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[ Abstract ] The discovery of multiple molecular mechanisms underlying the development, progression, and prog-
nosis of lung cancer, has created new opportunities for targeted therapy. Each subtype is associated with molecular tests that
define the subtype and drugs that may have potential therapeutic effect on lung cancer. In 2004, mutations in the epidermal
growth factor receptor (epidermal growth factor receptor, EGFR) gene were discovered in non-small cell lung cancers (NSCLC),
especially in adenocarcinomas. And they are strongly associated with sensitivity to EGFR-tyrosine kinase inhibitors (EGFR-
TKIs). Moreover, in 2007 the existence of the echinoderm microtubule-associated protein-like 4-anaplastic lymphoma kinase
(EML4-ALK) fusion gene was discovered in NSCLC, and the same as EGFR-TKIs, ALK inhibitors are being found to be
highly effective in lung cancers. At present, multiple molecular subtype of lung cancer and relevant targeted drugs are undering
study. Here, we review the remarkable progress in molecular subtype of lung cancer and the related targeted therapy.
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WK, BEEDTAWHE AR KIE, XA L 0T R i
T FRIEA T 0140 B, AR il R 9K 50 3 R 58 AR 154 3 o
HAAMEIBIT C SR T ISE . 201 14F 36 [ 11 PR b e
2> ( American Society of Clinical Oncology, ASCO ) AL
I, Mark Krisli1-He4h 1 56 [ [ 37 J8AE 0 53 i 1) i i 52
PRI W R 1) — I T A R DR 21 B 2 W 0 R AR
SEIRET BRI T 2o TGN Xk 830 {51 it e 8 41 4
HAT10RI AR 82848 ( driver mutation ) &P A4S,
G ERAT60% (252/422) WML AT IR RAE, FL
HIKRAS 107441 (25% ) . EGFR 98] (23% ) . ALKE
144 (6% ) . BRAF 124 (3% ) . PIK3CA 11§ (3% ) .
METY 344 (2% ) . HER2 344 (1% ) . MEK1 24§
(0.4% ) . NRAS 1] (0.2%) . Bif5, BFFEERIEIKS)
2 DR 2 A8 A 45 SRk R B R T AR YT, IR AR
K HF 32K (epidermal growth factor receptor, EGFR ) %
W RE G TR e —4anyT, How SRR 5 AR B ATz
32 RH N BB 1] 25 R T B AR GRS, X TR Bl 5 AR 2
TR R0 5 Y B U IR T o L™ A 20251 A W52 A il
JUR g TP BB A A T LR SRR S AR SE N, & BREGFRZE
51524 (75.3% ) . HER2 12451 (6% ) . EML4-ALK 10
(5% ) . KRAS 45l (2% ) . ROSIGAFEH2(] (1% ) o
87.19%M)HF# (176/202) X TKISIGTFHUR, AFIRERI
S EGFREES BRI R IR w5, AR AR FiRSRE)
FEDR R 5 A8 e eI

AR, RHE MR A Y27 0 SR, B0 B
51 i I — S SRR A3 A ) 2 R L S T —
SR . AR K E R E S B R EGFRIE I,
FifHERAS-RAF-MAPKAIPI3K-AKT, R 40 M0 4 K
W FISET . FEME IFSEGFR, ALK, ROSI,
HER2, FGFRIFIPDGFRA%E, P filide 32 52 (0 {5 5
B BEER RO B [ 25 ) SR LR IR AT .

1 EGFR

EGFRIZ — il HL AT I S R I T % 2 114 15 JBE M £ 11
HerbB (HER) ZEW 44 i 2 — o /N i il g
( non-small cell lung cancer, NSCLC ) FMEGFRZEAL AR
LA N 109% 2247, T AE AR R 30%-50% , Hor7E
WE . e AR B TP EGFRE AL Ry, ik
70%-80%",

