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ABSTRACT Objective: To explore the effect of protein arginine methyltransferase 5 (PRMTS5) on the sensitivity of triple negative
(TNBC) to Docetaxel and find a novel method to treat TNBC. Methods: The stable PRMT5-overexpression and
PRMT5-konck down cells were obtained through packaging slow virus. The effect of different doses of docetaxel on the proliferation of
MDA-MB-231-PRMTS and MDA-MB-231 cells were detected by flat plate clone formation test. The cell cycle and apoptosis were
detected by flow cytometry. The expression of PARP, p21, p27 and LC3- I were examined by Western Blot. Results: The stable
PRMTS5-overexpression cells and PRMT5-knock down cells were successfully constructed. Compared to the MDA-MB-231 cell, the
colony forming efficiency of MDA-MB-231-PRMTS5 cells treated by 4nM and 8nM docetaxel were significantly lower (P<0.05), the

breast cancer

apoptotic rates and p21, cycling D1, PARP and LC3- II expressions were obviously higher (P<0.05). However, the apoptotic rates and
p21, cycling D1, PARP and LC3- Il expressions of MDA-MB-231-shPRMTS5 cells treated by 4nM and 8nM docetaxel were obviously
lower (P<0.05). Conclusions: The overexpression of PRMTS could increase the sensitivity of MDA-MB-231 cell to Docetaxel. PRMTS5
might be the key point to predict the sensitivity of docetaxel treatment and the target of regulation of docetaxel drug resistance.
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Fig.1 The expression levels of PRMTS in MDA-MB-231-PRMTS cells
and MDA-MB-231-shPRMTS cells were detected by western blot method **P<0.01
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Fig.2 The ability of clone formation of MDA-MB-231 and MDA-MB-231-PRMTS5 in different dose of docetaxel *P<0.05**P<0.01
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Fig.3 It was tested by flow cytometry that the cell cycle and apoptosis in MDA-MB-231, MDA-MB-231-PRMTS5 and MDA-MB-231-shPRMTS affected
by docetaxel. **P<0.01
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