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The gradual understanding of the role of  amyloid in Alzheimer’s disease

HUANG Fu-De
(Laboratory of System Biology, Center for Stem Cell and Nanomedicine, Shanghai Advanced Research Institute, Chinese
Academy of Sciences, Shanghai 201210, China)

Abstract: Alzheimer’s disease (AD) is the most common cause of dementia in the elderly people. Since the
discovery that § amyloid (Ap) was found to be the primary component of amyloid plaques in the AD brain,
enormous data exist to support that A plays an important role in the pathological alteration and cognitive
impairment of AD. A exits as soluble and insoluble assemblies, and accumulates both intracellularly and
extracellularly in the AD brain. This review summarized the major evidence supporting the important role of Ap in
AD, and the gradual understanding that the role of AP in AD pathogenesis depends on its assembly state and

accumulation location.
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1 ] 5= A= 0] O 2% 5 BR (Alos Alzheimer) T+ 1904
A IR T OB IR 2% U 2R % (Alzheimer’s disease,
AD) I EZGIRERIN, IFT 1907 FF4RIE T AD )+
SO ERARAL, < B ORI B2 A XA R R 1 E R
FEBE R (amyloid plaque, X FK senile plaque, 2 -5 )
HIFH 2 2T 4 25 45 (neurofibrillary tangle)™. £ 60 4 )5,
DATTARE] AD 2 5 [ A0 R R 5 DL 2,
T TRy 20 4F, B iEk FEIK (B amyloid, AB) B &
TLIEVE R FEBE I 24y . 1984 4F, Glenner Al
Wong™ )\ AD 535 R /IS I8 (1 5 A0 B4 ot v 4l
e AR, KELICHN 7> 7 it 2yl 4 kDa, JRllE
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1t (Down’s syndrome, DS) i 1 KM ik /s ML vh By
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RIL AP A& APP & 14/ W8I V) P AR 1 — R A1
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WEJE FL UK (SDS-PAGE) Hf LU %] 4 7 i & 4 kDa.
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WAL RG AP AL T, A 5 2 5 ik 1Y)
K ) B 1 5% (long-term potential, LTP). 2 G AN/,
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PR B A% 20 di, FEREAEAAR A 3K Bl 5 X
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