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ABSTRACT Objective: To observe the effects of Nesfatin-1 on the food intake, gastric acid secretion, gastric motility and gastric
emptying in rats and explore the underlying mechanisms. Methods: Rats were randomly divided into four groups: feeding group, gastric
acid experimental group, gastric motility group and gastric emptying group. Rats were administered nasfatin-1 via the ventral medial
nucleus, the changes of food intake were detected, the change of gastric acid secretion was detected by NaOH titration method, the
stomach movement was recorded and the change of gastrc emptying was determined by colorimetric method. Results: Low and high dose
of nesfatin-1 reduced the food intake; the 4 hours' cumulative food intake of high dose group was still significantly lower than that of the
NS control group (P<0.05). Nesfatin-1 inhibited the promoting effect of 2-DG on the gastric acid secretion. SHU9119 partially blocked
the inhibitory effect of nesfatin-1 on 2-DG. Nesfatin-1 inhibited the gastric motility and gastric emptying. SHU9119 partially blocked the
effect of nesfatin-1 on the gastric motility and gastric emptying inhibition. Conclusion: Nesfatin-1 regulated the feeding, gastric acid
secretion, gastric motility and gastric emptying, melanocortin signaling pathways might also be involved in this regulatory process.
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Fig. 1 The effect of VMH injection of nesfatin-1 on food intake during

night period
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Note: The food intake was observed at 2, 4 and 6h after ventromecial

hypothalamus injection of nesfatin-1. * P <0.05 vs NS.
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Fig. 2 The effect of VMH injection of nesfatin-1 on gastric acid output
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Fig. 3 The effect of VMH injection of nesfatin-1 on the gastric motility
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* P <0.05 vs NS group; # P < 0.05 vs nesfatin-1 group.
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Gastric emptying
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Fig. 4 The effect of VMH injection of nesfatin-1 on gastric emptying
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Note: * P < 0.05 vs NS group; # P < 0.05 vs nesfatin-1 group.
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