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[ Abstract]  Although chemotherapy is the most common treatment of advanced gastric cancer, the efficacy is limited. Recently,
remarkable progress in biology of gasiric cancer has led to the identification of ‘driver gene’ and the development of new agents that
target these genes and relevant pathways. To date, many targeting agents have been evaluated in international phase Il studies. We re-
viewed a representative set of recent studies and provided special consideration related to the available data from these studies.
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BASISZH ) 1 25 7 58 M98 DR M e 2R IS | 3R Bl
EVE ALYIE SANVDIRESPE S5 i)ZS s K /N KL
VA SR

BRI, TR 8 S R R AR AR P i 2
G BT BT R e AR RV R A A,
Freemf AR 3 R, I = ARk, Al B ik
IR 2H 5 AR BT B0 TR Y E R BRI P
YRR SR 1 IR i i 6 ) 5 988 201 AR W~ ML )
AR, 2418 8 i Kk KR R 3R 3 R
FHRHE DRI R B, — B XT3k 26 BR Bl KL DR 4 402 )
Y A AR, — R E B2 e 1/
MY PROTFE Bt AT, B 7R PR Ik L4 0] 2y
Poxt B BRI ROR . ARZRIR R H 8 X X 2 1l
ROFFEA— B4l T B E WA Rl AT 7R

1 StREREERALXREERKEFZME 2(HER-
2) EEEHY R R 5

T AERN T Z R FEAASE 4 AR, 5590k
# 4 K IR T 52 /K (EGFR) . HER-2, HER-3 Al
HER-4, TATEAT AHAL A 2540 , 24 A M AM C A4 2%
B3 B RS R P s R R 4 A I, a2 AR
HL AN 5 AT PR AR S B 5, 8 0 SR 4 R (1 H
by B 573 T8 ARG [ Y5 S Y — SR AR, 2 T 98 T A PN 1
BTG, a3 P fE 5% S, Bl Bk
KILHER-2 I 4¢ SRR A&, Atk HER-2 A B 4%
SEeREE A i 5 R i At Y BB S R
Uk E5 @i e A LUL% (THC) 8¢
FEIFA 2458 (FISH ) 25 46 0 - B I A5 1) 15 g 4 21
HER-2 BBAMERIB R R 7. 7% ~28% ") Hirh HEA
iR KA —IHFFE A T 3883 1l ik i 1) g 41 41
FRA, MR G5 H K o B e, DR E
S5 E0 9 HER-2 I BHPE e 18 3 5 T vy 1 9 s AL
YURAY RO E | TR HER-2 BHIE 8 %5 Tk
RUFIVRA 1Y BRI 5 I 15 98 FR 35 19 HER-2 PR SR
BRMM

i 22 Bk B 4 DNA A7 4= i A T4k B0 v g
oM, RERS I BMEAE T HER-2 AO 20 41 X, BHL Kt
FIFHIE 5555 . ToGA W78 & 2 — T PF- 4y il 22 R
FAPIRYT HER-2 BRI 8 g7 20 T B AL X
HR I ARAFFZE ), FEiBi s o HER-2 BHME B 2 A
IHC(+++) 5% FISH FHPE, H247 24 MEZK 122 4~
Ot 3883 il I R B B A T R
T HER-2 #0, 810 1] (22. 1%) H& & K& I 2% 3 H

PR, B 584 B FHME B S0 T %G IR 5T, BE AL
B23Z R WE WE (5-FU ) /R 55 U + 4R ( FP/XP J7
22)6 MJRIEL FP/XP 7 RECA i Z 2RS40 6 1
W15 %, 5 FH o 22 B BT 4 1 28 e a1 BUR
AT 32 AN KR, FR A BT R R 18,6 AN H 25
RN BRAIRIT AR RCE(RR) 15 47% , 4l
I 74H BT (OR=1.7,95%Cl:1.22~2.38,P=
0.0018) ; A IRIT ALY AL JCHE R AE A2 (PFS)
6.7 ™~ H , B I J KRS g gl Ak Y 4 T R 29%
(HR=0.71,95%CI.0.59 ~0.85,P=0.0002) ; i
SMAET(0S) A 13.8 4~ H , FE T KUK 4 s ati Ak g7
ZHF [ 26% (HR = 0. 74,95% C1: 0. 60 ~ 0.91, P =
0.0045) . HHZER AP IH WL AYAS KSR A i VA
RN, N A FENE s R PRI A IR %

