A short-term ad

enine diet-induced mouse model of progressive renal

dysfunction and chronic kidney disease

‘ Study design and group overview

‘ Kidney functional parameters

‘ Progressive kidney inflammation and tubular injury
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Figure 4.Title. (A) Representative images of left kidney a-SMA and Col1a1 in healthy controls
and ADI week 1, 2, and 3 (scale bar, 100 um). (B) Quantitative histological assessment of
kidney a-SMA and Col1al. Values expressed as mean of n = 8-9 + SEM. Dunnett’s test one-
factor linear model. ***: P<0.001 compared to healthy controls week 3. ###: P<0.001
compared to ADI week 1 or ADI week 2.

within kidney diseases

Figure 5. Progressive dysregulation of genes associated with CKD. (A) Principal component analysis based on the top 500 most varying genes. The axes describe the percentage of
variability explained by the principal component 1 (PC1) and component 2 (PC2). Each small point represents a sample, and each big point represents the group average. (B)
Heatmap of ECM proteoglycans pathway (Reactome). (C) Heatmap of gene expression of CKD drug targets. Log2-fold change in gene expression of CKD drug targets from controls
to ADI mice over time. Rows are unscaled. Drug targets are separated into groups, based on putative function.
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