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Effect of silencing IncRNA MALAT1 expression on proliferation and apoptosis of glioma cells
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[Abstract] Objective To investigate the effect of silencing IncRNA MALAT1 expression on the proliferation and apoptosis of
glioma cells. Methods The IncRNA MALAT1 expression data were downloaded from CGGA database, and the expression of IncRNA
MALATTI in glioma tissues was analyzed by bioinformatics method. U87 and A172 were cultured in vitro, and those transfected with
IncRNA MALAT1 plasmid to silence their expression were served as sh—MALAT1 group, and those transfected with blank plasmid were
served as control (sh—=NC group). The proliferation and the apoptosis of glioma cells were detected by CCK-8 method and flow cytometry,
respectively. The IncRNA MALAT1 target protein was predicted by TargetScan software and associated protein expression in U87 and
A172 cells was detected by western blotting. Results Bioinformatics analysis showed that IncRNA MALAT1 expression in glioma tissues
was significantly higher than that in normal tissues (P<0.05), and the overall survival of glioma patients with high IncRNA MALAT1
expression was significantly shortened (P<0.05). The proliferative activities of U87 and A172 cells in sh— MALAT1 group were
significantly lower than those in sh=NC group (P<0.05), and the apoptosis rates were significantly higher than those in sh-NC group (P<
0.01). TargetScan software analysis showed that STMN1, RAB5SA and ATG4D proteins were the downstream targets of IncRNA
MALATI. Western blotting showed that the protein expressions of STMN1, RAB5SA and ATG4D in U87 and A172 cells in sh—-MALAT1
group were significantly higher than those in sh—=NC group (P<0.05). Conclusions The IncRNA MALAT]I is highly expressed in glioma,
which may promote the proliferation of glioma cells and inhibit the apoptosis of glioma cells through targeted up—regulation of STMN 1,
RABSA and ATG4D proteins. Silencing IncRNA MALAT1 expression significantly inhibited the proliferation of glioma cells and
promoted their apoptosis.
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