The NOX inhibitor setanaxib combined with ramipril reduces glomerular
TH-PO481 function decline and fibrosis in a mouse model of Alport syndrome
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Treatment started at 4 weeks.
bPathologist conducting scoring was blinded to treatment.

Statistical comparisons were conducted as two-way ANOVA with Bonferroni’s multiple comparisons test (post hoc test), except for interstitial fibrosis, where one-way ANOVA was conducted with Dunnett’s multiple comparison test, and for glomerular sclerosis, where Kruskal-Wallis tests and Dunn’s multiple comparison tests were conducted.




