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VEGF-C and VEGF-A synergistically enhance lymph node metastasis of
gastric cancer
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VEGF-C and VEGF-A synergistically enhance lymph node metastasis of gastric cancer
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) NETHERIE BRI BT A EE L FRINT Th 5. ME P FESEA T- (vascular endothelial growth fac-
tor : VEGF) D H CVEGF-CIZiH a1 BT 2R ) Y VEFAERTTH Y. ) V3 & O
HAYEH SNTWwb, —, VEGF-AIX A PRz #5E R T5 25k (VEGF receptor: VEGFR ) VEGFR-2D )
HYRTHY, &L TERMERAEICBNTEELREE TR L T0EDS, Tk v /VEEICD
HLTWAZEPMESNTVD, bUbIUIEED) ¥ Hifnf 12 B 5 VEGF-CL 'VEGF-AD E3%
rHOMNICTAZEEHBE L7,

x5 & 7]

19954F 7> 5 19994 (2 M FHZ THIBR S 72058 B #a80% 2 xf 5 & L. VEGF-C} 'VEGF-AZEHIZ D\ T
RIEALRRAL MRS 247 o 720 IE6LHEI,. V1961, FHE461.75% (29~87%) o FRIAIFER Y3 Tl
S LRI 3861, A LRIRIE 4261 Cd ) . GLERETL1 3801 - T2LL | 426, 1) > /X2 (-) 3661 - (+)
445, FIIRIZHE (<) 4260 - (+) 3861, ) > /3HEi#Rts (-) 5161 - (+) 2961 T > 72, VEGF-C,VEGF-AD%E
B, VEGF-ClZm M. whbatE. Mtk B4R L, VEGF-AIZM®IGHE. Bk, BiEo38k
B L, BRIRRER IR & ORI IZ DWW TRRES L 72,

[ 28 ]

VEGF-CE 311137541 (93.8% ) CHiLkkF 1ML EE (431t > A4l 5 p=0.0168) & [§# L T\ 7225, ) /%
Himge ) v NVERIE L OB RO % D25 72, VEGF-AFEHIHIZ4161 (51.3%) T, FARFZH L (41L
>4 ; p=0.0017) & IRAEREE (B E > FalE 5 p=0.0004) & A& 2B L 72, VEGF-CHEH & VEGF-AZEH]
EOMICHEZRO Do 72h, WINSEH L T RES T, EELE (51> K51t
p=0.0054), 3 (T2UL E>T1; p=0.0063), ') >/ NEHE (B >Fatk ; p=0.0137) . WREREE (k>
T 5 p<0.0001), V) >/ 3Ei#EERS (NLLLE >NO ; p=0.036) & DA E LB %500 72, F 7-VEGF-C3EHi,
VEGF-AZEBIO Wb fUNIE B & ORE 2580 2 r o 72,
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VEGF-CIXEZ 4 ) Y/ VERAERNT-TH 0 . BRSNS & 1\ 72 EBRIREHI B W T, VEGF-CEAIZ &
%) VSEIRE OGEDHE SN TWD, Lo LERIRBIR W 7ciat T sUE. B, . Kb
IZBWT, VEGF-CL ) Y NERBOHBELREEIHE SN TWEH DD, VEGF-CL ) ¥ Xl L O
BIICBI L Cld—E LRI S Tw vy, —J, VEGF-AIZEIEIES; (2 5\ T b R 2 AT E
W+ CTH L0, VEGF-ABFIZEH ~ T A % HW7MEHZ BT, VEGFR-2ZEHLY) >/ VE DS RFER L #id8 1)
YR OWTIICO BB L TWAE Z EDPHE SN TV D, T 20E & RSO BHFEBE % v 72 Etc
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BWTHVEGF-AZEHL & ) Y SHiniS & OF B LB RE SN TWDH, S 5ITRIE, MifEES ORE
T, FEREDOVEGF-AZEH L #ifs ) ¥ REI DO & OB ED S S, BEIREE D) >/ SEnZ Il B
\F 5VEGF-ADEZEI S EH ENTW 5, ARIDMEIZHE VT, VEGF-A L VEGF-CHli O3 BIAH D 1)
VONHTEERE BT S 2 EAVRENTZ, BIHELEET XV E S TR WS, VEGF-AIZ X 2 #i I e
DFFENT) ¥ SEHRRE 2L L T A TREMD D 5o T 72IRE O F B\ TGE % 4 L 78 R 0B RN
&) UNEEBORERER O EZ ON S, SHOWZEICL D, B0 v Hiimfic B 5 VEGF-
C.VEGF-Alj % D HEENE WO TR STz,

[faE ]

BRED ) ¥ NEIEF 12 BV CVEGF-CE VEGF-AD RN EE CTH 5, VEGF-AIZ L A1) ¥ 3fHifnfe 2
B RBRBEOFHEEVEGF-CIZ X A1) U SEHAEIC L) MFEMIC) VSEEERIMERE S NS 2 AR
éﬂf:o

