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Clinical research on Jiangtang Baoshenning for early intervention of diabetic
nephropathy
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Abstract: Objective To observe the effect of Jiangtang Baoshenning in early diabetic nephropathy and the application value of
carly intervention, and to provide the theoretical foundation for the treatment in early diabetic nephropathy. Methods Patients who
accorded the inclusive criteria (68 cases) were randomly divided into treatment (34 cases) and control (34 cases) groups. Two groups of
patients were given the basic treatment. The patients in the control group were po administered with Losartan Potassium Tablets, 50
mg, once daily. The patients in the treatment group were po administered with Jiangtang Baoshenning, 200 mL/time, twice daily in
the morning and night. Two groups were treated for 4 weeks, and followed up for 6 months. The changes of glycosylated
hemoglobin, fasting blood sugar, 2 h postprandial blood glucose, urine albumin excretion rate, blood pressure, blood lipid, renal
function, clinical symptoms integral, and security were observed to estimate the curative effect. The patients were followed up for 6
months to explore the clinical value of early intervention on early diabetic nephropathy. Results Jiangtang Baoshenning could not
only improve the symptoms and signs of patients, but also had good adjustment function on the glucolipid metabolism, glomerular
filtration rate, renal blood flow, and urine albumin levels of patients, with significant difference compared with the control group.
Through 6 months of follow-up, states of illness in treatment group was better than that in the control group. Conclusion Jiangtang
Baoshenning has an accurate curative effect on diabetic nephropathy, with better long-term curative effect. Early intervention of
Jiangtangbaoshenning has development value for the treatment of early diabetic nephropathy.
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Table 1 Comparison on clinical efficacy between two groups after treatment
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Table 2 Comparison on symptom score and blood glucose in two groups ( xts)

4 151450151 I ) SERFN Y IR/ (mmol- L) &S5 L BE/(mmol- L) HbA,C/%

1By 33 WITHT 58.10%+3.25 7.7740.85 10.02+0.60 6.50+0.48
IR 1848+9.18 4 6.18+0.47 4 7.85+0.37 4 5204036

X 31 HITHT 56.60+3.98 6.9940.56 9.8740.45 6.55%0.46
WITE 11.15+3.88 6.7940.41 8234032 6.20+0.31

LSRG RTIE: "P<<0.05; SxtH4lLLE:: 4P<<0.05

*P < 0.05 vs same group before treatment; “P < 0.05 vs control group
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Table 3 Comparison on urinary albumin excretion rate and renal function in two groups ( xts )

215 151450/ i PR AR A HEIER/ (mmol LY M YUET/(umol- L") JRES/(mmol L) JRER/(umol- L")

bEtad 33 YRITHT 198.424+35.40 126.724+22.32 8.63+2.42 438+32
BIT R 13.59+1.68 4 98.62+19.26 * 7.524+1.98"4 366+2274

pagisy 31 YRITHT 201.82+29.87 126.81£21.53 9.11£2.86 442+36
BT R 23.07+14.70" 99.614£19.62° 8.52+1.53 426428

SRMIHIT R P<0.05 TP<0.01; LxAE: 4P<0.05
"P<0.05 "P<0.01 vs same group before treatment; “P < 0.05 vs control group
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Table 4 Comparison on blood lipids before and after treatment in two groups ( xts)

5 EE A JE R/ (mmol- LY —EEH /(mmol-L™") 5% B iR & 4 /(mmol- L") {3 Z G 2 (4/(mmol-L ™)

WY 33 AITET 7.36E0.68 2.85+0.38 0.96+0.07 4.11%0.84
WITIE 6151056 % 1.38+0.39 4 1.32+0.1274 27440784
X 31 YRYTET 7.5510.53 2.79+0.52 0.92+0.55 4.3240.78
WITIE 6294063 1.89+0.56" 1.14+0.23" 2.9240.65

S RIZVEITRTILES: "P<<0.05; SXTRAILES: “P<<0.05

"P <0.05 vs same group before treatment; *P < 0.05 vs control group
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Table 5 Comparison on HbA1C, MA, and renal function in two groups ( x* s)

" [=pZilsa
41 51 11 550/451 HbAC/%  MA/(mmol-L™") :
I YUETF/(umol-L ™) JRF R/ (mmol-L ") JRE/(umol- L")
HIT 33 5214032 1242 96.84+21.72" 761+1.64 363423
it 31 6.340.46 26+8 132.58+32.63 8.10%2.13 486432

Ey A "P<0.05

"P <0.05 vs control group



PN E S 2y 3 Drugs & Clinic E29% H3M 20144E3 A 277 -
%6 FEATAEMASFIMIELLE ( x+s)
Table 6 Comparison on blood lipids and blood pressure in two groups ( X=*s )
1. J15/(mmol-L ™! 11L& /mmH,
A5 i) Dot ) — :
O =WHW REEREA REERERA W4 e HIKE
HIT 33 6.05+036  148+037 1461018  2.64+0.68  13236+821 85394599
X B 31 7.29+0.63 3.89+0.56 1.14+0.23 4.924+0.65 146.82+8.16 90.82+7.75
EXAHE: "P<0.05 (1 mmHg=133Pa)
*P < 0.05 vs control group (1 mmHg = 133 Pa)
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