ToGA W52 55— I {fi i 101 15 9 JE 3 1 R A6 OS
Mt 1 AR ERBRZ oo TG R B 5T, R T AN A
RIBYF I 76 B i 0 8 AT o 2o AR X
B S, RUSBUS T ik 4 A HE B A9 R, {078 I
PRI F AT A VF 2 E AR A RS, (1) /R ToGA
5 H ¥ HER-2 [ SO THC (+++) B FISH [H
PE B2 73 B @ 78 AX THC (+++) LR THC (++)/
FISH AP ) 8 25 m] NIBCA 3R 7 v ik 35 4R 45, T THC
(=) B THC(+)/FISH PHEERI B E TLIRZE, (2) S
AR 584 I E T T 75, 5% , yRiE RN
8. 8% , HAx 15. 7% MR &1 . WA B, U
U R R RE A8 M il Z 2R PR A AT Ak 2R
(3) FR A 0% g o fer b o (LG RS B e, IR
JEARVIBR Bt 2 DMEREIRALAE) , NIBA RT3k
LRI, (HX R4 B WA T R 22, B EGOG
WATKT 143, 3k L E /N, (4) )R ToGA
WEFE rP I B 5 52. 9% , {HIF 20 43 Hr & W IV 9 A8
HI 0S ARERAEPA MIIF AR B B E 2R, X
— AT T g AR B TS R AR A T L
b b DX £ (HL 2 oA i 22 B S B A v 1 A g
WE TG, MG ToGA BFFEAE I RS2 2 Hh 18 1) 1Y
W2 R, 2011 4F ik Bk i 2 LT R T 2 E 2
O IR RBFFE (CGOG1001 BIFST) |, 1 I3 B o
R R I Z 2R BB & XELOX J7 %8 (VR4 +
REAE) A —ZIATT T RIAT TIRR . %R
F 2012 4 8 HE5sRAAL, He A4 55 ] HER-2 FH %
BE  RR \PFS 08 KA R vy 45 285 5L Bf 48 e, 45
R NIRE

W T Z Bk BA BT 7E HER-2 BHE 6 190 75 9 s 3
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T A O BIF9E I i 230K i 2 SR T T
JRE B T AT, —W gl JREcHE T
WG RAFFEPEAN T B F AR XELOX-T 77 4 (R 1%
flL % 1000mg/m® & 12h 1 & d, ~d,,, B F] 4
130mg/m” d, , i Z Bk B30 8mg/keg d,,3 AR 1 JH]
W9 ARHT 3 AR, RS 3 AN A #h 2 2k s e R
12 4~ JE) 1897 HER-2 BHME: I PR 20314 T, _, NM,
5T, N M, TP B 5B 28 456 IR 19T
R AR A A SR R HER-2 PR Rk
R R E R T E 32 XELOX-T J5 28 o B 24 5%
fif s, sz RA4F, o5 —Wi%H %) HER-2 FHIE &
B/ B A R R B Ak O i T I
PRAFFE | 15 98 £ AR AT R ML 32 0T (50. 4Gy ) X
B EABE S RN R T R i 2Bk R,
I RUE 5~8 RHEZ TR BA M Z 2k b gl i
A5 ih 2 Bk BB 4 R IR T 13 AR, BEoE
FEA ST AL (DFS) . ZWF R RIA A
480 f B3, BRI TH BB,

MAZERBHT & HER-2 43 F 05 2 RE 41 N IR
Lo 5 B BU AR, e % 5 il 2 2k B 40 40 N 45 & A
HER-2 B9 AN [F 4 5 b, JL[R 30 6] HER-2 1936 #.
JACOB W5 & — MR AL  XUE | 22 301 %) 18 i) 42 Bk
PR MG RIS, B ETPAL A2 BR BT (P ) + il 2 2k
BAHL(T) +M4A+5-FU/ R 3G EI6YT HER-2 PHIE
RS R B B A A I A R R A
BETE U L BIREN L2 P ok 2 L5+ T+ +5-
FU/ R T 9897, P/ 2R+ T I BRI sk
PRIk BTG IR A2 R RO, AR AL
7 6 RSP B R R T A7 A AN R s, D
15 FHEA +5-FU/ R Bi b i, 6 A J8 )5 J2 75 4k 2L 1
FHIZO7 28 W) by £ 3 FN B I AR B 25 i Bl AL 0 2 AR
P IX Ik [ H AR s J0 /PR IR FI A vs. W ( H A
BN ) vs. 1 3/ ZBK ] BEAE H VIBR A L M HER-2 FH
PE[THC (+++) ws. IHC(++) LI ISH(+) 12T LISy
JZA3Hr . EWFE M 35 MEE L 200 i A
2H 780 R, FEM ST L SN 08, BT IT & 5
4 PFS RR ZEARAFLE T B] G IR IR 55 5 245

