TR E R AEYIRIT 4% hip: //www. biother. org

£ 190 - Chin J Cancer Biother, Apr. 2010, Vol. 17, No. 2

DOI: 10.3872/j. issn. 1007-385X. 2010. 02. 014 * Ilﬁ Vlﬂiﬁ % *
BESIREMEALAR COX2. VEGF-C WEIZEREEMHEEERWER
I, AP, LRE, 2AZ, 525 ITEFR WES —ERBEA,ITT 441 121001 )

[ E1 HE R A sk a0 i 4 21 h PR S 2 cyclooxygenase-2 , COX-2 )F L4 P B A= K ¥ C( vascular endo-
thelial growth factor-C , VEGF-C ) B3k M H: 5 Rk (L5 AR i G 22 . 7925 B 2002 45 1 28 2007 4 1 H 30 7 BE 2 B bt
JB 5 — BE B PR 66 1 B SRR 4 B 20 S UR AR, D3 L 10 198 55 2 SR AR (8RR AR5 2 om SRERBE AR X IR, SRR
RELAL SP A DN B A SRR A0 M A1 2P COX-2 . VEGF-C FYZRIETE O ; SR FH I 48 P4 e 2B K B 732 4% 3( VEGFR-3 )R 3L IS AR
TCH IV Y Ji5e S G PE 2 A G € W B2 g 40 2H bk B0 48 A IS 0, 00 A L 48 4% lymphatic vessel density, LVD ), It S e
RS R . SR 66 B RS BHEA LT COX-2 Fl VEGF-C ik FHHEZR 42514 69. 70% Fl 56. 06% , 5 .35 5 T AH IV (1%
FHLU P <0.05 ); R LZEFE R A SR 1 COX-2 FIl VEGF-C 33K BHE 3R U g i T ICR L 45 5 B 41 41( P < 0. 01 ); COX-2 Fll
VEGF-C 3K 2 [AIFETE A BAHGHE r = 0.479,P <0.05 ), COX-2 F1 VEGF-C & A ST 1 & 45 B s 20 240h LVD B & T
EEUAMERIEHZ( P <0.05 ), 4510 NSRRI S h 7776 COX-2 Rl VEGF-C [ 55k, COX-2 nl figili it 14 VEGF-
C AR B 0 20 2 Hh bk B A AL, 0 T A L 25 e RS O R A

[ KA ] SERRMILE; REAM2; MENKEKET CMEERE,; kU4 S

[ CHErERL] A [ xE4HS ] 1007-385X( 2010 )02-0190-04

Expressions of COX-2 and VEGF-C in esophageal squamous cell carcinoma
tissues and their correlation with lymphangiogenesis
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[ Abstract ] Objective:To investigate the expressions of cyclooxygenase-2( COX-2 ) and vascular endothelial growth fac-
tor-C( VEGF-C ) in esophageal squamous cell carcinoma tissues and their correlation with tumor lymphangiogenesis.
Methods: Totally 66 esophageal squamous cell carcinoma specimens were obtained from First Affiliated Hospital of Liaon-
ing Medical University during Jan. 2002 to Jan. 2007, and 10 adjacent tissues were used as control. COX-2 and VEGF-
C expressions in esophageal squamous cell carcinoma tissues were detected by SP immunohistochemistry. The lymphangio-
genesis of tumor tissue and lymphatic vessel density ( LVD ) were determined by VEGFR-3 and type IV collagen immuno-
histochemical staining, and their relationship with lymph node metastasis was analzyed. Results: The positive rates of
COX-2 and VEGF-C in 66 esophageal squamous cell carcinoma tissues ( 69.70% and 56.06% , respectively ) were signif-
icantly higher than those in the adjacent tissues ( P <0.05 ). The expressions of COX-2 and VEGF-C were remarkably
higher in lymph node metastasis positive patients than those in metastasis negative patients ( P <0.01 ). Positive correla-
tion was observed between the expression of COX-2 and VEGF-C proteins ( r =0.479, P <0.05 ). Significantly higher
LVD was observed in COX-2 and VEGF-C double positive patients than in double negative patients ( P <0.01 ). Conclu-
sion: COX-2 and VEGF-C are highly expressed in esophageal squamous cell carcinoma tissues, and COX-2 might induce
tumor lymphangiogenesis and lymph node metastasis by up-regulating VEGF-C expression.
[ Key words | esophageal squamous cell carcinoma; cyclooxygenase-2( COX-2 ); vascular endothelial growth factor-C
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Fig. 1 Expressions of VEGF-C, COX-2, VEGFR-3 and collagen IV in esophageal squamous cell carcinoma tissues
A: VEGF-C ( SP, x200 ); B: COX-2 ( SP, x200); C: VEGFR-3 ( SP, x400); D: Type IV collagen ( SP, x400 )
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Tab.1 Relationship of COX-2 and VEGF-C

expressions in esophageal squamous cell carcinoma

tissues with clinical characteristics

COX-2 VEGF-C
Group Case
+ - P + - P
Infiltration
No 43 29 14 0.586 22 21 0.273
Yes 23 17 6 15 8
TNM Stage
-1 51 34 17 0.504 24 27 0.015
I 15 12 3 13 2
Lymph metastasis
Yes 36 32 4 0.001 28 8 0.000
No 30 14 16 9 21
Differentiation
Well-moderate 52 33 19 0.072 29 23 0.927
Poor 14 13 1 8 6
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Tab.2 Relationship of COX-2, VEGF-C expressions

with LVD in esophageal squamous cell carcinoma tissues

LVD

Group Case (2as) P
COX-2
Positive 46 4.3x1.3 <0.01
Negative 20 2.8+0.7
VEGF-C
Positive 37 4.7+1.1 <0.01
Negative 29 2.9+0.8
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