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Abstract:

ease(PD), and orthostatic hypotension (OH) is one of the common features of autonomic nervous system dysfunction. OH

Autonomic nervous system dysfunction is one of the most common non-motor symptoms of Parkinson dis-

and cognitive impairment are the most common non-motor symptoms of PD and can run through the whole course of the dis-
ease, and it remains unclear whether there is an association between these two non-motor symptoms. At present, a large
number of studies have been conducted on the association between PD-OH and cognitive impairment abroad, but there are
few similar studies in China. Therefore, this article summarizes the association between cognitive impairment and OH in
PD, in order to provide a reference for the pathogenesis, treatment, and prevention of cognitive impairment in PD and

brings new ideas for the treatment of cognitive impairment in PD.
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