trastuzumab emtansine ( T-DM1) J& — P4 ith %
RBAGT A TR DM1 L8255 i 25 Wy (B I 1A
NCT01641939 58 /& — Wi £ X} HER-2 [H M54 #8 14%
B L WAL, I/ G R B E | S 2E3E
OIS+ U R T W 2K ) 2 R BT — IR RIS T-
DM1 23R Y7 WA R fnae ek, W5 R 2R —Br

BOtHl A 100 B84 BEHL Y Ry 3 4 . A HA%5Z T-
DM1 3. 6mg/kg 3 J& 1 K, B 414%5% T-DM1 2. 4mg/
kg 3 J& 11K, C 4T AR IR 58 & (e 3% B2 32 SR A2 B
VI FE R LIT . A I R 5 i 4 A
L1 PO S o g o0 VWS 7 A T 1 =3
BIT . PR SR 2k  T-DML 2540380 J1% [ PFS
I RR, AL 2 5 1 38 X A R ol R
VIBRARFBEAE 5T HER-2 #0106 97 $E 47 40 )2 70 BT
H AT v AL THRSEB B .

2 $%t EGFR @ HAVEE 2540

EGFR J23R 4B K I+ Z IR K0 55 — 1k
5,5 HER-2 #HE, EGFR B 32 /KT 6E 3 A 5¢ 4%, g
HNERAENS 543 4E EGF Fll TGF-o 75 PN ) 22 R A4 4
g5, TR P B L I R O N P R 8 T
Ras/Raf/MAPK il Akt/mTOR %15 5 18 #% , M i {2
HE R A0 B AR K RN R 2B Kiyose %51 3 1
FISH JE K1 % B8 EGFR 7E B # 4L 8Uh igP 1 R 2
H4.9% ; TAE S — WAL & 511 9] 5 96 B 3 ik 5%
t EGFR BHPEEE R THC = (++) B{ 2 FISH #:0)
EGFR/CEP7 =2 51t 109% [ i 20 i EGFR 1
Pl %=15"), THC M43 A) EGFR FHPER B RN
27. 4% , 1 FISH 7539 EFGR ¥ 34 RN 2.3%,
LW Z A EGFR THC BHME A EA BTG
[N Z (HR = 1.413, 95% CI: 1.063 ~ 1.878, P =
0.017),1 EGFR FISH A 55 T,

VY2 R — R AR5 5 EGFR et
&, EXPAND 55" DA T 04 25 BB e & I/
R VR I R T a2 R S B RR PR O 00T AN
ZAFE A TR B 2 IR, BB + 0 ) 3R 97
I PFS S alifbyy Mt o3k 85, SLbs b B
TRIT L h 57 PES F1T OS 34 %5 8 4l Ak oy 40 45 4
(PFS:4.4 ™ H vs. 5.6 1~ H,08:9.4 1 H vs. 10.7
AH) . 5 EXPAND W5 M), 55 — W PE#r EGFR
T BEPURA—AJE PTG EOX R (R R
+ BV R+ R ) 1697 B Rl B4 A R
ST 50 T I A 7 e DA O I A 2% BR B iR 7 4l
mH ;. OS B2l by A 4i s 2.5 A (8.8 1~ H
vs. 1.3 H, P=0.013)1"" ) 2013 4FE ASCO 21
I, EXPAND M5 & #5170 TAn B 0 o B 45
R, & HER-2 FHM:EE /Y 0S A1 PFS B K T/
PERRFE, V92 BP0 IR T 8 i R s TR PE AR
. ZHZEMIIESE HER-2 M 7E 2 15 9 58 3 1
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SEFUG R I ZE (HR = 1.552, 95% CI.1.244 ~
1.936) FII7 8 T B B & (OR = 0.477, 95% CI.
0.316~0.720) , EGFR 7£ H @ B3 b iy Bk K 1k
IKPEAR, H i — /N4 1 EGFR 5 23k A 1] g
JEVEZE AR AR LR g R, 1R
Kb B EGFR B g BEHUAR 1 I RIF 52, AN 200
XF EGFR Fll HER-2 ARZS ARG , b oh 76 B e 1y &
&t h HER-2 Al 62 5 T EGFR W {5 5 5% Fid
T2 PRI B i b BHL KT EGFR 3 5% 7] E JG v 14 2140
i IeE BB TR X HER-2 F1 EGFR At BCHE 5 410 i
Fl—HimaEs e W T T 2 .

