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many membrane proteins such as GPCRs (e.g., mGIluR2) and

voltage-gated ion channels (e.g., Kv1.2) in various brain regions, but
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METHOD 4. Cholesterol Loading of N2A Cells Mimics the Effects of CIE on G-Protein and Interacting Protein Localization
Ethanol Vapor Exposure: Ga;, Ga, Ga, AC-1 PLC-B
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Cholesterol Loading of N2A Cells: LY354740 Bceline Rel LY354740
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Paired-pulse response from control and cholesterol-loaded (0.5 mg/mL, 1h, 25° C) BLA neurons. Baseline (black traces) and effects of LY354740, an mGIuR2

Lipid Raft agonist, (red traces) on EPSCs are shown. Inset: responses scaled to the second amplitude to show effects of LY354740 on paired pulse ratio. Cholesterol loading
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new avenue for targeting cholesterol metabolism as a treatment for alcohol use disorder



