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Neuropathologic diagnosis of individuals with CDR 0.5. Several types of pathologic condi-

tion are present. AD; Alzheimer’s disease, CVD; cerebrovascular disorder, NFTC; neurofibrillary
tangle changes, AGD; Argyrophilic grain disease, LBD; Lewy body disease, HS; hippocampal
sclerosis, ALS; amyotrophic lateral sclerosis, ALSD; ALS with dementia, BT; brain tumor. +in-

dicates the presence of additional pathology.
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Abstract
Neuropathology of mild cognitive impairment

Masaki Takao, M.D.
Department of Neuropathology (The Brain Bank for Aging Research),
Tokyo Metropolitan Geriatric Hospital and Institute of Gerontology

The concept of mild cognitive impairment (MCI) is clinical condition between normal cognition and dementia.
Annual rate of conversion from MCI to dementia is estimated as 10-15%. It must be emphasized that all MCI will
not be potential patients of dementing illness. Most studies have been focused on amnestic-MCI as preclinical con-
dition of Alzheimer’s disease (AD). Along with the increase number of analyses, MCI is divided in four categories
according to clinical presentation such as amnestic-MCI, amnestic-MCI with multiple domains, non amnestic-MCI
with single domain and non amnestic-MCI with multiple domains. In general, the underlying disease of amnestic-
MCI with multiple domains may be AD, cerebrovascular disorders (CVDs), metabolic disease or depression. Non
amnestic-MCI may be frontotemporal dementia, dementia with Lewy body, CVDs and metabolic disorders. In
fact, neuropathologic evidence of MCI revealed the presence of various types of pathologic change. Those pa-
thologic changes include an accumulation of tau, amyloid beta, o-synuclein, TDP-43 and FUS protein with various
degrees. It is not unusual condition that several different types of pathology are observed in a single individual.
Besides neurodegenerative pathology, CVDs and hippocampus sclerosis significantly contribute the cognitive con-
dition of MCI. To realize the complexity of neuropathologic alterations of MCI is important for early intervention
of dementia indivisuals.

(Clin Neurol 2012;52:851-854)
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