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Early prediction of urinary kidney injury molecule-1, clusterin, and cystatin C
in Gentamycin-induced kidney injury in rats
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Abstract: Objective To investigate the expression of a new panel of biomarkers, such as kidney injury molecule-1 (Kim-1),
clusterin, and cystatin C, in rat model of subacute kidney injury induced by Gentamycin (GM). The evaluation of the urinary Kim-1,
clusterin, and cystatin C was more sensitive and specific than that of SCr and BUN in monitoring generalized renal injury. The model
of renal injury in the early prediction was established. Methods Rat model of subacute kidney injury induced by GM was established.
At different time the expressions of SCr and BUN in the control and chemical-treated groups were determined, the kidney tissue was
observed for histopathology, the secretion of Kim-1, clusterin, and cystatin C in urine was determined by ELISA. Results Urinary
Kim-1, clusterin, and cystatin C showed a significant increase and a clear upward trend with time when serum creatinine, blood urea
nitrogen, and renal histopathology do not appear abnormal level of minor changes; ELISA showed that the Kim-1, clusterin, and
cystatin C contents in urine of model rats sharply increased. Comparison of the ROC areas of SCr, BUN, and urinary Kim-1, clusterin
and cystatin C in the established model, and the areas of urinary Kim-1, clusterin, and cystatin C were always larger than 0.9.
Conclusion Kim-1, clusterin, and cystatin C may be used as sensitive markers for early diagnosis of kidney injury induced by GM.
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Fig. 2 Determination of SCr, BUN, urine Kim-1, clusterin, and cystatin C at different time after 120 mg/kg

Gentamicin administrated (x+s,n=6)
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Fig.3 ROC curve measurement of SCr, BUN, urine Kim-1,
clusterin, and cystatin C at different time after
120 mg/kg gentamicin administrated
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