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Effects of Daidzein Reverse Docetaxel Resistance
by Regulating the Expression of BRCA1*
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ABSTRACT Objective: To study the specific mechanism of daidzein to reverse docetaxel resistance by regulating the expression of
BRCALI. Methods: The tri-negative human breast cancer cell line MDA-MB-231 and SUM-1315 were used as the study, and the MTT
method was used to evaluate the rate of tumor grow inhibition during different treatment groups, and the cell apoptosis was detected by
flow cytometry. Apoptosis related proteins expressions were analyzed by western-blot. Results: We found that the inhibition rate of the
daidzein, docetaxel and combined groups were concentration-dependent in the MDA-MB-231 and SUM1315 cells. And the inhibitory
rate in MDA-MB-231is higher than SUM1315. Different treatment groups compared with control group in both two cell lines, apoptosis
rate increased significantly. And all groups have statistically significant. With the addition of daidzein, the apoptosis rate of docetaxel
groups can be significantly increased, at the same time, the dosage of docetaxel can be reduced. In the SUM-1315 cell line, daidzein can
reverse docetaxel resistance and increase apoptosis ratios. Daidzein can change the expression of BRCA1 accroding to the concentration
dependence in the tri-negative breast cancer cell line. The change of apoptosis protein immunoblot analysis in each cell line showed that
daidzein and docetaxel by adjusting apoptotic pathways of caspase dependent activity to enhance the apoptosis effect of docetaxel, thus
improve cytotoxicity. Conclusions: This paper illustrates the daidzein enhance docetaxel killing activity and reverse the drug resistance
mechanism by regulating the expression of BRCAlin tri-negative breast cancer cells.
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Fig.1 Comparison of the grown inhibition of breast cancer cells among different groups

Note: Data are expressed as x+ SD, n=3. ¥*P<0.05.
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