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Nesfatin-1 Signaling in the Basom Edial Amygdala Modulates the Gastric
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ABSTRACT Objective: This study aimed to explore the effects of nesfatin-1 on gastric distension (GD)-sensitive neurons in the ba-
somedial amygdala (BMA) and the potential mechanism for nesfatin-1 to regulate gastric motility through the arcuate nucleus (Arc).
Methods: The projection of nerve fiber and expression of nesfatin-1 were observed by retrograde tracing and fluo-immunohistochemistry
staining; The nuclei microinjection and nuclei electrical stimulation, extracellular discharges of single unit neuron were used to observe
the effects of nesfatin-1 on the GD neurons; Gastric motility recording in vivo were used to monitor the effects of nesfatin-1 on the ampli-
tude of constriction and frequency of gastric motility in conscious rats. Results: NUCB2/Nesfatin-1/fluorogold-double labeled neurons
were from ARC to BMA; Nesfatin-1 could excited the firing rate of most of the GD-E neurons (4.25+ 1.02 Hz vs. 5.32% 1.17 Hz, P<
0.01) and decreased the firing rate of most of the GD-I neurons (3.73% 0.92 Hz vs. 2.64+ 0.86 Hz, P<<0.01), inhibited the gastric motility,
amplitude and frequency, SHU9119 could weaken the responses induced by nesfaton-1; Electrical stimulation of the Arc, the firing rate
of nesfatin-1-induced GD-response neurons (GD-E: 5.14% 1.32 Hz vs. 6.75% 1.84 Hz, P<<0.05; GD-I: 2.84% 0.86 Hz vs. 4.05¢ 1.12
Hz, P<<0.05) and the gastric amplitude and frequency were increase. Conclusion: It was suggested that nesfatin-1 in the BMA plays an
important role in decreasing gastric motility and the Arc may be involved in this regulation process.
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Fig.1 The expression of FG- and nesfatin-1-immunoreactive neurons in the Arc. After FG injection to the BMA, FG-labeled cells (A, D) and nesfatin-1

neurons (B, E) were found in the Arc in the same slice. (C, F) Double visualization of FG-labeled cells and nesfatin-1-containing neurons in the Arc in the

same section. (G) Exhibited a schematic diagram for the sites of the BMA, Arc, VMH and RChL".
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Fig.4 Effects of electrical stimulation of the Arc on the discharges of nesfatin-1-responsive GD neurons in the BMA

#P<<0.05 vs. 1stimulation.
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