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BFFE R S OHEEE (3230) : We discovered that Nesfatin-1 induced anorexia via paraventricular
oxytocin neurons, proopiomelanocortin neurons in NTS. In addition, we discovered that
Nesfatin-1 is secretory peptides, and promote oxytocin release by aoutocrine or/and
paracrine manner in PVN. The anorectic pathway described above is effective in
leptin-resistant obese model.
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