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Research progress on the central mechanisms involved in the disturbance of bone metabolism
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Abstract: Parkinson’s disease ( PD) is a common neurodegenerative disorder in older people. Previous studies suggested that PD
patients had an increased risk of fractures as compared with the age-matched controls. The increase in fracture risk associated with
PD imposed a huge burden on families and society, therefore, it is necessary to elucidate the real underlying mechanism involved in
the disturbance of bone metabolism in PD. Recently, it was found that the central renin-angiotensin system, the hypothalamic-
pituitary-adrenal axis and the sympathetic nervous system played vital roles in regulating bone metabolism in PD patients, thus, these
central mechanisms were summarized and discussed in this review.
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Fig. 1 Central mechanisms involved in the

disturbance of bone metabolism associated with

Parkinson’s disease
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