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Abstract: Objective: To summarize the research progress on NAD* metabolism in aging and its
adaptation to exercise, and further understand the NAD* metabolism in the aging process and the reg-
ulatory effect and mechanism of exercise on NAD* metabolism, and to provide ideas for the promo-
tion of the elderly's health through scientific ways. Methods: With NAD*, aging and exercise as key-
words, literature data were collected by searching PubMed and Web of Science databases, and the
progress of NAD* metabolism in aging and its adaptation to exercise were analyzed. Results: (1) The
level of NAD* in many tissues and organs decreases during the aging process, which induces mito-
chondrial dysfunction and thereby brings about many age-related diseases such as Parkinson's disease
and Alzheimer's disease. (2) NAD* may be a potential target of anti-aging. (3) NAD* and its precur-
sors play an anti-aging role by promoting DNA repair, improving mitochondrial function, and induc-
ing autophagy. (4) Intracellular NAD* level and its signaling pathway can be significantly regulated
by exercise. (5) NAD* deficiency and subsequent energy metabolism dysfunction may lead to poor
exercise performance. NAD* precursors have been shown to have an impact on individual exercise
ability. However, no consistent results have been achieved in recent studies. Conclusion: NAD*
metabolism is closely related to the occurrence and development of aging and its related diseases.
Modulation of the NAD" level in vivo through drugs, nutrition and exercise may be a potential strate-
gy to delay aging, promote the health of the elderly and improve exercise ability.
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