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Table 1 Isolated autonomic failure preceding DLB/PDD
Sex AF onset Park;rri:grtlism Parkinsonism Dt:)n;;a;tia Autopsy
Our cases * Case 1 M 51 yo 63 yo Bradykinesia (R = L) 65 yo ND
Case 2 M 60 yo 71 yo Tremor and Bradykinesia (R = L) 74 yo ND
Our case (unpublished)  Case 3 M 58 yo 68 yo Breadykinesis (R = L) 68 yo ND
Larner et al.” Case 1 M 59 yo 73 yo Breadykinesia (R = L) 71yo ND
Kaufmann et al.” Case 1 M 41yo 67 yo Right hand tremor and both 70 yo DLB
breadykinesia (R = L)
Average 53.8 yo 68.4 yo 69.6 yo
AF autonomic failure; ND, not done; DLB, dementia with Lewy bodies
1) ] Neurol 2000;247:229-231, ii) Neurology 2004;63:1093-1095.
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Fig. 1 Changes in systolic blood pressure during the head-up tilt test.
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Abstract

Cognitive function and blood pressure regulation in Lewy body diseases

Masato Asahina, M.D, Ph.D.”

YDepartment of Neurology, Chiba University School of Medicine

It is well known that autonomic failure is severer in patients with dementia with Lewy bodies (DLB) compared with

patients with Parkinson’s disease (PD). According to the Braak’s hypothesis, Lewy bodies first appear in the olfactory
bulb or peripheral autonomic nervous system. Lewy bodies in the peripheral autonomic nervous system ascend to dorsal
motor nuclei of vagus nerve, while those in the olfactory bulb expand to the limbic system. Lewy bodies later attain the
substantia nigra. However, it seems that Braak staging can not explain difference in severity of autonomic failure

between DLB and PD. As a possibility, in DLB patients with significant autonomic failure, Lewy bodies may have been

localized to the peripheral autonomic nervous system in a long time before onset of dementia or parkinsonism, and
propagation of Lewy bodies into the central nervous system may be initiated by apparition of certain promotion factor,

such as ageing and amyloid-f.

(Clin Neurol 2013;53:1386-1388)
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