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Abstract: Objective
(OSAHS) and white matter lesions (WMLs). Methods
Department of Epilepsy and Sleep Disorders in The Second Affiliated Hospital of Harbin Medical University from June

To investigate the association between obstructive sleep apnea hypopnea syndrome

A total of 91 patients who attended Department of Neurology and

2019 to December 2020 and met the diagnostic criteria for WMLs were enrolled as WMLSs group, and 61 patients without
WMLs were enrolled as control group. All subjects underwent brain MRI and PSG examinations, and related data were col-
lected, including demographic data, past history, personal history, laboratory examination, and imaging findings.
Results The WMLs group had a prevalence rate of OSAHS of 92.3% and an AHI of (32.85+19.86) events/hour on
PSG, which were significantly higher than those in the control group (P<0.05). The Spearman rank correlation analysis
showed a strong positive correlation between WMLs severity and OSAHS severity ( r=0.602 52, P<0.0001 ) .

Conclusion
tively correlated with the severity of OSAHS.
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Obstructive sleep apnea hypopnea syndrome;

The WMLs group is more susceptible to OSAHS than the control group, and the severity of WMLs is posi-
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