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[ Abstract)

tem and multiple peripheral tissues. Polymorphism and abnormal protein expression of nesfatin-1 might lead

Nesfatin-1 is a novel anorexigenic brain-gut peptide and expressed in central nerve sys-

to hyperphagia and obesity. Nesfatin-1 not only directly abates obesity by influencing feeding-related neu-
rons, but also indirectly decreases body weight by affecting the expressions and functions of many neuropep-
tides, such as oxytocin, neuropeptide Y, and so on.
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