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Figure 1. Effects of MR antagonists on (A) Systolic and diastolic blood pressure, (B) kidney weight/body weight
ratio in each group, (C) representative kidney and heart image, (D) the urine protein-to-creatinine ratio in each

group. Mean £ SEM: *p<0.05 versus control. DOCA. deoxycorticosterone acetate: MR, mineralocorticoid receptor: e Treatment with finerenone protected against DOCA-salt-induced cardiac hypertrophy, glomerulosclerosis, and kidney fibrosis without a significant increase in serum potassium

SEM, standard error of the mean.

as well as bulk RNA sequencing e Combined single-cell RNA and epigenome analysis identified changes in MR targets and kidney injury, defining the mechanism of MR-induced kidney disease

chromatin (assay for transposase-accessible chromatin
[ATAC]) profiling using the 10X Genomics Chromium platform






