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Introduction

Alcohol use disorder (AUD) and post-traumatic stress disorder
(PTSD) are highly comorbid. The susceptibility hypothesis explains
this comorbidity by describing how prior alcohol dependence can
Influence the future development of PTSD (Gilpin and Weiner
2017; Blanco et al. 2013; Chilcoat and Breslau 1998).
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Cytokine signaling has been highlighted as a potential mechanism
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Figure l. Chronic ethanolconsumption and withdrawal and severe
footshock stress were hypothesizedto elevate IL-B, TNF-a, and GFAP
Immunoreactivity and cell countin the dentate gyrus of the dorsal
hippocampus. Created with BioRender.com.
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Figure 3. Ethanol has no
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Figure4. Ethanol
decreases TNF-

o immunoreactivity and
severe stress decreases
both TNF-

o immunoreactivity and
positive cell countin the
dentate gyrus of the dorsal
hippocampus following
severe stress. Quantification
of the percent area of positive
fluorescence of TNF-a
(AlexaFluor 488; N = 32) (A).
Quantification of TNF-a
positive cells (B).
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IL-1B8 positive cell count and TNF-a immunoreactivity and positive
cell count in the DG of the DH were decreased following severe
stress.

TNF-a immunoreactivity in the DG of the DH was decreased

from a new group of rats that underwent the same paradigms and
are utilizing confocal microscopy to analyze colocalization between
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