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Clinical study of Zhiling Capsule combined with telmisartan in treatment of early
diabetic nephropathy
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Abstract: Objective To investigate the efficacy of Zhiling Capsule combined with telmisartan in treatment of early diabetic
nephropathy. Methods Patients (98 cases) with early diabetic nephropathy in Tianjin First Center Hospital from January 2013 to
January 2016 were randomly divided into control (50 cases) and treatment (48 cases) groups. Patients in the control group were po
administered with Telmisartan Tablets, 1 tablet/time, once daily. Patients in the treatment group were po administered with Zhiling
Capsules on the basis of the control group, 2 grains/time, three times daily. Patients in two groups were treated for 12 weeks. After
treatment, the clinical efficacy was evaluated, and the changes of 24 h urinary protein quantification, Scr, UA, TNF-0, CRP, IL-6, ET,
and NO in two groups before and after treatment were compared. Results After treatment, the clinical efficacy in the control group
were 80.00% and 93.75%, and there were differences between two groups (P < 0.05). After treatment, 24 h urinary protein
quantification, Scr, UA, TNF-a, IL-6, CRP, and ET in two groups were significantly decreased, but NO was significantly increased, and
there were differences in the same group (P < 0.05). After treatment, 24 h urinary protein quantification, Scr, UA, TNF-a, IL-6, CRP, and
ET in the treatment group were lower than those in the control group, but NO was higher than that in the control group, and there were
differences between two groups (P < 0.05). Conclusion Zhiling Capsule combined with telmisartan has significant clinical effect in
treatment of early diabetic nephropathy, and can effectively reduce the level of inflammatory factors and improve vascular endothelial
function, which has a certain clinical application value.
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Table 1 Comparison on clinical efficacies between two groups

415 /1l B3/ A3 JaRU B A RE %
X B 50 19 21 10 80.00
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S A A TP<0.05
"P < 0.05 vs control group
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P <0.05 vs same group before treatment; P < 0.05 vs control group after treatment
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Table 3 Comparison on detection factors between two groups ( X£5)
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