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Relationship between the expression of VEGF-C and microvessel and
lymphatic microvessel density, and their role in

the metastasis of gastric carcinoma

PENG Qing—di.et dl
(Department of General Surgery,the First Affiliated Hospital,Chongging Medical University)
[ Abstract] Objective:To explore the relationship between the expression of VEGF-C and microvessel density(MVD) and
lymphatic microvessel density(LVD),and their role in the metastasis of gastric carcinoma. Methods:The expressions of VEGF-C
mRNA in 62 gastric carcinoma tissue specimens and 10 normal gastric tissues were determined by RT-PCR.
Immunohistochemistry(SP) was used to detect the expression of CD105 and VEGFR-3 in the tissues. MVD and LVD were
counted. Results:The positive expression rate of VEGF-C in positive lymph node was significantly higher than that in negative
lymph node(88% vs 21%,P<0.05); Compared with that without lymph node metastasis, LVD in positive lymph node
increased significantly(6.15 +1.61 vs 3.93 + 1.76,P<0.05) ,but MVD did not increased significantly. LVD in positive VEGF-C
was significantly higher than that in negative VEGF-C(6.03 +1.73 vs 4.05£1.71,P<0.05),but MVD was not significantly
different. Conclusions:VEGF-C can promote the invasion of gastric carcinoma and lymphatic proliferation, mediate tumor cells
to the lymphatic vessel and further the whole body. It is an important factor influencing the prognosis of gastric carcinoma and
threatening patients lives.

[Key words] VEGF-C;Microvessel density;Lymphatic microvessel density;Metastasis of gastric carcinoma

HRMERAAGEAREWHBSTHERE & WEAMKEERBSRWAREF. REHOPFIRER
ERFEEGNTIERR, NBENEARERKEF B2 VEGF XK (215 VEGF-A,B,C,D,E fll 3 Fi
(Vascular endothelial growth factor, VEGF) Z{& i % & PR I &8 % 44 VEGFR-1, VEGFR-2 & VEGFR-

p—— 3) &% B 5L TE B AR KAV h R BLAY 7 AR
T ertmama, R, B RALA FRE AL MR
BiREE: 8 &, 5, 8K, E-mail :sdpwglsl@126.como ’ﬁjo Zliigﬁu Eﬁ%gﬁg:ﬁ VEGF-C ﬁ@?%ﬁ%;



http://www.cqvip.com

— 160 —

£ 000 http://www.cqvip.com|

BEREMXFFER 2008 £5F 33 %% 25 (Jounal of Chongqing Medical University 2008. Vol.33 No.2)

Fd RT-PCR #4511 VEGF-C ¥ mRNA %ik; f4
AL F SP A I I 48 14 Bz 40 HUARIiC ) CD105
(Cluster of differentiation 105 )R E N KA K H
F2k -3(Vascular endothelial growth factor receptor
-3,VEGFR-3) , 71430l & Atk B8 2 B - 5
5P VEGF-C 555 41 o UL E Atk e
BEHERKWRXER,JFFH—HHIT VEGF-C EBREHD
PEIVER

1 #RFGE

1.1 —A&FH

HEGARBERERN KEMBES —ERE Hsa
2005 ££ 6 A ~2006 £F 4 AWUIAW 62 HIEE B RBIEA
VIBRtaA . B 426, & 20 4, Sl 32~75 &, P LLEERS 55
%o I =5ecm 25 B, <Sem 37 B, T+ T, 1238 30 4, T+ T,
291 32 4], {5 (R FEBA VR FIEN TR AR ML 3% 46 B, o |
FAHLE 16 41, AWELETE 34 41, TR E S5 28 6,
AR RS S B (b 3 6120 No, 2 B8 N, T4k
88 57 # . FARYVIBRG 3L BPEUM . BUREHR S IE ¥ H AR R Ak
0.5cm x 0.5cm 2 ZEHHA 2 e, —HABHAKACE, 7B
ABRESBT, AT F - BAMHERM (RT-PCR)&E
Kl VEGF-C B9 mRNA Fik; 55— 10%F BB,
T SR H RA S SP Bk B A I 8 4 E b L
. FEZRAE 10 Fl3E B R m R Ein Ak L ¥ @8k
Jt BB . 62 BIRRARFE T 5 &1 : (1R G REIESL AR
§#%;(2) #HAR HE 0050 B B K Az 1R 4L S5
BH/NA B S RIEE HEIRS.

