HEARARR
BAR) Z 0 TR s B WA S5 (P=3.0x107) .
RE4 (BRT CpGHMMTPCRAENTHGH, BFC-
T) S80I BAHE (mbieiivl]; P=0.006,3) . 44
AR T R BT It 2s AN B A AR R,
SR ZRIEAL, NTPS3 (MR SEEAHRIE—E, A
50% ) . KRAS (27% ) . EGFR (17% ) . STKI1 (15% ) .
KEAPI (12% ) . ATM. NF1 (11% ) . BRAF (8% ) A
SMAD4 (3% ) o HARARULHMIE, HSMARCA4. ARIDIA,
RBMI10., SETD2. PICK3CA. CBL. FBXW7. PPP2RIA
RBI. CTNNBI. U2AFI. KIAA0427. PTEN. BRD3.
FGFR3FIGOPC, Xfik25 I it — DA iR
EGFRE S KRASHKE W W AHF (P=3.3x10*) ; EGFR
RAF G AR SRR WA ( P=2.0x10°) KM RAFIE R A 1M
( P=0.001,5) , KRAS. STKI1. SMARCA4MIKEAPI 5
FRARTE RIS VAR /38 W ARPIR S A 5¢ (P<0.005 ) 5
RAFTER AR T CpGIMAA CoAHIH, & 5 KRASE 5+
(P=0.000,71) ; STKI15ZAETERIE2 ( CpG->TH A FI
CpG»>Afiiffi; P=0.002,6) M5 NFI1'5U2AFIA] [a] i %
A= o PESIIAIEAIT BN, U2AFIMITPS3RAE 8 AT
Wi4a% (4351°4P=0.000,11710.001,4 ) . U2AFI1 M i
MRABIEEZ —, FEBREPHEAERNI%. ST
a4 R IMIEKc.101C>T . p.S34FZRAE . TE 1% 415 1]
d, 1B KRASTEASBAYE, 3R U2AFTELAT Ml 57 s B0
YEH . RBM10/5 2875 097% (12/183) o RBMIOF; %1k,
HRNAZE AT, RBMI0S5KRAS, EGFRE{PIK3CAW] [
KA. ARIDIATEREAE TIPS A8%, TESWI-SNFYL{f
R G h gt B BT, WGSHE/R T
R EHE . S EHER L R A A A Ak . 8 R A it
S BT R DX RV RS AU HE N EHE 2 B T EGERIGTTR
AHM PR . X —EHER AEEEGFRIYCHR Y (AN ik
Fastesgmy ) , HAlWrn—"2% (pG719S%4AE ) , 7E
NIH 3T34 I iff— 2058 TiZRAE, KIMEGFRFIAKT
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* 3 EEEEAEEREAHNMEN T —REENF

HE (&) £ (n) NGSHiE  #A& 1y (i) NGSFE& FELY 5%

MFRE 32k

FEAEEEIZE ffiSCCs ; 96% WGS; DNA; 51X(WGS) Illumina 360 NBFRE, 165N EREEE [39]
EE R 7T 2% BWESE (178 WES; RNA 121X (WES) HiSeq™ HE 323 ENHETR, 10ME4R
(2012) i) RNA-seq 19X (RNA-seq) (Illumina) THEE, 4%PBEROER, 30ME

EH S FHRER M

Govindan% ffiSCCs ; 96% WGS; DNA; 1EIImRNARIEE L B304 FA 2 HT [41]
(2012) B MEE (178 WES; RNA FAREENHEER, 13)REE
1) RNA-seq H, 4FETR  (ZEHY. BRI,

LBV R IR ET) © 72% R IL
CDKN2ABRSK, 75%Hy7% 51 B A 5% A
EEFAHYIEES TR

NGS: T—fXilE ; RNA-seq : £#RAMF ; SCC: BRRMAE ) WES : £SMNEFANF ) WGS : £ERAN T,

i AKRBERNEAEE © 2013 Future Medicine Ltd & #1351,

BEIRALIN 2, EGFERRILA WIS . 7EBa/F34ffIH,
FEEGFRERR 5B T HONAE , 3G al s uig & e (—#
EGFR TKI) FHIE. WGSH Tt & BLSIK2FIROCKI FIHE N
EHE. AT BT AD C3E R 21 75 S5 i S R AE

