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Effects of spironolactone combined with sitagliptin on renal function and blood
lipid in patients with diabetic nephropathy

RU Yan, WEI Su, LI Qingfeng, ZHAO Jing
Endocrinology Department, Suzhou Municipal Hospital, Suzhou 234000, China

Abstract: Objective To investigate the effect of spironolactone combined with sitagliptin on renal function and blood lipid in
patients with diabetic nephropathy.Methods Selected 60 cases of patients with diabetic nephropathy who were treated in our hospital
from January 2015 to December 2017, divided into two groups randomly. The control group was treated with spironolactone, and the
observation group was given oral administration of sitagliptin. Results After treatment, the effective rate of the observation group
was significantly higher than control group (P < 0.05). After treatment, the two groups of 24h urine protein quantitative and urinary
albumin excretion rate were significantly less than before treatment, and the observation decreased more significantly (P < 0.05).
However, there was no significant difference in serum creatinine and blood urea nitrogen between the two groups. The levels of TG,
LDL-C and TC in the two groups were significantly decreased (P < 0.05), and the HDL-C level increased significantly (P < 0.05),
and the improvement in the observation group was more significant (P < 0.05).Conclusion The combination of spironolactone and
sitagliptin can help to improve the therapeutic effect of diabetic nephropathy, improve renal function and control the level of blood
lipid, which is worthy of application.
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Table 2 Comparison on clinical test indexes between two groups

4153 /b M anREAERme o R ot 1y AR AU (mmol
Z/(ug-min ") LY
X HE 30 YEIT I 184.57429.38 124.39+20.15 83.34+12.57 5.39+0.42
GIT G 142.63+24.15" 98.32+15.41" 89.64+14.28 5.12+0.94
WM ZE 30 VYT 185.21428.46 123.97+21.46 84.62+13.78 5.78+0.53
BTG 113.49+22.47* 71.59+13.25™ 97.21+12.49 5.14+0.85

5 R ITHT A " P<0.05 ;s 5 X BALVE T )5 HLA - #P<<0.05

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

&3 FHEMAERMIERX L
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