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Abstract

Gastric cancer is the most common cancer of the
digestive system and the first leading cause of
cancer deaths in China. Conventional surgery
and chemotherapeutic regimens can not sig-
nificantly improve the poor prognosis of gas-
tric cancer. In recent years, molecular targeted
therapy has become a hot topic in the treatment
of cancers, and many antiangiogenic drugs for
treatment of gastric cancer have been developed,
including monoclonal antibodies or soluble
receptors that bind and neutralize vascular en-
dothelial growth factor (VEGF), tyrosine kinase
receptor inhibitors, and antibodies against VEGF
receptors (VEGFRs).

Key Words: Gastric cancer; Anti-angiogenesis; Drugs

Liu HX, Wang ZH. Advances in research of antiangiogen-
ic drugs for gastric cancer. Shijie Huaren Xiaohua Zazhi
2011; 19(32): 3342-3346

mE
BN ARG R T LG TR, EXE L

PR I8 76 B 09 5 14, 500 F Rigy7 Fafb
TG E. T 3@ b7 AL RIB & TT
AR P WG AT SRR, Ho o SR B f A R 2
8RR REEET 7 BT T BR R,
.36 %% W % & K B F(vascular endothelial
growth factor, VEGF) % e & 49 3 55 &4k
THEVE AR BRI R A
M K A K B -F % #(vascular endothelial growth
factor receptor, VEGFR) 7 ¥, & 69 44K 5.

KR B, PUILE A B 254

XE#Hr, TER. BENNEEMAYBITORRHERE. HRE
NBICZRTE 2011; 19(32): 3342-3346
http://www.wjgnet.com/1009-3079/19/3342.asp

03I

SE A R 25 T R A A — e R B
S T BT AL, (HRE R R US D5AR L
22, R A AL R R S e 1) S e SR TR R AT
& EA7 W (overall survival, OS)7) 1l L9 moFii14
mo. WTAESkK, 43T I (e E VAT h R
H s I AR S F AN, e rb B i A8 e AR K
[A-¥-(vascular endothelial growth factor, VEGF)
VEGFRIHUILE L BOG YT 78 B R L5097 7 1
AT T RORHE e, A SO LRIt T

1 VEGF/VEGFR
Hul 24 VEGFK 25 VEGF-A. VEGF-B.
VEGF-C. VEGF-D. VEGF-ELL I 54 KA
TP HAG (e Y R A ARG B AN A BN B
EEEE . 5 A S 2 R I RER.
VEGFRZ i T # 44 VEGFR]. VEGFR2.
VEGFR3FINeuropilins, flfi 145 I )& T =R
24K, VEGFRI L BA7AET 5k 40 o Fn
MRz 40, 5 VEGE-A. VEGF-BLL J2PIGF%;
A, AR HEIE S I 0 2 BRI D) §E; VEGFR2
5 VEGF-A. VEGF-C. VEGF-D%i4, &VEGF
RN MAE A BRSOV ) 2 BLRZ AR, AFAET P B4
o rb, R PR AR R BE B, Sk DA R it A
i %E P, VEGFR3 15 5 VEGF-C. VEGF-D%%

www.wjgnet.com



XEHT, & BENIEENAYDETOARERE

3343

B, AR SR FAR AR P R 4 R ) ) — i 2L
BRI AR, Bhitk. k. BN P R SEA
WAk, VEGFR3 A @ btk EL 45 1R AR 1, i m) A
T L 1T VEGFR2AE 51 M 4k R B RS 45 0
M 5E 8P Neuropilins/&: VEGFR: 21 SL A 52
&, W 5VEGFRAHHAEH, H5VEGF 5 VEGFR
MIsEA). AWK 4 VEGFMINeuropilins
(RO E L 1) 97 B B — FH 2497 25 4

HWUEoR, HIEW HAZUHHL, VEGFEH
TR IR 2R 0w, I 5 MR BRI IR FE
WG . AR KGR/ I S IEAR DG, 1L
T VEGFI B T i 1) 1 i 2B e e 2,

2 MIMEAERZY)
PO AR V6 7 2 200 o 3190 ) ek 98 10 55 11 A2 ok,
N T BEL 0 e g A AR e 7% 0 75 TR A UR 3 Rt
M, fEEE R PR MG 2 —. AN, P
A2 Rt v LA S e e I A OE A, AT I A5 A
ARAF RN LR e R A R ] SRR AN i
%, XD T R AR L2, RIS
T R S AN IR T 29 I e R,
2.1 VEGFA¥e 509 % w sk NS Hi(be-
vacizumab) & tH 5t B AN E BT E AT
VEGF g BEfUA, bl BTV EGF ¥ 43 Wi &
VEGFRZE &K 51 1 [VEGFRIFIVEFGR2(115
AL AKBILIEVEF G 3 A1 S AN A2,
T ELAT B A e UL I ARR G B DR
L EWIT PR G RE g D R M A H
FEAT AR, TR A AT

158 P 7 T S W AT 1A A AR
1. 20064F Shah %5 HHE T — 100 2% iy TG R
ARG R. X FARIEYIB . BB s
e B T e S 4 DL VLR B R
S RBERIAR, 34490 n] PEOY BB I S RN
65%, FLr2045135 43 2% fi# (partial remission, PR), 2
1 58 4= 2% fi# (complete remission, CR), F7 JCiE
J 473 (progress free survival, PFS)8.3 mo, £
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66%; KN LEE21%).
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