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Identification of risk factors for the pathological changes of the demented
brains through morphometric assessments
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A significant increasing trend in the prevalence of Alzheimer’ s disease
(AD) has been observed over the past 20 years in the Hisayama study. Morphometric analyses of the
hippocampi revealed a recent trend of increased tauopathy in the older people, which is partly
independent of amyloid-beta pathology. Next, we investigated putaminal AD pathology. Severe
phosphorylated tau accumulation in the basal ganglia was closely related to the development of AD
pathology. Tau deposition in the putamen may partly account for parkinsonism of AD.
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