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Abstract: Epithelial-mesenchymal transition (EMT) is an important pathological and physiologi-
cal transdifferentiation process by which a fully differentiated epithelial cell acquires mesenchy-
mal traits. Recent years studies show that EMT plays a critical role in the process of metastasis,
and the occurrence of EMT involves various of signaling pathways which related to growth fac-
tors , transcription factors, microRNA ,etc. In this review,we present the recent researches re-
garding the phenomenon of EMT and the correlation of EMT with tumor invasion and metastasis.
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