ZERROHEME

BEMAXERLE LT, 4%, Tokd hE@wE
MiEERCTS> 2L -T, XhRcZHks0
TRV EWHEIBEGERRTEE LW EBL T,

105

Bl& TREILHLTHRARRISETOLEEET.
BopEs & E L. BlEEESEV I LET.

2) TavonAg<z—REROMERE

FrR A BB FE R KR R R B P
B  ¥B-4£H Eoh

Neuropathology of Alzheimer’ s disease

Hitoshi TAKAHASHI and Fusahiro IKUTA

Department of Pathology,
Brain Research Institute, Niigata University

In this symposium, we review the neuropathology of Alzheimer’ s disease with emphasis

on cerebral cortical lesions. Recent rapid advances of molecular biology in this field have

enabled us to study in detail the distribution pattern and severity of lesions in the Alzheimer

brain, although many aspects of the pathogenesis still remain unresolved. Immunohistochemis-

try employing antibodies against tau protein and f-peptide has revealed more clearly the

occurrence of neurofibrillary tangles and senile plaques, respectively, and the extent of

both is much greater than previously supposed.

We also discuss the relation between normal cerebral aging and Alzheimer’ s disease.

From studies on the brains of centenarians, it is becoming more evident that cerebral aging

(old age) dose not imply Alzheimer s disease (dementia).
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Recent Advances in The Research of Alzheimer’ s Disease

Katsuhiko YANAGISAWA

Department of Neurology, Brain Research Institute,
Niigata University
(present: Department of Neurology, School of Medicine,
Tokyo Medical and Dental University)

Pathological hallmarks of Alzheimer’ s disease (AD) are neuritic plaques and

neurofibrillary tangles (NFT).

Biochemical studies on AD have been based on these

pahtological features. The amyloid fibrils in plagues consist of polymers of a 4 kDa protein

subunit, S-protein.

The B-protein is a cleaved product from a precursor protein (APP).

Neither the cellular origin of the amyloid nor the mechanism of amyloid accumulation

is understood.

Involvement of fetal type phosphorylation and fetal type cytoskeletal protein in the

formation of paired helical filament, component of NFT, is another important aspect,

suggesting that there is some regenerating process in AD brains.

Recently lack of growth inhibitory activity was found in AD brains.

This biochemical

finding may be important to unravel the mechanism of regenerating process in AD brains.
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