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Abstract ; [ Purpose | To investigate the effect of miR-155 on the drug resistance of breast cancer.
[Methods] 4T1 cells were treated by 0,50,100,150,200mmol/L. CoCl,. Real time quantitative
PCR was conducted to detect the expression of miR-155 and BCRP,a drug resistance gene,under
hypoxic condition. To further explore the role of miR-155 in chemoresistance,a lentiviral vector
carrying miR-155 precursor was transfected into 4T1 cells. Then the caspase 3/9 activity was con-
ducted by spectrophotometric method. [Results] With the increase of hypoxia,the expression of
miR-155 and BCRP gene increased. Over expression of miR-155 repress apoptosis induced by
doxorubicin. [ Conclusion] With the increasing of hypoxia,the expression of miR-155 increases.
MiR-155 expression is associated with chemotherapy resistance in breast cancer.
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Figure 1 Expression of HIF-1a protein treated by
different concentrations of CoCl,
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Figure 4 Establishment of miR-155 high expression cell line
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Figure 5 Effect of miR-155 on apoptosis of 4T1 cells treated with doxorubicin
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