1.1 EGFR-TKI i B XS EGERA /N1 i 2 BRI 1
#HI7] ( tyrosine kinase inhibitor, TKI ) FHIEE e . JBISE:

Je KRR e e e P E BT, HoAa sk R
XF A F 196k 2 B Ah i F-21 L8SS8RZEAL 1 ifi i e v I
Hi, 20044F ISELBFSE JF I T EGFR-TKUAYF filifi . b
J5, AERYEZ HOBR2 LG R FE B UOIESE B 1% B Je 78
MRIANSCLC —/ = 23777 W B SE K B AR A= A7 ] ( overall
survival, OS ) ( HR=0.73, P=0.001) , DIJ%Jiss ( HR=0.7,
P=0.008 ) NSCLC # [0S, 20084, INTERESTHF5E
S —JENSCLC 4 iAYT TR IEGFR-TKI ( %) %
0 ) ShR ALY Sk XSk i BRI G PRAFST , 55 —UKIIE
Bl T 1E RSB INSCLC — 2R IG97 i %, EGFR-
TKUFIAREA T Z PUMFES 7RO 2, HEA AL 4
PERR B AT U A . 20094F, &FXF I ABEAY
IPASSHIFFE " o As 1 I I A T s, ZEAL S AT —2&
{8 FHEGFR-TKI AL 775 2 9 B AR OSAH Y, JF#i T EGFR
FEIR 575 W HANS CLC ] — 4 i S FR U i1 1 50 A 14k 36
STHGE A, BlJS B OPTIMALWIY & — Wi B 1E LB
R 2y 55 VAN 40 ( gemcitabine+carboplatin,
GC) W5 EGFRIE [N R A2 1) vp [E e HANSCLC /R
(T RO A PE R TIU I PRAF 5T . 20124EASCO%s i
BB R % e i P ALOS M 22.69 M A, GC
HH28.690H, JLIEFIEHEFALH AV E (HR=1.04,
P=0.691,5) . WF5EE NNy, W OSHZ iit 72 7
J K AT RETE T GCAL I 224 3 i L ) JB B AC Xd%2 T
EGFR-TKIIRYT . JR2L i R IR B 52 Wish 7 =0a T i
BE B AR & AU AZ AR 8 EGFR-TKIVR YT 1 A
# (30.391 A vs 11.704 H vs 20.677H, P<0.000,1) .
INFORM, SATURN#5Y %4 85 5% T EGFR-TKIZE
NSCLCHEFHAIT PRI, R— B % SATURNRF 5%
S ARV DN 722567 S 1 70 5 TR W [ER = ER =y i g
1 JCHEREAFEIfTR] ( progression free survival, PES ) HH i 4iE
K, HEGFREAZFOSHA MR IEK (P=0.023,3) . 2011
4ERosellZE"FEASCO4E Sy FAGE T — IR I K AF 5T
1,227fINSCLCE # & 2l Ti E 5 K BL17.5% 1) /4 B
EGFRZEAS, W I rf 1744 F 35 BEAL 53 2 B I6 B JE 24570
ST —Z by dl (TUfh sl Z P FE S48 )
VT HAZE B R BV Je LHPESH AL T4y 4 (9.7 1
vs S2 1, P<0.000,1) , S ELERVER A A Tt

1.2 EGFR-TKIMif2} B IR K ZEEGFRIEAL 1Y (L H X o —
FREGFR-TKIs ( FAEF e Smi& e ) #BAE S A %L
P, HIS A —/ N R R R 2y, HRZHUEE
Ao R AARAFEMS 25 . BT & 3R 15 EGFR-
TKIsiE 24 1) 32 ZE AL 2 T790M 58 4% Fil - METHi KL i 47
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$4 . W R R T790Mi i 51 BGFRZS [ # {4 i 2% |
HETMEGFRFIATP 1) F1 J3 DI 1 55 TKUFIEGFR-TKI[X i
MIZEERET] o c-Met BN 38 320 47 44 85 ErbB3-PI3K {5
W GETRIN 2", Ky T f#esE—{CEGFR-TKIsTi 245 1)
[, HRE X Lo gL a5 —AEGFR-TKIs A T
I RIS . 32 BRI 2K EGFR-TKIs 5 AR i AT i 25 15
SORAY ORW]E ) 256, IR R T W46 2 IK3E
il

