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Parkinson’s disease (PD) is a common nervous system degenerative disease occurring in the elderly, clinically
characterized by motor and non-motor symptoms (NMS). Autonomic nervous system dysfunction is one of the
most common NMS of PD. It can occur in the early or prodromal stage of PD, which is helpful for early diagnosis
of PD, assessment of disease severity, prognosis and prediction of response to treatment. Orthostatic hypotension
(OH) and cognitive impairment are the most common disorders of NMS in PD. It seems that they are related to
each other. However, it is not clear whether the relationship is causal or coordinated. At present, there are many
studies on the relationship between orthostatic hypotension and cognitive dysfunction in PD abroad, but there
are no similar studies in China.
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