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Nesfatin—1 administration promoted a dose—-dependent increase in CRE reporter
activities in mouse NB41A3 cells, and Nesfatin—1 bound plasma membranes derived from mouse
hypothalami and NB41A3 cells in a high affinity manner. Using a CRE reporter assay in
each of 49 GPCRs, we tried to identify a receptor specific to Nesfatin—1, but these efforts
resulted in failure. Troglitazone, an activator for PPARy, possessed a significant
stabilizing activity of NUCB2 gene mRNA, and Nesfatin—-1 activated EGF signaling to
suppress adipogenesis.
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