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Ghrelin and nesfatin in anorexia nervosa
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Restricting type of anorexia nervosa (AN-R) is a serious disorder, and the pathology is
incompletely understood. Abnormalities in blood concentration of feeding-regulatory
peptides have been reported in AN-R. Ghrelin, a 28-amino acid peptide, was identified
in the stomach as an endogenous ligand for growth-hormone secretagogue receptor.
Nesfatin-1, a novel 82-amino-acid peptide, was recently identified as an anorexigenic
peptide encoded by nucleobindin-2 gene. Plasma acyl ghrelin and des-acyl ghrelin levels
are higher in AN-R. Plasma nesfatin-1 levels are lower in AN-R. In the future, increasing
knowledge of blood concentration of feeding-regulatory peptides could lead to innovative
new therapies for AN-R.
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