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Existing chronic kidney disease (CKD) is among the most potent predictors of
postoperative acute kidney injury (AKI). Hypoxia is a final common pathway to end
stage kidney disease in CKD and is an important mediator of AKI. Furthermore,
renal hypoxia aggravates oxidative stress, and elevated oxidative stress, in turn,
exacerbates renal hypoxia. Oxidative stress is also enhanced in CKD through
various mechanisms. Thus, the vicious cycle between oxidative stress and renal
hypoxia critically contributes to AKI-on-CKD.
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