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Value of cystatin C level in predicting fosinopril discontinuation due to elevation
of serum creatinine level in patients with mild renal insufficiency
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[ Abstract] Objective To investigate the relationship between baseline cystatin C level and fosinopril-induced
serum creatinine elevation in patients with mild renal insufficiency. Methods Seventy-two patients with mild renal
insufficiency receiving detection of cystatin C level before treatment were enrolled. Termination of fosinopril therapy
was conducted depending on the condition of patients’ serum creatinine elevation after 1-week administration. The levels
of cystatin C of patients with fosinopril discontinuation and those without fosinopril discontinuation were compared. The
correlation of fosinopril discontinuation due to elevation of serum creatinine level with baseline cystatin C level was
analyzed. Receiver operating characteristic(ROC) curve was used to analyze the predictive efficiency of baseline cystatin
C level for fosinopril discontinuation due to elevation of serum creatinine level. Results Fosinopril discontinuation was
observed in 22 patients due to serum creatinine increment >30% or serum creatinine >265 wmol/L,the discontinuation
rate was 30.55% (22/72) ,and the level of cystatin C in patients without fosinopril discontinuation was lower than that in
patients with fosinopril discontinuation (P <0.05). Fosinopril discontinuation due to serum creatinine elevation positively
correlated with baseline cystatin C level (P <0.05). ROC curve analysis revealed that the area under the curve of cystatin C
level for predicting fosinopril discontinuation due to elevation of serum creatinine level was 0.899( P <0.001) ,the maximum
Youden index was 0. 669 ,with a corresponding cystatin C level of 2. 310 mg/L,a sensitivity of 0. 909 and a specificity
of 0.760. Conclusion Fosinopril use is more likely to result in medication cessation due to further damage to renal
function in mild renal insufficiency patients with an increased level of baseline cystatin C. Cystatin C is a favorable
predictor for fosinopril discontinuation due to elevated serum creatinine.
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