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~-Abstract-

Alzheimer’s disease(AD) is the commonest form of degenerative diseases of the cerebral cortex.

The neuropathologically diagnostic criteria of AD are focused on the distrubution and numbers of

senile plaques and neurofibrillary tangles. Its pathogenesis is not fully elucidated until now. It is

clear that the amyloidogenesis and its pathogenic activity are presently the dominant hypotheses

concerning the AD development. However, they are not enough in understanding the diffuse neuronal

degeneration such as neurofibrillary tangles, synaptic disconnection and neuronal loss which are

related to the clinial dementia syndrome.
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Fig. 1. Lateral view of the brain showing diffuse cortical atrophy and widened sulci
(especially frontotemporal area).

Fig. 2. Cut surface of Alzeimer's disease(right), in comparison with non-demented
age matched brain(left). The cerebrum shows global cortical atrophy.
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Fig. 3. H&E stain shows a senile plaque as an ill defined round eosinophilic lesion
(arrow). Neuronal loss and reactive astrocytosis is also noted.

*
&

Fig. 4. Immunohistochemistry with A 8 —peptide specific antibodies stains multiple
senile plaques with dense amyloid cores.
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Fig. 5. Subpial diffuse amyloid deposition(diffuse plaque) is present by
immunohistochemistry with Af-peptide specific antibodies.

Fig. 6. In a Bielshowsky stain, many irregular shaped dystrophic neurites are
scattered between classic senile plague.
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Fig. 7. In an H&L stain, the neurofibrillary tangle is present as a thick eosinophilic
filamentous structure{arrow).

Fig. 8 In a Biclschowsky stain, many neurofibrillary tangles in the pyraimdal cell
layer of the hippocampus are present. Most of them are flame-shaped.
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Fig. 9. Immunohistochemistry with AB-peptide specific antibodies stains the amyloid
angiopathy (arrow heads) and many senile plaques. The vessels with amyloid
angiopathy show relatively round lumina with thick wall.

Fig. 10. A deeply eosinophilic rod shaped Hirano body is present in one
hippocampal pyramidal neuron.
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5 e3/e38 ol nldte] 7 o) 50% 7hEE Fv}E
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A5 upebA tau ol 1_45}3‘— oA

Aoz Brp wbw ov)o] ApoE €43 7 #gta}
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kinase(proline-directed  kinase, Cdc2-related
kinases) &9 7} (Jiu e af, 1995} phos-
phatase(calcineurin, protein phosphatase 2A) #t
2 9] & Mandelkow et al, 1993)7} B E 2o
2 RI|% 3t o]FuAlelE ool % ubiquitin
oL} glycosyl?] G¢| FRAYE shzd] o]0
¥ glycosaminoglycane] A€t Wang et al,
1996). ofs} &2 gyl sHdgder dx
g4 dle] A o] g8 ABNEY
Heid Wslg 2%}

4. 7}53¥ ADS] AR} W)

1) Amyloid A+ ¥l §xzke] wo)

a7 Lz Amyloid A gl F-4 2 ¥
ol 2] 7}EY ADY: Ol ¥ WA 77} 454
A A 604 A=Z AR ADol vjdtey =714
A Ech 5712 8] Amyloid A7 ¥ FA R ¥
ol 7} ¥i3l M glom o)Ee] WHeo|R Lo HEEF
EHE 81 2o & Addye 1&g ADE
Amyloid Z+ @ {-d2te] 670/6719 codon®l
Hol7h 2 AOZ P-secretased] HEA o 2
gt AP HEelelwrt X gt TH2y Sy
ADY: Amyloid #t ¥¥ {2 212) 6029 codon
o] Wol7l Yot RO E a-secretased] &0l
AA = ol Amyloid A+ ghule) Ayl st
AEn g s #oli, Amyloid A7
WogAake] 716W codon®] Wol7h dejut B
g I} 7174 codonell WMo 7} dojut Hvig e
v-secretase] AHE-5-97F wipojA Ap #HE}o| &
o] o) ZfEct Amyloid @7t w $-17}
9] 693 codone] Wol7k dofvt R
29N} FA4E f-secretase FHE9) W3 E F
AP HEfol= o HHo] e 21U
T2 HEHA HHFlo] 23] HEHE FHT

(Hardy, 1997).

dow

2) Presinilin(PS) f-#2ke] o)

FHto] d#A PSS FEAb: 14 A e
PS-1 F32k 1H Aol PS-2 FHA7F 9l
t} PS ¢ 8702] transmembrane domain 1
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N-geta C-det 25 A4 o de Fx0]

™ (Hardy, 1997) 715<& ofal #H =R @k
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L o) 2 ch(Mercken et af, 1995). o] ¢} 2ol 2af
B W BHF o) Ro) Ay o FB50
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e A PS @i 7F5E AAEAY 8
Mo A & gud Ty ol FAat
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Lemere et al, 1996).
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