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Abstract: Objective To investigate the clinical effect of Tianqi Jiangtang Capsules combined with losartan in treatment of early
diabetic nephropathy. Methods Patients (72 cases) with early diabetic nephropathy in Huamu Community Health Service Center,
Pudong New Area from May 2016 to April 2017 were randomly divided into control (36 cases) and treatment (36 cases). Patients in the
control group were po administered with Losartan Potassium Tablets, 100 mg/time, once daily. Patients in the treatment group were po
administered with Tianqi Jiangtang Capsules on the basis of the control group, 1.6 g/time, three times daily. Patients in two groups were
treated for 12 weeks. After treatment, the clinical efficacy was evaluated, and the HbAlc, Scr, 24 h UMA, BUN, NGAL, PCX,
HOMA-IR, NLR, TNF-a, IL-6, GSH-Px and MDA levels in two groups before and after treatment were compared. Results ~After
treatment, the clinical efficacy in the control and treatment groups were 72.2% and 91.7%, respectively, and there were differences
between two groups (P < 0.05). After treatment, 24 h UMA, HbAlc, SCr, BUN, NGAL, PCX, HOMA-IR and NLR levels in two
groups were significantly decreased (P < 0.01), and these indexes levels in the treatment group were significantly lower than those in
the control group (P < 0.01). After treatment, TNF-a, IL-6 and MDA in two groups were significantly decreased, but GSH-Px was
significantly increased, and the difference was statistically significant in the same group (P < 0.05), and these indexes levels in the

treatment group were significantly better than those in the control group (P < 0.05). Conclusion Tiangi Jiangtang Capsules combined
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with losartan in treatment of early diabetic nephropathy can effectively improve insulin sensitivity, reduce inflammatory injury,

regulate oxidative stress and protect renal function.

Key words: Tianqi Jiangtang Capsules; Losartan Potassium Tablets; early diabetic nephropathy; insulin resistance, inflammatory

response, oxidative stress
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Table 1 Comparison on clinical efficacies between two groups

219 n/ I A /451 i k| HRu T/ HRH %
X e 36 4 9 13 10 72.2
BT 36 7 12 14 3 91.7"

xR P<<0.05

"P < 0.05 vs control group

%2 4 HbAlc. Scr. 24 h UMA 1 BUN 7K EEEE ( x5 )
Table 2 Comparison on HbAlc, Scr, 24 h UMA and BUN levels between two groups ( X£s)

20531 n/fBl WEERS ] HbA1c/% Cr/(umol-L™") 24 h UMA/(mg24 h ") BUN/(mmol-L™)

X i 36 TBITHT 9.26+1.42 98.16+£21.34 136.84+15.72 7.63%0.78
WBIT G 8.13+1.16" 83.63+19.45" 91.38+13.63" 6.54+0.69"

BT 36 BIT 9.18+1.51 94.73+22.62 140.25+14.96 7.71£0.73
WBWIT G 6.79+0.83"4 62.81+17.74"4 68.74+11.58"4 5.65+0.52"4

SRMEITATHE: TP<0.01; SXRARITRHE: 4P<0.01

P <0.01 vs same group before treatment; P < 0.01 vs control group after treatment
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%3 4 NGAL #1 PCX K P LEEE ( x5 )
Table 3 Comparison on NGAL and PCX levels between two groups ( X£5)

] NGAL/(ng'mL ") PCX/(mg-L™")
25 n/fi] — - —— -
TRIT R BTG TBIT R BTG
ot 8 36 22.43+6.52 11.94+3.18" 7.26+1.83 6.17+1.64"
BT 36 21.87+7.01 8.28+2.53" 731+1.79 4.154+0.98™

SRMEITITHE: P<0.01; SXRARITRHE: 4P<0.01

"P<0.01 vs same group before treatment; * P < 0.01 vs control group after treatment

%4 A HOMA-IR #1 NLR LbE ( x£5 )
Table 4 Comparison on HOMA-IR and NLR between two groups ( X£s )

HOMA-IR NLR
ZH 5 n/fl —— - —— -
YRIT T WITa YRIT I WBIT G
o} 1 36 5.6340.78 437+0.62" 2.67+0.64 2.30+0.73"
arig 36 5.5940.81 3274045 2.71£0.59 2.01+£0.42"

SR P<0.05; SXRAGITIE LR 4P<0.05

"P <0.05 vs same group before treatment; 4 P < 0.05 vs control group after treatment

%5 W TNF-0. IL-6. GSH-Px. MDA KFLbE ( x+s )
Table 5 Comparison on TNF-a, IL-6, GSH-Px and MDA levels between two groups ( X£5)

Mo T /) TNF-o/(ng-L™") IL-6/(ng'L™") GSH-Px/(kU-L™") MDA/(nmol-L™")

X RITHT 36 49.86+8.12 18.73+3.18 103.18+9.75 721£1.16
BIT G 38.63+7.50" 12.49+2.24" 112.40+12.53" 4.56+1.09

WY ITET 36 47.75+8.31 19.05+3.32 99.72410.01 7.09+1.20
BI7 G 26.52+5.94"4 8.94+1574 123.824+9.25™ 3.28+0.67*

SRR AT TP<0.01; SXHALRIT R 4P<0.01

"P<0.01 vs same group before treatment; *P < 0.01 vs control group after treatment
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