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Clinical significance of combined detection of two serum indicators for the early diagnosis of | type diabetic nephropa-
thy Li Xiao-heng(the Tianjin Hospital of Ningqiang , Hanzhong ,Shaanxi 724400, China)
[Abstract] Objective To explore the clinical significance of combined detection of serum glycosylated hemo-
globin Alc (HbAlc) and cystatin C (Cys-C) for the early diagnosis of [ type diabetic nephropathy (DN). Methods
100 cases of patients with | type DN,treated in this hospital from Jan. to Nov. 2012, were enrolled as experiment
group,and 100 cases of healthy subjects were enrolled as control group. Serum levels of HbAlc and Cys-C were de-
tected. Results  Serum levels of HbAlc and Cys-C in experiment group was higher than control group (P<C0. 05 or
P<C0. 01). Serum levels of HbAlc and Cys-C increased with the increasing of disease severity significantly (P <C
0.05). Conclusion Combined detection of serum HbAlc and Cys-C might be helpful for the early diagnosis of [

%- L]

type DN, and could provide valuable diagnostic guidance for clinical doctors.
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