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Effect of up-regulating miR-578 expression in glioma cell on its proliferation and apoptosis”
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[Abstract] Objective To investigate the effect of up-regulating microRNA-578(miR-578) on the prolif-
eration and apoptosis of glioma cells and its relationship with PREX2a. Methods The relative expression lev-
els of miR-578 in different grades of human brain glioma cell tissue and normal brain tissue samples were de-
tected by adopting Western blot and gqRT-PCR. The human malignant glioma U87 and U251 cell lines were se-
lected to conduct the in vitro experiment for the effect of miR-578 on the proliferation and apoptosis of human
malignant glioma cells. The experiments were divided into two groups,the miR-578 analogue group and nega-
tive control group. The expression of miR-578 in glioma cells after transfection for 48 h was detected by qRT-
PCR and the expression of PREX2a in glioma cells was detected by Western blot. The plate colony formation
assay was used to detect the number of glioma cells clone formation in the two groups of glioma cells at 48 h
after transfection. The apoptosis situation of glioma cells was detected by flow cytometry. The relative survival
vitality of glioma cells at 24,48,72 h after transfection were detected by MTT assay. Results The qPCR re-
sults showed that the relative expression level of miR-578 in glioma tissue sample was significantly decreased
compared with the normal brain tissue sample (P<C0. 01). Compared the negative sequence group,the miR-578
expression of U87 and U251 glioma cells in the miR-578 mimics group was significantly increased, but the
miR-578 direct action substrate PREX2a expression was significantly declined (P<C0. 05). In the MTT experi-
ment detection,the U87 and U251 glioma cells survival ability at 24,48,72 h in the miR-578 mimics group at
48 h after transfection was significantly decreased compared with the negative sequence group. The plate clone
experiment showed that the cloned number of miR-578 mimics group U87 and U251 was significantly de-

creased compared with the negative sequence group(P<C0. 05). In the cytometry detection, U87 and U251 glioma
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cells apoptosis ability in the miR-578 mimics group was significantly increased compared with the genitive se-

quence group(P<C0. 05). Conclusion miR-578 plays a significant negative biological effect in the proliferation

and apoptosis of glioma cells and this process may be associated with PREX2a.
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