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Effects of ShARNA-ADARI1 on the Proliferation
and Apoptosis of U87 Glioma Cell*
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ABSTRACT Objective: Thisstudy was designed to investigate the effects of transfection with small hairpin RNA (shRNA)}-ADAR1 on
the proliferation and apoptosis of human glioma U87 cell line. Methods: The shRNA expression vector which expresses the specific
shRNA targeting ADART mRNA (ADAR1-shRNA) or independent sequence (Negative-shRNA) was transfected into U87 cells, and then
the U87 cells with stable expression of shRNA were selected. The expressions of ADARI1 were detected by RT-PCR and Western
blotting. The cellular proliferation activity, and the apoptotic rate were determined by MTT assay and flow cytometry, respectively.
Results: Compared with the Negative-shRNA group and the non-transfection group, the mRNA and protein expression levels of ADARI
in U87 cells with transfection of ADAR1-shRNA (interference group) was significantly suppressed and the cell proliferation was slowed
down after transfection for 48h (P<<0.05). The apoptotic rate in the interference group (28.14%=* 3.76%) was significantly higher than
those in the Negative-shRNA group (3.20%= 1.57%) and the non-transfection group (2.80%= 1.49%) (P<0.05). The proliferation ratio
of U87 cells significantly decreased after transfection of ADAR1 shRNA (P<0.05). Conclusion: ADARI1-shRNA transfection increases
the apoptotic rate, inhibits the proliferation of U87 glioma cells, which provides a potential target in gene therapy for glioma.
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1A ADARI-shRNA Rk UST 4l 48h SR I K 24 B35 L4 AE(200% )
Fig. 1A A lot of green fluorescence was observed in U87 cells transfected with ADAR1-shRNA after 48 h (200% )
1B RT-PCR #&ilF 4 48h [E4fh ADAR] mRNA HyRiX
Fig. 1B Expressions of ADARI mRNA in U87 cells transfected with ADAR1-shRNA detected by RT-PCR
1C&D Western-blot # il t 48h fF4AAh ADAR] EHRIRIE
Fig.1C&D Expressions of ADARI protein in U87 cells transfected with ADAR1-shRNA detected by Western-blot
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Fig. 2A Effect of ADAR1-shRNA on the proliferation of U87 cells
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Fig. 2B Effect of ADAR1-shRNA on the apoptosis of U87 cells
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