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Involvement of activated P2X7 receptor in disorder of retinal
ganglion cells in animal models of glaucoma
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ganglion cell (RGC) loss in rat models of glaucoma. In the first study, we investigated

: We aimed to determine whether P2X7 receptor is involved in retinal

whether P2X7 antagonists rescue RGCs in culture and after optic nerve crush (ONC) injury.
In vitro, RGCs were preserved when treated with P2X7 antagonists. /n vivo, the retinal
expression of the P2X7 receptors was observed to be upregulated after ONC. RGCs were
preserved when P2X7 antagonists were applied after ONC injury. In the second study, we
evaluated effects of P2X7 antagonists in a rat model of acute intraocular pressure (IOP)
elevation. P2X7 receptor was activated after IOP elevation and administration of P2X7
antagonists dose-dependently preserved RGC density. These results suggest that P2X7

receptor may be involved in RGC loss in glaucoma models.
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