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Cerebrospinal fluid of Alzheimer patients promotes
S -amyloid fibril formation in vitro
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Effects of the cerebrospinal fluid (CSF) obtained
from AD patients (AD-CSF) and non-AD patients
(non-AD-CSF) on the kinetics of fAp formation

fAp40 formation
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fAp42 formation
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(Ono et al, 2005)
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