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Abstract : Podoplanin(PDPN) as marker of lymphatic endothelial cells is involved in the onset and
development of inflammation, differentiation of lymph vessels and platelet aggregation. In recent
years,researchers have demonstrated that PDPN is overexpressed on the surface of tumor cells
and tumor microenvironment,it can affect the biological behavior of tumor cells, promoting tumor
progression , invasion and metastasis,and it may be used as a biological marker of tumor progno-
sis. This article reviews the current research progress of PDPN and its roles in tumor progression.
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