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p-amyloid and Alzheimer disease: recent progress
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[Abstract] Alzheimer disease (AD) is the most common form of dementia in aged population; it is a neurodegenerative
disorder with unknown etiology and pathogenesis. The major pathological findings of AD include senile plaques, neurofibrillay
tangles, and apoptosis-related regional synaptic and neuronal degeneration. The brain senile plaques are mainly produced by
B-amyloid, a peptide with neurotoxicity and vasculotoxicity. Due to the polygenic and heterogeneous characteristics of AD,

Amyloid Cascaded Hypothesis is currently drawing increasingly more attention. This paper reviews the relation between AB and

AD published recently.
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ABriz. FERE AL & 42 NEIEMR, 76 L E B b vl
R EEAE M AR fE CHib 2 NEER . IF AT AD B
ANIE B AR, 8T e 2 20 B A 0 IR B = . B SEE
W ,AD BETEMREE A AR RUGR R R IGIR, AR B A RIMEM
HRPE, L AR T AR T 5 £ 44k, — B &L IS AE AD
FEH A B E A SE M TR IR XEIR R AR LE
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1.2 Ap# Rt
1.2.1 ARHF A (EMANMANRET N EFEHN AR h
APP KA, LT 21 S Yt fk iy APP JEH, &4 19
AT LRI EH APP MRTIRE A E—F T ZHFET
LHA S FEEE O MR RERE, SR 3
Ay BN X BB IX BN X, AR H APP 4II4M 28 A~
FETR AN LA 4 1 12 DS E LR AL . AL T APP M B K 4)
APP 1685 550 Wb F v 36 A 2 KRR A% L 3 A2 A R B4R
W — A O = R AR Y T AR X T APP 9 S RN T
BT L T LLTE SR — SR iR 2 T, APP & K iR K4y
WTFL o WA v AR BN TSR T o5
INEEAE AR E5 RN OB R 16 A2t & /R 17 Z ) VI &l APP,
PRI AR A BERI 4 T APP (sAPP) Al C 3 F B
(P3CT) , HiX — BB IR T AR M BB S50, 7= A 19 v B R
R APP(sAPP) . HLA 418 =B Tl & B L i
SRR N AR VE A RE R AR R AR . FEIEH RS BT LR iR
Bdi e, M4 p-or bR A v-43 W EEAE T, 43 0 AE AR 1
N A C Rui V1% APP, 556 APP i g-4r bl N Ag X1y N
Ut A WP AE S AR A MY C i B (CTFR)  BLH v~
WA R ARG 2 y- 4y IR f FE AN N 51 AR 1 AR
G PR A — RIS AN AR(39~43 MK M1 CTF-
v AR R VE R R R A R AR TRNE 2, AR
TSGR B B R SR A 40 AR
1.2.2 ABWIWEW N ApRIINBR FEMIE 3 KXk BF .4
U A1 i 6 itk 200 IR0 PR 6 RS S o A R B (BBB) #% 32 . #F
FFW L AD EAE SN AR BRI UM ¢, Ap i
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2R RS (CNS) H RV i B E L X X sl &2 82 1k AR IR
YR A dE 0 AR R R mER U BT 2 R 8
2 41 S 28 22 5 005 A ABURR M R A B e
1.2.3 AB-EMAHRZRK B ZEUIN R, AR 1E K ik Ji
FRA SR BEMUTEE AD BB BRI, IE 1
T, AR I 7 RN R A AL T 3h A5 -l 22 v B B APP B
JEAR o M AR T T R 53 I, AR 7 AR T R =22 Al 1) O A
BT L B AR TE R R IR, DUBLY AR HLA
2B, A5 KR AL Tau & H S8 BRIk 28 T 5 2
25 JE T 14 A RV I I R A — R A AR T R B — R B
BB BB AD KA, R R U AR TE KK R R
YRR AD JE B R R S BEN 2,

