BERERMKXEEIE 2010 £F 35 %% 18 (Journal of Chongging Medical University 2010. Vol.35 No.1} — 113 —

MRPKBESE &% 5 :0253-3626(2010)01-0113-03

2 OB b A8 3 IS WA 100 B K1 50 DR i i £
LiPSiFie

® &
(A i ARIEBER 3 E, R 614000)

(# F)ae 5072 BERWEE ML A EA SHIRR BRI, %2006 4F 1 A% 2009 4 6 A ARBRIATTH)
2 AUGEIRR B 78 BIIR FIRCAS B A I My Mk B 1, 35 S5 R 50 B RExt BRLE HLaS, 48 R - (e HEZH AN 2 B0 AR 28
E R R A 2 8 M L B B A A 2 5 (F=8.953, P=0.0001) . ¥iFRH & A ML S O S TREX A MRS
A TR BRdl; ARG S RABLAEAR FHARSH, HHBERFE SR~ EREMLEEAKE
FR ,xr, A 0.754(1=6.547,P=0.008) . ¥ Logistic BIF4MT BAR , b FUE H R RS FRIR B AR Bom s R R R o
EZE, ZEZAEEH OR N 2.326,95%C1 4 2.114~2.538, % # WL EE AERRF SR AR P REEER, I g
PRI RS B MIAR K

[ X8R |2 RUBEERAA ; I HEAL 8 B B ARG B 5 FE RS IR 365 Rt

[PEEBSHEZSHES IR587.1 [ SCHR#RIAED JA [ %5 B #8 12009-07-29

Relationship between glycated albumin levels and diabetic nephropathy in

patients with type 2 diabetes mellitus
ZHANG Jin

(Department of Endocrinology ,the People’ s Hospital of Leshan)
[ Abstract] Objective: To investigate the relationship between glycated albumin levels and diabetic nephropathy in patients with type 2
diabetes mellitus. Methods: From January 2006 to June 2009,78 patients with type 2 diabetes mellitus in our hospital were enrolled in the
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study. We used liquid enzymatic to detect glycated albumin,and
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group. Results: The glycated albumin was different between the control group and the diabetic nephropathy groups( F= 8.953, P = 0.000).

Glycated albumin in each diabetes group was higher than that in the control group; glycated albumin in diabetic nephropathy groups was

higher than that in non-diabetic nephropathy group; glycated albumin in end-stage diabetic nephropathy group was higher than that in the

rest of groups. The severity of diabetic nephropathy and level of glycated albumin were related, rs was 0.754(¢ = 6.547, P = 0.008). Logistic

regression showed that glycated albumin was an independent risk factor impacting on the incidence of diabetic nephropathy and the severity

of the disease, multi—adjusted OR value was 2.326,and 95% CI was 2.114-2.538. Conclusions: Glycated albumin plays an important

role in the pathogenesis of diabetic nephropathy ,and it is closely related to the phases of diabetic nephropathy.
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