12 #EF#*

1.2.1 RT-PCR Bl VEGF-C B mRNA %35 VEGF-C 5|
Y551 UP 5" —AAAGAACCTGCCCCAGAAAT-3" ,DOWN
5" ~AAGAGGCCTTTTGCTGATGA-3’ ;=4 472bp,

SEHRE LS RNA, Bk RNA 528k, Sh00RE
{XRH RNA ¥REE R &L . RT f1 PCR ¥ 14 RT-PCR A3
BRI
122 GBEHE ALY SP BT AR UL B Ak DB B
AEABRESHSY S HE 6, BT RPEMAM, LI5H
{RA LK R S IE AL FAL BRI & B BIRER
# CD105 1 VEGFR-3, i+ & 4 iUl B Ak B S MR B

FI AR AE :CD105 £ R K 7E M N 4 A (Vascular
endothelial cell, VEC) 40t fECF ISR , By o i AR B A 550
B FHVEZNRLABA S 2 A EHES A R R, B T8
BEBTE R A SRR S EEW, (U8 1 BRI,
FTFBNAH, T 100 HREFTHE 4 T MEFBEXH,
SRISTE 200 5B T 180 4 4~ R 5T A= tum B 3, O
RS SL (AN Ay 4N 0

VEGFR-3 FHHE S 65 0k B R0 L 45 i 3% 38 Lh Bl R o T
L, (LTI A 5 W E B E R S R BOR, N4
Y, XA PRV SESEE N M ; X940/ i B Ak
BEEMHESE CD105 e, IHERR/NMLE . 8k Rsgim

.
13 4itsam

K SPSS10.0 Suit Sk AT 8u i 4. Bk it
EMHEEFEUSN + IFHERN . BEERR (K%,

VEGF-C mRNA RiXEHREA x*RE. BB/ KkAESR
0.05,

2 &5 R

2.1 VEGF-C mRNA #) & ik

B PCR ¥ 3¥87=91, £ 1% g B ik, F
BN Marker X B8 . HR 3K 45 SR AE £ 5N P ASCF X
DNA 57 e 47830 , 7E 400~500bp 4k H B E#5 K
VEGF-C BRHE, A~ th BRI 4 B (B 1),

600bp

500bp

400bp

B 1 DNARBKE

VEGF-C mRNA 7EJ& 35 A By FiA FHHE: 36
%, &5 58% , M IE# B HS 2 MM, T+T, 4% 6
%), B 19 61, FAPESR 24% ; T+ T, 2HFHE 31 61, BF
P 6 15, BRI 84%(P<0.05), HikELHEKAM
P 30 1, BAYE 4 5, FHH: 3 88% ; Tk B A FE 41
RHE: 6 B, B 22 6, FHMESR 21%(P<0.05), 5 )
A ImAb B RS R R It 2 B B, 3 B R B 57
B Ak RS 55 RS AR 191 o 34 51 9 B, 23 91 9 B
Y (HE B ERR, RFETHIH2EH)
22 MAMLERE

FEERAPEKEHENE (H2), MEFE


http://www.cqvip.com

ERER S 2008 £8 33 5% 2% (Joumal of Chongging Medical University 2008. Vol.33 No.2)

£ 000 http://www.cqvip.com]

— 161 —.

4

- -

A+ . >~ T8 r.
T s’f"',.,"*.-g?, 3
N AR LD

B2 HEABEEXEMME(SPx200)

B3 BME[ABREXEREBE(SPx200)

HAPRRBFAEME . B =5em HFAEMEH
FE N 22.24 +4.41, <5cm K 19.41 +4.76 (P<
0.05), T+T, HF A MEHEEHN 18.48 +£4.96,T:+T,
20K 22.03 +4.12(P<0.05), VEGF-C mRNA FiX
PHMEH A M HEN 21.37 £4.53, AN
19.54 + 4.98(P>0.05) ., #k L L4555 B 40 F A Ul B 2%
BEA 2117 £ 4.73, TG4 R 19.91 +4.82
(P>0.05), mALEAS LR N 25.75 £ 1.12, Foimht
B4 K 20.15 £4.70,
23 HKEETE

