(Pro)renin receptor-mediated retinal inflammation in diabetes

Suppl Fig. 1. Suppression of angiotensin II-induced ERK activation by losartan or valsartan, but not PRRB. Stimulation with 100nM of angiotensin II to murine brain-derived capillary endothelial cells (b-End3) led to ERK activation, which was attenuated by treatment with 10 μM of losartan or valsartan, but not 100 μM of PRRB.
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Suppl Fig. 2. Suppression of prorenin-induced ERK activation by PRRB under RAS deactivation with losartan. In b-End3 cells, stimulation with 2nM of prorenin caused ERK activation under the presence of 10μM of losartan. PRRB application led to dose-dependent reduction of phosphorylated ERK levels below the baseline, suggesting the significance of endogenous prorenin as an ERK activator under RAS deactivation. 
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Suppl Fig. 3. Time course of concentration of PRRB after intraperitoneal injection to normal mice. Following PRRB application to normal mice at the dose of 1.0 mg/kg, we obtained blood from orbital venous plexus at several time points and measured serum levels of PRRB with BIAcore 2000 using a rabbit antibody against handle region of mouse prorenin. The PRRB levels were corrected by subtracting baseline signal arising from endogenous prorenin. The PRRB levels peaked at 12 hours and was subsequently washed out by 24 hours.
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