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Expression and significance of Midkine and VEGF-C in pancreatic carcinoma
Zhou Hongbing"' , Zhang Xiuzhong® ,Ren Zeqiang*
(1. Department of General Surgery , Taizhou People’s Hospital s Taizhou, Jiangsu 2253003
2. Department of General Surgery,Af filiated Hospital of Xuzhou Medical College , Xuzhou, Jiangsu 221001)

Abstract: Objective To explore expression and significance of Midkine(MK) and vascular endothelial growth factor-C(VEGF-
C) in pancreatic carcinoma. Methods Streptavidin-perosidase (SP) immunohistochemistry was employed to detect expression of
MK and VEGF-C in tissues of pancreatic carcinoma, carcinoma adjacent tissues and chronic pancreatitis. A contingency table was
created to conduct y” test and the Spearman Rank Correlation was used to investigate the relationship between the expression of
MK and VEGF-C and clinicopathologic factors such as age and gender of patients,size and location of tumor,lymph nodes metasta-
sis and clinical TNM stages. Results The positive expressions of MK and VEGF-C in terms of the number and percentage of their
specimens in pancreatic carcinoma tissues were notably higher than their expressions in carcinoma adjacent tissues and chronic pan-
creatitis tissues(P<C0. 05). The differences in the expression of MK and VEGF-C in pancreatic tissues of patients with different
clinical TNM stages,regional or non-regional lymph node metastasis were found to be statistically significant(P<C0. 05). The ex-
pression of VEGF-C in panceatic carcinoma tissues was observed to have positive correlation with that of MK(r=0. 68, P<C0. 05).
Conclusion MK and VEGF-C may be used as indicators for early diagnosis of pancreatic carcinoma, estimating tumor progression
and metastasis.

Key words: pancreatic neoplasms;midkine; vascular endothelial growth factor-C;lymphatic metastasis
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