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Supplementary Table 1
The “endocannabinoidome”. Endocannabinoids, endocannabinoid-
related mediators and their metabolic enzymes and receptors. Only 
molecular targets activated (↑) or inhibited (↓) at low μM concen-
trations (or lower) in vitro are shown. Abbreviations are defined 
in the main text, except for: COMT, catechol-O-methyl-trans-
ferase; FAAH-2; fatty acid amide hydrolase type-2; GLYAT, glycine 

N-acyl-transferase; GLYATL2, GLYAT-like 2; GPR, orphan G-protein 
coupled receptor; NAAA, N-acylethanolamine acid amidase; PAM, 
peptidylglycine alpha-amidating monooxygenase; PPAR, peroxisome 
proliferator-activated nuclear receptor; TRPM8, transient receptor 
potential of melastatin type-8; TRPV4, transient receptor potential 
of vanilloid type-4.
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