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Effect of SETD8 Gene Expression on Cell Cycle, Reactive Oxygen Species
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ABSTRACT Objective: To construct a recombinant lentivirus vector of SETDS, to investigate the effect of SETDS on the cell cycle
and oxidative stress of human breast cancer, and to observe the effect of stable SETD8 knockdown on docetaxel sensitivity of breast
carcinoma cells. Methods: Recombinant lentivirus vector containing SETD8 gene was constructed, transfected into cancer cells and the
infection efficiency was observed by fluorescence microscopy. The relative mRNA and protein expressions of SETDS8 were detected by
RT-qPCR and Western blot. Flow cytometry cell cycle and reactive oxygen species levels were evaluated by flow cytometry. Changes in
docetaxel sensitivity of breast cancer cells with stable SETDS8 knockdown were detected by the CCKS8 kit. Results: Lentivirus were
successfully packaged, the infection efficiency of lentivirus was about 85% by fluorescence observation. The relative expression of
SETD8 in MDA-MB-231-shSETD8 and MCF-7-SETD8 cells was significantly lower or higher than in control cells (P<0.01). Compared
with control cells, the biological behavior of MDA-MB-231-shSETD8 reduced, the cells at S and G2/M phase increased, and intracellular
ROS level was also increased. The cell viability of MDA-MB-231-shSETD8 treated with docetaxel at different concentrations was
significantly lower than that of the control group (P<0.01). Conclusions: SETD8 recombinant lentiviral vector transfected breast
carcinoma cells, successfully established the stable knockdown cell lines, it reduce the malignant biological behavior and enhance the in
vitro inhibitory effects of docetaxel on breast carcinoma cell lines.
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Fig.1 Lentiviral transfection silenced SETDS in MDA-MB-231 cells, as
shown in the fluorescence density observation after transfection for 72H
(A: MDA-MB-231 negative control stable strain; BC: MDA-MB-231
knocked down shSETDS8A&B stable strain).
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Fig.2 The detection of SETD8 mRNA inhibition and overexpression by RT-qPCR;

The detection of SETDS8 protein inhibition and overexpression by Western blot
Note:**P<0.01,***P<0.001.
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Fig.3 SETDS is involved in the regulating of cell cycle in breast cancer cells A-B: The changes of cell cycle ratio of 231 cells transfected with sShNSETDS

compared with that in Control group. C-D: The changes of cell cycle ratio of MCF-7 cells transfected with SETD8 compared with that in negative control
group *P<0.05, **P<0.01, ***pP<0.001.
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different concentrations of docetaxel( DOCE )
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