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Abstract: Objective
(SOD)and tumor necrosis factor-a(TNF-o)in patients with type 2 diabetic nephropathy(DN). Methods

To investigate the changes and clinical significance of serum total bilirubin(TBIL) , superoxide dismutase
A total of 123 type 2 dia-
betes mellitus(T2DM) patients were recruited and 42 healthy individuals as normal controls(group NC)in this study. According to
urinary albumin to creatinine ratio(UACR) , the patients were divided into 3 groups,40 patients with normal albuminuria(group
NA), 40 patients with microalbuminuria(group MA) and 43 patients with over-albuminuria (group OA). Serum TBIL, SOD and
TNF-q« levels were measured and analyzed. The association of UACR and TBIL, SOD and TNF-o were analyzed in 123 T2DM pa-
tients. The influencing factors of UACR were investigated by multiple stepwise regression analysis. Results
TBIL,SOD increased progressively and TNF-a decreased progressively from groups NC,NA,MA to OA. The serum level of TBIL

The serum levels of

and SOD were significant lower in group OA than in other three groups(P<C0. 05). However, there were no significant difference on
TBIL and SOD among other three groups(P>>0. 05). Meanwhile, the serum level of TNF-¢ in group OA was significant higher than
those in other three groups(P<C0. 05). However, there was no significant difference on TNF-¢ between group MA and group NA
(P>0.05). Spearman correlation analysis showed that UACR was positively associated with TBIL and SOD,and negatively associ-
ated with TNF-q in DN patients. Meanwhile, TBIL was positively associated with SOD,and negatively associated with TNF-o(P=
0.001);SOD was negatively associated with TNF-a. Multiple stepwise regression analysis indicated that TBIL(g= —0. 068, P<T
0.001),SOD(g= —0.012,P=0.000)and TNF-a(g= —0. 018, P=0. 002) were independent influencing factors for UACR. Conclu-
sion Micro-inflammation existed in the early phase of DN patients and there is even oxidative stress status in OA group. Along
with impairment of renal function,oxidative stress and micro-inflammation promote each other and form a vicious circle.
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