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G-protein coupled receptor (GPR) 3, GPR6, and GPR12 are predominantly expressed in the
mammalian central nervous system and make up a subfamily of GPRs that constitutively
activate adenylate cyclases. In the current study, principal investigator has clarified
that expression of GPR3, GPR6, and GPR12 in rat primary neurons facilitates neuronal
survival. In addition, GPR3 provides a survival advantage to cerebellar granular neurons
under the hypoxic condition. Furthermore, GPR3 knockout mice exhibit a larger infarct
area after transient middle cerebral artery occlusion.
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