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Abstract: Epithelial-mesenchymal transitions (EMT)where cells undergo a switch from epithelial phenotype to
mesenchymal phenotype exists not only in the embryo development and physiological processes, but also
participates inmany pathological processes. EMT plays an important role in the development of tumor, especially
in the progress of tumor invasion and metastasis. It has been demonstrated that turning tumor epithelial cells
into mesenchymal cells made cells gain more ability of migration and locomotion and enhanced the ability of
tumor invasion and metastasis. In the progress of tumor invasion and metastasis, the molecular mechanism of EMT
is still unknown, but many relevent researches of EMT have had a good progress. This review mainly involves
many molecular regulatory functions of growth factors, transcription factors, miRNAs, DNA methylation and
other control factors in EMT and the role of EMT in the progress of tumor invasion and metastasis.
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