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[Abstract] Acute kidney injury (AKI) is one of the most common complications of critically ill patients. A vari-

ety of biomarkers have been identified for the diagnosis of AKI, such as neutrophil gelatinase-associated lipid transport

protein (NGAL) and urinary injury molecules—1 (KIM~1). This paper gives an overview of biomarkers commonly used

for diagnosing and predicting severe AKI and other adverse outcomes.
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