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Clinical observation of Jinqi Jiangtang Tablets combined with telmisartan in
treatment of early diabetic nephropathy
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Abstract: Objective To investigate the clinical efficacy of Jinqgi Jiangtang Tablets combined with Telmisartan Tablets in treatment of
carly diabetic nephropathy. Methods Patients (130 cases) with type 2 diabetic nephropathy in Occupational Disease Prevention
Hospital in Tianjin from September 2012 to September 2014 were randomly divided into control (66 cases) and treatment groups (64
cases). On the basis of conventional treatment, the patients in the control group were po administered with Telmisartan Tablets, 80
mg/time, once daily. The patients in treatment group were po administered with Jinqi Jiangtang Tablets, 7 tablets/time, three times
daily. After treatment, the efficacy was evaluated, and 24 h urine microalbumin (24 h UMA), serum creatinine (Scr), blood urea
nitrogen (BUN), urinary albumin excretion rate (UAER), and glycosylated hemoglobin (HbAlc) in two groups were compared.
Results The total effective rate of treatment group was 95.94%, while that of control group was 82.28%. And there was significant
difference between two groups (P < 0.05). After treatment, the levels of 24 h UMA, Scr, BUN, UAER, and HbA 1c were significantly
decreased compared with same group before treatment, and the difference was statistically significant (P < 0.05). After treatment, the
levels of 24 h UMA and UAER in treatment group were lower than those in control group significantly (P < 0.05), while there were
no significant difference between Scr, BUN, and HbAlc in two groups. Conclusion Jingi Jiangtang Tablets combined with
telmisartan can reduce urinary protein, improve the clinical symptoms and related indicators of patients, and also has good safety and
tolerability, which has a certain clinical application value.
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Table 1 Comparison on clinical efficacies between two groups
415 n/fl W3 H1 TR R Y%
X Hi 64 26 27 11 82.28
18I 66 32 31 3 95.54"
SRR AL TP<0.05
"P <0.05 vs control group
£2 MABELETHEETUSIRILE ( x5)
Table 2 Comparison on indexes of two groups before and after treatment ( X £5S)
415 /15 WTIHIAl 24hUMA/g ' Ser/(umol'L™')  BUN/(mmol'L™")  UAER/(ugmin ") HbAlc/%
pagisy 64 RITHT 3.82+1.26 122.3+14.8 5.354+1.20 196+33.8 7.42+1.23
RIT )G 23140.82" 1102+12.6° 5.03+1.07" 135+23" 7.01+£1.15
bEtad 66 RITHT 3.75+€1.23 118.4£11.3 536%1.5 203+£34.5 7.394+1.36
RIT )G 1.4340.52™ 101.9+11.2° 483+1.1" 88.2+32.7" 6.86+1.07"

BSR4 P<0.05; SXIRAAITIEE: "P<0.05

"P <0.05 vs same group before treatment; #p <0.05 vs control group after treatment
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