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[ Abstract ] Alzheimer disease (AD) is characterized by clinical progressive decline in cognitive function
and behavioral abnormalities, and eventually dementia. Its neuropathological features include tau protein
neurofibrillary tangles, senile plaques formed by the accumulation of B -amyloid (A B ). Other changes include
reactive microglia proliferation and widespread loss of neurons, white matter, and synapses. Since amyloid
pathology may precede tau protein pathology and the appearance of AD brain atrophy and clinical symptoms, the
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correlation between A B metabolic abnormalities and AD is elaborated in this paper.
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L7122 . AR PN WL TN AD
B E R 52 H 5 APP, . 2% F 1(presenilin-1, PS1),
F % 2K 2(presenilin-2, PS2) L H R A4 5, H Al
O 4238 A T 330 FP 52 AR, 430l 1 10% ~ 15%(APP),
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S Y PR ¢ A1E 45 2 PR 5 38 B, APPJE R K
2 BB 93 48 k7 7E APP 9 BACEL V) 1 457 S5(&
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107 AT 3K 81% PHE FEINAEL, H AR (Sn) S 71%,
FHE(Sp) M 78% . HETIMIK A B /A B 4 NI —
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TR FER APE AR AS, A B HUIEBR 2 H 1
ZAh, AT g I PR 5 B i e A
TAEREPE ] BEAF A B T E M B e BRI BE, DA
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ADJREAEA, HH T2 Snh 64% ~ 88%, Sp H
70% ~78% ), [HI, X562 AD (1 B H 1T I AL
55, X A2 W KO M A R . AR
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JI58 46 4 4 A -PET AH He, 3E # FF 2R 1 -PET BE - 3
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X A5 25 4 A KR A5 A 2Rk AT R,
A ) 550 L FE AR S AR IR, W A L, AR
JRSSAC RS S P | 43T 25 44 /0 | L i S5 e 35 1
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W AZ I, AN BRI A B B Bk
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20214E6 H 7 H, FDAHE#E Aducanumab [T, BN
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B EZ N T ADBYBFFY. CRISPR/Cas9 1] & 1E APP,
PS1. PS2EEH 2787, WFFE %], CRISPR/Cas9 A
RO B RN AD S A B (5 B, Duan %5
W R A 08 7 A 5 R 5 R 1) APP B B 28 AF
(K670N/M671L) 1Y 4 i 2 G2 1E A SXFAD /)N B
L RM3NHIEAB w0 MAB LI 60% L |, 2%
B % ik A B 3 T 43.9% , RN B2 SR I B
IR Y 50%. HAE 64 H TG RE SR ] e Ky B 5t
P fif 9820, I Ah, CRISPR/Cas9 A {ff ApoE4 %t
PE i A ApoE2 B E3 LA, PRI X F 5T 2 (0 iU Ak 1
HEHF ApoEd FE N B AD B &, Z RG] g R HA L
A yT = SR, BT CRISPR/Cas9 it Z — &
(24, BAFTEARMAAR B, HEET AD
FER iR T AL T 2h W SE B B B, i AR AE AR
i CRISPR/Cas9 2 452l AD £ A1) RE

NS SRS

A B BRURLE ADAER B BURTE T 4FFF 4R, HoRr
SEM LTI Z AT, FER LR B A LT
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RITRIE . N4, Bk 2 i i B A% A B AR
MR T, K S A bR B A
S TR IR,, DR s AD JR 3 B i, A
IR PN
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