WXBEEORKRRNDEER

) UNEHER I BRI BT A EE L FRINTTH 5, MBI R HESER T (vascular endothelial growth fac-
tor : VEGF) D CVEGF-CIZiH L#E I B 1T 2R 2 Y VEFAERTTH Y. ) V8EifimE & D
HAEH SN TWwb, —J, VEGF-A I PN R B 5l K 15 454k (VEGF receptor: VEGFR ) VEGFR-20 ')
Y RTHY, £& L UEHMEFTEICBNTEELREEZLZLTWEL, Bl Y VEHAICHHE
HLTwaZEermESINTWE, 22T, HaEELIIXEROY Y SGiHZIZ B HAVEGF-CB L O
VEGF-ADEFHRZHONIT LI L x HIE LT OMEZ 11> 720

19954F- 7> 5 19994F. O [ |2 E B S 7= 958 B REAERIB0KI % 415 & L, VEGF-CE & 'VEGF-ADFEHLIZD
W TR LA BCIRES 21T o 720 VEGF-COZEBUX, WmEERME. sbpth. Faltk. B4R 20
L. VEGF-ADZBUL, wilpth, Bth. BMEOBERICHE L., BARREZNE RET L OB#EIZOWT
e L7z,

ZF DOFER, VEGF-COZHBIE, 7561(93.8% ) 12 A 5, Mlikny5LE (5L >K5E ; p=0.0168) &
MBI L CW7zas, V) Y SE iRy v VEREE L OBEIZEED Sk 0o 72 — . VEGF-AD3EHIH]
1E, 4161(51.3%) 12 B i, MERFEI9 L (>R E | p=0.0017) R AREREE (B > &1 5 p=0.0004)
EHRE MDD bz, VEGF-CHHL L VEGF-AZRIL L DRICEIE % RO 2o 725, THE OIS B
BT, MES A EEE (531> K50 § p=0.0054) . L (T2LL 1 >T1; p=0.0063). Y »/NEREE (1>
Rtk ; p=0.0137). REREE (B > ; p<0.0001)., V) >/ Ei#EfE (NLLL L >NO ; p=0.036) & DA
B AR b7z,

VEGF-CIZEZ %) Y XNEFENFTH ) . BIEE © H 72 FBIET I B W TVEGF-CEAIZ X %
) Y OSEHER DEDP TS SN T WD, L L, BARRIEZ F O 72BENCIE— ORI B W»WT) o3
EREOHEGMESRE SN TWE OO, ) Y SHiEER L OMEIZIZ—ED RRIE STV ARV,
—7Ji. VEGF-ARRETEIES; 125\ T b EEZ MEH AR FTH 225, BFEIC B\ TVEGFR-2%EH )
YONEDRIEER L) YOSFIEBEO T IO EHL T b 2 ERE IR TWD, £, BRBEE
FGIREIC BV T O VEGF-AFILE ) v ik L OB MG SN TB Y EREED Y o3
Hitnf 12 B AVEGF-ADZEEIDEH ST b,
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HIFEH O 1. A OWFE TVEGF-A L VEGF-COMHDOFEIABFIED ) > 3 Hilnks L AHE§ 5 2 & 2R
L. ZOWRF L L TVEGF-AIZ X 2 A M DORFEIZED ) ¥ /3B  ORED T EENE, IRE D& 1T
LN LIEEORELEIMC L 2D Y SHHEOREER 2 E2HE L T0b, DEXh, BiE0Y
Y NEIHERSIZIZVEGF-CE VEGF-AD I EETH 1) . VEGF-AIZ L %) Y NEEf AR 2 R D%
BEVEGF-CIZ & %) ¥/ EH O OAFAWEMIC X D V) D NEEBAMEE S N D a1 72,

FEZRRT, SRONZEICE Y, BIEOY ¥ SHIZ BT 5 VEGF- C.VEGF-A D O B4
MO TRENTZ L 2ERHET 5 & & D12, AWFFEMRIE, ) 8@ 2 A3 2 TSR IS
BTG EE AR RET A LT BRAE R E W EHET L 72

FEEOBREIIBWT, FEZERIIRD L) REM 17> 72,

1) Lymphangiogenesis& 1) > /SEi#ERE D RIFRIZ DWW T

2) BUEH S LT A Lymphangiogenesis?D < — 7 — |22 W T
3) U Y /NEDE ML VEGFOMEIIZ DWW T

4) FEBRIZHWIZHEOEPTEHEEIZOW T

G ORI, HEks 5 I HERAEEIZ O W T

FEHZNIZ BT HVEGF-AZ & N IZVEGF-COSEILDE N 2D W T

8 1) Y OSEIC BT A RIERBEDOERO AR L ZDEFRIIONT

FEFIZ BV CVEGF-COSIAT93.8%D i % 2 L 727 B EI2 oW T
KEROEHIZ BT BIEET A XD A v M+ 7EOFREIZDOVT
VEGF-A.-CO i # D5 BRI B L Ol H OFE BRG] O 8 ic o w T
fF7eit ORI E TR & IR 2 BRI DWW T
WMEEBICBITEAL > T+ —L Farty O EOFEHIZOWT
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ISR LHEZEOMEITEYTH Y, FEED TOEMELTBY ., B (ER) O
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