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Characteristics of Sleep Disorders Related to Huntington’s Disease: A Case Report and Literature Review YUAN
Yuan ,GAO Lehong ,LI Ning ,et al. ( Department of Neurology ,Xuanwu Hospital , Capital Medical University , Beijing 100053,
China)
Abstract: Objective To explore the characteristics of polysomnography in patients with Huntington’ s disease
(HD) accompanied by sleep disorders,so as to improve clinicians attention to sleep disorders in HD patients. Methods
Analyze the polysomnography of one patient with HD,and retrieve related literature. Results The patient’ s two polysom-
nography showed sleep fragmentation and a significant increase in the number of nightly awakenings. From the perspective
of sleep structure,the patient’ s stage 1 sleep( N1 stage) increased,while the percentage of the deep sleep stage( N3 stage)
and rapid eye movement during sleep (R stage) was significantly reduced,and during the two sleep monitoring,abnormal be-

haviors and muscle dysfunction during REM sleep were not recorded. Conclusion Sleep disorders have an effect on the

symptoms of HD patients and are an ideal direction for further research on potential interventions.
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