IS JE S — P/ IN g3 I 2R U AT 1 5 fig
i[RI ) HER-2 A1 EGFR ) ¥ 2 IR 184 i 7% 1
LOGIC B & —TiZ vty FEAL 6 IR XUE 19 T
Il RIS, FHDAVPAR B i JR Bk R 35 At i 5 b
F| 4 ( CapeOx J5 %) —Z&iR Y7 HER-2 FHPERG I |
U A A RE AR HER-2 PHE
#iE N THC (+++) , 8% FISH , CISH . SISH {2 —
WHPE, A 22 A~ E 5 186 M FgE L2t 535
BIERHESE TIRWA 5, LM A % 0 S HE,
ZHFSEARRE IS B BN BIER SR YT 4 0S ok
WBFEIEK (HR =0.91,95% C1:0.73 ~ 1.12, P =
0.35), {HTE CapeOx Jy Z2 54l 134 mbrmh & e f5
M T IR ——PFS \RR MR RFEE Rt ],
AT RN TEAERE /N T 60 % LIS I A s 25 P 0
B 0S W E K4, WREITAIETE K MTF R
ZRANER R ARG,

EXPAND #F5¢ , REAL3 55 1 LOGIC HF 5% )
ARBEIA B FE LT, P27 EGFR 7E M) & 98 vh
JEAE FEIRK BN F A, L, hrif s e i) HER-2,
EGFR RUHL & il D) Be AN 25 b HER-2 LR 55 41 ]
WO RS, R Z B hiifE e XF EGFR 40
il ZhBE, LOGIC W5 HIFARAR ToGA B 5% — 15 2
PR 235 5 | 35 2 70 B2 s i 2 1R VAl 410 o) 3510 78 AR
X HER-2 B4l fE 22585 T B se TR, i A e ik
—IBWRSE . ZIFSE X HER-2 BB & Xt T 5aiz
Al BE A BT I R SR K 22— X FISH | CISH
SISH £ & — 3 BH 1 R 9% 2 L4 HER-2 BHME: , 3 F
WITFE A FRIL LS % mRNA 238K FEHi2 W5 v
SEPR LRI T R SR MBI Z MR, ES
S BRI R ST B A v AR T — o 3R A
I E X, LA % B AE A7 45 1 ATFE

SRS LOGIC WFFE AR 8] B 4, (H I 41

TR EE SR PE R X TAE Y /N T 60 2 FNEH Y 223,
WRGIRIT IR 2 AR R AE AR 2R 1. RVE T
SRR IRHLE T 457 I — EAFAE 2 5 (Rt
FEPWAR R T AR B, O T 7 A T E 1 B
FHRG s B F A W ZETF R X o [ Y I B T
A TATVEZE Rl o — 25 B 6 P o AU B T4k 3
WEE A TR WA ) AR

TyTAN BHF5E S 5 — 300 PF 4 $37 715 Je o7 3% 1) it
BL G RAIFSE >, 25 0 B R AL EE v (R A
B8  HAFERE, Bz 5-FU skETE T
i) HER-2 BH P i 1 15 98 £8 35 Bl AL 422 32 v i 2 Je B
BEZBE B RYT, BF S E A
0S, KB 5 PFS RR FIe 4t %98 1Y Bk
AN BA M, PIALTE] OS Fi PFS $45K 1k 3] g 25 P 22
5, 2013 4 ASCO 21 I 43 T+ [ K it 95 1] i
HAH P EE R, KB EH AR AR 0S M
PFS #4410 5 T 82520 (0S: HR = 0. 62,95%
CI: 0.39 ~ 0.98; PFS: HR = 0.52,95% CI; 0. 32 ~
0.86) B A6 J7 41 1 RR L% 525 4 WA (4R v
(42% vs. 8%) . F WA K N5 A58 N FEAH
LR AR ML > TS | BB ) | H R Rl A8
ORI ) 2 AR R AR

