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Diagnostic value of glycosylated hemoglobin and mALB in patients with diabetic nephropathy ZHANG Xiao-mei (De-
partment of Nephrology s Hongquan Hospital ,Yangzhou , Jiangsu 225200 China)

[Abstract] Objective To explore the glycosylated hemoglobin (HbAlc) and U-mALB in diagnosis of diabetic
nephropathy. Methods A total of 88 patients with diabetic nephropathy were selected into the study group from A-
pril 2010 to December 2012,100 healthy people were selected into control goup. The levels of HbAlc and U-mALB
were detected in the two groups and compared. Results The levels of HbAlc and U-mALB were in the study group
were (7.4+1)%,(53.5+12.9) mg/L,those in the control group were (4. 640.8) % ,(8.8=+1. 2)mg/L.the differ-
ences between the two groups were statistically significant (P<C0. 05). There were significant differences on the level

of U-mALB between groups had different degrees of HbAlc (P<C0. 05) ,and as the level of HbAlcelevated, the level

%- L]

of U-mALB increased. Conclusion The combine detection of glycosylated hemoglobin and U-mALB has a certain ref-

erence value in diagnosis for diabetic nephropathy.
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