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Abstract

Acute kidney injury (AKI) has a high incidence in critically ill patients, which has a significant impact on the progression of chronic
kidney disease (CKD), cardiovascular disease and mortality. Although most doctors diagnose and treat patients based on changes
in serum creatinine, intervention is often delayed. In recent years, a variety of AKI biomarkers have been discovered and validated,
improving the probability of timely detection for patients with progressive renal dysfunction, requiring renal replacement therapy, or
high risk of death, thus differentiating patients and grading the risk. This review will review validated AKI biomarkers over the past
decade and their associated clinical applicability, using AKI biomarkers to complement existing diagnostic criteria and better deliver
medical interventions to patients through early identification and prediction of clinical outcomes.
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