EEHNAPEKBRKEE (B 3), KEERE
$520+1.97, HEETIER BHAM 1.98 +0.58
(P<0.05), AKBEEHBHKEERER 6.15+
1.61, THEEHBHAN 3.93+1.76(P<0.05),
VEGF-C mRNA RiLMHMHEHAMEEEE RN 6.03 +
1.73, BAtE4H KN 4.05 + 1.71(P<<0.05)

3 i #

VEGF-C £¥JH1 Joukov %7 PC-3 Rij%\| IR e
MM E EEBR PRI, AN VEGF-C 2HENM T
4q34,H cDNA F M IZERBHELRE 4194
HAEMIRE . VEGF-C AR MRS bk P R 40
J 3G A FNIE RS 38 Bk B S A O, X AR Ak
KE5HBEAREER YL,
3.1 VEGF-C ¥#Fl Ang—2 1R 3t bt 9 fn 38 4

ML A B2 48 M\ B A7 TE 19 8 41 1l 5 A0 =6 40 1
B ISR VEC 5L TTE SRR I . IE % A1
RET, BHEAZMN, VEC AL TARBEA R
A,EHRA 3EU L, SRR, A
A B I 2 AN RE I R BhE 9 i R, TR B AN 1
A FTR IR DR B MR A KITR I . SCER3, 414k
S, Ang-2 BAEH VEC AN T EMRE T, H
Ang-2 STMEMIEAS VEGF FHIH%, 24 VEGF
AFFAERT, Ang-2 MIRIA FEMF ME KR, A
MR T, SRR ; T7E VEGF F£7ERT Ang-2
54K Tie-2 254, I 35 5+ P BH T Ang—1 BIRX0Y ,
WHIIFHMRE, SN LA 8] N4
-5 3T 3 AR B (] . P9 B 4 Y5 5 B 2 (] A A B A
WSS , B B2 EE; ks EE4Mm
BHF, ERFAENLE. FENEHRES, WHESE
AR TR AR A LA P B 48 AR
BRI AR EOE AR, I IS M
AR BELZNEMEFRY R, Mg
B, [FE, EFEMERE WA R TR
®.

AR BN F AL A LK & A U
&, T IE % B 420 & WL B3 A U ; & a4
o AR i B 0% B A R PR R LA K B
TR S 441 (8] 25 57 O S 3 1 5 ZE M K/ VAR 18 I
4 4H 8] P<0.05 ; 7 Ak I 28 5 B8 0% 151 () 3B B A
Mm% EBRRH KL, BEIHT#E X, BNER
L& AT S S TS, GRA LER
RV AKNTFE, W %R TBHAS N
FAEREMRTAE BTN R mBE B
HEERR, ALRERE BN 7E VEGF-C A
WA EHKEEEE>HEBNEREEZRLTR
X F M, VEGF-C {8 #3542 B A I A
MERARHR,
3.2 VEGF-C #fHAT k& & 4 %

WEEEREFEREENERMER, AT X
AETFTEFEEREHHA, Lol RERELES, 1


http://www.cqvip.com

— 162 —

£ 000 http://www.cqvip.com|

HKERIKEEE 2008 £ 33 &% 23 (Journal of Chongqing Medical University 2008. Vol.33 No.2)

RAE Jf EK AP FIARE . VEGF-C 2 1 ME5H
AR HEMEEAEBEF. VEGFR-3 & VEGF-C 1
Tz — RS R VEGFR-3 AJ#3%F VEC, &
JE BRI A o WA R Tk B P B 4 2 BE 2
HEERRERICYEERKEERENHRATHE T,
5t T8 VEGF-C X} VEGFR-3 B35 #1h 2H At
VEGF 25¥1 i 400 1%, VEGF-C L5453 iTE R
YERF VEGFR-3, #5 W& i 40 sd  iF
BE 42 FE LB A VEGF—C X 455 i yag 40 it & 6l
JEUR W BB PN R A T M B S A I S 2R, (R
AMEERE P RIESHEROEER 8,
MBS TRAMEE , miM . APREIN
BB EE, VEGFR-3 MK B & HE
BE, AAREBHKREEN 4 15 BrMakes
W% VEGFR-3 FHMEM BB BM ., B R,
VEGF-C/VEGFR-3 5 SH#FRAAKAMEHBH K
HEHREEEEM.

