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The effect of silencing ATP1A1l gene expression by RNA interference on proliferation of human U251 glioma stem cells
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Abstract: Objective To investigate the effects of ATP1A1 knockdown by RNA interference(RNAi) on proliferation of human
U251 glioma stem cells. Methods
The mRNA and protein expressions of ATP1A1 in U251 glioma stem cells were detected by RT-qPCR and Western blotting, re-

The human U251 glioma stem cells were infected with lentivirus expressing ATP1A1-shRNA.

spectively. The cell cycle and apoptosis were evaluated by flow cytometry. The proliferation of U251 glioma stem cells was deter-
mined by MTT assay. Results The expressions of ATP1A1l in U251 glioma stem cells transfected with ATP1A1-shRNA were in-
hibited significantly at both mRNA and protein levels, with an inhibitory rate of 84.15% for ATP1A1l mRNA and of 55. 33% for
ATPI1A1 protein respectively. The proliferation of cells was inhibited. the cell apoptotic rate was significantly increased and the cell
cycle was arrested in G1 phase and S phase decreased significantly in ATP1A1-shRNA cells(P<C0. 05). Conclusion RNAI targe-
ting ATP1A1 gene could down-regulates the ATP1A1 expression,induces cell apoptosis,regulates cell phase redistribution and in-
hibits cell proliferation in U251 glioma stem cells.
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