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NAD" metabolism and insulin resistance

LIN Sini, WU Dongying*
(Weifang Key Laboratory of Anti-Aging Research,
Shandong Jingsanitary Products Technology Co., LTD., Weifang 261000, China)

Abstract: Energy-sensing pathways in mammalian cells are critical for maintaining the balance between
energy production and consumption, and imbalances in these pathways can lead to a variety of disorders,
including insulin abnormalities. Nicotinamide adenine denuclearize (NAD) is a critical cofactor and an energy-
sensitive metabolite that mediates a number of biological processes. NAD is further subdivided into NAD"
(mostly referred to as NAD' in this paper) and NADH. The decrease in NAD" content caused by aging and
metabolic abnormalities is also accompanied by a decrease in ATP, which affects insulin resistance and
synthesis processes. Anomalies in NAD" metabolism have also been found in diabetes mellitus. The effect of
NAD" metabolism on insulin resistance is discussed in this paper, finding ways to increase NAD" synthesis
while decreasing NAD" depletion would be an effective way to treat diabetes mellitus. However, there is a
scarcity of relevant clinical trials, which could point the way for future research.

Key Words: NAD' synthesis; NAD" depletion; insulin resistance; abnormal insulin metabolism
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