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Mechanisms of acute kidney injury to chronic kidney disease transition

ZHAO Xiao-Qing, QIAO Xi*
(Second Medical College of Shanxi Medical University, Taiyuan 030001, China)

Abstract: Acute kidney injury (AKI) is a risk factor for the future development of chronic kidney disease (CKD)
and end-stage renal disease (ESRD). After AKI, even if the renal function is completely recovered, the abnormal
structure of the kidney may be remained. Mechanisms of AKI-to-CKD transition are complex, including renal
tubular epithelial cell repair disorder and cell cycle arrest, endothelial cell damage and microcirculation vascular
bed reduction, chronic inflammation, mitochondrial dysfunction, tissue and cellular senescence. The precise

mechanisms are not completely understood. The article summarized the main mechanisms for CKD progression

following AKI.
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