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Influence of the expression of Ebp1 on the proliferation and invasion of breast cancer cells
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(Cancer Institute and Hospital Tianjin Medical University, National Cancer Clinical Medicine Research Center, Key Laboratory of Breast
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Abstract Objective: To study the influence of the expression of Ebp1 on the proliferation and invasion of breast cancer cells. Methods:
Western blotting and siRNA were applied to inspect and down-regulate the expression of Ebpl. The effect of proliferation and invasion of
T47D wild type cells was examined by MTT assay, colony formation assay and transwell assay respectively. Results: The proliferation and
invasion of T47D wild type could be promoted by knock —down of Ebpl as compared to wild type group and control group (P<0.05).
Conclusion: Down-regulation of Ebp1 facilitates the proliferation and invasion of breast cancer cells which suggest that Ebp1l may be an
inhibiting factor for breast cancer.
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