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ABSTRACT Objective: To observe the efficacy of valsartan combined with pioglitazone in the treatment of patients with early
diabetic nephropathy and its impact on the renal function and oxidative stress. Methods: 90 patients with early diabetic nephropathy, from
January 2010 to June 2012, were randomly divided into the observation group and control group, 45 cases in each group. The control
group was treated by pioglitazone alone, while the observation group was given valsartan on the basis of control group. The urinary
albumin excretion rate  (UAER), B2-microglobulin (B2-MG), serum creatinine (SCr), reduced glutathione (GSH), malondialdehyde
(MDA) and super oxide dismutase (SOD) were observed before and after treatment. Results: The total effective rate of observation group
and control group were respectively 93.33%, 75.56%, which was significantly higher in the observation group (X=4.145, P=0.042). After
treatment, the levels of UAER, B2-MG, SCr and MDA in both groups were significantly lower than those before treatment(P<0.01),
which were significantly lower in the observation group than those of the control group (P<0.01). However, the levels of SOD and GSH
significantly increased in both groups compared with those before treatment (P<0.01), which were significantly higher in the observation
group than those of the control group (P<0.01). Conclusion: The treatment of valsartan combined with pioglitazone was more effective to
the patients with early diabetic nephropathy than pioglitazone alone, which significantly improved the kidney function and relieved the
oxidative stress.
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Table 1 Comparison of the clinical effect rate between the two groups after treatment (cases)

Group Cases Excellence Good Invalid Total efficiency(%)
Observation group 45 30 12 3 93.33
Control group 45 21 13 11 75.56

2.2 F4AIAFREIE UAER B-MG #0 SCr 7k FHIEL 8
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Table 2 Comparison of the serum levels of UAER, 32-MG and SCr between two groups before and after treatment(xt s)

UAER(pg/mL) B2-MG(mmol/mL) SCr(wmol/mL)
Group Cases
Before treatment ~ After treatment  Before treatment ~ After treatment  Before treatment ~ After treatment
Observation group 45 278.32% 29.65 135.65+ 19.64 3426+ 9.24 23.65 7.68 136.57 9.67 115.67+ 8.64
Control group 45 27135+ 3524  223.84% 24.35 3394+ 8.51 29.64% 6.64 134.94% 6.97 124.67+ 9.37
t 1.015 18911 0.171 3.958 0917 4.737
p 0.313 0.000 0.865 0.000 0.362 0.000

E 5387 EI LR, *P<0.05, **P<0.01,
Note: Compared with that before treatment, *P<0.05, **P<0.01.

% 3 W4AIAYTHIE MDA, SOD #1 GSH 7k ERLEE(x £ 5)
Table 3 Comparison of the serum levels of MDA, SOD and GSH between two groups before and after treatment(x + s)

MDA (nmol/mL) SOD(mg/L) GSH(mg/L)
Group Cases
Before treatment ~ After treatment ~ Before treatment ~ After treatment  Before treatment  After treatment
Observation group 45 7.83t 1.38 5.37t 1.82 55.27+ 12.73 87.43% 12.93 178.32+ 26.32  220.73% 32.83
Control group 45 779t 1.26 4,19+ 1.68 56.04+ 11.35 75.32+ 10.47 175.22+ 28.81 198.46 29.49
t 0.144 3.196 0.303 4.883 0.533 3.385
p 0.886 0.002 0.763 0.000 0.595 0.001

{53897 EI LR, *P<0.05, **P<0.01,
Note: Compared with that before treatment, *P<0.05, **P<0.01.
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