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Fig. 1 Expression of OLAL1 in samples and tissues
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Fig. 2 Drug-resistant cell line, parental cell line and

the inhibitory effect of paclitaxel on

drug-resistant and parental strains
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Fig. 4 siOLA1 transfection efficiency and effect of OLA1 down-regulation on MCF-TAX drug resistance
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Research on mechanism of OLA1 affecting drug resistance
of breast cancer cells by inhibiting apoptosis

MIAO Xiaoyu, LIU Jianzhou, YANG Qing, XIAO Guishan”

( Faculty of Chemical, Environmental and Biological Science and Technology, Dalian University of Technology
Dalian 116024, China )

Abstract: Breast cancer is one of the most common cancers in the world. Surgical resection is the
main method in clinical treatment and taking medicine is a supplement. With the progress of
chemotherapy. drug tolerance has become an urgent problem in clinical treatment. To solve this
problem, a breast cancer drug-resistant cell line is constructed to study the effect of OLLA1 changes on
breast cancer drug resistance, and the expression of OLA1 in cells is changed by siRNA transfection.
Then the flow cytometry is used to detect the effect of OLLA1 changes on cell apoptosis. Finally, it is
found that OLA1 can reduce the lethal effect of paclitaxel on breast cancer cells by affecting the

expression of apoptosis-related proteins, thereby improve the drug tolerance of breast cancer cells.
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