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[Abstract] Objective To validate the protective effect of microRNA-29b on neurons by constructing
oxygen and glucose deprivation/reperfusion(OGD/R) model of N2B neurons, and to explore the mechanism of
COILA4AL in the protective effect of microRNA-29b on OGD/R injury of neurons. Methods N2B cells were
cultured under normal and hypoxic conditions. Real - time quantitative PCR (qPCR) was used to detect the
expression of microRNA -29b. CCK -8, clone formation, Hoechest testing and flow cytometry were used to
detect the proliferation and apoptosis of N2B cells. Western blot (WB) double luciferase was used to verify
whether the target gene of microRNA -29b was COLAAL. The microRNA -29b mimics were transfected into
cells, and the expression of COL4A1 was detected by gPCR and WB. The wild and mutant vectors and target
genes of COLAA1 3-untranslated region (UTR) were constructed. COL4A1 was designed and synthesized,
transfected into N2B cells, cultured under hypoxia, CCK8, clone formation, Hoechest testing and flow
cytometry were used to detect cell proliferation and apoptosis in different treatment groups. Results The
expression of microRNA -29b in OGD/R cells was lower than that in normal cells. In the same hypoxia/

reoxygenation conditions, the expression of microRNA -29b was up -regulated, the proliferation of cells was
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significantly enhanced, and cell apoptosis was significantly inhibited. Upregulation of the expression of
microRNA-29b could inhibit the expression of COL4A1, but after transfection of both COL4A1 and its control

group, the proliferation of cells in COLAA1 control group increased significantly when compared with that in

overexpression group, and the apoptosis of cells in COL4A1 control group decreased significantly if compared

with that in overexpression group. Conclusion The microRNA-29b has protective effect on OGD/R model of

N2B neurons, it can reduce the damage of N2B neurons by inhibiting the expression of COL4Al. The

microRNA -29b can reduce the damage of neurons by regulating the expression of COLAAL.

Radiol, 2019, 28. 1156-1161)
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