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Abstract

Despite advances of medical sciences, acute kidney injury (AKI) is a major clinical problem because of
high incidence and mortality rate. In current clinical practice, AKI is typically diagnosed by measuring serum
creatinine. However, the serum creatinine concentration is influenced by several factors including age, race,
gender, and muscle mass. Consequently, serum creatinine does not reflect the current status of renal func-
tion after injury. Therefore, serum creatinine has limitation in the use of diagnostic tools for AKI. Recently,
many researchers and international groups are trying to find out the novel urinary and serum proteins for
early diagnosis of AKI in various clinical setting. This topic reviews the clinically useful novel biomarkers

and its applications.
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