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Abstract

Epithelial mesenchymal transition (EMT) is a
dynamic, reversible process. It can improve
tissue development and wound healing and
promote the development, invasion, and
metastasis of malignant epithelial tumors.
Smads, major signal transducer proteins in
cells, play a direct role in signal transduction
of many members of the transforming growth
factor Bl (TGF-B1) superfamily, and have
many biological activities, such as regulating
cell proliferation, differentiation, migration,
and apoptosis. Now, we have had a better
understanding of the structures and functions
of Smads, and they are supposed to be
associated with TGF-B1/Smads-mediated
EMT and the development of some diseases in
humans, such as organ fibrosis, hypertrophic
scar, and cancer. This review elaborates the
roles of Smads in regulating TGF-f1/Smads-
mediated EMT, aiming to make a further
understanding of the mechanism of Smads in
regulating EMT.
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