Afatinib ( BIBW 2992 ) J&ma. Hk. A
EGFRAHIErbB2-TKI, IIfi IKETAIFIT M /s afatinib A fifi g A5 75l
s, AFFEGFREAE H—fREGFR-TKIN] 3% 25 5 ifif 2
Mo ST HEBIIG RAH ST i i 8, 1% 2576200842 1]
1S H 31 52 [E| FD A PR i b i

LUX-Lung 152" A4 T S8SBITIIb I / TV 3 il 5
BH, PSTESR04r-24r, il IR s2M ik T %, H
ez Jmg B e s B RIRI 128 DL, KA AT RE
HLE2:153 Bk A afatinib ( 50 mg/d ) ZHal 224, 1
B2 BAE L HFIGYT (best supportive care, BSC ) , ZER i
R HALOSH 1084 FI FI12.040 F (P=0.74) . HifiL
PES/rHIE3.34 A Fi1.14~H (P<0.000,1) , FEEAY 7]
RN AENETE (87% ) | KB (78% ) , JUHEIRITAHCH:
AN 39M (10% ) , 2BIFFE. R4 afatinib{Z A T H
oSk #i (XMW HFLIRITMESAH —EMRR ) ,
{HAEPES iR 2 A7 B % . 20124FASCO%s |, LUX-
Lung 38F55 "2 H i i REAS LUEGERZE S B i i A f
VERWETER G IF B LAR: 56 i 2K 5 AR 7 224 X B #Y)
—LRIRIT AT HETERFGY . AZH34SHITIIbI / IV R, 2:1
Bl B3 TE % afatinibZH ( A:230 ) FIRE 3 ih SEEA R4 1L
JT4 ( pemetrexed+cis-platinum, PC:115 ) , FEIFFTL S
HPES. WL EEL VM, Hi4Eike1%, Lk65%,
E 72%, MAWLZIH68%, EGFR #hE T-196t4:49%, L858R
RAF40%, HBERA11%, 45BN, AT B rhafatinib
(A) FIAALST (PC) I AIPESSF5I 2 1114 H F16.9
MH (P=0.000,4) . 7E308) % L5583 Hh (Del 19/
L858R ) , afatinib (A ) FIHKAfLIT ALK hALPES 7351 K
13.6 1 f16.910 ] (P<0.000,1) , ZWARLZ (objective
response rate, ORR ) “j56%7F123% ( P<0.000,1 ) . afatinib
HEFARR N AIETE (95%) . 1 (62%) . Higk
(57%) o BFFE I Rafatinib 55 55 5 i 28 /565 IUEA 1LY T AH
Fb AT DABH 8 2B K PFS, AN RO AT S A HEPFSE 4.2
MNA, H WS AEE (Del19/L858R ) PESER 6.7 ,
afatinib 1] LIAF S EGFRZEAS i B g — 2R 1A Y7 A& BRBE £ .

H5E H AT AT 5 B R L afatinib) ORRFIPFS Ik
B A JE AR E AT BT AR )l DR a3 A 5 45 R
(IPASS. NEJ002, OPTIMAL, EUTACHI9:4: ) , i
i Z i — PR A A

Dacomitinib ( PF299804 ) &/ A] i /N4> FEGER-
TKIs, 58078 HXFEGFR-T790 M i % & 775 L &
RSB % E e, HXTEGER 204 5 T4 A 28 A8 th A 1%
PE. 20124EASCO%y b Kris% R i#E T — I I PRI
B, WHIEALL T2 I WIANSCLCEF, 45 R R
dacomitinib—ZkJAYTEGFR #) g 119855 i 2158 4% iy fifi
Jei FR T MR ( partial response rate, PR ) i£74%, %)
I AEPFS IR T7%, WM (iPESIE174H o H AT
FH EEANH — L HER2GE AR (Wil 8, AFFE—20
R . BENZZAYE R IG RKRIe R By, (EA33RAT
— IR .

