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We predicted that stress causes dynorphin release within the BNST and this implicates DRN™" cells Schematic illustrating KOR modulation of
dynorphin acts on KORs located on BLA cell terminals in the BNST. We as potential source of BLAKOR inputs to the BNST. 1) Repeated SDS
identified five potential sources of dynorphin in the BNST: dynorphin expressing rAAV-hsyn-GFP was injected bilaterally into the BNST of male C57BL/6J mice Dyn in the BNST that is activates DRNDyn cells and causes Dyn release
cells within the BNST itself and four regions that contain dynorphin expressing in experimental and control groups. Brains were extracted 30 minutes post final recruited by SDS in the BNST (2). 3) Dyn activates KORs located
cells that project to the BNST: the central amygdala (CeA), dorsal raphe (DRN), SDS session and frozen unfixed coronal sections were collected and imaged for on BLA terminals in the BNST leading to neuronal
Insular cortex (Ins), and the parabrachial nucleus (PBN) GFP. (N=2) iInhibition and escalated alcohol intake.
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