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Research progress of nicotinamide mononucleotide
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Abstract: Nicotinamide adenine dinucleotide (NAD") plays an important role in cell physiology, affecting cell
metabolism and gene expression directly or indirectly. Nicotinamide mononucleotide (NMN), a precursor of NAD",
mainly participates in the biosynthesis of NAD" to improve the level of NAD', thus playing a certain therapeutic
and preventive role. NMN plays an important role in cardiovascular diseases, diabetes, obesity, neurological
diseases and the pathophysiology of aging by improving cellular biochemical functions. In this review, the
biosynthesis and absorption mechanism of NMN in mammalian cells, as well as its pharmacological action and
safety are reviewed.
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