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Preliminary study on role of P2X7 receptor in hypoxic-ischemic damage to oligodendrocyte precursor cells”
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Abstract: Objective
(OPCs) in vitro. Methods

To observe the role of P2X7 receptor in hypoxic-ischemic damage to oligodendrocyte precuresor cells

To cultivate, retrieve and purify oligodendrocyte progenitor cells(OPCs) from neonatal rats. LDH re-
leased in the culture was used to assess the cell death quantitatively; Western blot was used to measure the change of P2X7 receptor
expression. Results (1) LDH release assays showed that 2 h oxygen-glucose deprivation(OGD) exposure killed near 40% of the
cells by 2 h. P2X7 receptor antagonist, BBG applied before OGD partially protected OPCs from OGD-induced cell death. Further-
more, P2X7R agonist BZATP exacerbated OGD induced OPCs injury,and the enhancement in toxicity could not be prevented by

BBG. (2) Immunoblots revealed that P2X7R protein was significantly decreased in OPCs cultures compared with controls at 2 h after

OGD. Conclusion P2X7R involves in the process of hypoxic-ischemic white matter injury.
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