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Epithelial-to-mesenchymal transition and its relation with apoptosis
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Abstract: Epithelial—-to-mesenchymal transition (EMT) isa critical and widely occuring biological process,
which plays critical roles in embryonic development, cell differentiation, migration, and body homeostasis. EMT
isalso closely relatedwith cancer metastasis and tissue fibrosis. Inaddition, the determination of cellular fates
of apoptosis/survival and differentiation is deeply influenced by EMT. Thus, EMT has been implicated in
various physiological and pathological events. Exploring the regulatory mechanism of EMT can be of very
helpful in understanding the basic aspects of patho—physiological events and the development of relevant

diseases. Here, we briefly reviewed the TGF-B-mediated EMT and its relationship with cell apoptosis fate.
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