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ABSTRACT Objective: The aim of this study was to investigate the effects of nesfatin-1 on gastric motility and gastric acid
secretion and the role of nesfatin-1 neural pathway in the arcuate nucleus (ARC) -the lateral hypothalamic area (LHA) in this process.
Methods: The retrograde tracing and immunohistochemical staining was used to observe the projection of nesfatin-1 nerve fibers. The
effect of nesfatin-1 or electric stimulation of the Arc on the amplitude and frequency of gastric contraction was observed by Gastric
motility recording in vivo. Pylorus ligation was used to measure gastric secretion volume and acid output. Results: Administration of
nesfatin-1 into LHA could inhibite gastric motility and gastric acid secretion. however pretreatment with PMC-3881-PI could attenuate
the inhibitory effect of nesfatin-1 on gastric motility and gastric acid secretion. Electrical stimulation of Arc promoted the gastric motility
and gastric secretion Nesfatin-1 antibody or PMC-3881-PI had no significant effect on Arc stimulation-induced gastric motility, but was
able to alter Arc stimulation-induced gastric acid secretion. Conclusion: The nesfafin-1 pathway between ARC-LHA regulates gastric
motility and gastric acid secretion in rats, and melanin-concentrating hormone is also involved in regulating this process.
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Fig. 1 Colabeled FG and nesfatin-1-IR neurons in Arc

A: FG-labeled neurons; B: nesfatin-1-IR neurons; C: FG-labeled cells and nesfatin-1 containingneurons in Arc; D Location of the Arc and LHA.
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Fig. 4 The effect of nesfatin-1 and MCH treatment to LHA on gastric secretion volume (A) and acid output (B).

*P < 0.05, **P < 0.01, compared with NS group; “P < 0.05, P < 0.01, compared with nesfatin-1 group; * P < 0.05,“* P < 0.01, compared with MCH group
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