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Effect of NMN on obesity and its related metabolic disorders

XIA Ruixue, ZHAO Bing, YU Min*
(Department of Biochemistry and Molecular Biology, School of Basic Medical Sciences, Fudan University, Key
Laboratory of Metabolism and Molecular Medicine, Ministry of Education, Fudan University, Shanghai 200032, China)

Abstract: The incidence of obesity and its related metabolic disorders is increasing in China and becomes a
serious public health problem in recent years. Either exogenous or endogenous nicotinamide mononucleotide
(NMN) can be converted into nicotinamide adenine denuclearize (NAD") within cells, which is involved in the
regulation of energy and glycolipid metabolism. Obesity causes NAD" levels decrease in multiple tissues and
organs, such as liver, skeletal muscle and adipose tissue. NMN supplementation can increase NAD" levels of
obese mice, which reduces adiposity and improves relevant metabolic abnormalities. Some clinical trials have
shown that NMN can enhance the metabolic function of obese individuals as a dietary supplement. However,
the precise mechanisms of NMN have not been fully clarified and further studies are needed to carefully assess
its safety and efficacy as clinical therapeutics. In this short review, we try to summarize the cellular metabolic
process of NMN, explain its regulatory role in obesity and related metabolic disorders, and also indicate the
possible safety problems, which will provide new ideas for the intervention and treatment of obesity-related
metabolic diseases.
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