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(4 E] 86 50 HmEsUh s Nz g2k K HF O vascular endothelial growth factor-c, VEGF-C )55 i Tea IR Vi A 2
ARANAEC tumor infiltrating dendritic cells, TIDC )7 B P RIMER K PIEIKER . 2 k052 0 B A IR A o 1 FK
BRI R 2 E 2 — BB AR 2004 4F 9 H 2 2006 4 5 H FARYIBR A B, 12 A e ge 44 B 41 40 VEGF-C £k & S-
100 & FIFRICHT TIDC (OBEHEFLEE R H A 6. 2 % (1) RS Ak B dh, VEGF-C FHM: k%4
TR 75.86% F144.23%( P <0.05 ); 7E VEGF-C BAYE (BAPEZL A, 120 2 3 B 1) 73 301 o5 72. 41% F134.78%( P <0.01 ),
R ZE AL R B 5390 5 93.10% 1 60.87%( P <0.01 ), I . IV I B F R 51 53] o5 75. 86% 1 47.83%( P <0.05 ), (2) 7F
RIS 44k B, TIDC 5 BERHIE 4 51 5 34. 489% 152, 17%( P >0.05 ); 78 TIDC = BRI ARBEREA IR =3
TS (95 10 430 | 36. 36% 1 70. 00%( P <0.05 ), 75 Ik ELE5 5648 1995 41 43 531l o 63. 64% F1190.00%( P <0.05), Il . IV ¥ & 99
515350 15 45.45% F176.67%( P <0.05). (3) VEGF-C [HM: FI1: B frh, TIDC = BRI 53504 27.59% F1 60.87%( P <
0.05 ), 4275 VEGF-C AT REA M| TIDC BVEFT . 46 4 : VEGF-C REMSL E B2l FIAE 75 , 1 s BEIR W 4 TIDC Al BB 4k 8
FEREEANIER .. Bimagih VEGF-C 5200 TIDC FIRIER A, DI AT RESE A A 35 AOHT IR G2 68 ) AR i 56 % .
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Relationship between vascular endothelial growth factor-C expression and tumor
infiltrating dendritic cells in gastric cancer

LIU Chao, WANG Li" ( Department of Gastroenterology, the First Affiliated Hospital, Chongging Medical University,
Chongqing 400016, China )

[ Abstract ] Objective: To investigate the roles of vascular endothelial growth factor C ( VEGF-C ) and tumor infiltrating
dendritic cells ( TIDC ) in invasion and metastasis of gastric cancer cells and to investigate the relationship between VEGF-
C expression and TIDC infiltration in gastric cancer. Methods: Fifty-two patients, who were pathologically diagnosed with
gastric carcinoma and received gastrectomy in the First Affiliated Hospital of Chongqing Medical University from 2004 to
2006, were enrolled in this study. The expression of VEGF-C and infiltration of dendritic cells were examined by immuno-
histochemical staining( S-ABC method ), using anti-VEGF-C polyclonal antibody and anti-S-100 polyclonal antibody, and
the relationship between them was investigated. Results: ( 1) In poorly differentiated and well/moderately differentiated
cancer patients , the rates of positive of VEGF-C expression were 75.86% and 44.23% , respectively( P <0.05 ). In pa-
tients positive and negative of VEGF-C expression, the serosa invasion rates were 72.41% and 34. 78% , respectively
( P<0.01); the lymph node metastasis rates were 93. 10% and 60.87% , respectively ( P <0.01 ); and the rates of pa-
tients at [I/IV stage were 75.86% and 47.83% , respectively ( P <0.05 ). (2 ) The rates of high density of TIDC in
poorly differentiated and well/moderately differentiated cancer patients were 34. 48% and 52. 17% , respectively
(P >0.05 ); the rates of serosa invasion in the high density group and low density TIDC patients were 36.36% and 70% ,
respectively ( P <0.05 ), the rates of lymph node metastasis were 63.64% and 90% , respectively ( P <0.05 ), and the
rates of patients at [I/IV stage were 45.45% and 76.67% , respectively ( P <0.05 ). (3 ) The rates of high density of
TIDC in the positive and negative group of VEGF-C expression were 27.59% and 60.87% , respectively ( P <0.05 ),
suggesting that VEGF-C might inhibit the function of TIDC. Conclusion: VEGF-C can facilitate invasion and metastasis of