2 EMIL4-ALK

5] 75 Y 36k B 983 980 i ( anaplastic lymphoma kinase,
ALK ) P25 e iARm i kL SO HE, Sk
FHOCHEEE -4 (EML4 ) JEREG, TE A RN B Pk
BUEML4-ALK,, 27 4% [{NSCLC & EML4-ALKRl & LK
FHYE, BEZ MR B WA sk G W g
IS LT RITKUAYF 4, SEGFR, KRAS
FRAE TR, WF L HAENSCLCH S RA

H RTEE X240 5 B 245047 Crizotinib ( PF02341066 )
201148 J] FDAT St 1% 2 FH FiR97 FRIBALKIE A (1
Je 3R B A S B ENSCLC R % . FDAHE i crizotinib £
HETWm e AR XPBMR A
T 25 S5 Jri 0 0 1A 5 RS M I ALK BHENSCLC R
— IR G A % ( PROFILE 1005 ) “SVRI— 5 T Il R
I (STUDY 1001) ™, FEEHFSTL LI HORR, FE
PROFILE 1005 (#=136 ) WFFEH, ORRNS50%, FIFE 158
2% f# ( complete response, CR ) Fl67{5F 53 2% f# ( partial
response, PR ) , JFalfFaeit [l pg P B 41.958 . 7E
STUDY 1001 (#=119) A7, ORRH61%, fl$%2f|CRAI69
BIPR, JRI7 IR BCA 328, I7 RS [A] (A o A
BoRa8. 1, H WL RIVE LA R L B
15, WXnk . KB SR, EPIR IR T, 20 44%
R I3 B4 BIE T, 45 N R 2 S e e Tl ot
fe PRI A ML D o T3 Ah, 57 erizotinibif YT IR B
A L BRI E AT I %8 . ShawZE PV F TN A T
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8251 ALK I 14: I 4% 52 crizotinibiG ¥ 7 FINSCLCE  (1RYT
2 ) FN364| AR 42 crizotinibify ST HYALK P & (X 1R
M), LEAEAERA R 54%FI36% , TESCHRHLIE BAYT
MRy ALOSH ARIRF], XA H200H o 7EWA 73 Hr
Wk L, 423%Z crizotinib — 2K/ — 2R YT Y3015 £ Y 248
A A7 23 % B (5S9% vs 12%, P=0.004) , 7F
20124 ASCOZ:H, iR T % TPROFILE 1005 fISTUDY
10017 5% H i E JiE (progressive disease, PD ) f & Ay S5 428
BFFERY, F20114E6 A 1 H 1k, $EAT 14601 5% HBLIEE .
TE1460 BB E A 7801 3 (53% ) AkEEIR F crizotinib 5
B2JE, R S5 crizotinibiR YT I H L FFLERT R 108 . A
204 AT AR E R () 8 ( ARV PR T T ) Ak sitk
frinygr (3J8-82 ) o B4 #r: TEALKIMERINSCLC
BFE T, I crizotinibiG YT 1 £ e IR O B
R, BRSPS ARSI IRYT I B RHE I PSTT Ay R AT .
WEFR CRZEUGTEAUNE ) Fsemi i 7Ry, 4
B I S N Z AR L T i crizotinibiG YT — BEH[A] .

3 KRAS

KRASHEN St TAMIBT NGk, 254
KRR AEA A . BETE S E - 24038715, KRAS
AR TR AR, HiINSCLCH15%-20%, Jii&
f930%-35% , FEIEWIE BT, B A AR )
P KRASTASNT S AE12, 13FI61 ST, #390%HH)
GAR e AR 120 T — TR 5E > B /R KRASTRAS 1 & 1
AT I KRASEE A Y HE 8 A G, R o bl e 905 it T
JE AR RAHSE, KRASTH AR Bl Xf EGFR-TKIIA YT i 24 .
SR, Ml T KRASHE R 98 48 2 75 3 e A EGFRIE AR X 5
SRR,

