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Introduction

* Enhanced glucocorticoid signaling promotes hippocampal damage and
facilitates the transition to alcohol use disorder (AUD).

* This study investigated excessive alcohol exposure and withdrawal,
which 1s known to cause increases in glucocorticoid levels.

* The drug mifepristone, a non-selective glucocorticoid receptor
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Conclusions

* Withdrawal from chronic alcohol vapor exposure led to
modest increases 1n GR phosphorylation in the hippocampus
of male rats, with no changes 1n total GR levels.

* This effect was not altered by mifepristone therapy, suggesting
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samples we were able to track the differing levels of the
phosphorylated glucocorticoid receptor protein
as well as total glucocorticoid receptor levels.
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