gastric carcinoma, and high density of TIDC can probably inhibit the invasion and metastasis of gastric carcinoma. VEGF-
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C protein secreted by tumor cells might affect the density of TIDC, affecting the immune system and the invasion and me-

tastasis of gastric cancer.
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FH PBS (R —40 . EARERES B i W i 47
VIR HLBL S 229K ,30% H,0, 1 ) + 2818 7K 10 )
RA, WS ~10 min PUKTE N IEPERE, 2818 /K 0 3
W PMEEPUR: ¥ HT VEGF-C Sk gL i) i
1ZA0.01 mol/L MR EL 2% vl pH 6.0 ), Sl
HEK S min, AIFE S5 ~10 min J5, R E 1 ~2 K, %
5 PBS(pH 7.2 ~7.6 )PEW 1 ~2 K. HT S-100
Uik U 7 TR A . TN 5% BSA Ef A
W, 2 20 min, 4351 [ AH N V1R 0 1: 150 A9 S-
100 i AL TR (1: 100 i VEGF-C bt A £
TEREPLMAR, 37 C 1 h ZE4 520 °C 2 h 247, ]
4 °C3EA,PBS Pk 2 min x 3 WK, A B Z 4kl F4t
% TG, 253 20 min, PBS ¥ 2 min x3 . iR AHEFH
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1.3 DCs f£AF %% b2 H42 5 & VEGF-C £k 93] 2

S-100 45 [ BHPEFRIC DCs 76 B g Hh i 3 72 B Y
W . ARAREE T BEBE I A i R4 X, ] 400 £5 &5 f%
BabEHLTH A 10 > = AL EF Th Y TIDC S8, B
{E. ARYE Furukawa * b5 e, 76 B A5 0LEF R, TIDC =
20 4~0 TIDC BRI, <20 4K TIDC KR .

VEGF-C 1K 3 7 b o - i 21 20 b B4R 1
SRR PHPE R IR, A DA (o 20 Jf A B 2Rk
1.4 %itgam

X R 2 B B ME R A 55, BT 25 Rt 4t
T A SAS9. 0 5E .
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2.1 HRMALK TP VEGF-C ik

VEGF-C & [ 1 FH A5 5 R A 48 €0 4t Jot Rtk
FERIAT H AR B 1A ), [ BTk W3Rk
B R UL BH M ik, 7E 52 (Il B il 8,
VEGF-C PR FRIEH 29 6], P FRIL RN 55.77% ,
VEGF-C [IH:RKH 23 i, 4 44.23% .
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AEHY X Z
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- 246 - rf [ e A Ry Aok

Vol. 14

75.86% ; 16 fm oA s H VEGF-C FHPESE A 7
], 5 44.23%( 1), VEGF-C 7Kk B % v B
PERIRRE T P B =10.7309, P <
0.05 ),

1€ VEGF-C PHM: | B 41 i 1 2 5 A 64 9 451
A3 72, 419% A1 34.78% ( 3 2 ), VEGF-C FHMEH
S iR 2 Y LGB B = T VEGF-C B B o
(P<0.01),

1€ VEGF-C B  BH M4 o A bk B S5 7 72 1
1435015 93.10% H160. 87%( %2 ), VEGF-C FE
9 B B 25 5 RS 10 L B B & T VEGF-C [
B P <0.01 ),

1 BEALH VEGF-C FikH TIDC KR %200 )
Fig. 1 Expression of VEGF-C and S-100 positive
TIDC in gastric cancer( x200 )
A:Expression of VEGF-C in gastric cancer;

