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Abstract: Objective To observe the curative effect of salvianolate combined with irbesartan in treatment of diabetic nephropathy.
Methods Patients (76 cases) with diabetic nephropathy in Shanghai Pudong New District Zhoupu Hospital from March 2016 to
March 2017 were randomly divided into control and treatment groups, and each had 38 cases. Patients in the control group were po
administered with Irbesartan Capsules, 150 mg/time, once daily. Patients in the treatment group were iv administered with Salvianolate
for injection on the basis of the control group, 100 mg/time, once daily. Patients in two groups were treated for 2 weeks. After treatment,
the clinical efficacy was evaluated, and the inflammatory factors levels, the renal function indexes, and the serum oxidative stress
indexes in two groups before and after treatment were compared. Results After treatment, the clinical efficacy in the control group
was 84.2%, which was significantly lower than 92.1% in the treatment group, and there were differences between two groups (P <
0.05). After treatment, the hs-CRP, TNF-a, and IL-6 levels in two groups were significantly decreased (P < 0.05), and these
inflammatory factors levels in the treatment group were significantly lower than those in the control group (P < 0.05). After treatment,
the Scr, BUN, UAR, and ACR levels in two groups were significantly decreased (P < 0.05), and the renal function indexes in the
treatment group were significantly lower than those in the control group (P < 0.05). After treatment, the MDA and 8-OHdG levels in
two groups were significantly decreased (P < 0.05), but SOD and T-AOC levels were significantly increased (P < 0.05), and the serum

oxidative stress indexes in the treatment group were significantly better than those in the control group (P < 0.05). Conclusion
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Salvianolate combined with irbesartan has obvious clinical curative effect on diabetic nephropathy with high safety, which has a certain

clinical application value.
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Table 1 Comparison on the clinical effects between two groups

# n/fl TR AR ToR/ ISERyESA
POy 38 10 22 6 84.2
T 38 21 14 3 92.1°

HRRALE: "P<0.05

*P < 0.05 vs control group

®2 FARMRTFLE (xxs)
Table 2 Comparison on inflammatory factors between two groups ( X+s)
i . hs-CRP/(mg-L ") TNF-o/(ng'L™") IL-6/(ng'L ")
EERI] R YT R BITH R

X R 38 21334527  16.34%3.66" 4533+7.65 35244834 42.14+6.34 25.33+4.28"
b=vid 38 22.15+6.01 10.64+2.67* 44214734  22.18+6.02"* 40.21£6.65 18.9443.00™

SRMEITATHE: "P<0.05; SXHRARITEHE: AP<0.05

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

#£3 FABWEEERILE ( x£s)
Table 3 Comparison on renal function indexes between two groups ( XS )

4wl WELE Ser/(umol-L7) BUN/(mmol-L™") UAR/(mg24h™") ACR/(mg-g ")

X i 38 BITHT 95.631+7.88 10.0241.45 1.4540.80 8.83+1.38
RIT )G 80.01+5.11" 7.98+0.98" 0.93+0.68" 6.62+0.62"

bEEad 38 BITH 96.03+8.05 9.98+1.32 1.50+0.83 9.10+1.42
RIT e 58.79+4.86™* 6.23+0.84"* 0.75+0.57"* 43940.50"

SRMA®ITITE: 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

®4 WEMBEWHIEFRLR ( x5 )

Table 4 Comparison on serum oxidative stress indexes between two groups ( X+5s)

Hu wll WERHE MDA/(mol-Lh SOD/(U-mL™") 8-OHd G/(ng'mL ") T-AOC/(U-mL™")

X 38 I 8.8240.70 70.35+10.86 183.25420.88 15.8242.63
VRN 6.95+0.51" 88.53+15.61" 138.26+18.81° 24.94+3.47

bstig 38 1BITTH 8.91+0.71 68.361+11.55 179.62+19.85 16.024+2.77
VERA 4.55+0.42" 105+18.60"* 90.65+15.70™* 3525+3.76"™*

SRMEITITHE: "P<0.05; SXHRARIT A AP<0.05

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