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Study on VEGFs family and its relationship with gastric cancer: Recent progress
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1M N A K W F ( vascular endothelial growth factors,
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FIRTFE AN SEIN A, VEGFs KL% 7 A i
VEGF-A, JIi # 4= & [ F ( placenta growth factor, PIGF ),
VEGF-B, VEGF-C, VEGF-D, VEGF-E F1l¢ # VEGF( snake
venom VEGF, syVEGF ). [ J§ 32 1R ik & B8 ¥4 5 2 1
VEGFR-1( Flt-1 ), VEGFR-2( KDR ). VEGFR-3( Flt-4 ) % Z Fh
JHY, VEGF-A VEGF-B Al PIGF 13 1] 5 =2 1 4 192 ¥4 il 32 A
neuropilin-1 Ffl neuropilin-2 g,

A P R AR RN i 2 B B9 R R 52 1% VEGFR
( vascular endothelial growth factor recepter )% & 1 & #E4EH -
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M. o neuropilin-1 F1 neuropilin2 N H #2515 5
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VEGF-A H Ferrara ” T 1989 4F & 5¢ M 2~ 0 1 41 il 43 %
W 43 B Ak AR A, 38 E BT U6 K VEGF B8 VEGF-A.
VEGF-A @35 VEGFR-1 F1 VEGFR-2 %54, 7 145 48 i v
EHPEIEH . VEGF-A 652 IR 20 41 w5 263k, (Al
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5 VEGFR-2 %54 & ¥/ . VEGF-A 5 VEGFR-1 454 )5,
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PIGF H JefE NG # & B, PIGF & [K 15 {E 31R &% B Bt
HIRI% PR &35, PIGF /X5 VEGFR-1 454 . VEGFR-1 7£
VF RN R4 33k KA RE DRIk, F &
PIGF FIJiNa& VEGF-A 7P B2 41 iy I /% M, BD PIGF REEs
VEGF-A 5 VEGFR-1 454, AT ffi VEGF-A 7] 5 VEGFR-2
SiAmiREEM . WA JE 5T R, VEGFR-1 15
S IR N R — A SRS SR s
VEGFR-1 $LAAR AT LM R | [ B S e G5 R S50 3
A M4, HE—FWFIIESL, VEGF-A/PIGF 7 R kT 5
VEGFR-1/VEGFR2 # — R K 45 & # 1T F 5 % =, A
VEGF-A/PIGF 5 B T 5l i) VEGF-A.

VEGF-B J& VEGFR-1 Fl neuropilin-1 #Y Ii¢ #4, 1 fig 5
VEGF-A i 5 — 84k ,{H VEGF-B 55 VEGFR-1 Z5& 159 1%
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VEGF-C VEGF-D P52 25 4 28], #A 22  oK sy 7R 5
AR, X AEHAL VEGFs ZKIE A . VEGF-C. VEGF-D
F%Y5 VEGFR-3 Hr S 4l B B A l, w5
VEGFR-245 &k M4 4= i, VEGF-C 5 VEGFR-3 4545,
Wit PKC( EH B C )M pd2/pdd MAPK G 10155 2%
BORT PI3K/AKT 8ER 167 4 5 55 S i i A K i & &
PR, VEGF-C/D Feb) ARTATE R A MO fE S VEG-
FR-3 454 KIS T 5 VEGFR-2 454 , X AT BERT 1L T
Wit VEGFR-2 5 S (9 A6 (4 1 3 A AR o VEGF-C.
VEGF-D 1. 1] 5 neuropilin-2 w#EE, neuropilin-2 MESEZ
LN i EF S O (E RSN /N = ol

VEGF-E W TE DR/ EERN AP EEIFRRE
VEGF-AZ 283 e, v] IR HE 8T8 AR, B A5 VEGFR-2
ZEE A S VEGFR-1 454 .

H T % R & 8L VEGF-E F1 svWEGF 5 il AH 56 i 4R 18
WA 5 32 (45 A R VEGFs SRILE 5 4 LR 7T 40 g 3
AT .( 1) VEGF-A, 5 VEGFR-1 1 VEGFR-2 454 ;(2)
PIGF 1 VEGF-B , & 5 VEGFR-1 % 4;(3) VEGF-C
VEGF-D, 5 VEGFR-2 #l VEGFR-3 Z54 .
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bR A R T S AN RN B L SR SRR AR o
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sel density, MVD )J2& B T #F Il 3 Az B0 B 1) — 1> A A48
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B, H VEGF-A Feak vl 1 B WA & 1A 5d8 b

ERH T B A4 VEGF-A 3 T % I 45 Ak 12
B, B8 VEGF-A /i 3RE 5 B FH WS A . Fondevila
LS I3 156 151 B 98 R EATIRSY , R B B 414 VEGF-A [
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il VEGF-A A LU DC 3. Tsukayama %5 2 5% & BLALE
VEGF-A (=i 235 0 1 J 01 8 i J8 5 vh CD83* i3 DC %% i 1o
FEHAR( P <0.05). X478 VEGF-A 76 B 9 h BAT i im i
YEH
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9 ER A I DA BHLRR I 2 T M OG . {8 BE B RS VEGE-C
FekBIMEL) T B 4P VEGF-C mRNA 2 5K £k
(P < 0.001 )%, Yonemura 4%} 85 4| J5 % 1t B I A 5Y &
B, VEGF-C HJm 4™ A= ik A M T2 4L 55 o i 4
ZEAbL, JE R TR AR L A Gl = S S R A, PR B A0 A 3
iy, B LI VEGF-C ik e ik T 41 40 B9 bk 11
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SR VEGF-D 5 i ik B2 I 35 MG, 7R AR Ak
R i, VEGF-D BH P #5754 25 5% ® . BF 9% & B>
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VEGF-A 7 g i 8 T2 5 b e SC 3 4E A, VEGF-A 19 R AL
BT AR DA EAHT( bevacizumab ) %% 25 [ FDA by 1
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