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[Abstract] Objective

proach the mechanism about how ABCG2 to affect metastasis of breast cancer. Methods

To observe the influence on EMT of breast cancer cell caused by ABCG2 overexpression and to ap-

Stable ABCG2 overexpression breast canc-

er cell line was constructed. Western-blot was used for detection of expression of E-cadherin and N-cadherin before and after trans-

fection to approach the mechanism. Results

Expression of E-cadherin in ABCG2 overexpression MCF-7 breast cancer cell was

much lower than normal MCF-7 breast cancer cell (P<C0. 05). Expression of N-cadherin in ABCG2 overexpression MCF-7 breast

cancer cell was much higher than normal MCF-7 breast cancer cell (P<C0. 05). Conclusion Overexpression of ABCG2 increases the

expressions of EMT associated proteins of breast cancer cell so as to promote the EMT of breast cancer cell. ABCG2 might play an

important role in promoting the metastasis of breast cancer.
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