Ding S5 4R iH T — Wi 1E 1887 i ADC H i 4 1Y A VE R
5%, KRBT 260 SR G S AR SN, S EGFR
[F]Z5 Y ERBB4 . ERBB3FNIERBB2B, fEiX261-FLH
Greulich%FiEFF T 61~ 3Z (R s BRI 5L ( EPHAS .
ERBB4. FGFR4, NTRK3. NTRK2HIERBB2 ) M 5¢ili
ADCHUEL R 28 AR [ T g 3 L Bs), b i & ILERBB2 1Y 2L
PR X SRS, A8 AT fENTH 3T 340 A5 A 4 & ST
PE. ERBB2AYTE A4 38 12 3G 02 Jik iy 2 30 Ao 0 R Ak s A1
TRAK G 3. MiAh X 5 AR T ERBB2 IR S iR YT
PEBRERAL T A 2, (Rl T — I R G 56 A i 5 it g v
ERBB2AGHI I o AT A0 25 2 1 g i FE D 4 (513 ( The
Cancer Genome Atlas, TCGA ) 4518—3, TCGAZEIEIA
M ERBBsH] fig f& LA 118 i —Fh 75045 B

AR R BRI EHE

[ Prigg i FE R 4 132 (International Cancer Genome
Consortium, ICGC ) %5 [E Rz J1JE2 e 1) 4 BRI 1 14
AT 6 55 IR AH DG RO BE DRI A | e S AR LR R el s
FIAGSOMYERE SRR SE D 2 B AR B 4 | IRANAE I AR | Jk
PR, FOULBAL AL D 1 S ik b0l HT, 18
AMTEEE X S MAICGC, AFFWM ., B, B
MANALSE, LA TE R 24,000 IR L4109, TCGA

THT2008 4 i [ 5 90 I 5% o6 A ) - N2 L PR AL T 9
Belish, AHITICGC, TCGAMIdNGSH A MIwAE s> T
FRAEFRAE T o 2 AN . TCGAGNA T #3208 i
HOWERD (AENE ), BRIV ALA SO0 ML, L
T3 FAS[RYEAR ST H R 5T FE A A BA 4 [ 52 19 2% 2 31
TR ERE, Rgh Wm0l

YERTCGA H I —# 45y, —I B MRAESCC
FER A F ML AL B3 . R ILSCCAEIRYT ik iR
RIBAGIWF 58 F LA AT B, AW FEN AR 17841 i 35
W, 96% AT WA S . BFR R I T & 42 SE IR 41 AR 5
— R 44 5 A 360 ANE T2 AE | 16543 R 41 FHE AN
3230 DB H AR S 10 B e AR B PE B 1
SCCHTADCH i KIX Il . WF5% % BLA SO IEA7F1E B i
PO WG BB . TEIR AR Sy — SRR A 4 DA E
AR SEREEAGE . fESOX2. PDGFRAFI/EKIT. EGFR,
FGFRIFI/8,WHSCILI, CCNDIMICDKN2A, XfSCCH
BT, R WA A N CpGRY LB . % WF 5T
PRI 102 & 28 AF LK ( TPS3. CDKN2A. PTEN,
PIK3CA., KEAPI, MLL2, HLA-A. NFE2L2, NOTCHI
FMIRBI ) o TPS3FALI NANE (81% ) . AWFFEIHIH
425 AR SRR %, W NFE2L2MIKEAPIAI/ 8} CUL3
R RAE (34% ) , BRARANMEITE (44% ) , BEASHENL
Fisi-3-OHI BFm 1% (47% ) LA CDKN2AFIRB1 (72% ) -
KEAPIFICUL3RAE 5 U BB ARG o Wik 20 i 43 Ak 3[R
FESOX2 I TP3I L FIk A 3, NOTCHI. NOTCH2,
ASCL4H) N HEE SR 278 FIFOXPI A JRy i Bl . CDKN2AJE:
i p16INK4AFp 1 4ART 2K [ (1) Igg M i S A

HRERERERERE
www.lungca.org



of [ il e 24 75 20144E 1 A 451744518 Chin J Lung Cancer, January 2014, Vol.17, No.1 - C9 -

Bt TS A S bR S DR () T A S 25 R I T S, SR
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B A 57 /81 . ERBB2IW 45 5 5 Greulich
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FF. AN, GovindanZ:7E20124F 11 35 [ I I e 22 2= 2>
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Fio 729 BIFEAE CDRKN2ABR S . X T304 rl 254,
75% M) R T AT VETE I 310

TCGAR S T WHFE HLAA [A] 5 28 4 ) 4% 1 4
Piro AL FAEAFSE MR AT A () T I BdE ek, A
TN A5 & BRENIGIR e AL TAE . TCGAZL k) ik
TNV 225 B ZE R ZE AN R ) g 2 A i) el | A 55 il
o BLAbh, U B TCGAREt il GE T I U R A58 1Y
GEIRLS) SRR B i el

