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Combined determination of serum amyloid A protein,urinary albumin-to-creatinine
ratio in the diagnosis of early diabetic nephropathy
LUO Xin
(Department of Physical Examination, Tianjin Huaxing Hospital , Tianjin 300270,China)

Abstract:Objective To investigate the value of serum amyloid A protein (SAA) and urinary albumin-to-
creatinine ratio(ACR) in the diagnosis of early diabetic nephropathy (DN). Methods 65 patients with type 2
diabetes mellitus (group A),60 patients with early DN (group B) and 51 patients with clinical DN (group C)
were enrolled in the study, meanwhile 60 healthy subjects were enrolled as the control group. Fasting serum
SAA levels and morning urine ACR were measured respectively. The levels of serum SAA and urinary ACR
were compared among the three groups. The receiver operating characteristic (ROC) curve was used to evalu-
ate the value of serum SAA and urinary ACR in the diagnosis of early DN. Results The levels of serum SAA
in control group,group A,group B and group C were (1.3740.52),(5.73£0.58),(7.7240.88),(9. 89+
1.13) mg/L,and urinary ACR were (5. 274 1. 38),(23. 2344, 68),(88.46413.01) and (106. 69+ 15. 19)
mg/pmol,respectively. The trend of increase and the difference between the two indicators in each group were
statistically significant(P <C0. 05). Pearson analysis showed that serum SAA level was positively correlated
with urinary ACR(r=0. 737, P <0. 05). The AUC of ROC curves for single and combined tests of serum
SAA ,urinary ACR in the diagnosis of early DN were 0. 787 (95%CI ;0. 720-0. 853),0. 816 (95%CI ;0. 754—
0.877),0.878(95%CI :0. 829—0. 927) , respectively. The sensitivity and specificity were 70.3% and 87.7%.,
75.6% and 84. 2% ,80. 2% and 83. 1% ,respectively. Conclusion Single or combined detections of serum SAA
and urinary ACR has a certain value in the early diagnosis of DN,and combined detection has higher sensitivi-
ty and accuracy.
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