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Supplementary Figure S1. cAMP control assays testing the antagonists of the two receptors: 
candesartan and rimonabant. HEK-293T cells expressing AT1 (A) or CB1 (B) receptors were pretreated 
with the solvent of ligands (vehicle) or receptor antagonists (1 µM candesartan for CB1R or 1 μM 
rimonabant for AT1R) and subsequently treated with selective agonists (100 nM Ang II for AT1R 
and/or 100 nM ACEA for CB1R). Panels A-B. Gi protein-coupling was assessed by measuring the 
decreases in forskolin (FK)-induced cAMP levels; 0.5 μM FK was used (added 15 min after the 
treatment with agonists). Values are the mean ± S.E.M. of 3 independent experiments performed in 
triplicates. One-way ANOVA followed by Bonferroni’s post-hoc test was used to compare cAMP levels 
(***p< 0.001, versus FK condition) and (ns. versus Ang II (A) or ACEA (B) condition). 
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Supplementary Figure S2. CellprofilerTM segmentation of nuclei and red dots for PLA 
quantification in neurons. A) Neurons labelled for NeuN were were detected by a 
CellProfilerTM pipeline (blue shadow mask) and distinguished from those without the 
neuronal marker (orange shadow mask). Only red dots surrounding cells presenting NeuN 
are quantified (red circles). Scale bar: 10 µm. B) Cells labeled with MAP2 were detected by a 
CellProfilerTM pipeline. Only red dots in MAP2+ cells were considered (green circles), 
excluding the other red dots (red circles). Scale bar: 20 µm. 

 

 


