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MR . FlE R SS R0 . EGFR [AYE B #4523 e e h
JPA LI TS . 2008 4F, v [ R R A7 B2 e 8 17— 3 T4
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i) KRAS W] $% $it GTP, ¥ % T 2 {5 5 i I MAPK H
PI3K-AKT ™

KRAS R:H A8 H: 4 5 EGFR . EMIA-ALK 275 J& A0 1 k&
(97200 HRAH GRS , R T B 2 AT AR A ST 4R R, KRAS 2878
PP SR AL T SO RIS, HLXT EGFR #7112 i 45 e |
WA AT IR L EHT M B EEU KRAS FEP AR i )
AR 25 BT (A B2 2000 R I e HE T, R
ELE RS S8, T35 E (Selumetinib ) f&=—F H IRAY GREL
) EREME AR XT MEKL/2 I35, AT T 78 KRAS (315,
2012 4F £ ASCO 4F 43 I Janne % A G T — TR HE M £k
L WUE LR B IR 1T RS, 15 F 2009 4F
4 J1 % 2010 4 6 HILGAT 12 AEKN 87 BilH:Z — 483697
TFTE KRAS FEH 248 By SR B S sl A5 M NSCLC SR, 914410 1
BEHL AP, Ho 44 FlEE S T 2P0 FEEA Selumetinib
1RYIT ,43 BIEE WA T Z VSR IK & 2 RFIRYT . IR s R %
A Z VU FE + Selumetinib ZH 1) 5L A= 77 W1 48 22 R 0 21 I 35 JE G
08 227 ICHE 275 3L, PFS B Fl ORR ¥ T FHZ Pifth 340, H
FT 25 SRS WA T2 20 s 2 205 4 Hp e 40 s D e A S5 M
R & FA & A 2R 5 TS, A A8 WL AR R AN
RN A RIS s MK R BB K I 4 3 A6 1 UiE
BHT MEK 1457 Selumetinib Bt 22 P4 i 3% — 2R V4 )7 KRAS &
A5 [ A NSCLC A5 573k

4. VEGF . i Jgg ifiL 5 9 A8 AR s A0 i 2 R B A,
VEGF R I A 5, & B i BE 3635 T F: 8060 #5 NSCLC 72
(R [ P IR B 22 i T L DLAR B S VEGF (940 i
I, ER—FA T A R EH R P, DRSRPIE LI
SLAERE R RIS B IR R Y — R g PR
VERT TSRS RO TR F 2 R AR i — Rty 7 2T
AT B E TR

2001 4E 7 H % 2004 4E 4 A3 TR ECOG 4599 Iifi AR IR IE
Sz T IB 391, IV Ik 52 K B9 NSCLC 8835 164 DL AR B s
LAY TALR) 08 FEK  PFS J R A Ay 7 4l AT ird i, A-
VAIL I AR 2 E X AS [ 7]t DU PR & A7 259 5 sl
PEST 25X NSCLC FEIATFT PR RIS A 285
TEAY 1043 i I NSCLC B3 Ry =41, Horh 345 {5257 I
REBT(T7. 5 mg/kg) + WTEA + 75 P4 L9 351 )44 T DL AR BT
(15 mg/kg) + NUAH + 75 VU L35 ;347 191 D) 25 [+ 456 300 4 g 2 et 341
(R + s + FVEAbEE, BFITES SR, A DR
PUBEA 4L S0 R A5 Bl fhy 7 4 8 3 4 0, DR BA T4t mT i
EHREREN PFS, BAM,7.5 me/kg DRI LH AR 25% f it
JRBBET GRS 15 my/kg DUARERBTZL WIFEAIE 15% . X P A1 IR
IRIHIFST 45 T 35 3 B . M L B 2l 45 T BT VR YT 1 NSCLC iR
H, DRI A — 21k y7 W B = B Y PRS, (B2 HA
ECOG 4599 WIRAE K 0S A Git2#& L, 54h, AVAIL i 5e AT
FEEE R PIFOAR [ 7 9 DL ARBR AR 1R Y7 I NSCLC B3
THHEESR,

