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Table 1 Common gastrointestinal peptides and their changes in circulating levels after bariatric surgery
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DIk 8 F 28I B, Ul B E M 22 7E IR GLP-1
REAEH RS EEAEMY, GLP-1 Z4K) iz 4>
AT RGBSy G R B A2 AR
B FIE 5L Y HGE | 45T GLP-1 2R 24455 vl i
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The Role of Food Reward Based on the Dialogue between Intestine and Brain in Obesity

Fu Wangwei', Yao Yufei?,
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Wan Min', Li Wenjuan"
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Obesity is associated with an increasing tendency which is a typical metabolic syndrome resulting from

metabolic disorders due to the excessive food intake, and thus leading to a citical threat to human health. Studies were

proved that food reward was an important factor affecting feeding behavior and played a key role in the occurrence and

development of obesity. Recent studies indicated that brain—gut peptide, leptin, insulin and gut microflora could directly

or indirectly regulate appetite and stabilize body weight through dialogue between intestine and brain, which mediated a

crucial role in preventing obesity. Therefore, this review highlighted the role of the dialogue between intestine and brain

in food reward and expanded strategies for the prevention and treatment of obesity.
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