H HE A X KRASI A RAR mR Yy 254 b, 2
A Z WG RIS IEAE AT, B X RS S
MAPKFIAKT/PI3K. H{HEIIHIF] ( AMEKsMTORH il
) EFXTRAS #5538 4 T BEXTKRASTE AR A0 AT 3L
Selumetinibi@ 3 I HIMEKL/2{5 S 451818 1%, N RKRAS
FEN BRI, 20124EASCOZs A 1 —WRaML . XH
OB RAFSE ), BFST48 AT TIbJ-IVI KRASHE K 53745
1) —2RALST 5 HE R INSCLC R %, 434 T £ fh 3
(75 mg/m2 ), Bf4selumetinib (75 mg, bid ) sl Z2EH|
SR EoR, MXZVMFERGHNF, VRS
selumetinibZH OSA FF4EK: (940 H vs S20H ) , (HER
TGt #2 X, HORR ( 37% vs 0, P<0.000,1 ) FIPES ( 5.3

AT vs 21405 J1, P=0.013,8 ) LT ZPufhFE 4, [A]
W, BEAU3%-49 P ER ANIS > . = . PRI R I
B R ARG, AR FE AR OG5 R 5 2 i R AR
R R ES . RS —MIESEZ TU il FEHK 5 selumetinib
FEKRASHEIR A 5 (8 5 I R AR 25 RO R REMEDR Y, JEAh T
TEKRASHE R 28 AENSCLCHI 2 A3 84CHE R IR Y7 1Y 25 1 o

4 c-MET

c-METJ&—Fh g i HGFREE [ 1 I i JE [N, 3 6 7 il
FEhE ik, MET/HGE{F 545 a4 i 2 mh 42
DIt oG, AEsE . AfF . TS, RefdE
iR 0L £E B T PR . Ma 2RO AR 20 4 b A i
Tre-METRIRHAM, LZBAERE . B . KA
/N LR R IR 2T R 67% . 57% . S7T%HI25% ., 20%
(I EGFRAAGME M 25 2t FMETHER Y1, 2 RIGIT I
B R IR29% 4 G . METAE Rt - A iy 98 A8 F /sl )™
B, HAp R E P 24.1%, RHUSARFNEDY,
HETMETH B A5 H XL184 . ARQ 917-209F{IMetmab
45 ARQ 197-209 ( tivantinib ) &—FpefE: . JEATPE
FrPke-Meth i, HETATEN RIS T . — BTG K
I R 1674 B L 1BEPL A BB e IARQ 197
(360 mg bid po ) ( erlotinib+tivantinib, ETZ ) FIJEi&%E:
Je Izt (erlotinib+placebo, EP4] ) , W PES/5llh
38N H A3 (P=024) , #F—2L03 1 i /REGFREFA:
B KRASHZZE AR B B PESR i i K ( P=0.006 ) ,
WA Z BRI N 220 AR, EE RS BiE., =
1. B FIFEIN ., MetMAb ZEGFR/Met ) AU 11 il 5] .
—TRIIRFSY ( OAM4558g ) P /K 1285 NSCLC £ 3% Fifi
P ZMetMAbEK 5B 1% JE ( MetMAb+erlotinib, ME
41 ) MLRIFRE )L )E (placebo+erlotinib, PE4] )
T8/ =23y, Hhs4% i B Met 1k Jy B,
FUEAR . 453 B /RMEAFEPESFIOS TR I ff-F Xt BY
Z1 (PE4) .

