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B2MU ¢4 ;\Lf(i"’”“é#rmfwr FENL(P>0.05), &t A CysCHRBMEAFFESL R2MU 4L, 244 T oMU, LTIk
B0, R —Fr i DN 80 B 545 9 SR 3547
A RIEIN R C Ml RAT B 5 B /NE 40

FESES R587. 2;R446. 112 XEAARED:A XEHS :1671-7414(2016)06-124-04
doi:10. 3969/j. issn. 1671-7414. 2016. 06. 036

Diagnosis Value of Urinary Cystatin C in Type 2
Diabetic Nephropathy Renal Tubular Injury
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Abstract: Objective To study the diagnosis value of urinary cystatin C (Cys C) in type 2 diabetic nephropathy (DN) renal
tubular injury. Methods 72 cases of type 2 diabetes mellitus (T2DM) were divided into three groups using urinary albumin
excretion rate (UAER) according to the method proposed by Mogensen in 1989, T2DM normal albumin urine group (UAER
<230 mg/24h) 26 cases, T2DM Microalbuminuria urine group (UAER30~300 mg/24h) 28 cases. T2DM Macroalbuminuria
urine group (UAER™>300 mg/24h) 18 cases,urinary Cys C,alMU and B2MU were compared. Results T2DM urinary Cys
C was 0. 106 0. 076 mg/L,significantly higher than the control group of 0. 032+0. 013 mg/L (=27. 8, P=0. 000). Urina-
ry Cys C and f2MU (P<C0. 05) both,while the «1MU P>>0. 05 in T2DM group compared with the control group. Urinary
Cys C and «1MU showed a significant positive correlation (+=0. 88, P=0. 000) ,and f2MU also showed a significant posi-
tive correlation with Urinary Cys C in T2DM patients correlation analysis (¥=0. 92, P=0. 000). Using UAER>30 mg/24h
as cut-off points made urinary Cys C,alMU,B2MU ROC curve in T2DM patients, the area under the curve (AUC) were
0.911.0. 806,0. 899 respectively,urinary Cys C and «1 MU has the statistically significant ( P<Z0. 05) and no difference be-
tween urinary Cys C with B2MU (P>>0.05) in AUCK®, Conclusion The sensitivity and specificity of urinary Cys C was
comparable to B2MU, which was better than «1MU. It is a sensitive indicator of early renal tubular injury in DN.
Keywords: urinary cystatin C;diabetic nephropathy;renal tubular injury
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