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Effects of sulodexide on the expression of podocin and nephrin in renal tissues of membranous
nephropathy rats Lin Na™ ,Cao Lei,Wang Baoxing. * Second Department of Neurology ,Shijiazhuang
Huayao hospital , North China Medical Health Group ,Shijiazhuang 050051, China

[ Abstract] Objective To observe the effect of sulodexide on expression of podocin and nephrin
in renal tissues of membranous nephropathy ( MN) rats, and to explore the protective mechanism of
sulodexide on MN. Methods Forty SD rats were randomly divided into normal control group( group A),
model group( group B) ,low-dose sulodexide group( group C) and high-dose sulodexide group( group D) ,
with 10 rats in each group. Except group A, the other three groups were prepared with MN model. After
successful modeling, each rat in group C and group D was intragastric with sulodexide at the dose of 10
mg/kg and 20 mg/kg of normal saline, respectively. Each rat in group A and B was intragastric with the
same dose of normal saline, for consecutive 4 weeks. The 24 h urinary protein was detected before and after
modeling and 4 weeks after drug intervention. The pathological morphology of kidney tissues of rats with
different staining were observed under light microscope and electron microscope. Immunohistochemistry
was used to detect the mean integral optical density(I0OD) of podocin and nephrin in rat kidney tissue.
Results  After modeling, compared with group A, the 24 h urinary protein in group B, C and D were
significantly increased (P <0.05). After treatment,the 24 h urinary protein in group C and D were lower
than those in group B and group C after modeling, the 24 h urinary protein in group D was significantly
lower than that in group C(P <0.05). Under light microscope, there were no increase of proper cells in
the glomerulus of group A and no thickening of basement membrane. In group B, glomerular proper cells
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were increased and basement membrane was significantly thickened. Glomerular proper cells increased

slightly in group C and D, and basement membrane thickened less than that in group B. Under electron

microscope , the podocyte structure of group A was clear and the foot processes were arranged neatly. In

group B,the glomerular basement membrane was diffusely thickened and the foot processes were extensively

fused or disappeared. In group C,the glomerular basement membrane was irregularly thickened and the
foot process was partially fused. In group D, basement membrane was slightly thickened and part of foot

process was fused. Compared with group A, podocin and nephrin 10D were decreased in group B,C and D;
Compared with group B, podocin and nephrin IOD were increased in group C and D ; Compared with group
C,podocin and Nephrin I0D were significantly increased in group D( P <0.05). Conclusion sulodexide
can reduce the 24 h urinary protein in MN rats,and can up-regulate the expression of podocin and nephrin

in MN rats kidney tissue,and above effect is dose-dependent.
[ Key words] Sulodexide; Membranous nephropathy;
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