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Abstract; [ Objective ] To study the relationship among the proliferation and distribution of lymphat-
ic vessels, the expression of VEGF-C and the metastasis of tongue squamous cell carcinoma.
[Methods] The expression of VEGF-C, the proliferation and distribution of peri-tumor lymphatic ves-
sels in 22 cases were studied by RT-PCR, immunochemistry and enzyme -histochemistry. Image and
statistic analysis were used to study the relationships between metastasis and expression of VEGF-C.
[Results] The parameters of peri-tumor lymphatic vessels in the VEGF-C positive group were higher
than that in the negative group( P < 0.01). In the group of metastasis, the expression of VEGF-C
and the density of peri-lymphatic vessels were higher than that in the group of non-metastasis.
[Conclusion] The expression of VEGF-C is correlated with the density of peri-tumor lymphatic ves-
sels and metastasis of local lymphatic node.

Key words ; carcinoma, squamous cell; tongue neoplasm; VEGF-C; lymphangiogenesis; lymphat-

ic metastasis
[J SUN Yat-sen Univ (Med Sci), 2003, 24(4): 375 ~ 3771

HBEREEEMEEENAYFREZ— KB ENEMEAERKRMEA T, dERE VEGF-C T 7
HBERHITEEINEBRRE. BRI EER BOKEERIEEMY KD SRR, WHEISR
BREENWESORAKE (U THKESE) BUa U EERY FYAN VEGF-C REZRENRIE
MEEREY, WEEXBWNEER T0EE. & FHE, SFHMM A MERBIEMRX, BRIHMAR
KPR ETME N KA KET Cvascular endothe- F B VEGF-C R RGE . 4 L5 i X & 848
lial growth factor C, VEGF-C) & — M8 N FF M VEGF-C MIZ%ik . 8 R B 38 A DA % b 78 bt B2 5%

YR B H9:2002-11-26
&GN HEE (1971-), B, AEFEA B LA




376 PR (EERERR)

#24 %

BHXRNPIFR, TITT VEGF-C 72 i 245 1
EMREKERE BT RER.

1 MH#HFaik

1.1 HRFWE :

W 4 2 B 451 AR B A 1999-2001 4 8] F A A1
TEH T SRR B AR A 22 B, VIRV SLRVE T
WA 30 min, RF-70 CRBKAFRFER
o FrA AR 39 2% FRUE 35, R AT R B AT Vi
ST o FPJE TNM 230, 4> ¥ B8 UICC1992 4F i =2
RIpRAE
1.2 REHAALERE

FRAREE A aE, B Ak, iR
HRE, B HLSP . EHA VEGF-C 3 (g H R
N T2 B A A 10 50 PR A, PBS 1R
B—Prikar HYEXT B, B R PR A o FHERT RE
Yoo, i 40 M < 10% MR, 10% ~30% 955 F1
P, =30% $e 8 iR M,

1.3 RT-PCR

M RNA MUKRA SR Al , & RNA 41K
#| TRIzol 2 Promega 4% 7 7= &, & Ut Bl LA
RNA, Genefisher £ £k & i VEGF-C 1§ RT-PCR 3|
¥, by TRARAR. VEGF-C PCR =4 )i
B K 299 bp, H LTI 4 K 5'-CCCTGCCA
GCAACACTACCAA-3', TUE5I#¥R 5' -AATTCTC
GGTTGGCCCCACA-3', B-actin PCR F=#1 i Bt K &
323 bp, L #% 5| ¥ A 5-GCCATTCTCACCGGA
TTCAGTCGTC-3', T#igl4¥k 5'-AGCCG CCGTC-
CCGTC AAGTCAG-3',

X H} Promega 4y A R R MR R & AT
RT-PCR, B &K R &K . Oidi% x4 M cDNA,
70 °C A 8 min;48 CHHH 60 min;94 C 2 min, K
T T, ¢cDNA/RNA/primer i k; @ PCR X
R:94 C 305,61 C 1 min, 68 C 2 min, &3 35
K,68 CLEM 7 min,

1.4 BALSUERE

5'- B FREE (5’ -Nase) Y 6 . HEKE T Jr, )&
8 wm, Tris- AT 4 B IRV 5 min, ASFHE
W, 37 °C, 60 min, MFEKEYE 2 min, 10 g/L ik
8 B 2 min, ZEKEL 2 min, 3 F L L%
BRARMT 0.2 mol/L Tris- M T 4 _BRZE vf K
(pH 7.2) 20 mL, 5'- f& 47 BEER 4 20 mg, 25 g/L &

FREE 5 mL, BENE 3 g, ZE1H/K 22 mL, 20 g/L FERR 4R
3 mL, #H B Y P 30 mg,
1.5 HBESaWfgitELE

W B E & 447 A #E KONTRON IBAS 2.0,
PEEL 5 NHLEF, Bt S BE (B E /200 x , X
¥ HEELER(S/pm®) MAK [ /pm. 4t
AW KR, P <0.05 H%HH#E L,

2 % X

2.1 REBAUER

22 I 5 E F VEGF-C REEREAFRR,
RF R, AR, AR 63.6% (14/22),
2.2 RT-PCR&Z

VEGF-C FHYEZ 7 L 300 bp &7, 22 BIF i
16 %4 VEGF-C mRNA EE (B 1),

B 1 VEGF-C RT-PCR # 7= ¥l 5k B ilf
Fig. 1 VEGF-CRT-PCR amplified fragments electrophoresis
1,7:Marker; 2,3,4:TSCC; 5: negative control; 6: B-actin

2.3 S5-ZEBREBEA

97 A R AT AF R A R I B, B R
B, RN, BEEEK,
2.4 HELEDB . ERAKREBEN VEGF-C RizH
X7

VEGF-C FAtE4 (/045 mRNA FIZEH) & W
EEFE. RERMAKETHEL, A%itER
B EEBRARARCENRS SRS TRE
BA(E 1),

39 #

VEGF-C 2 i1 S 8 3 08 B # i B2 Py B2 40 g
KR E T, BFFE R VECF-C M ERiE A IR
T I B A 1 8 A R bR 4% B8 o 7 VEGF-C i E R X
MEEEE/NRERFER T S ESENREE



B4 R, % . HTHH VEGF-C RERBRAMNCEMBE SRR CHEHBNXE 377

#1 VEGFC.HEZHBEMHKBENXE

Table 1  Relationship among the expression of VEGF-C, lymphatic metastasis and lymphatic vessels (z25)
n Tlymphatic vesscls S/ pm? I /pm
Expression of VEGF-C + 16 6.20+0.84 " 38.4+2.2" 116 12V
- 6 1.04 £0. 22 13.5+2.1 69 17
Lymphatic metastasis + 7.2611.47% 40.2+3.67 155102

- 14

3.22+0.51

17.6£3.6 61 £15

1) Compared with expressing of VEGF-C ( - ), P <0.05; 2) Compared with lymphatic metastasis { -), P <0.05
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