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Orexin and Obesity Resistance

Yang Yang, Cheng Deqin, Liu Ying, An Shu, Guo Xiaoxi, Xu Tianrui*
(Cell Signaling Lab, Faculty of Life Science and Technology, Kunming University of Science and Technology, Kunming 650500, China)

Abstract Obesity ranks among the biggest threat to modern human health. It increases the incidence of
diabetes, hypertension, hyperlipidemia and other diseases. The pathogenesis of obesity is imbalance between energy
intake and consumption, which could be regulated by orexin, an important neuropeptide that is specifically secreted
by the hypothalamus. Recent studies showed that the increase of the orexin level and/or the sensitivity to orexin
improved non-exercise activity thermogenesis (NEAT) by spontaneous physical activity (SPA). This action finally
resulted in obesity resistance. This review summarized the relationship between SPA/NEAT modulated by orexin
and obesity resistance, the involvement of orexin receptor-mediated signaling pathway in obesity and highlight
orexin system as potential targets for prevention and treatment of obesity.
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Fig.2 The signaling pathways related to obesity resistance mediated by orexins
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