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ACID MEDIATED SLEEP DEPRIVATION AND DYSLIPIDEMIA
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[ Abstract] Dyslipidemia is an important risk factor for cardiovascular and cerebrovascular diseases and metabolic diseas—
es. The prevalence of dyslipidemia in Chinese population has been increasing year by year,which has become a major social and
public health problem. Sleep is an indispensable part of human life and an important regulatory factor of lipid metabolism. Studies
have shown that chronic sleep deprivation can cause dyslipidemia by affecting fatty acid metabolism. This paper aims to review
the correlation between sleep deprivation and dyslipidemia, and explore the pathophysiological mechanism of fatty acid induced
dyslipidemia in people with sleep deprivation, so as to provide theoretical guidance and scientific basis for the prevention and im—
provement of dyslipidemia caused by insufficient sleep duration.
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