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Abstract: Human beings are the dominant species of vision, and what we perceive depends on where we look. The neural
pathways and brain regions involved in eye movement include the brain, brain stem and cerebellum. Eye movement is
very important for our interaction with the environment. Therefore, abnormal eye movement may indicate the existence
of neurodegeneration. The experimental results show that eye movement is affected in neurodegenerative diseases
(neurodegenerative diseases, ND). This may be the cause of some cognitive and motor disorders in ND. In some patients,
signs of eye movement are the key to diagnosis. Therefore, careful clinical examination of eye movement in patients
with neurodegenerative diseases is a valuable auxiliary means of neurological and cognitive assessment. Eye movement
examination is usually not necessary for diagnosis, but it can be used as an effective supplement to clinical examination. Our
aim is to determine whether changes in eye movement can tell us about the progression of ND, such as Alzheimer’s disease
(Alzheimer’s, AD), multiple system atrophy (multiple system atrophy, MSA), Parkinson’s disease (Parkinson’sdiseases, PD)
and other ND. To explore the types of eye movement, abnormal forms of eye movement in neurodegenerative diseases and
their clinical significance, we can find significant changes in eye movement related to the symptoms of ND, which enables
us to deeply understand the mechanism of ND, in order to provide new potential markers for clinical prediction of disease
progression and differential diagnosis.
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