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Analysis of Cystatin C to Predict Tubular Interstitial Leisions at Early Stage of IgA Nephropathy. Fan Yangin, Ding Guohua, Chen Xin-
ghua et al. Department of Nephrology ,Renmin Hospital of Wuhan University, Hubei 430060 ,China

Abstract Objective To investigate the relationship between the serum level of cystatin C (ScysC) and the tubulointerstitial lei-
sions ( TIL) at early stage of IgA nephropathy, looking for a new and effective biological prediction method for the TIL. Methods A total of
220 biopsy — proven primary IgA patients were retrospectively recruited. Baseline clinical data were recorded. Patients were divided into 3
groups : the whole cohort, normal baseline eGFR [ eGFR =90ml/( min - 1. 73 m’) ], decreased baseline eGFR [ eGFR < 90ml/( min -
1.73m*) ]. On the basis of the percentage of tubular atrophy /interstitial fibrosis according to Oxford classification system of IgAN ,each
group was subdivided into subgroups TO/T1/T2:(MT0:0 -25% ;@TI ::26% - 50% ;T2 : >50% ;and each group was re — attributed by
25% tubular atrophy /interstitial fibrosis into subgroups T( +)/T( =) :DT( +):<25% ;@QT( - ) :T >25% . Statistical difference of
ScysC level among these subgroups were analyzed with One — way analysis of variance. Correlation of ScysC levels and TIL in each groups
was analyzed with Spearman's correlation. Logistic regression was performed to detect whether ScysC was a predictor of TIL. The forecast
performance of ScysC to predict TIL was evaluated by using receiver operating characteristic( ROC) curves and area under curves( AUC).
Results The difference of ScysC level between the subgroups were significant( P <0.05) in the three groups respectively. High ScysC lev-
els indicated higher tubulointerstitial scores by the Oxford system. ScysC was positively correlated to tubulointerstitial scores in subgroups
TO/T1/T2 (r=0.563,P <0.01;r=0.299,P <0.05;r=0.498,P <0.01). ScysC was positively correlated to tubulointerstitial scores in
subgroups T( +)/T( =) (r=0.490, P <0.01;r=0.264,P <0.05;r=0.283,P <0.05). Logistic regression analysis demonstrated that
increased ScysC was the independent risk factor of having more than 25% TIL(B =2.86,0R =17.405 95% CI:4.468 —67.797, P <
0.05). AUC of using ScysC to predict having more than 25% TIL in the normal baseline eGFR group was 0. 654 (95% CI:0.497 -
0.812,P <0.01). The cut — off values of ScysC for predicting more than 25% TIL was 0.93mg/L, with a sensitivity of 85% and a speci-
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ficity of 57.1% . Conclusion Higher ScysC levels indicated more severe tubulointerstitial leisions. ScysC can be used as a reliable bio-

marker to predict the risk of having more severe tubulointerstitial damage.
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