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Function of primary fatty acid amides as lipid mediators
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In this study, we obtained information on the molecular mechanism by which
oleamide, a primary fatty acid amide, induces muscle hypertrophy in the physiological concentration
range, and investigated the absorption mechanism, the accumulation tissues, and the action there of
oleamide. Oleamide suppressed muscle atrophy by activating mTOR signaling via cannabinoid receptor
1. Furthermore, oleamide was taken up by intestinal epithelial cells via CD36, a long-chain fatty
acid transporter, and metabolized intracellularly by fatty acid amide hydrolase. Oleamide that
escaped metabolism bound to albumin and was transported from the small intestine to the whole body
via the portal vein route. Oleamide accumulated in white adipose tissue, inhibited the expression of

inflammation-related factors, and reduced abdominal white fat mass.
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