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Effects of biological clock and brown adipose tissue on atherosclerosis
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Abstract: Some core protein factors of the biological clock are involved in brown adipose tissue (BAT) function, while

adrenergic signals in BAT affect the rhythm of body clock. Circadian disorder promotes inflammation, hyperlipidemia, and

atherosclerosis, whereas incremental BAT content or activity inhibits atherosclerosis. This article reviews the effects of

biological clock and BAT on atherosclerosis.
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