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The relationship between NOX, kidney function and urinary albumin excretion rate in patients with type 2 diabetes mellitus
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[Abstract] Objective To observe the relationship between the change of NOX and renal function and urinary albumin excre-
tion rate(UAER) in type 2 diabetes patients,and demonstrates the relationship of oxidative stress indicators and diabetic kidney
damage. Methods Totally 100 cases of patients with type 2 diabetes mellitus,eliminated infection stress and acute and chronic met-
abolic disorder,of which 50 cases for non diabetic nephropathy group and the other 50 cases of patients for diabetic chronic kidney
disease (DKD) group;healthy control group (50 cases). The levels of FBG,renal function,Cr in blood and urine, HbAlc, TG, TC,
LDL,NOX,8-OHdG,MDA,SOD were measured. While specimens from all subjects at three different time of clean urine urine albu-
min / creatinine ratio were calculated for UAER. Results Compared with healthy control group,diabetes with non kidney disease
group had higher NOX,8-OHdG, MDA ,and had significantly lower level in the serum SOD level;but compared with diabetes with
non kidney disease group,the DKD group had even higher in UAER, NOX,8-OHdG, Logistic regression analysis revealed that NOX
were positively associated with DKD(OR=1. 199, P<C0. 01). Conclusion Compared with serum 8-OHdG, MDA and SOD, the ser-
um NOX level can more accurately reflect the level of oxidative stress in the body,and can be as an ideal index to reflecting the rela-
tionship between oxidative stress and diabetes chronic kidney damage.
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