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Effect of IncRNA SNHG1 on angiogenesis in glioma cells induced by temozolomide MAO Dandan, LYV Yao, JIE
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[Abstract] Objective To explore the effect of SNHG1 on angiogenesis in glioma cells induced by temozolomide.
Methods Human glioma cells U251 were divided into si-SNHG1 group (transfected with si-SNHG1) , si-SNHGINC
group (transfected with si-SNHGINC), and blank control group.All three groups were treated with temozolomide.The ex—
pressions of SNHG1 in human glioma cells U251 and normal glioma cells was checked.CCKS8 test was used to detect the
proliferation ability of cells. Transwell was used to detect the abilities of migration and invasion of cells.Tubular formation
was used to detect the tube formation ability of HUVEC cells, and the expression of VEGF was checked by ELISA. Re-
sults The expression of IncRNA SNHG1 in normal glial cells and tissues was obviously lower than that in glioma cells
U251 and tissues (1=2.24,2.46, P<<0.05).The cell proliferation ability of the si—-SNHG1 group at 48 h and 72 h was lower
than that of the si—SNHGINC group and the blank control group (1=17.29,16.86,8.20,11.60, P<0.05).The cell migration
and invasion ability of the si—-SNHG1 group were lower than those of the blank control group and the si—-SNHGINC group.
The tubule formation ability of the si—-SNHG1 group was stronger than that of the si—-SNHG1NC group and the blank control
group.The VEGF level in si—-SNHG1 group was higher than that in si-SNHGINC group and blank control group (1=2.65,
5.01, P<0.05). Conclusion SNHGI is up-regulated in glioma cells U251 and tissues. High expression of SNHG1 can
inhibit cell proliferation and regulate angiogenesis of gliomas.
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