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Clinical value of urine trace albumin in early diagnosis of diabetic nephropathy "
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Abstract: Objective  To explore the clinical significance of urine trace albumin in early diagnosis of diabetic nephropathy(DN).
Methods

accepted physical examination in control group. The urine trace albumin, blood urea nitrogen, serum creatinine were detected and

A total of 35 patients with DN in DN group, 32 patients with type 2 diabetes mellitus (DM) in DM group and 36 people
compared. Results Urine trace albumin level in DN group was significant higher than those of DM group and control group, the
differences were statistical significant(P<C0. 05) ,blood urea nitrogen and serum creatinine levels were slightly higher than those of
DM group and control group,but there were no statistical significant differences (P>>0. 05). The urine trace albumin.blood urea ni-

trogen and serum creatinine between DM group and control group had no statistical significant differences (P>>0. 05). Conclusion

Urine trace albumin could be used as an early diagnostic index for early diagnosis of DN.
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