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[ Abstract ] Objective: To investigate the effects of tetrandrine derivatives YZ-18 on proliferation, col-
ony formation and apoptosis of human triple-negative breast cancer cell MDA-MB-231, and to analyze
the possible mechanism of drug intervention. Methods; The triple-negative breast cancer MDA-MB-231
cell were treated with different concentrations of tetrandrine derivatives YZ-18 ,the cell proliferation was
measured by MTT assay, the colony forming ability was detected by colony forming assay, flow cytome-
try assay was adopted to analyze the cell apoptosis rate, the cell protein expression levels of BLM and
BRCAT were detected by Western blotting assay. Results: After the triple-negative breast cancer MDA -
MB-231 cell were treated with various concentration of tetrandrine derivatives YZ-18, the cell prolifera-
tion was obviously suppressed(P <0.05) , cell colony forming ability was inhibited ( P <0.001) , the
cell apoptosis rate was increased( P <0.01) , and the expression levels of BLM proteins were up regu-
lated ,and that of BRCA1 was down regulated, concentration dependency was discovered. Conclusion ;
Tetrandrine derivatives YZ-18 can inhibit the proliferation and induce the apoptosis of human triple-
negative breast cancer MDA-MB-231 cell. The mechanism may be connected with up-regulating BLM
proteins and down regulating BRCA1 proteins.
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Fig. 1 The effect of YZ-18 on the proliferation

of MDA-MB-231 cells by MTT assay
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Fig.2 The effect of YZ-18 on clone formation of MDA-MB-231 cells was detected by plate clone formation assay
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Fig.3 The effect of YZ-18 on apoptosis of MDA-MB-231 cells
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