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Effect of Hyperoside on inhibiting proliferation,invasion and migration of glioma
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Abstract:Objective To investigate the effect of Hyperoside on inhibiting proliferation,invasion and mi-
gration of glioma U251 cells via miR-155/c-MYB pathway. Methods Human glioma cell line U251 was divid-
ed into glioma U251 cell group, paclitaxel group (300 pmol/mL) , Hyperoside low-dose group (300 pmol/mL)
and Hyperoside high dose group (600 pmol/mL),with 6 parallel pores in each group,and all the groups were
cultured for 72 h. After cell culture,the cell proliferation level was determined by CCK-8 assay.,cell migration
and invasion ability was evaluated by Transwell assay,and the mRNA and protein expression levels of miR-
155 and ¢-MYB were determined by RT-qPCR and Western blotting. Results Compared with U251 cell
group.the A value, survival rate, number of clone formations, number of transmembrane cells, mRNA and
protein expressions of miR-155 and ¢-MYB in paclitaxel group, Hyperoside low-dose group and Hyperoside
high-dose group decreased,and the apoptosis rate increased, with statistical significance (P <C0. 05). Compared
with paclitaxel group,the A value,survival rate,number of clone formation,number of transmembrane, mR-
NA and protein expressions of miR-155 and c-MYB in Hyperoside low-dose group increased,and the apoptosis
rate decreased,with statistical significance (P <C0. 05). In Hyperoside high-dose group,the A value, survival
rate,number of clone formation,number of transmembrane, mRNA and protein expressions of miR-155 and c-
MYB decreased,and apoptosis rate increased, with statistical significance (P<C0. 05). Compared with Hyperi-
cin low-dose group. Compared with Hyperoside low-dose group,the A value, survival rate, number of clone
formation,number of transmembrane, mRNA and protein expression of miR-155, c-MYB in the Hyperoside

high-dose group decreased, the apoptosis rate increased, with statistical significance (P <C0. 05). Conclusion Hypero-
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side can reduce the viability, proliferation and invasion of glioma U251 cells,and promote their apoptosis. The mecha-

nism may be related to Hyperoside inhibiting the expression of miR-155 and c-MYB, and thus inhibiting the

activation of miR-155/c-MYB pathway.
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