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Background Results Objective

Adolescence is commonly a time when alcohol use is initiated, and the
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Figure 1. sSEPSCs during acute withdrawal in the BNST in AIE and air- n=6 Males n=s =2 comales”
control male and female mice. A) Schedule of alcohol and air vapor
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withdrawal. B) Coronal brain section of area of interest with BNST. C) sEPSCs during acute withdrawal in the BNST of AIE and air-  CRH-CRHR1 signaling blunts
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M et O S frequency of SEPSCs in male and female adolescent AIE mice compared to male AIE mice can be dampened close to baseline when NBI is glutamate release in male mice.
air mice. E) and H) Graph shows no significant difference in amplitude of used. C) Graph shows no effect of NBI on SEPSCs in female mice.
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treated group. In the alcohol treated group, adolescent (P30-41) C57B1/6J mice and CRHR1 Antagonist In female mice.
were given a daily injection of pyrazole + ethanol (ethanol group, 1Immol/kg +
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cerebrospinal fluid (ACSF). Recording electrodes were filled with Cs+gluconate Figure 3. SEPSCs in the BNST in adult AIE and air control male and o ?OTETEES n=s 9 erg gr 9 ng
internal solution. Addmona”y, 25 HM picrotoxin was added and recording was done female mice after 1-hr reSt.ralnt stress. A) Schedule of aICQhOI and air Figure 4. CRHR1 antagoniSt (NB|-27914) application on SEPSCs aCUte Wlthdrawa.l 1N ma.le mice bUt
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