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Abstract: Objective To study the protective effects of hypoxia preconditioning (HPC) on the injured
BV2 cells induced by oxygen-glucose deprivation/reoxygenation (OGD/R) and its effects on nucleotide binding
oligomerization domain-like receptor protein 3 (NLRP3) expression. Methods BV2 cells were divided into 4
groups: normoxia group, HPC group, HPC+OGD/R group and OGD/R group, cell viability was determined
by using MTS method, and the protein expression of NLRP3 in BV2 cells was determined by using Western
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Blot. Results
duced ( P <C0.05). After receiving hypoxia preconditioning of 1% O, hypoxia for 2 hours / reoxygenation for 2

Compared with the normoxia group, the cell viability of OGD/R group was significantly re-

hours, the cell viability of HPC+ OGD/R group was significantly higher than that of other HPC conditions and
OGD/R group ( P <C0. 05), and the protein expression of NLRP3 in HPC+ OGD/R group was significantly
lower than that in OGD/R group ( P <C0.05). HPC may protect OGD/R-induced BV2 cells inju-
ry. The mechanism may be related to reducing NLRP3 protein expression in the injured BV2 cells induced by

Conclusion

OGD/R.
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