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Background
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Gene expression renal cortex CD / BH rats

| cofe | co/pxkR |  BHe |  BH/DXR

“Nephrin | 115+/.019 | 060+/019* | 104+/-006 | 089+-0197
Upperpanel: 433+/-2387%
Glomerular damage: A: Saline control, B: CD-DXR, C: BH-DXR 1.93 +/-0.43 *#
owen panal 2.30 +/-0.81 * #
Tubular damage: D: Saline control, E: CD-DXR, F: BH-DXR 3.19 +/- 0.87 *#

Mean +/- SD, n=10/group
*. p<0.05 vs. strain-identical, negative control group, #: p<0.05 vs. CD/DXR, positive control group.

In conclusion, resistance of BH rats against renal fibrosis highlighted the role of inflammatory response induced oxidative/nitrative
stress in podocyte injury leading to glomerulosclerosis and consequent proteinuria in DXR nephropathy.

Abbreviations: NGAL: neutrophil gelatinase associated lipocalin, HNE: 4-hydroxynonenal, NT: nitrotyrosine, TGF-B: transforming growth factor 1, CTGF: connective tissue growth factor,

COL1A1: collagen type 1 alpha 1, MCP1: monocyte chemotactic protein-1.
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