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Expression of Netrin-1 protein and VEGF protein in esophageal squamous
cell carcinoma tissue and its correlation research
He Zhangbiao'® ,Cao Cuiping® ,Liu Weihua® , Zhao Lin* ,Wei Kangkang® ,Wang Cuizxia® ,Chen Kuisheng'*

(1. Department of Pathology sthe First Af filiated Hospital ,Zhengzhou University , Zhenzhou, Henan 450052, China;
2. Shangqiu Medical College , Shangqiu, Henan 47610033, Shangqiu First People’s Hospital s Shangqiu, Henan 476100, China)
Abstract; Objective To detect the expression of Netrin-1 protein and VEGF protein in squamous cell carcinoma(ESCC) tissue

The expressions of Netrin-1 protein and mRNA, VEGF and mRNA in 50 cases of ESCC,19

cases of adjacent atypical hyperplasia tissue and 20 cases of normal tissue were detected using immunohistocheistry and in situ hy-

and its correlation research. Methods
bridization. Results The expressions of Netrin-1 protein and mRNA, VEGF and mRNA were positive in ESCC tissue. The posive
rate of Netrin-1 protein and mRNA, VEGF and mRNA in ESCC tissue was significantly higher than those of atypical hyperplasia
tissue( P<C0. 05) ;in metastatic group,the positive rates of Netrin-1 protein and mRNA, VEGF in ESCC tissue and atypical hyper-
plasia tissue was higher than those in non-metastatic group(P<C0. 05) ; VEGF and Netrin-1both between positively correlated (=
0.941 3,P<C0.01), VEGF mRNA and Netrin-lmRNA both between positively correlated(»=0. 584 7, P<C0. 01) ,and Netrin-1both
between positively correlated(r=0. 941 3, P<C0. 01). Conclusion The expression of Netrin-1 protein and mRNA, VEGF in human
ESCC tissue is increased. VEGF and Netrin-1 expression in esophageal cancer lymph node metastasis plays a role. Netrin-1 and
VEGF is related to development,invasion and metastasis of ESCC.
Key words: carcinoma, squamous cell; esophagus; Netrin-1;vascular endothelial growth factors
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