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[ Abstract] E-cadherin is a key molecule in maintaining cell polarity and epithelial integerity, and it is the

main symbol of epithelial phenotype. The process of epithelial-mesenchymal transition (EMT) plays a critical role

in the invasion and metastasis of tumor,

while the deletion of E-cadherin protein expression is a defining

characteristic of EMT. The abnormal expression of E-cadherin is associated with both metastasis and molecular

targeted therapy of patients with non—small cell lung cancer. This review summarizes the relation of E—cadherin with

metastasis and molecular targeted therapy in non—small cell lung cancer.
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