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Effect of down—regulation of BAG3 on proliferation and apoptosis of glioma U87 cells

Ll Ji-qiang, DUAN Fa-liang, WU Jing=lei, CHEN Xiao—bin, ZHANG Yan—guo, DING Wei. Department of Neurosurgery, Wuhan
NO. 1 Hospital, Wuhan 430022, China

[Abstract] Objective To explore the effect of down—regulation of BAG3 on the proliferation and apoptosis of glioma U87 cells.
Methods U87 cells with down-regulation of BAG3 were reconstruted by transfection of shBAG3 plasmids, and were identified by the
RT-PCR and western blotting. The proliferation of U87 cells was tested by CCK8 and EdU assay, and the apoptosis of U87 cells was
tested by flow cytometry. Results The results of RT-PCR and western blotting showed that mRNA and protein expression levels of BAG3
were significantly down—regulated after transfection of shBAG3 plasmids. After transfection of shBAG3 plasmids, CCK8 and EdU assay
showed that the proliferation of U87 cells was significantly inhibited and flow cytometry showed that the apoptosis of U87 cells was

significantly promoted. Conclusions Down-regulation of BAG3 inhibits proliferation and promotes apoptosis of glioma U87 cells.

[Key words] Glioma; U87 cells; Bel2—associated athanogene 3 (BAG3); Cell proliferation; Cell apoptosis
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