ALK RN RFHAMKCEREHES TIE
HEALESHAP RO EEEERELS F
UL RSB RRRE R E S A R 2
RABEE; AMCEHBAKCEREHEST
T BG4 (P<0.05); VEGF-C mRNA FH¥EFR
FHKEEEES THEHA(P<0.05), #
VEGF-C {R #t S5 H 41 h Wk LB K B384 ; i Tk
EEERER T B ER, BB ESE, AN
B A AR B SN AR, R EE
BE AR ARAMEEEBRLE T AR &M
WAk, AR B EEHERE & 55% 185 T 8%
2 B RAL AR B . IR R BB BN

C FETA KESRBEEWMAERENEENR

#.
3.3 VEGF-C M$Emieeist s
WS IA NI BRI, &
it R, PR g il EFE R R E R B
E XM ELmARRE , T KE N K4 EE
RSP ENEE P A . RMELERBPIR
R, JE S g L 4 B A eyl A B4R A
It A EAERR . FATRERIALAIR : (1) Rk VEGF-
C KBB4 S LB P R A A R AER, AT
{2 HEARAKEENEARED; (2) KEE
PN Rz 40 R B B 35 43 i B F R v B U A AR 3R
¥ B 5 40 S B R OB R , R T B R A0 B 1

BENBE. #%%;(3) BE4AMET VEGF-C 5
VEGFR-3 AHEAEA, ATHAY B 4K fe S35 )
T, ATTELA S A S TS R ks (4)
VEGF-C t.7] i@ 1t 5 VEGFR-2 fl VEGFR-3 %5
& . BRMAEEEE, ETHEAREBN A
. B, BB R VEGF-C NS TR X sh5
AT X T

A 528 B 7R : VEGF-C () mRNA 7RSSR E
ik FRYE 36 1, 5 58%, T IE ¥ B 414 A ; &
FHA A VEGF-C mRNA Fik1E 85 MR AER K
BB e BESHNZRTE EH;
VEGF-C mRNA FH#EREHK) THT, 218 5 84% .
WESEFERE S 83% HEEHE 603+ 1.73HETF
FAIMELH B 24% .15% .4.05 £ 1.71(P<<0.05), TifZiE
KEXS5BBOEBEREMEREMEEBEX. §
ERHRED, R R B ER G, kOB S
B B R B RS B I R AR R, R R
5HEEHBA X, FHIt VEGF-C fER B BBAR
W2 SRR, g R I m A B H R E A
& R R R R T .

B2 ,VEGF-C BEE@BAKMHEB P —HEE
WAIMEF. CRESBREEN RHBEKE
T4 (EEEMESEEE, BEmEERNE
EREEMWEERE,

2 £ X W

(11 ¥4 RIER]. VEGF RHEZE S BEMXFRU]. BSEFEM

a5 5, 2005532(2) :138-140.

(21 F¥g. KB VEGF {2# B4 IR MBSt (). T E

LSRR, 20065 15(9) : 705-706.

(3] ZEEUE, A, Mo, & HEA8 2 XA LAS A4

BEH A M A RAMERD]. S EEBESBIAE,2006515(1):40-

44.

[4] Dadras SS,Detmar M. Angiogenesis and lymphangiogenesis of

skin cancers[J]. Hematol Oncol Clin North Am,2004;18:1059-1070.

[5] Hirakawa S,Kodama S,Kunstfeld R,et al. VEGF-A induces

tumor and sentinel lymph node lymphangiogenesis and promotes

lymphatic metastasis[J]. Exp Med,2005;201:1089-1099.

[6] Dadras SS,Lange—Asschenfeldt B,Velasco P,et al. Tumor lym-

phangiogenesis predicts melanoma metastasis to sentinel lymph nodes

{J]. Mod Pathol,2005;18:1232-1242.

(M 1 %, HEW, GBI, BEEBEEEEBYBENRITE

() P RESMER SIE R, 20055 12(1):43-45.
(F1EH#H:-XBR)


http://www.cqvip.com

