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[Abstract] Objective To investigate the effect of miR-592 on U251 cell apoptosis in the Glioma. Meth-
ods The expression of miR-592 was analyzed by quantitative PCR in Glioma tissues from patients. Next,
U251 cells were transfected with miR-592 mimics and then the growth of cells was detected by MTT assay. To
extensively explore the direct target of miR-592 in glioma, dual-luciferase reporter assay and western blot assay
were performed to confirm that Runx2 is the direct target of miR-592 in U251 cells. In order to test whether
Runx2 was the functional target of miR-592, the cell growth curve was determined by down-regulating the lev-
el of Runx2. Moreover, the apoptosis of U251 was also detected after Runx2 knocking down. Results The ex-
pression of miR-592 was significantly reduced in glioma tissues. Over-expression miR-592 remarkably in-
creased the apoptotic rate of U251 cells. Dual-luciferase reporter assay indicated that Runx2 was the direct tar-
get of miR-592 in U251 cells. Suppressed expression of Runx2 by siRNA prominently suppressed U251 cell
growth and induced the cell apoptotic rate. Conclusion miR-592 suppressed the growth and promoted the ap-
optotic rate of U251 cells by targeting Runx2.
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