5 PI3K-AKT-mTORj& #%

PI3K-AKT-mTORI# P& JZEGFRIE Sl K, T8 5H
PAT-ARSG . AMBEAMES 0 PR T 32 AR R G, L
15 K-ras I IR IE LS -334 i ( phosphatidylinositol-3 kinase,
PI3K) , Ja# i FifEE S EMH TmTOR, mTORJE—
Fh 22 2818 / I A BRI . DA & — RS R i A0
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Y mTORE 1Y e A, An40SA% Bk 61 ity
((S6k ), 2t Jo] B AR ARt 25 1 A 0 A% 200 R R ke i K]
TFHwER L, 7EE ORISR REEREEH. &8
SR EmTORE KGE S & FRBEM AR T2 M, — MR
B IEmTORS S T HE RS BN, IS4
KR RHAZ AR 20 S S0 A S s A B AR
T 4F Sk A AR F 1 59 m T O R i) 351 412 45 75 &' B )
( Sirolimus ) . everolimus ( RAD001) FIAP23573%, DA
everolimus Ay 3= [ JEAil FHIIG R A SR 7E M6 [ As 1T — &
R R 20094F3 J1 30 H 26 [E FDAI i everolimusffE Ay
TR, IRYT AT e R e sl R AR JE TOR M
R, JATFNSCLCA FILUIIG R Bt . Sorias ™ kAT
B — IR IR e g, e Ad8s sy, Hih— 2424
AT, A — A 74k T FIEGFR-TKI
BIT, SRR AIPES/ B 2.64 A Fn2. 74, IR
1% ( disease control rate, DCR ) 4351 4752.4%£142.9% ,
AHER (response rate, RR ) 4351 7.1%H12.3%, A #RAY 2
JIT AT U PRIV 85 35 O BEAE WA fB & . 20104FASCO
2% b Leighl %) — I I I RAIF S HLAR T 825 Jmik e
K JEIK % JE K G everolimus7E &2 iR IR INSCLCHH A 25 L
AHIBBHEE, R BREA431 HDCRA39.4%,
BAZHIH }28.4%, BRALHHPAIPES 2.9, BZh4H H2.0
AL W BOR MBS IRIT R ZIAIT IR E . 20114F
ASCOZ: | KhuriZ® 338 T — i everolimusHE 4 £ 74 fth 2%
TEMEIINSCLCH A —/ = 4IRY7 LRI R A 5T, 284 58
BN, PALEITHE 3.5, PR2f|, SD 134,
DCR}53%, F{iPFSZ2.3 1A, FMOSHI2ANH .
pAKEEER 175 15 5 ORRA K (P=0.033) , {HETEPFS
(P=0261) FIOS (P=0.467 ) Jy A GIT42:5 -

6 VEGF

1M AN A=K K+ (vascular endothelial growth factor,
VEGF ) s — e S0 i 45 A= i P9 7~ HEH A 1 o 4
19T B N 7 A D i N B = RN il | K = 0 A A
LY. DS (motesanib ) SR XH L5 1Y
J A KR F22 /& (vascular endothelial growth factor receptor,
VEGFR) 1/2/3 ., Ifit/MrffFAEAKEF3Z K (platelet
derivative growth factor receptor, PDGFR ) FMIKITH: R iy
IR L5 A A ) . —TIIHABEHLACE | 2 B0 % BRI
ARIREE (MONET1) B¢, #2 1: L HL 4 1,000 1k 7 1
BERANMINSCLCHE & BEHL ST N R 5+ S A2 + motesanibZH

(A4]) s REI+ SRR (BAL) , H 2B
Jee i BTG A2 s E . AL RE D 10.60 T A SR T
N HBAHMN, AHBEMOS (13.040 ] vs 1.0,
P=0.137) RBEBIEK , PFSIEK T 020 (5.64)] vs 5.4
A, P=0.000,6) . AZ]FIBZ >3 A R PFH & AR5
SR73%F159% , AZHFLBLL B H WL =30 RS ik
AR (22% vs 15% ) | JETE (9% vs 1% ) | IfLE
(7% vs 19 ) FIARZESR (3% vs0% ) o

