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Abstract

Acute kidney injury (Acute kidney injury, AKI) is a clinical syndrome caused by the rapid decline of renal function in a short time
caused by various causes. The morbidity and mortality of AKI are high worldwide, and the cost is huge. AKI has become a recognized
risk factor for the progression of chronic kidney diseases (CKD). The paper mainly focuses on the development of AKI to CKD, some
new biomarkers and how to prevent the progress of CKD after AKI, to make a certain basis for the early identification of AKI patients
and intervention in the clinic.
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