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Role of serum cystatin C in predicting acute rejection after kidney transplantation
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Abstract: Objective To investigate the role of serum cystatin-C(Cys-C) in predicting acute rejection(AR) after kidney trans-
plantation. Methods 39 patients (42 times) who had undergone kidney transplantation with AR within 6 months from January
2010 to August 2010 were retrospectively analyzed. Concentrations of Scr and serum Cys-C of patients at 24,48,72 and 96 h before
AR diagnosis and 24,48,72 h after anti-rejection treatment were recorded,times and climbing degrees of abnormal increasing of Scr
and serum Cys-C at different time points were compared. In the same period,Cys-C concentrations of patients without AR detected
one week after kidney transplantation were analyzed and compared to those of 50 healthy people. Results Abnormal increasing of
serum Cys-C were 40 and 38 times at 48 h and 72 h before AR diagnosis, respectively, while that of Scr were only 9 and 5 times at
the same time points. respectively. showing significantly differences between the increasing times of Cys-C and Scr at the corre-
sponding time poits(P<C0. 01). Climbing degrees of serum Cys-C were dramatically increased before AR diagnosis and decreased
rapidly after anti-rejection treatment, demonstrating significant differences when compared to those of Scr at the corresponding time
points(P<C0. 01). There was no significant difference between serum Cys-C concentration in non-AR patients with kidney trans-
plantation and that in healthy people (P>>0. 05). Conclusion Serum Cys-C may serve as an indicator to predict AR after kidney
transplantation which is more sensitive than Scr.
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