[d] LOGIC BFFEAHAL, TyTAN #IF5T BAR B AR RE A
) FEWFFCL A (AL 5 B 0 2 B0 e ] K B R
AEfE LI B JE R & A2 B 7 6 h 35 3K 2% 5 W)
B, REEABERSHBIT ML eSS B miRT
(intension to treat, ITT) AFE—Z, %A KB A%
SVEFME, ZEERUESE T W E KRR AR ITT AR
FELEWT 5 %) b 3R DX 0 25 S 5 G A0, v [N Wl 5K
LR RE AT RS T AR RA . (1) H KR A
R HER-2 THC (+++) fr o Hefilim 7 ITT A, W)
BSOS Fl PFS; (2) HE KB ABEIG T AR I
T ITT AR IR TR R B B /D (3) [ K
NHHE—ZIBTT R UG B 222 T —2kak =2k
PURIAYT , A BSC, 5 SL1A YT 1Y 22 St a] BE X
OS F=H R4, i 22, TyTAN HF 78 WV 20 43 B 1) 5 B
753 — 2572 WU HER-2 FH A 14 e 15 15 9 £ 3 o
HEATHTHEEEAL

3 #HWMEBEAREEKEFZME(VEGFR) B EAIEE
BESEY)]

R AR e 45 A AR U DDA G 1A
PR Al A K - ( VEGF) J2 fe A3 30t 2 5 fie 7



i R 2R A 2014 E 1 A5 19 %5 18] Chinese Clinical Oncology, Jan. 2014, Vol.19, No.1 +5-

SRR I A A B KA 6 AL, A3l 2
VEGF-A VEGF-B , VEGF-C , VEGF-D , VEGF-E FlJi
FEKHF (PGF), Hh VEGF-A M1k K
VEGFR-1 #1 VEGFR-2"*' | VEGF-B #il PGF 5% &
4 VEGFR-1">! | [fif VEGF-C #1 VEGF-D Il & i
VEGFR-2 fl VEGFR-3 J3 {5 556 7 k%
PRBTE I, A= W2 3w A 3 A F b i A A 224y
4 GERS TN M AL T R A 8 0 il A E S 1k DA
YeREp A b R AR AR B9 R A
W1 g R R A 2RI 2K T VEGE i 3R 387K
5 IMAER A0 | bk L 45 6 A% Fnam ab 75 A% S IE A O,
15 S A e Rk, X VEGF Rz
PRI RE ) 25 ) B R R T B s 3R T

DR PRSI ET % VEGEF-A (840 A J5 AL PR TR
ik, —mmizrut BEPL SUE | 2R B T
Il RIFZE ( AVAGAST 5% PFA T DUAR AT &
F RS (XP 75 —Z3R)T i e 0 S i 19T
R RS BRGSO B, B AE XP 5 SR 3k
fili b b DA EAT IR 0 S 4 v e e AR Y
OS(HR=0.87,95%CI: 0.73~1.03,P=0.1002) ,{H
DA BASTLH FR 35 1Y PFS Al RR 485022 B 4 s 2 W
WAREE . R UL 3 ~5 GO Kk bk 4 i
D B AT AR B, AN KSR R AR E R
o E V2= 5. WA B, DR HN B E
R A A AF R SR ATAE M3 22 5 | SE YN > TR > S 9
R AR, BE S A A P2 b S W 3 B T AR 4R 2 B %
EBRX—EZRMN T, HESK, R EHE WA K
FIREME U VLA BT 80 B4 e Ay P AR B, 1
FHZ 2L B i v 0 I S AT

SV B KA TR VEGF 38 B 36 7 ik g
BRI IV A 18055 . Ramucirumab 2 2% D1 A BP0 5
53— Pl IR S REPTLAR  BERS S5 VEGFR-2 9
HMXRE S M AE A, — TURA ML T B 0 R AT 5T
(REGARD #5%) -/t T Ramucirumab X} H 2 &L 7
TERIRYT TR W e 2 A s AR AT IS 1t R A
Rk Bl A 455 B T AL, JFAE 2013 4
ASCO Fgs B i 1A R is s T £ %
HFELe i, A PFS BRI ER T 0.8 1~ H
(2. 11H vs. 1.3 7 H; HR=0.483, P<0.0001),
A0S SERK T 1.4 N (5.2 M H s 3.8 A,
HR=0.776, P=0.0473), ARG REAFGII¥E
S ARIARZE Zy i NI AR R 5 22 [R) B A A 1Y) o — 33
T 3R I PR AT 5% Cougar-02 #F 5%, X WA 58 PE A

