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Effect of IncRNA LINC01089 on microglia polarization after oxygen—glucose deprivation/reoxygenation injury
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430060, China

[Abstract] Objective To investigate the effect of IncRNA-LINC01089 on the phenotypic polarization of mouse microglia after
oxygen— glucose deprivation/reoxygenation (OGD/R) injury. Methods The mouse microglia B=V2 cells were cultured in vitro. After
OGD/R injury, IncRNA LINCO1089 overexpression plasmid and its empty vector, silencing plasmid siRNA and negative control, as well
as miR-449¢-5p mimics, inhibitors and its negative control oligonucleotides were transfected into the cells. The expression levels of M 1-
type microglia markers iNOS and CD86 mRNAs, M2—type microglia markers Argl and CD206 mRNAs, IncRNA LINC01089, and miR-
449¢-5p were detected by qRT-PCR. The contents of inflammatory factors in cell supernatant were detected by ELISA. Western blotting
was used to detect the expression level of STAT6 protein in B=V2 cells. The luciferase reporter gene experiment was used to verify the
targeting relationship between IncRNA LINC01089 and miR-449¢—5p, and miR—449¢-5p and STAT6. Results After OGD/R injury, the
expression level of IncRNA LINCO1089 in B=V2 cells was significantly down—regulated, and the expression level of miR—449¢—5p was
significantly up—regulated. The results of the luciferase reporter gene assay showed that IncRNA LINCO1089 targeted and negatively
regulated the expression of miR- 449c¢— 5p, and miR- 449¢— 5p targeted and negatively regulated the expression of STATG.
Overexpression of IncRNA LINC01089 significantly decreased the expression levels of M1-type markers iNOS and CD86 mRNAs, and
significantly decreased the contents of pro—inflammatory cytokines IL-18, IL-6 and TNF-a in the cell supernatant, and significantly
increased the M2- type marker Arg— 1 and CD206 mRNAs expression levels, and significantly increased the contents of anti—
inflammatory factors IL-4, IL-10 and TGF-f in cell supernatants. Overexpression of IncRNA LINCO1089 can target and negatively
regulate the expression of miR=449¢=5p in B=V2 cells and promote the expression of STAT6 protein. Conclusions After OGD/R injury,
the expression of IncRNA LINC01089 is down—-regulated in microglia, which promotes the transformation of microglia to M1 type and
induces inflammatory response. The mechanism may be related to the negative regulation of miR—449¢-5p/STAT6 signaling axis.
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