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Model of PHF formation in neurodegenerative disease'®!
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The Paired Helical Filament of tau and Neural Cell Death’
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Abstract  Neurofibrillary tangle ( NFT), paired helical filament ( PHF) as the major component, is an
important pathological character of Alzheimer s disease. Further evidence suggests that PHF plays an important
role in neural cell death, including necrotic and apoptotic death. Induction of reactive oxygen species (ROS) by

PHF production may be an important mechanism of neural cell death.

Key words neuronal tau, oxygen free radical, paired helical filament (PHF), Alzheimer s disease, cell death

" This work was supported by grants from National Natural Sciences Foundation of China (39970236) and Youtlr Special Supporting Foundation of
The Chinese Academy of Sciences ( STZ98 207).

* Corresponding author. Tel: 86 10-64888531, F-mail: herq@ sun5. ibp. ac. en

Received: November 2, 2000 Accepted: December 12, 2000