DUARER YU RPIVEGER g fE P&, RERH 1L VEGF
S VEGERZE S, M HHIVEGER I I 45 4= BLIE k. 2006
A [ 5 5 20 PR AL AE DLARIR BB IR & R AT 4%
FZEEAE R i3 AR SRR M INSCLC Y — 43697, 2 H AiME
— I HEAE R T ILAE AE RZ ) . 20064FECOG— M KA
A, BERL. ZHhCIUEEYLIG KR (E4599 ) FHESZ I
R AP S AR EAT T IR YT AR BENSCLC 2 A 3011, 878
151 1 J SR Jti i S8 2 3 A 2 SR AZ BE AN R AR B BUR RS
DUAREREAT (1S mg/kg ) 1RYT, LR E/RIKG A OSH]
FER (1237 H vs 1037, P=0.003) , [FEEET
RR (35% vs 15%, P<0.001 ) . PFS (6.2 7H vs 457 H,
P<0.001) , 20124FASCOZ I }iH I SWOGHTFST 2
T953 ) LA 7 8 461 e A A4 S <A It A A (180635 ) FH8S i
A A A W R il i i FR B (1S0636 ) A A AT I TLA Il R
9E, BERERIEZILEEE (150 mg) B4 DR
Pt (1Smg/kg) , 21REH . L5418 ORRS) |k 18% Fll
47%, HALOSHHIAI7A A FN26 1, FEEEERI A
R BIEME ML, SWOGHIFIER TIRg &R kES
DUARER BRI INSCLC R A3 -

7 BRBEMHEKEFIZIK (insulin like growth factor I
receptor, IGF-IR)

IGF-IR S JLC (A AE il A A v e 4 DG BEVE . IGF
5 KA 2 A5, WOE TR 08 5 R 52 AR5
EOERRA, (AN 2G5S igiE1k, IERAS/
RAF/MAPW{ il S PI3K S5t AT B0 B R e fh A= K
FUEE A M AENG o AT WFFEUE P L3R IGE- LK V-4 i 5 il 98
falEA S . I PRAETHE 2T B /R 7ENSCLC HHIGF5 5 i
Z 5 g i i 5 . JH TR 28 IGE-1RMGLALTE
Figitumumab ( CP-751,871) | IMC-A12%§ H Fi#RiA AL T
PRAFSEI Be o T PRAFSE AL 9 156151 40) 34 6.  Bt AL
R34, BIRAEAEK A A2 I +Hfigitumumab (10 mg/kg )
( paclitaxel+carboplatin+figitumumab, PCF10 ) | R4{+%8
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FEE+igitumumab (20 mg/kg ) (PCF20) FlI-REH+£42
B (PC) . 459 R fEPCF204] fr i B % YD CRik
89%, PCHLHFIE 5 32 figitumumabifyy7 4754 3451498 2
AR, HonfigitumumabESHE 1IGIT PAEAAE . 2
16 J5 B3 P ITHAE 52 o 20 DR L0 ™ EE (R B K L v AR ITLSEE
M 1L S5 ) SR T AR AT 0k o AR 201 14F g — 331 7 )
JEfigitumumab (20 mg/kg ) WA RETFISEAZEETEIRITH)
IGNSCLCE# , 18f 8 FHRIGPR, #E— L ER A TE S0
H,

8 MESEE

8.1 ROSI ROSUZES8N MMM ZIRZ —. Bt R
19874E 7R IS R R B, 20114 /ENSCLCH R LT
‘B REROSTG ALK IR LR 74 R A 49%, (HIE
A S G v B 28 1 52 5 2 ALK i 77 RE A% 4 I ROS 1Y)
EE S 3%@i%Bergethon%[mU\1,073WUNSCLC,%%EF'
I A B8] (1.7% ) B i £ E AFFEROSTEE A il 5 7%
5, ZWTHER . AWM. SHENERE, B
H 3RIXROS 15 25 1 FYHC C7 8 4 i 7 5% e ik
ROS1#293 4] i1 41 5% crizotinibAE # fis% ., 20124EASCOZ:
FerizotinibjG ¥ T ROS1 FHM: IONSCLCHFSE B BT, HF
FILAH 1B E, 245 T crizotinib (250 mg, bid ) JRYT,
1244 3 BRMSEIRYT XL 144 Y PR AN,
ORR}S7.1%, DCRHA79%, JHI7 I E] 425,78
B TR ST RSN (87% ), f DL KL S
— RS AT S (27% ) . BEYE (27% ) | ik
BEIMAE (27% ) . ARJEPEARM (27%) | AN T
m(20%) . BRGESEE (20%) . Ul (20%) . MKk
(20% ) . BEPEBEIREGTF & (13% ) . HPkrgn s b
(13%) FFEHEOETLE (13%) ™ MifF crizotinib 43 A,
RUREIERE . R RN TR M 25 ) i B
ZF5.

