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Effects of MCCC2 knockdown on proliferation, migration and apoptosis of

DU145 prostate cancer cells
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[Abstract] Objective To investigate the change of biological characteristics after stable knockdown of the coding gene
of 3-methylcrotonyl-coenzyme A carboxylase B subunit (MCCC2) expression in DU145 by lentivirus shRNA. Methods Three
groups were included in this study. shNC was the control group in which MCCC2 was negatively knocked down in DU145.
shMCCC2 was the experimental group in which MCCC2 was knocked down. DU145 was the blank group without any treatment.
The expression of MCCC2 was assessed by Western blot and qPCR. The proliferation of DU145 cells was detected by CCKS assay.
The migration ability of DU145 was detected by transwell. The apoptosis of DU145 cells was detected by flow cytometry. Results The
expression level of MCCC2 in shMCCC2 group was significantly lower than that in shNC group (0.22 + 0.02 vs 0.61 + 0.06, P <
0.001). The proliferation (2.24 + 0.04 vs 3.13 = 0.15) and migration (23.96 + 1.85 vs 49.73 + 0.63) of DU145 cells in shMCCC2
group was significantly lower than that in shNC group, whereas the apoptosis (12.64 + 0.30 vs 3.68 £ 0.02) of DU145 cells in
shMCCC2 was significantly higher than that in shNC group. Conclusion MCCC2 knockdown significantly inhibited the
proliferation and migration, and induced apoptosis of DU145 cells, which indicated that the down-regulation of MCCC2 is
correlated with the change of tumor biological characteristics of DU145 cell line and can be a potential target for the treatment of
prostate cancer.
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