RFKAIR
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JHE DRI 2 2 o Y R A G2 G 2 5 AR . BEE BOR
ek, KRR AR AR5 b ) S e B LT TR I AR I A
AP, NGSH ik AT RATRAIZ I 1 %55, IR
B RVEAE R LR AL 25 55 (Anghh o . #5 DU8
H 3 IFALHASNVs ) o AT FATT B AL T A 2% i e S
D2 & 2R B R e A 1 T i SRR B E s /3
I AH I R IR G 4 1 S TR 4L P 3%, NGS T BESR s 3kAT ]
VERRIA M IIRIT ZIIIRE ). H, NGSERILTIFZH
EEEARCY, ISR/ AT IREE., Wiz
P A R B 5T TT LS B AR s TR AT I AR A
FURFIRIT FRARI RGAEY) =058, S IE b
MBI ZY . IARZER T 4, NGSHIRR H L1
AR SR T LSy, kI R AR T R R O BT S IRYT

bR, BEAh, R B ] A AR X 25300 2o BF 58 AL 0 S A5 I
AR, WICGC, Zfnthfg— AR E A EIE & LY
Ak NGSHIEMIGIRPRIR O, FTid e JEA B S5l
PRSI e Hh i L2 81 5 A DG 0s) 3 3l PR AT 80 L )
1BYT, REFERC IR AR IR AL RIR RIS . A
GRAB B AT U AT Ay S IR RE AL 245 1) — T bk ik

BRfEA 7k sedb i, $2IMNGSH T A i e K Ed
LT AT G LA A o By 7 R AT AT DR . B
()5 ot LA S BB A H e R B, 300 T i BENGS
SERIMERE . R RN GSEE A B E ML Ak A I R RE T
I7, T B R S BRI A T A W B 0y
BT XINGSZERIEA T U BRI A PRI A

A UEE R, R O A S AR AN EGFRFIALKE
HEf 235 A AR g TR A RIRA TR g i ek
fife B — L6 B TR 2R IR IR B inihyy, (A RIEN
it 245 3 XPIZIGIT 7 A AN A SO0 . NGS W] RETE >k FH 2
RO4 T e R B R . EL A, MarchettiSE Z 3L T 41 i
T 1M Q458 A8 TR HERS . NGSH B+ B H 4%
MR IIRYT . M, I TR 4 S e 25 W A G
ADCH 3 (i ] . NGSIAA 2R A& BLH & s 2 AL 254
HIFR. IEAh, NGSTLEESUGEMEIZWT, X EARTEARLE
WYL Z . HRA A S SERR R AE M hR e B &
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HERE

EERANF

- £ERANFENENERANREEEENF.

» SERANFRATEEERARENFHEERA,
EHNBFAHNF

* EHNEFANF AN EEBFHREINEFEITF.
* RNBFANFEERATFERREHLZI.

RNAM
* RNAFF=ET TR RENEIEIL.
e F

» (XRRESGBA R E AR T, EIAE T2 B A A 2 A 4.

HERECHEREEP T —RKNFHET LI

= Marchetti & THNEFIOM S RREMER LB, XAJAERIEHINEF195 LM NARE IR R B TR L MR AR RIRE. Su%ZIRAEGFR
B S BRI ER IR ET790M B & 2 3 AR 1T ATHI31. 5% 8 I 2 36T /5 #183.3%.

* SRMEML4-ALKEHRIHE T—RUFLZI, MERRIFISHAR AN XL EH, BEVEWERIMR IR, ME, — P HE B EEE (PTPN3-
ALK) B7EH2228 M I L T,

* EKRASRLEHZA R ZIINF-KB. ERK1/2F1AKTIE B4 #iE,

ERFERTPEMHERTREE

» E3TH R AP L BAGBRE (adenocarcinoma, ADC) BEFEKIFSBRIFHETMRETER MG, X—MA TR B EN S TR,

* Imielinski% ZEAADCR4 8/ IE # DNARE 3T AR 32 P2l RS, MR BB FAADCEEA T RISTRMRIE. HIIMNREMERBB2HINHIFIATaER A
AR ETATIER,

REEEAM TN BE

- EFMEEEEANSEERZ DAEEEN S REEF SRR S0MBERENERARE.

» FEREEFEARLEE T—RUFREA A RIS 205 E WEENS TS ERETELENIAD.

- BURAMENS ZNERATRHELI, GIEEHE360MMNETRE, 165N ERAEHMI2INMENMETRHE.

= 3 EBERERE A  ERBBs. FGFRs#A JAKs,

* GovindanZiEidmRNARIAIE L M T30 B IR AME N M BT ZHIML S, 3NAERTHERTANFIETLE (REp, BREA. 2 HERIFIRIER) .

iE I ARBEIRATEE © 2013 Future Medicine Ltd & 1 7].
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