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Development in the Correlation between Circadian Rhythm Disorder and Neurodegenerative
Diseases ZHU Kaixuan', ZHANG Tong". 1. School of Rehabilitation, Capital Medical University, Beijing
100068, China; 2. Beijing Bo ’ai Hospital, China Rehabilitation Research Center, Beijing 100068, China
Abstract Neurodegenerative diseases are a group of chronic progressive neurological diseases mainly
characterized by neuronal degeneration and loss, including Alzheimer's disease, Parkinson's disease,
Huntington's disease and multiple system atrophy. Although the pathogenesis and typical manifestations of these
diseases are different, they all present dysfunction in circadian rhythm. Circadian rhythm is a 24-hour rhythm
that exists in the organism and is involved in regulating the physiological processes of the organism. Disruption
of circadian rhythm can lead to abnormal hormone secretion, accumulation of pathogenic proteins, and
neurodegenerative changes, accelerating the disease progression. This paper discusses the correlation between
circadian rhythm disorder and neurodegenerative diseases.

Keywords Circadian rhythm dysfunction; Alzheimer's disease; Parkinson's disease; Huntington's disease;

multiple system atrophy
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