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The expression of heparanase and vascular endothelial growth factor-C(VEGF-C) in colorectal carcer
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Abstract : Objective  To explore the relationship between heparanase(Hpa) , vascular endothelial growth factor-C(VEGF-C)and
tumorigenesis,invasion, metastasis, prognosis of colorectal cancer. Methods The Hpa and VEGF-C in colorectal cancer were
cheched by immunochemical method and analysis the relation between the results and the clinicopathologic characteristics of color-
ectal cancer. Results The positive rate of heparanasis and VEGF-C expression were differences in statisticals in tumor and normal
tissues of colorectal cancer,in tumor tissues without and with lympy node metastasis, [ -] and [[[-]V stages patients respectively,in
patients existing < 5-years and = 5-years(P<C0. 01). Conclusion The high expression of Hpa and VEGF-C in tumor tissue and
with metastasis of colorectal cancer, means that it may play an important role in tumorigenesis,invasion and metastasis of colorectal
cancer.
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