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We tried to clarify the role of monoacylglycerol (MAG) involved in the central activation of
sympatho-adrenomedullary (S-A) outflow by intracerebroventricular administration of stress-related
peptides (CRF, vasopressin, bombesin) using anesthetized rats. Elevation of plasma catecholamines
evoked by these peptides is mediated by arachidonic acid cascade produced by phospholipase
C/diacylglycerol lipase/MAG lipase-mediated mechanisms. In addition, MAG
(=2-arachidonoylglycerol: the most powerful endocannabinoid) reduced these peptide-induced
activation of S-A outflow through CB1 receptor-mediated mechanisms in rats.
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