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Abstract Objective This study aimed to evaluate the association between urinary cystatin C (UCysC) and urine albumin — creati-
nine ratio (UACR) and then to determine whether urinary cystatin C could be used as an early biomarker of renal dysfunction in diabetic
patients. Methods Diabetic patients (n =100) with normoalbuminuria (n =19), microalbuminuria (n =59) and macroalbuminuria
(n =22) were enrolled in the study. Urine cystatin C, serum creatinine ( Scr) , blood urine nitrogen ( BUN) , urine albumin — creatinine
ratio (UACR) and other blood biochemical values were determined in all groups. Particle — enhanced turbimetric assay method was used
to measure urinary cystatin C levels in different groups. Results In normoalbuminuria group, microalbuminuria group and macroalbumin-
uria group, the urine cystatin C levels increased with increasing degree of urine ACR,and the differences between the groups were statistical-
ly significant (P <0.05). Urine cystatin C was positively corrected with urine ACR (r =0.766,P =0.000). Nonparametric ROC curve, u-
sing a cut of urine ACR of 30mg/g, was obtained for urine cystatin C. Area under the curve was 0.915 for urine cystatin C, which meanst
that urine cystatin C was sensitive and specific in the early stage of diabetic nephropathy. Conclusion There is an independent correlation

between cystatin C and urine ACR. The results of this study suggest that urinary cystatin C could be a biomaker of incipient DN.
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