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Research Progress on Roles of COX-2 in Tumor Microenvironment
CHEN Yi-ping,PAN Jian-ji
(Fujian Medical University Cancer Hospital , Fuzhou 350014, China)

Abstract: The tumor cells interact with their microenvironment,in which tumor growth is promot-
ed. There are various active factors existing in the tumor microenvironment,COX-2 is one of
them. Reports have shown that COX-2 is over-expressed in many solid tumors and involved in the
process of tumorogenesis and progression,including immunologic escape , proliferation , anti-apop-
tosis and metastasis. This article reviews the research progress on the roles of COX-2 in the tumor
microenvironment.
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