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Supplement Figure 2—Relative levels of endogenous WT and constitutively active transgenic N111G 
receptors expressed in isolated endothelial cells from new born mice (n = 3). Total specific radioligand 
binding in the presence of the AT2 receptor antagonist, PD123319 (1 μM), did not significantly differ 
between different strains. The bars represent averages (n=3) and standard deviation. The decrease in 
binding in the presence of 1μM [Sar1,Ile8]Ang II represents the total AT1 receptor, and the decrease in 
binding in the presence of 1μM SII-Ang II represents the proportion of constitutively active N111G 
receptor. The fraction of displacement by SII-Ang II is specific for endothelial cells derived from TG lines, 
with ≈25-40% in the two TG lines and <5% in the WT. The difference between the TG lines is not 
significant and that between NTL and TG are significant; ** P< 0.01. The Kd of 125I-[Sar1,Ile8]Ang II for WT 
is 0.1 ± 0.01 nM and for N111G is 0.09 ± 0.01 nM. The Kd of [Sar1,Ile8]Ang II for WT is 0.4 ± 0.01 nM and 
for N111G is 0.1 ± 0.01 nM. The Kd of SII-Ang II for WT is 300 ± 10 nM and for N111G is 3.1 ± 0.5 nM. 


