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Clinical observation of tripterygium glycosides combined with telmisartan in
treatment of diabetic nephropathy

JIANG Xia
Department of Endocrinology, Tianjin First Central Hospital, Tianjin 300192, China

Abstract: Objective To observe the effect of tripterygium glycosides combined with telmisartan in treatment of diabetic
nephropathy. Methods Patients (126 cases) with diabetic nephropathy in Department of Endocrinology of Tianjin First Central
Hospital from October 2012 to October 2014 were randomly divided into control (64 cases) and treatment groups (62 cases). The
patients in the control group were po administered with Telmisartan Tablets on the basis of foundation treatment, 80 mg/time, once
daily. The patients in the treatment group were po administered with Tripterygium Glycosides Tablets, 20 mg/time, three times daily.
Two groups were treated for 12 weeks. After treatment, the efficacy was evaluated, and the changes of Scr, BUN, 24 h urine protein
quantitative, GFR, and HbAlc in two groups before and after treatment were compared. Results ~After treatment, the efficacies in
the control and treatment groups were 85.94% and 96.77%, respectively, and there was difference between two groups (P < 0.05).
After treatment, Scr, BUN, 24 h urine protein quantitative, and HbAlc in two groups were significantly reduced. While GFR was
significantly increased, and the difference was statistically significant in the same group (P < 0.05). And these indicators in treatment
group improved better than those in the control group, with significant differences between two groups (P < 0.05). Conclusions
Tripterygium glycosides combined with telmisartan has good clinical efficacy in treatment of diabetic nephropathy, and can
effectively reduce the urinary protein level, which has certain clinical application value.
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Table 1 Comparison on clinical efficacies between two groups

ZH5 n/f s k| 35/ Jo A RREE %
X e 64 26 29 9 85.94
RIT 62 31 29 2 96.77"

xR 4L TP<<0.05

"P <0.05 vs control group

R2 FEAMEIERLEEE (x£s)
Table 2 Comparison on observational indexes between two groups ( xts )

21 5 /1 MELIFIE] 24 h JREAER/g  Ser/(umol'L™) BUN/(mmol-L™") GFR/(mL-min")  HbAlc/%

PRI 64 RITHT 3.79+1.28 127.3+64.8 7.254+1.20 72.17£12.76 7.4241.23
HIT)E 2.01£0.72" 110.7+52.6"  6.18+1.07" 80.07+13.51" 7.01%£1.15"

1By 62 RITHT 3.85+1.33 128.4%65.3 7.36+1.24 71.26+13.45 7.394+1.36
RIT )G 1.514+0.62"4 105.9+£51.2°%  5224091"% 882112374  6.86+1.074

HRMA T "P<0.05; SR A E: 4P<0.05

*P < 0.05 vs same group before treatment; P < 0.05 vs control group after treatment
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