5. HoAth S PR B AL DL E O H I RS H
12 SN BT X NSCLC A #0 m) I, T 1 8 A JLFP & A 78
NSCLC F7 H 1070 UL 35 PR 28 785 80 R et %ot 12 35 A1 490 41 5] 640 AH S 1F
5, IR T LATRT B4

BRI FERE A K (IGF-IR) & —F 5 I () % R R 7 1 %
e, SHEARZE SR, 73 31 Ras/Ral/ MEK/ERK il PI3K/AKT
XG55 am e R HEA 22y SR A A K . % 19 1GF-

IR A5 S AV IR v & B, 6 il 9 v 0 %08, 245 b 4
MEEHETE AT AR 28, T IGF-1R HPi Figitumumab [ — 3
IR RBFSE ™ SRy A 151 BIWNARE 2924 T R4 + 242
P + Figitumumab ( 10 mg/kg) (PCF10) K41 + 242 B2 + Figitu-
mumab (20 mg/kg) (PCF20) [ "R4H + SAZEE(PC) . L5 R R W] B
S PCF20 PCF10 PC 211 ORR 433K 78% \57% 46% , i
i H8 3% PCF20 \PCF10 PC ZH1% ORR 433K 57% 38% 25% , 4%
7R Figitumumab TEHEETARYT 00— MEF , DG T898 1367 4%
AR T I fERSeny MBATSE b, salifeyy 4 HR B @48 T
Figitumumab 21, [A]H Figitumumab 20 45 88 =5 M08 065 00 i 7K 45
FEERRIE A, N2k T i R g i 98 . Bk, B € Figitu-
mumab 7E NSCLC " Y 7RIy dE— 2 KB FoE

ROST " J2: % 2 R B4 6 3% 1A 2 — , % £ 0 T 2011 4E A
NSCLC M rh &, 24k KRAS .EGFR ALK J5 & 30 HY $56 357 14 fili
FESE 28 AF SE . ROST F HEJ& NSCLC 4% 11 4 WAL, 7
NSCLC H 29,85 1% 5 W AR N 4340 e 1 i A o, 2
fileaiay T M 2 —, £ E 223 Bergethon A0 S B crizotinib
(MR ) AT ZRA ROST @G35 1) HCCT8 Miidia 40 A 2R ok
BLYL A ROST Y 293 B 40 MO 58, 2012 4E ASCO 4E4: |, Ou
SEVSRGE T — 06 T yE MO J2 1E T ROST FIPERY NSCLC f 3%
HIIGRBIFSE BT SR AN A T 15 R, 45 T 5 MR JE (250 mg,
bid) JAT, 12 Bl HETAE IR YT, xEH 14 i) (8 5 HEAT 97
BT, 45 B E W ORR M 57. 1% ,DCR K 79% , VAT i vf 4 i)
[ 25.7 J&, B, &% 3 WA it — WA 5T, G
ROSIL ¥ W4k EGFR ALK 5522 5 (4 it Ry

DDR2 11 /232 A% W2 2 P 2 — |, 2 S A2 4 AL
JR 254 5 TS DDR2 W 1k A TfiT i MMP1 263k, DDR2 7£
RN o A 305 M M B 56, 40 4% W B B E A7 7
DDR2 7%, ik VP45 JE ( Dasatinib ) s HAM I, 7E—TOE Tk 70
e + JEIRE R IAT RR AT 2 R 3 B I BRAFE v g A
19 Bt 3, a5 SRR B 1 BB/ SR T SR SN
SHTH IFST R BB 5T DDR2 ifidE EGFR 2848, Ml TA
HHI TR DDR2 2878/ ¢, #— 22 B BIFFRATIAE IO R R A
HEAT R, A EERB LS NSCLC MM [y JA 7 7 Sk S8 I S A
EYGpIE

IR

JRE i A RS — 2N S 51 Z R s R,
H T BAal i 41 4053 T B 483 37 AN BE T 2 il SRR 6 97 A 77
BTN DR S A R 98 AR B HE T IR T R IR IR YT R TR
A BV B B, IS A E AR AT R 0 FE S R A it
ST, A THATE S 2 AR R ik 2 BN, B 2 1) ) 24
FER, it s 0 A M AR TR YT SRR T I B A R B K IR
A
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