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This study aims to understand precise mechanisms by which epithelial cells acquire
invasiveness during their epithelial-mesenchymal transdifferentiation (EMT).
Inactivation of E-cadherin and activation of some integrins are hallmark characteristics
during EMT and necessary for the invasiveness. This study identified fine mechanisms as
to how these cell adhesion molecules are regulated during EMT of mammary epithelial
cells.
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