B :S-100 positive DCs in gastric cancer

#®1 BEALH VEGF-C RiETIDC REEESBEESUEENXER
Tab. 1 Relationship between expression of VEGF-C/density of TIDC and degrees of gastric cancer cell differentiation

Expression of VEGF-C

Density of TIDC

Histological type

Positive Rate( % ) High density Rate( % )
Poor differentiation”( n =29 ) 22 75.86 10 34.48
Moderate or well differentiation( n =23 ) 7 44.23" 12 52.17

*Including poorly differentiated adencarcinoma and mucinous adenocarcinoma. * P <0.05 vs poor differentiation

1€ VEGF-C PHE BIPELE A I IV 390 55 988 4 451
439 75. 86% A1 47.83%( 3 2 ), VEGF-C fHMEH
S I IV e B B R = VEGE-C B M 15 9
(P<0.05), 4R HE/R VEGF-C £ik5 B TNM
SrHA G, T REELAG (R B R Mk A5 AR 1Y
YEM .

*x2 BEALH VEGF-C RESBEIHEEBHXER
Tab. 2 Relationship between expression of VEGF-C

and invasion and metastasis of gastric cancer

Expression of VEGF-C

Clinicopathological
Negative p

(n=23)

Positive

(n=29)

parameters

Depth of invasion
8(27.59% ) 15(65.22% ) <0.01
21072.41% ) 8(34.78% )

Above ectoptygma
Ectoptygma

Lymph node metastasis

Negative 206.90% ) 9(39.13% ) <0.01
Positive 27(93.10% ) 14( 60.87% )

TNM stage
/1 7(24.14% ) 12(52.17% ) <0.05
/v 22(75.86% ) 11(47.83% )

2.3 BEMs P TIDC ZIHEAEE

S-100 & [ FHMEARIC 9 TIDC 32220 A T8 4t
JE L, B BP BDE SO LT A 5 sl th 2,
FE G, A A B 1B ). 18 52 4 H w4
TIDC (= BRI 22 491, 15 42.31% ; TIDC IR =1
# 30 i, 4 57.69%

2.4 BEMLF TIDC ZEREL RPN K £

AL B TIDC = R & 10 4, &
34.48% ; £ = oAk B s TIDC & B iR i H A
12 4, 5 52.17%( 3 1), TIDC REALE 5 B
ERREETC G

£ TIDC (= BE =4 AR BRI, bhgg i =
SR ) 95 ) 3 91 5 36. 36% F170. 00% (£ 3 ).
TIDC. 1= BE =1 1 i v, g v e 22 0 S ) Bb 491G T
TIDC IREE R B P <0.05 )

£ TIDC = B2 AR EE R AL b, A7k L 45 7
FEIRp 15153 9] &5 63. 649% 1 90. 00% ( % 3 ). TIDC
e PR I B 9 B L S RS 0 B IR T TIDC AIG
FEIRE B R P <0.05 ),

F£ TIDC & B0 IR Rl v, I IV 3 S
IR 195350 i 45.45% F176.67%( £ 3 ), TIDC /5
B 1 A BRI IV 9 s 1Y L IR T TIDC
fREE IR B (P <0.05), 45 R4 mm R
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Tab.3 Relationship between density of TIDC

and invasion and metastasis of gastric cancer

Density of TIDC

Clinicopathological
High density Low density
(n=22)  (n=30)

parameters

Depth of invasion
14( 63.64% ) 9(30.00% ) <0.05
8(36.36% ) 21(70.00% )

Above ectoptygma
Ectoptygma

Lymph node metastasis

Negative 8(36.36% ) 3(10.00% ) <0.05
Positive 14( 63.64% ) 27(90.00% )

TNM stage
1/1 12(54.55% ) 7(23.33% ) <0.05
m/v 10(45.45% ) 23(76.67% )
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FEE Qe
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