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Association between urinary vitamin D binding protein and
renal fibrosis in rat model of IgA nephropathy*

Guo-hua He', Li-ping Rong’, Meng-jie Jiang’, Xiao-yun Jiang’
(1. Department of Pediatrics, Foshan Women and Children Hospital, Foshan, 528000, China;
2. Department of Pediatrics, the First Affiliated Hospital of Zhongshan University,
Guangzhou, 510089, China)

Abstract: Objective To investigate association between urinary vitamin D binding protein (VDBP) and renal
fibrosis in rat model of IgA nephropathy (IgA) rats. Methods A total of 20 Sprague-Dawley rats were randomly
divided into control group and IgA group. Rats in IgA group were received with bovine serum albumin (BSA),
lipopolysaccharide (LPS) and carbon tetrachloride (CCl,). Control group received nothing. At the end of the 10th
week, levels of 24-hour urinary protein, 24-hour urinary VDBP, renal function profiles, renal histopathology and
TGF-p, expression in renal tissue were measured. The relationship between these indexes were analyzed. Results
In IgA group, Rats experienced significantly increased levels of 24 hour urinary protein, 24 hour urinary VDBP,
renal fibrosis and TGF-f, in IgAN group when compared with control group [(23.44 + 2.72) vs (5.44 + 1.50) mg,
(0.65+0.27) vs (0.19 = 0.09) pg/24 h, (13.80 = 6.18) % vs (1.23 £ 1.07) %, (1.03 £ 0.14) vs (0.61 +0.14), P <0.05,
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respectively]. The 24-hour urinary VDBP was positively related to 24-hour urinary protein, renal fibrosis and TGF-f3,
expression (r = 0.859, 0.908 and 0.567, P < 0.05). Conclusion VDBP is potentially a biomarker of renal fibrosis in

IgA rats.
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