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e January 2000—March 2007
e MEDLINE: 31 studies for biomarkers for AKI.

e evaluated 21 unique serum and urine
biomarkers.
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e The results of the studies indicated that
serum cystatin C,

urine interleukin-18 (IL-18),

urine kidney injury molecule-1 (KIM-1)
performed best for the differential diagnosis
of established AKI.
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e Urine N-acetyl-b-D-glucosaminidase,

o KIM-1,

o [L-18

performed the best for mortality risk prediction
after AKI.
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[2] Vh Timmeren MM , BakkerSJ , VaidyaVsS , eta1 . Tubular kidhey injury molecule-1
in protein-overload nephropathy . AmJ Ph ol Renal Physiol , 2006 , 291(2) : F456-
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[3] Ichimura T, Bonventre JV, Bailly V, et al. Kidney injury molecule-1 (KIM-1), a putative
epithelial cell adhesion molecule containing a novel immunoglobulin domain, is up
regulated in renal cells after injury. J Biol Chem., 1998; 273(7): 4135-4142.
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