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Research progress of human new satiety molecular protein 1 in metabolic abnormalities during pregnancy
XIE Guoli WU Zhihong ,QIN Yichang ,MA Jian

(Chengdu Jinjiang District Maternal and Child Health Hospital ,Chengdu ,Sichuan 610000,China)
Abstract: Human neosatisfactory molecular protein 1 (Nesfatin-1)is a secretory peptide related to anti-
feeding function,but its mechanism of action has not been fully elucidated. Scholars at home and abroad have
found that Nesfatin-1 not only affects anti-eating function,but also participates in energy metabolism. At pres-
ent, Nesfatin-1 has been studied more in type 2 diabetes,metabolic syndrome,gestational diabetes and feeding
behaviors,but in other aspects of metabolic abnormality during pregnancy,few domestic and foreign scholars

have been involved. This article reviews the research progress on the metabolic abnormalities of Nesfatin-1

during pregnancy.
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