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[Abstract] Obstructive sleep apnea (OSA) is the most common sleep-disordered breathing disorder. It is charac-
terized by repeated episodes of airflow stop (apnea) or decrease (hypoventilation) during sleep, leading to hypoxemia
and sleep fragmentation. This is the result of frequent arousals related to breathing, which leads to a decline in sleep qual-
ity and even adversely affects the quality of life. It is currently believed that OSA is related to the onset of various sys-
temic diseases such as type 2 diabetes, hypertension, atrial fibrillation, heart failure, coronary heart disease, and cerebral
infarction. Therefore, OSA has brought a great burden to public health, which shows that early diagnosis of obstructive
sleep apnea is very important. Recently, OSA diagnostic standard is polysomnography, but the limitations of polysom-
nography make the diagnosis of OSA inconvenient, which delays the diagnosis and treatment of OSA patients. There-
fore, it is particularly important to find a biomarker that is convenient and quick to detect, which is also a hot spot of cur-
rent research. This article mainly focuses on biomarkers such as genomics, transcriptomics, proteomics, metabolomics,
inflammation, and oxidative stress.
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