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Phospholipase C related, but catalytically inactive protein-1 (PRIP-1) plays a critical role

in trafficking and phosphorylation of GABA-A receptor.

We found that PRIP-1 KO mice

showed abnormal distribution of GABA-A receptor, and that efficacy of general anesthetics
in KO mice reduced in comparison to wild type. These results suggest that receptor
trafficking is involved in the regulation of anesthetic action.
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