T LA S BSC R E M B S A
AR BTG B SRR 0S IR L 5
LAl ) BSC A H, Z2 PG fil B + BSC ¥4 B 301 15 i R
B OS SEK T 1.6 M H (5.2 4 H ws. 3.6 ™ H,
HR=0.67,P=0.01),5 REGARD #F 5 9 80H Ak #
3, SONX B R A , B B8 s iU 4R
J7 B RE R DL P Bk T 116 DR 1= 0 B Ji 2 Ak 38 22 G A,
FELE B B RET ], 5 & Ramucirumab 200 &
I 1 REGARD #ff 5% /7 I 3R P A R =5
P KA R4y 5 R 7. 6% 1 3. 4% , 55 DA% B A
L, A2 5522 1 Ff 2 2% S8 Ramucirumab 8% AN &
R,

B o — LR IT R I R
ZR ) —ERIGYT, T Cougar-02 B 5% AY 45 S AL {IE
SERUMR B R IR UY RE U W Ok AR fF AR £5. AE
REGARD WAL 1 48 )5 , W58 & )R 8 T —TX) He
Ramucirumab IR ARG L2 —LIR)7 H il B
B LA ) B AL I R A 58 ( RAINBOW fF
50) . ZWT BHRTC S5 s RAAL, B fERE T 2, 5
— 5%t Fe Ramucirumab FIZE RIS FOLFOX J5 %
—ZIRYT B BB S AR 0 TG R 5Tt
2238, 7% % Ramucirumab 8758 D1 1& S 41, bk
R 1A 5407 IR S R S 3 B T AR
VEGF i# #4025, A 14X B LAFE .

Apatinib J&— Bl /N 53— i G2 R T Bl 4 1 7 g
A H] VEGFR-2 \RET ,c-Kit ,c-Sre 45 52 {4 Ji% 2 R 1
BERgIEPE . — 300 I IR PRI 5 PR T Apatinib 3397
F/Gat AT R WO RS M B R T AL, 141
11 18 9 S5 5 P HLA% 52 Apatinib 850mg % H 1 1K, Ap-
atinib 425mg % H 2 2R, 3 HEE P4z
PFS 735910 3.4 3.4 F1 1.4 N H WAL 0S 4351 K
4.8 4.3 F12.5 1M1, LA ROV ALHE & i e
MFRLERAE, FXTX —RFoe g SR, BN 2= E i
TP T Apatinib Xf LR = IR RS 1 1 6
g MG R BF SR >, 4 —2kak — & DL A7 ik
RS B g ER A WAL 22 LR (A 4) | Apa-
tinib 850mg & H 1 X (B 41) 8% Apatinib 425mg % H
2R(CH)IRIT, ZMIFRILAL 144 BlEE A B,
C 3 HEFWPAL 0S 43514 2. 50 4. 83 Fil 4.27 4
H 3 g7 PFS 4391k 1.40 3. 67 1 3.20 ™ H
Apatinib 41 & HY PFS F1 0S $ 0 B K TR H14
ZRA G L (P $#1<0.001) . 9 i FEAREB
G (B A 3 ,C 46 fl), WIWAARRNS I
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AR ST AR

B0 15 g B 7 R AT O IUS R SR T W
RCRAAE T H— T LR A = 4RIA 7 T IE K B
0S HIUFHE , 23z S AT R, 0 T 2 i %
it 2 A DL AT O IR T R B R W e B 1
B 3BT Apatinib RYT 5 AT 23 L PFS K0S,
X2 R 1 AR 1 2 IR T B TR
R

4 3T c-Met BERHIER[E 25

c-Met 2R R LR MET 4R 10 15 2 98 8k g %7
A HEC AR A 40 A K T (hepatocyte growth fac-
tor, HGF) . 7E/M8 40 M 7, c-Met/ HGF 3 i 14375 1k
REAS (2 120 i A I AR 28 0 i A8° A 1, O HL AR 47 40
B FIRT= ) B LU o-Met [T RIKH Ny
18% ~82% , H. c-Met RZRINFEIE 5 B i 1 BUR 12 1
*Ha‘é[38-42] .

Rilotumumab /& HGF By N JRAL L se BET A, fiE
BERHILE HGF 55 o-Met 254, —IUREHL 1T ) 1ii PR AF
58 K&, Rilotumumab B & ECX 7 B #4010 ECX 7
FREW] W I B g B B A B IR R
0S F1 PFS; £ c-Met B e 54 I Rilotumumab 15 5
2l Rilotumumab BXA ECX J5 22 197 20HE 2 1
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