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Study on mechanism of miR-630 inhibiting the biological behavior of breast cancer cells by targeting the expres-
sion of BMI1

LIU Xiang' ,Wang Dong” ,ZHANG Xia-lu' ,HAO Qin' ,REN Qiao-wei' ,LYU Hao' (1. Department of Laboratory, Yan’ an People’s
Hospital , Yan’ an Shaanxi 716000, China ;2. Department of Laboratory,Yan’ an Second People’s Hospital , Yan’ an Shaanxi 716000, China)

Abstract: Objective To investigate the mechanism of miR-630 inhibiting the biological behavior of breast cancer cells by targeting the
expression of BMI1. Methods The breast cancer cell apoptosis induced by miR-630 and its inhibition on proliferation of breast cancer cells
were observed and detected by the inverted microscopy. The effect of miR-630 on cell cycle and colony formation were detected by flow cytom-
etry and colony formation assay. Dual luciferase assay was used to detect the interaction of miR-630 and BMII in breast cancer cells. Flow
cytometry and colony formation assay were used to detect the reversal effect of BMI1 on miR-630 in cell cycle and colony formation. Results
miR-630 could inhibit theproliferation and promote the apoptosis of breast cancer cells; ectopic expression of miR-630 could induce apoptosis
and cell cycle arrest and inhibit the cloning and proliferation of breast cancer cells. BMI1 is a direct target gene of miR-630,while miR-630
can directly regulate the expression of BMI1 activity. During BMI1 ectopic recovery, miR-630 proliferation and colony formation inhibition
ability has also been partially restored. Conclusion miR-630 plays an important role in the incidence and progression of breast cancer. It can
interact with BMI1 to regulate the biological behavior of breast cancer cells.
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