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Expression and clinical significance of vascular endothelial growth factors C and D in

carcinomas of large intestine

MOU Jiang-hong' , YAN Xiao-chu', WANG Dong’, LI Zeng-peng’ , DUAN Guang-jie' , XIANG De-bing’ (' Department of Pathol-
ogy, Southwest Hospital, * Department of Pathology, Institute of Surgery Research, Daping Hospital, Third Military Medical University, Chongging
400038, China)

Abstract: Objective To explore the expression of endothelial growth factors C and D (VEGF-C and -D) in
carcinomas of large intestine and its clinical significance. Methods —The expression of VEGF-C and -D in 96 cases
with carcinomas of large intestine were detected by SP immunohistochemical technique and its relationship with clini-
copathological features and prognosis was analyzed. Results  The expression of VEGF-C or -D was significantly
higher in tumor tissue than that in normal mucosa (P <0.01). The expression of VEGF-C had significantly positive
correlation with that of VEGF-D (r =0.466, P <0.01). VEGF-C and -D positive expression was significantly cor-
related with tumor differentiation, Dukes’ stage, lymph node metastasis and prognosis in 96 cases with carcinomas of
large intestine (P <0.05), but their relationship with age and gender of the patients, size, site and depth of tumor
invasion and distant organ metastasis was not significant ( P >0.05) . The expression of VEGF-C and -1} in metastatic
lymph nodes was consistent with that in the primary tumor (r =0.429, P <0.01 and r=0.511, P < 0.01). Con-
clusion VEGF-C and -D might be of great importance in colorectal carcinogenesis because of their overexpression in
carcinoma of large intestine, and they may serve as useful markers to predict lymph node metastasis and to evaluate
prognosis of patients with CRC.
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Tab 1 Relationship between expression of VEGF-C and VEGF-D and
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VEGE-C VEGE-D
Clinicopathological features n
(+) (=) (+) (=)
Gender Fenale 6 19 Z 16 N 0.6
Male D 3B n 21 p.’]
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>5 | 19 P 15 B
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>4 em 3 X v ) p.!]
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Tirmor gradk: Well M R % X B <0.06
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Poor 12 2 10 I 1l
Depth of invasion Chorion mol involvedd kil 9 2 8 2 >0.06
Chorion involved 6 33 ¢ bt 37
Lymph node netastasis - Positive 41 4 14 B I8 <00
Negative 55 15 40 14 41
O metastisis Positive 14 8 6 7 7 >0
Negative 2 48 )
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¥ 1 P<0.05, vs well differentiated carcinomas
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