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[ Abstract]  Alzheimer’ s disease, as one of progressive nervous system degenerative diseases with insidious onset,
usually occurs in the aged and performs as memory deterioration, cognitive decrease, personality disorder and so on. As
population aging process intensifies in recent years, morbidity of Alzheimer’ s disease occurs exponential increasing trend in the
aged in China, which brings heavy family and social burdens and becomes one of important public health problems for now. At
present, clinical effective method of Alzheimer’ s disease is still short of, though medicines may delay the cognitive disorder in
some patients, but can not prevent the progression of disease. Recent studies showed that, cognitive impairment might be related

autonomic nervous dysfunction in patients with Alzheimer” s disease, and vagus stimulation may improve the cognitive function to
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some extent. This paper reviewed related literatures about relationship between cognitive function and autonomic nervous function

in patients with Alzheimer’ s disease at home and abroad, in order to provide a new idea for improving the cognitive function.
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