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Expression Changes of Heparanase and Its Effects on Proteinuria in Adriamycin - induced Nephropathy Rats. Yang Hongli, Cao Yingjie,
Fan Yaping, Chen Xiaolan. Department of Nephrology, Affiliated Hospital of Nantong University, Jiangsu 226001, China

Abstract Objective To observe the expression change of heparanase (HPA) , heparan sulfate proteoglycan ( HSPG) , basic fibro-
blast growth factor (bFGF) and platelet — derived growth factor (PDGF') in rats with adriamycin — induced nephropathy. Methods Forty
rats were randomly divided into two groups:the normal control group (NC) and the adriamycin nephropathy group (AN), and the latter
was induced by intravenous injection of adriamycin. The 24h urine samples were collected at 0, 7, 14, 21, 28 days, and serum and renal
tissue samples were collected at 0, 14, 21, 28 days respectively to observe the changes of 24h proteinuria, serum albumin, urea, creati-
nine, triglyceride, cholesterol and expressions of HPA, HSPG, bFGF, PDGF. Results The 24h proteinuria quantities in AN at 14, 21
and 28 days were significant higher than those of NC (P <0.05). Compared to NC, the expressions of HPA and PDGF in AN were in-
creased significantly along with the time prolonged (P <0.05), but the expressions of HSPG were decreased (P <0.05). The expres-

sions of bFGF in two groups were not changed (P >0.05). The expressions of HPA were positively correlated with proteinuria and expres-
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sion of PDGF, but negatively correlated with HSPG. Conclusion The increased expression of HPA leads to dissociation of HSPG and re-

leasing PDGF, which injuried the physical and electrostatic barrier of glomerular basement membrane and promoting the proteinuria.
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