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Clinical efficacy of sevelamer combined with epalrestat in treatment of diabetic
nephropathy

GAO Xiaoting, QIANG Bo
Nephrology Department, The Second Hospital of Yulin, Yulin 719000, China

Abstract: Objective To study the clinical efficacy of sevelamer combined with epalrestat in the treatment of diabetic nephropathy.
Methods Selected 83 cases of patients with diabetic nephropathy who were treated in our hospital from January 2013 to December
2015, divided into two groups randomly. The two groups were treated with hemodialysis, the control group was treated with oral
epalrestat and the observation group was combined with sevelamer. Results After treatment, TNF-a, IL-6, LDL-C, CRP, TC, TG,
iPTH and blood phosphorus were significantly lower than those before treatment (£ < 0.05), and there was no significant difference
in the clinical test indexes before and after treatment in the control group. The rate of coronary artery calcification in the observation
group was significantly lower than that of the control group (P < 0.05). There was no significant difference in the 2 year survival rate
between the two groups and the mortality of the cardiovascular events. Conclusion Sevelamer combined with epalrestat can
effectively inhibit the inflammatory response in patients with diabetic nephropathy, regulate blood lipid levels, improve vascular
calcification, reduce the incidence of coronary artery calcification, and help to improve the prognosis.
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Table 1 Comparison on changes of blood lipid indexes between two groups before and after treatment
2053 n/fl IF ) LDL-C/(mmol-L ") TC/(mmol-L™")  HDL-C/(mmol-L™")  TG/(mmol-L™")
pagiicl 42 VRIT T 2.63+0.74 4.49+1.03 1.43+0.46 4.73+1.25
BTG 2.62+0.92 4.42+0.98 1.44+0.38 475+1.42
M5 41 TBITHT 2.64+0.83 4.46+0.97 1.45+0.52 4.74+1.33
BIT R 2.03+0.75" 3.25+0.73" 1.46+0.53 3.37+1.26"

5 FRHEITRT " P<0.05; X B ALVA T )5 Hh - #P<<0.05

“P < 0.05 vs same group before treatment; *P < 0.05 vs control group after treatment
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Table 2 Comparison on inflammatory factors, iPTH and serum calcium and phosphorus levels between two groups before

and after treatment

am wtl i 1] TNFla/(ng' IL-6/(ng'mL ") CRPi(mg' iPTH/(ng'L ") m%/fmm()l mﬁﬁ/fmm01'
LY LY LD LY
papiist 42 VAT T 18.73+6.24 154.39432.48 10.34+1.72 390.27+34.52 1.93+0.42  2.23+0.75
RIT 18.82+6.15 155.27433.19 10.22+1.68 389.25+34.61 1.92+0.38  2.25+0.79
Wegg 41 VAITHT 18.59+5.73 153.78+34.26 10.41+1.59 389.42+35.17 1.94£0.78  2.21+0.82
BT IS 12.67+£5.43"  109.74+32.58" 7.53+1.42"%  243.78+36.29"  1.91+0.83  1.82+0.43"

S RAGSTHT AL "P<0.05; 5 AR YT f5 HLE - *P<<0.05

“P < 0.05 vs same group before treatment; *P < 0.05 vs control group after treatment
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Table 3 Comparison on two year survival rate, coronary
artery calcification rate and cardiovascular event fatality

rate between two groups
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