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ABSTRACT Objective: To investigate the effect of insulin combined with one hundred Capsule on the clinical effect of early
diabetic nephropathy. Methods: 70 patients with early diabetic nephropathy in our hospital were selected and randomly divided into the
control group and the experiment group with 35 cases in each group. The control group was treated by Insulin aspart and the experiment
group was treated on the base of the control group with Corbrin Capsule. The blood glucose, UAER, 24 h urinary protein quantitation,
beta 2-MG, SCr, BUN, CD68 levels and clinical curative effect were compared. Results: The total effective rate of treatment group was
significantly higher than that of the control group (P<<0.05). Compared with before treatment, the blood glucose, UAER, 24 h urinary
protein quantitation, beta 2-MG, SCr, BUN, CD68 levels were lower (P <<0.05), which were lower in the experiment than those of the
control group (P<C0.05). Conclusion: The combination of insulin and one hundred capsule could effectively control the blood glucose
level in patients with early diabetic nephropathy, reduce the renal damage, relieve the clinical symptoms and improve the clinical
efficacy.
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Table 1 Comparison of the clinical curative effect between two groups[n(%) ]

Groups n Excellence Effective Invalid Clinical effect rate
Control group 35 9(25.71) 12(34.29) 14(40.00) 21(60.00)
Experimental group 35 16(45.71) 10(28.57) 6(17.14) 29(82.86)*

Note : Compared with the control group,*P<<0.05 .
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Table 2 Comparison of the 24h urinary protein quantitation, BUN, UAER levels between two groups before and after treatment

24 urinary protein

Groups quantitation(mg) BUN(mmol/L) UAER(pg/min)
Control group Before treatment 156.74% 8.81 15.64% 3.21 137.34% 2451
After treatment 87.02+ 4.33* 8.35+ 1.62% 88.76x 17.04*
Experimental group Before treatment 149.75+ 9.86 15.57+ 2.98 142.21% 21.57
After treatment 75.59% 5.78** 7.27+ 0.93*% 66.96x 13.27*
Note: Compared with before treatment, *P<<0.05. Compared with the control group, P<<0.05.
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Table 3 Comparison of the FPG, postprandial 2H blood glucose, HbAlc levels between two groups before and after treatment

Groups FPG(mmol/L) postprandial 2H blood HbAlc(%)
glucose(mmol/L)
Control group(n=35) Before treatment 9.83% 3.51 15.64+ 3.21 9.12+ 1.04
After treatment 6.4+ 1.72% 8.35+ 1.62* 6.83% 0.74*
Experiment group(n=35) Before treatment 9.34+ 3.73 15.57+ 2.98 8.93%+ 1.18
After treatment 5.68+ 0.93* 7.47x 0.93* 6.76+ 0.62*"
Note: Compared with before treatment, *P<<0.05. Compared with the control group, “P<<0.05.
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Table 4 Comparison of the 32-MG, SCr levels and positive rates of renal interstitial CD68 between two groups before and after treatment

Groups B-MG(mg/24h) SCr(mol/L) CD68(%)
Control group

Before treatment 1.41%+ 0.13 111.72+ 14.54 0.17+ 0.09
(n=35)

After treatment 0.96+ 0.11* 87.26% 8.13* 0.13% 0.07*

Experiment group

Before treatment 1.38+ 0.19 109.81% 15.67 0.15% 0.11
(n=35)

After treatment 0.87+ 0.06** 83.75+ 5.43%** 0.09+ 0.03**

Note: Compared with before treatment, *P<<0.05. Compared with the control group, “P<<0.05.
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