8.2 RET 20124F i [EJus: " #E 1{f|EGFR . KRAS, ALK}
DR A TR0 (14 3.3 27 55 41k A1 W AR it 3 R85 70 T O B 8 k-
h, B—IR KB T KIFSB-RETENG A 3L N, FFiE—
M20f|EGFR , KRASHE R B Az 7 ifi i £ 5 v A 3 17 20812
A/ KIFSB-RETHi{ 28 5 . 3¢ [E Lipson e ™ P 24451l it i 1
B R FIA KIFSB-RETEl G AR 5o A8 2 %) # A7
WAL IEZH 2L ( FFPEREAS ) SR R ) 4 3 P UR BE DU P B R
AT AL, R BIAE21 e A DG L K] rh AAAE SO A%
5, Hik83% (20f/244) ) R T AEAE L7 BK By

1R, BFGEGFR, KRAS, BRAF, CDK4, JAK2%:
HIEAER MBI o TS . P& —H1E121
RN e A A rh B (0.8% ) , 7E40SM| H A J i
it A A v R 3RO (2% ) i E A7 AEKIFSB-RET3E A
flAr . TEFTAT R 43T 4 66715 it 45 A% A< h KIFSB-RETH:
(Rl A5 2 Ry 1.8% (124911 /66751 ), T AE ¥ ATEGFR |

KRAS, HER2, ALK, ROSIZES[filisgirf, RETH:H )
Al AR = k6.3% (1061]/159%1 ) o IARSNZIG & Bl HE
SR PEAEE . &7 JE R JE K UAE A e X RE Bl iZ 40
HEEHEFE . H A Kohno%5 305 H A i i s % b &
BT VFIKIFSB-RETlA B K, 4k 11 £ 289461 Jili i g v o
HhEILT SHIKIFSB-RETRl A FE N . (RS2, MWFo & kil
801 55 [ fili 8 £5 #5 K 3445 990 b i g FB B ), (DA 3 [
B W R A R R R R B T LB I AE H A R RS
IS R AR AR ARG, SRS R R IARET , iff—2k
PR F % YL F AR KIFSB-RET il 2 11 A NTH-3 T 341 i A5 7Y
AP 524 PLAE At e S 2B K ARSI e TR A, 2
INIZ 2 B W A KIFSB-RET @l & 25 FE AL I 1 T

H 7S Takeuchi %1% FiI 428 41 Ak s 56 S I 2 S8 45 AR
B3 HT T ALK, ROSI, RET3X3FA FL PR 455 53 4 o

RIAEL 200 ifi i FEAS W ALK . ROSI ., KIFSBRili& 5L
FE ST il 982 R I v 1 S AT 43 1R 3.0% (i
3.9%) . 0.9% (JEiE1.2%) . 0.9% (l@dE1.2% ) o [A)
X1, 16l AR (7160 R G LR P ) iR 2
RO R, =504 . Bk BN BRI PE RS
FEPRLARAS TR by S5 38 TS AS B 17 2 57 T R 1~

MR A S R R RN ZENS 5. 2R
. YA R, W AR YE B P SET IE A
PR B A T 00 10 BUSR A I REE [0 25 3097, R
FEAEIRY T TRE T HTRIE G . IR A EGFR-TKISEHE 1] 254
TR T RAFRYIR RN, A NSCLCI R
PRUEIRTT A —0 50, (H A 1 35 1) 25 e LR IR T I
BL, A2, 55y 2 Al ARASUAE M) B S8 1 155 Ak DR py )
. H AT EGFR-TKIT 24 ) AN n] 50 ErbBZE A il 7],
Uafatinib, C 2 7E Rk RILEE AR T R4 A4S
A BT — AR R AL 1R T 25 . NSy, A XA
I3 BUR R B 10 25 W) BT BT, W crizotinib A L
e o3 R RS AN AGBT OIS ). RETERG Y
ROS1EHS RUE A it 7 TR B, SR i o1
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