REBOA Induces Medullary Hypoxia and Metabolic Failure While
Hemorrhagic Shock Alone Predominantly Affects the Cortex C
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\ Figure 3: Regional renal oxygenation during HS and HS with aortic occlusion. A. Mean +SEM cortical and medullary pO, Figure 4: Regional bioenergetics during HS and HS+AO. A-B. Medullary mitochondrial N
7 =5 e over time during HS alone (n=6). B. Renal medulla (M) experiences shorter duration of hypoxia and near anoxia than the oxidative phosphorylation capacity (OXPHOS) trended towards reduction in HS + AO, Fundlng'
Figure 2: Continuous renal oxygen monitoring. Fiberoptic sensors were  renal cortex (C) during HS (median [IQR]). C. Mean +SEM medullary pO, over time during HS + AO (n=3). For A and C, the whereas cortical OXPHOS did not differ. C-D. Medullary ATP was significantly reduced - International Anesthesia Research Society
placed in the renal cortex (HS) and medulla (HS & HS+AO) to monitor dotted lines represent hypoxia (20 mmHg) and near anoxia (1 mmHg) thresholds. *p < 0.05; **p < 0.01. with AO, whereas cortical ATP did not differ. Dotted lines represent median values from
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regional pO,. healthy animals for reference. Data presented as median [IQR].



