Renal Oxidative Stress in Renin-Angiotensin-Aldosterone Model of Hypertension
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properties that provoke the ultimate disruption to renal physiology. The upregulation
of these modulators and inflammatory responses suggests kidney stress due to
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Figure 1: Baseline Hypertensive Biomarkers. (a) Systolic Blood Pressure was significantly higher in (mMREN2)27 rats
compared to HhSD (****p<0.0001). Candesartan (CandRx) lowered blood pressure to normal, indicating Ang |l effects mediated A k I d t
I ntrod u CtiOn via AT, receptor sub-type. A significantly higher level of circulating (b) Plasma Angiotensin Il Peptide and lower levels (c) C nOW e ge I en S

Plasma Ang 1-7 —Points in (MREN2)27 rats compared to HhSD (****p<0.0001; ****p<0.0001)
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