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ABSTRACT Objective: To study the influence of Qi Wei particles on kidney oxidative stress and pathology in type 2 diabetic rats.
Methods: 50 type 2 diabetic rats’ models were first induced and then randomly divided into group A (n=25) and group B(n=25);25
normal rats were selected as control group.Group A was given Qi Wei particles; group B were received a-lipoic acid. Both of the two
groups were treated for 3 months.Blood glucose (BG), glycated hemoglobin (HbA1c), blood lipids, renal function, superoxide dismutase
(SOD), malondialdehyde (MDA), glutathione peroxidase (GSH-Px) of the three groups were detected, and the pathological changes in
kidney were observed. Results: BG, HbAlc and blood lipid levels of group A were significantly better than those of group B, with
statistical significance (P<0.05); Compared with control group,renal function of group A had no statistical significance (P> 0.05), but
much better than that of group B, with statistical significance (P<0.05); SOD, MDA, GSH-Px and glomerular pathological changes of
group A were all significantly better than those of group B, with statistical significance (P<0.05) (P<0.05). Conclusion: Qi Wei particles
has a certain inhibition to renal oxidative stress in type 2 diabetic rats, which can improve their renal function and pathology.
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Table 1 Comparison of blood glucose and blood lipid levels of the three groups(x+ s)

£851 Groups BI%] n BG(mmol/L) HbAlc(% ) TC(mmol/L) TG(mmol/L)
25 5.03+ 0.02 5.19+ 0.23 1.42+ 0.14 0.81+ 0.13
Control group
A4
25 13.02+ 0.32* 9.03+ 0.01* 1.64+ 0.32 1.39+ 0.35*
Group A
B4
25 19.32+ 0.42° 13.23+ 1.03° 2.01+ 042° 1.62+ 1.01°
Group B

E:ABESITBALLB,t=10.324,11.042,9.895,9.968 ,°P=0.019,0.013,0.019,0.025; B A 53+ BB Atk % , t=11.542,12.073,10.982,9.073,
°P=0.012,0.011,0.015,0.021; A 85 B £ALL%Z, t=9.708,9.987,8.096,8.964,°P=0.018,0.021,0.026,0.028,,

Note: Group A compared with the control group, t=10.324, 11.042, 9.895, 9.968, P=0.019, 0.013, 0.019, 0.025; Group B compared with the control
group, t=11.542, 12.073, 10.982, 9.073, *P=0.012, 0.011, 0.015, 0.021; Group A compared with Group B, t=9.708, 9.987, 8.096, 8.964, P=0.018, 0.021,

0.026, 0.028.
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Table 2 Comparison of renal function of the three groups(x s)

£851 Groups BIE n BUN(mmol/L) Scr(mmol/L) Cer(ml/min)
25 8.04% 0.21 68.34% 0.13 1.03£ 0.01
Control group
A4
25 8.19+ 0.14* 70.23+ 0.12° 0.99+ 0.13*
Group A
B4
25 9.32+ 0.21 80.32+ 0.42 0.79+ 0.21
Group B

E:AB5 B HEE%,t=9.032,8.982,9.327,P=0.017,0.023,0.021,

Note: Group A compared with Group B, t=9.032, 8.982, 9.327, *P=0.017, 0.023, 0.021.
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Table 3 Comparison of oxidative stress of the three groups(x* s)

ZH5I Groups B n SOD(U-mg"-Pr') GSR-Px(U-mg*-Pr') MDA(nmol-mg"'-Pr')
25 32.93% 1.01 2.38+ 0.05 1.84+ 0.01
Control group
AR
25 30.24+ 0.89* 2.03+ 0.13° 2.16x 0.24°
Group A
B4
25 23.09+ 0.03 1.34% 0.22 3.49+ 1.04
Group B
E:ABE5 B ALk, t=10.345,11.052, 9.697,°P=0.018, 0.023, 0.021,,
Note: Group A compared with Group B, t=10.345, 11.052, 9.697, *P=0.018, 0.023, 0.021.
2.4 ZHFBEE LR BRFBAG#E X (P<0.05),
HI 4 WL A HE /PR HIVE (L R E LT B4, PI4LL
* 4 ZHRERNER LR (xt s)
Table 4 Comparison of pathology test results of the three groups(x+ s)
£851 Groups 1% n DG(um) VG GBM(mm )
25 75.83+ 2.03 450.42+ 2.04 149.89+ 0.29
Control group
AR
25 79.03+ 1.13¢ 512.45% 8.02° 178.98+ 2.98 ¢
Group A
B4
25 89.43+ 0.42 672.4% 2.32 198.89+ 3.86
Group B

E:A S5 B AR, =11.529,12.839,11.067,P=0.013,0.011,0.017,

Notes: Group A was compared with Group B, t=11.529, 12.839, 11.067, “P=0.013, 0.011, 0.017.
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