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[ Abstract] Obstructive sleep apnea (OSA) is a common disease associated with an increased risk of
cardiovascular disease (CVD) such as coronary heart disease, arrhythmias and hypertension. Because it closely
correlates with cardiovascular risk factors, including obesity, dyslipidemia, increased sympathetic activity, insulin
resistance, oxidative stress, etc.Epidemiological and clinical studies have shown that the development of
dyslipidemia is closely related to OSA, and may form a vicious circle. On the one hand, OSA promotes lipid
metabolic disturbance, causingabnormal levels of totalcholesterol,triacylglycerol (TG) and lipoprotein (LDLand
HDL), which may lead to atherosclerosis as well as increase the risk of heart disease; on the other hand, people
with abnormal lipid metabolism, especially in poor lipid control, often suffer from OSA and have sleep
disorders.Based on relevant studies, this review will discuss the relationship between dyslipidemia and OSA, and
may provide new strategies for futuretreatment of dyslipidemia and CVD.

[ Keywords] Dyslipidemia; Sleep; Obstructive sleep apnea (OSA); Continuous positive airway pressure
(CPAP); Melatonin; Sympathetic nervous system
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