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[Abstract] Chronic kidney disease (CKD) has become a global public health problem, which seriously
threatens human's health,acute kidney injury (AKI) is considered to be an important risk factor for CKD. A
variety of biomarkers associated with AKI-CKD transition were found in recent years, therefore, monitoring
the biomarkers of the patients with AKI is critical to prevent the transition to CKD. This article reviews the
progress about the common biomarkers of AKI-CKD transition, such as liver-type fatty acid binding protein
(L-FABP) ,kidney injury molecule-1 (KIM-1),neutrophil gelatinase associated lipocalin (NGAL) ,and urinary
albumin (UALB).
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