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Clinical study on sulodexide combined with leflunomide in treatment of membranous
nephropathy

TAN Feng
Department of Nephrology, the Fourth People’s Hospital of Shaanxi, Xi’an 710043, China

Abstract: Objective To investigate the clinical effect of sulodexide combined with leflunomide in treatment of membranous
nephropathy. Methods Patients (68 cases) with membranous nephropathy in the Fourth People’s Hospital of Shaanxi from May 2015
to May 2017 were divided into control (34 cases) and treatment (34 cases) groups according to different treatments. Patients in the
control group were po administered with Leflunomide Tablets, 50 mg/time for the first 3 d, then 50 mg/time, once daily. Patients in the
treatment group were po administered with Sulodexide Soft Capsules on the basis of the control group, 50 LSU/time, twice daily.
Patients in two groups were treated for 4 weeks. After treatment, the clinical efficacy was evaluated, and the renal function indexes,
serum lipids, but ALB and FIB levels, and serological indexes in two groups before and after treatment were compared. Results ~ After
treatment, the clinical efficacy in the control group was 64.71%, which was significantly lower than 82.35% in the treatment group,
and there were differences between two groups (P < 0.05). After treatment, the 24 h UTP, Scr, BUN, FIB, TC, and TG levels in two
groups were significantly decreased, ALB levels were significantly increased, and there were differences in the same group (P < 0.05).
And these indexes in the treatment group were significantly better than those in the control group, with significant difference between
two groups (P < 0.05). After treatment, the HMGB-1, NF-kB, TIMP-1, anti-PLA2R levels in two groups were significantly decreased,
and the difference was statistically significant in the same group (P < 0.05). And the serological indexes in the treatment group were
significantly lower than those in the control group, with significant difference between two groups (P < 0.05). Conclusion Sulodexide

combined with leflunomide can effectively improve renal function and reduce blood lipid levels in treatment of membranous
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nephropathy, which has a certain clinical application value.
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Table 1 Comparison on clinical efficacies between two groups
415 n/Hl P 0] i Pt BRI
pagisy 34 6 16 12 64.71
HIT 34 10 18 6 8235

x4t "P<<0.05

*P < 0.05 vs control group
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Table 2 Comparison on renal function indexes between two groups ( X£S )

i . 24 h UTP/ Ser/(umol-L ™" BUN/(mmol-L™")
YRTTHT BITIR TRITHT RIT )G YRITHT BITIR
Xof e 34 625+1.12  2.47%0.18" 109.77+8.66 88.95+542" 15554287  8.79+122"
BT 34 6.28+1.14  1.13%0.154 109.74+8.63 76.724+538"4 15524284  6.73%+1.17°4
SRS : "P<0.05; SXEALGIT R HE: 4P<0.05
*P < 0.05 vs same group before treatment; 4 P < 0.05 vs control group after treatment
*3 WeHMAS. ALB %1 FIB bbE ( x+5 )
Table 3 Comparison on serum lipids, ALB, and FIB between two groups ( X£S )
an il MELE  TC/(mmol-L™) TG/(mmol-L™) ALB/(g'L™") FIB/(g'L ™"
X 34 1RITHT 8.79+1.35 2.65%0.56 22.65+3.27 5.49+1.56
BTG 6.28+1.07° 1.924+0.13" 3236+4.71" 3.37+0.32"
By 34 IRITHT 8.76+1.38 2.63+0.58 22.63+3.25 5.47+1.52
BTG 4.1241.047* 1.15+0.16" 38.514+4.73" 12540274

HRA T P<0.05; St E L 4P<0.05

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

Fz4
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Table 4 Comparison on serological indexes between two groups ( X£5)

A MELIfE] TIMP-1/(ng'mL ™) HMGB-1/(ngL™")  NF-xB/(ngL™)  #i PLA2R $if4/(RU-mL™")
X 34 WITHT  1672.584325.67 27.76+3.66 1 647.88+47.69 87.49+7.86

WITE  1137.72+215.93" 18.62+2.59" 875.62+34.16° 17.86+1.25"
T 34 WITHT  1672.544325.63 27.74+3.64 1 647.82+47.65 87.46+7.82

WITJR 1046.82+£215.83" 14.38+2.53" 632.47+32.53™ 5.74+0.63™

SRMEITATHE: TP<0.05; SXHRARITEHE: AP<0.05

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