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Value of Combination of Cystatin C with Microalbumin in the Diagnosis of Hypertension Nephritis.
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in the diagnosis of hypertension nephritis (HN).

patients and 43 healthy controls.

Abstract Objective

Methods

To explore the value of Cystatin C (Cys C) ,

creatinine ( Cr) and microalbumin ( mALB) alone or combined
The level of Cys C, mALB and Cr was compared between 38 hypertension

The contribution of Cys C, mALB and Cr in the diagnosis of HN was compared by regularized discrimi-
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nant analysis. The diagnostic positive rate of combined Cys C and mALB or Cr was compared by chi — square statistics. Results The

concentration of Cr was significantly higher in hypertension patients than that in healthy control. The diagnostic value of Cys C was signifi-

cantly higher than mALB and Cr. The diagnostic value of combine Cys C with mALB in HN could be significantly increased compared with

that of Cys C and mALB alone. Conclusion Random urine mALB detection is suitable for screening of HN. The combination of Cys C

with mALB could significantly increase the diagnostic positive rates of HN.
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