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Abstract : The invasion and metastasis of tumor is a long-term process and is involving many factors,
such as molecular expression and the tumor microenvironment ete. Tumor microenvironment is com-
posed of tumor cells, extracellular matrix, tumor blood vessels,lymphatic vessels and all kinds of cy-
tokines. The environment forms around the tumor tissue and impacts on the tumor cell growth. The
CD147,EGFR and HIF-la are the typical factors in tumor microenvironment. In this paper,the
CD147,EGFR and HIF-1a related mechanism in tumor invasion and metastasis were reviewed.
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