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PET P RSRE  HJe AATT i 80 s 28 B8 R 5 AR
FIR) 200 i A AR (D ol 2 8 4 1 B ) DA L 40 i Y
WAL A AOE B (B R Y g 45 ) . AD st fe
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L LS AD AL G BRI E R — D HER A B
SCHYIa) R, A 15 E— 20 B IR R . ARG A AT &2 B, 2
H—> AD 2 BEAL BT A M U RO il S T AR UL
VLA “ B 28 I~ TT BB AD B LA SC BT Y
20 BRORS , 7T E - S50 2% 0 Al 28 K B i i LA
SP I NFT i JE i ™
mhESRE
E Ry R R AR UL A tau 2 P BT Y G B JE AR TR
2520 SRR ST TAE X AD i BF 5 ) 1 AR
fR 48 S AE ] B BIF5E 7 i AT R R i 4 s, A5
WIRNEA T L EIR R E, i) 2 5 N BRI
BEAIL ] P52 JE 5T PR B B 0, 0 B AD /Y5 T BE
B A 1 B T A S0 o 2 AR T A% G AR U Y R
MEER T & — D i fAh, 2Ry H it
AD FIBIEFE S 85 1w, * il 5 T B 0™ B B0 0L A 2 1
AIREXT AD 9 AL T 23 B B B AR T . R
VA By 2 [6] 1) i DL e 22 B U0 2 (] B P B A8 IE B
VERLKE XS AD [ BIF 53 S 2 AR f0 4 sh VR 1T, 3 45 A4 B
TR FHRF] AD 19 & B A4 B2 A, W] A B 1
TFRA R AD BIGIT T
2% 30k
1 Hardy J, StrokeDJ, The amyloid hypothesis of Alzheimer’s disease ; pro-
gress and problem on the road therapeutics[ J]. Science,2002,297 .
353 -356
2 Sekjie DJ. Alzheimer’s disease results from the cerebral accumulation
and cytotoxicity of amyloid beta — protein[ J]. J Alzheimers Dis,2001 ,
3(1):75-80
3 Wiessner C, Wiederhold KH, Tissot AC, et al. The second — genera-
tion active a{beta} immunotherapy CAD106 reduces amyloid accumu-
lation in APP transgenic mice while minimizing potential side effects
[J]. J Neurosci,2011,25:9323 -9331
4 Kimberly WT,LaVoie MJ, Ostaszewski BL, et al. Gama — secretease is
amembrane protein complex comprised of presenilin, nicastrin, Aph -
1,and Pen —2[]J]. Proc Natl Acad SCI USA,2003,100:6382 - 6387
5 Tian Q, Wang J. Role of serine/threonine protein phosphatase in
Alzhemer's disease[ J]. Neurosignals, 2002,11:262 - 269
6 Hussain I,Powell DJ, HOWlent DR, et al. ASP1(BACE2) cleaves
the amyloid precursor protein at the beta — secretase site[ J]. Mol Cell
Neurosci,2000,16(5) :609 - 619
7  Serem WK, Bett CK, Ngunjiri JN, et al. Studies of the growth, evo-
lution, and self — aggregation of B — amyloid fibrils using tapping —
mode atomic force microscopy[ J]. Microsc Res Tech,2011,74 (7) .
699 - 708
8  Zhang YW ,Wang R,Liu Q, et al. Presenilin/gamma — secretase — de-

pendent processing of beta — amyloid precursor protein regulates EGF

receptor expressions [ J]. Proc Natl Acad SCI USA,2007,89:10613
.9.



	YXYJ1202 10.pdf
	YXYJ1202 7.pdf
	YXYJ1202 8.pdf
	YXYJ1202 9.pdf

