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GHS-R1a-catalyzes Gi activation in an agonist-dependent way. (A) BODIPY FL GTPyS binding
to Gai, induced either by the Gai-coupled BLT1 receptor in the absence of ligand, in the presence of
its full agonist LTBy, or in the presence of LTB, and the Gaii inhibitor NF037 (1), or by the ghrelin
receptor in the absence of ligand, in the presence of the inverse agonist SPA, in the presence of the full
agonist ghrelin, or in the presence of ghrelin and the Gaui inhibitor NF037. Data are normalized to the
maximum change induced by BLT]1 in the presence of LTB, and represent the mean value = SD of
three independent measurements. (B) BODIPY FL GTPyS binding to Gas protein induced either by
the Gas-coupled serotonin receptor 5-HT4(a) in the absence of ligand or in the presence of its full
agonist BIMU-8, or by the ghrelin receptor in the absence of ligand, in the presence of SPA, or in the
presence of ghrelin. Data are normalized to the maximum change induced by 5-HT4(a) in the presence
of BIMU-8 and represent the mean value + SD of three independent measurements.
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