The Organizing Framework for Synchronizing Circaclian Metabolic Rhythms ABBREVIATIONS

ACC = acetyl-CoA carboxylase
AMPK = AMP-activated protein kinase

The coupling and decoupling of circadian metabolic rhythms are critical for human health and the pace of development of chronic diseases of aging, respectively. ANS = auionoric ervous systern
= adipose lissue

Left: The central role of circadian regulation in the brain at the crossroads of hormonal and autonomic branches of the stress response and emotion-driven behaviors. ATP = adenosine triphosphate

Middle: The role of nuclear hormone receptors and the influence of both circadian and autonomic nervous system regulation. C LIVER - Fasting ) ( LIVER - Feeding ) DA = Dfown adipose fissue

BMAL1 = brain and muscle Arnt-like protein-1
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