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Most malignant human tumors are epithelial cell origin. The basic fear of such tumors are based on
their invasion and metastasis. Activation of integrins and inactivation of E-cadherin are hallmark
characteristics for such invasive and metastatic properties. Here our purpose is to understanding the
underlying molecular mechanisms for integrin activation and E-cadherin inactivation in the malignant
development of tumor cells.
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