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Recent Advances in The Research of Alzheimer’ s Disease

Katsuhiko YANAGISAWA
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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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Altered protein kinase was found in AD brains.

The abnormality in phosphorylation

may be related to the expression of some biochemical characteristics like amyloid

accumulation or PHF formation.

The research on AD has been also advanced with molecular genetics.
Hardy and his colleague found point mutation in APP gene.

Very recently
The pathological significance

of this mutation will be elucidated in the near future.

Key words: Alzheimer's disease, f-protein, tau-protein protein kinase C, neurotrophic

factor
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