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Abstract; Objective To investigate the regulation of PTEN on NR2B phosphorylation and the active roles
in blocking Ca®" influx and neuroprotection. Methods In the oxygen-glucose deprivation (OGD) model with
anaerobic gas mixture and deoxygenated, glucose-[ree extracellular solution, shRNAspten-GFP and unrelated
control plasmid PshGFP transfection were done respectively. Intracellular free calcium concentration were meas-
ured with Fura-2 AM fluorescent indicator, the expression of NMDA receptor subunits NR2B and its tyrosine
shRNAspten-GFP
plasmid could been expressed successfully in cultured neurons. Tyrosine phosphorylation levels of NMDA recep-
tor subunits NR2B after OGD decreased significantly after shRNApten treatment (F =11.82, P <0.05). Intra-
cellular free calcium concentration with shRNAspten-GFP treatment after OGD was significantly lower than that

in OGD group and PshGFP group (# =62.85, P <0.05). Conclusion
tively suppress the tyrosine phosphorylation of NR2B induced hy OGD and the followed increase of intracellular

phosphorylation were analyzed by immunoblotting and immunoprecipitation (IP). Results

PTEN down-regulation could effec-

free calcium concentration, and then protect neuron from anoxic injury.
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