SR Z AR IR B E A TR R AR 5 AD F A
BB R . 0 EJLTITA AD BT E LI T AD %%

PHARAE, HWR, FEC Z BN AD M EIE K APP.PS-1,PS-2,
ApoE4 AT = H AT FH AR A N £, ApoE4 M T 5L AR
HE BRI I35 S UL, Down L5 A 1F 3 1] B 2 4k
PSR IR FLAR B AT AR R AR I A BE R AR, T 4T 4 45 44
FOFCAG A= A B AR Akt BB et R B, R R R AR
RS YRR A B AD ARG BLRAAE . 53 Ab ., B P AMBE DS
VA R, R BCE P AD g E] AR B9 W K
B Y 2 T IR T B 4, TSI A Ok R A R N A S 46 R TE B
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B W CF REE T R

2 ABTE AD ERHFMIER
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A A /N Y B Bl B AR KT T, A 4 B 5 B OF Al
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ZoAN L, AB BEIE T Ca®t TR, BB Ca? BRI, A
Ca’" Wk &g RM™EG AR, —FEB G T A bsmit, 5
— 5 T BOE K ATP A8 BTG ) L 45 RS B0 i g
R EFE R L AN 25 H R T IR L R m T B R S Al
GRS b T I MR RRAR . R, BN Ca®t AR T
JIg o AP Ry e A R M 2 i X AR N IR R % A B
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2.2.2 AR EAER BIREU.CAAHES AR MSEHS
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A6 1 V. 240 L 245 g 5 % A 4 DR 4 3 A3 T DT S T i 48
41 R 254 5 T e SR R H B — R A FE R BEAR Ak, 2
B AR VEH T IREACET SR M 2 0, BB Rl I 00 5% )
8 T TR 0 % DR S A A . g A Ll R R M SR AR 2
ZAR(RAGE) B0 I 5T 40 M 7= A8 B i, 40 NO FA e Y+
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KO R, ZHCF A TE AD R R R 3 — By
BrL AL ZUh AR 58 A AR AEE — Rl U IR,

S F AR A IE B A, PN R A B T 0 O 4, 2
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B ETEN LA TE R R B 2= 0 A SR R g 4
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chAT i&E PR EE 5 SPONFT IEAH 6, X £ W Ach ZhBET
T RS AR RS Y WA S8 BRI S AD R B AR B £ B
., AD B L I A X 00 IE 6 A8 #2800 E RO, chAT M
Z T AR BR T C AchE) 18 M B W BE AL, 15 B Ach 19 & B % 7
FRE RO 2>, J 5 32 1A 80 B A A R U 0, AT = AR R
RO B ER T AD B0 AE B, B A& E H 5|
A 194 5 S T A ALK ot 2 ST A A L A DG o % i D A i X 1Y
JIFL R i o 2 A% 2o 32 BT AR 4 R B ch AT Wl /b, #E 1 51 5
Al Ach /b, M7E AD B3 1012 BO ) BE AR A5 5 7R
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FE A/ I T 40 L L 40 A7 Bk R 2 1 e Y L X
KB — & M B AD R AF M e 28 o048 19 Jm) 38 4 4

N5 H TR AR MTERR . R MTER R AL KBS IR 5T 45 SR 4
73X A HIL T 2 A B R L /D AR fiEfli Meynert # .1 & X
B JB DX B PR 8 S O AN L A, b DL R S A B Ol L 2
TE W2 o0 440 YR 22, /0N G2 T 400 i 38 4 7 e A P ot 4 400 i B 1l
AR BT UL B A 0 B /N S 5T 4N A B AT FE R A 1 S
AR/ R ANA 1L-1.11-6 #1 TFN-o 45 22 Fl 41 jig [ 7
RYZeIR A R A 0, Hrh — e ok i T T & /N TR
A Ak AL L S — 2 S BUR R 418U T . B AR
FH R AN AR o T AT BRI IR RE 05 51 2 W SR 21 e o,
BE OB B /N 28 i I 40 6 2 T TS S5 400 M 98 9% | 98 488 i 5|
L R AR E SN , I 2% L PR 4R RE S 17 107 7 A= 14 L W 4 A T G I
1 M 2 i [ F——1L-18, 1 TL-1p8 J& — Rl s A 7 69 115 4 58 R
TFE L, AR UURBLHR AL, — G Ak ) /N B 5 40 0 7 T R
AR, 2 R K R 1L-1 1 1L-6 REXG N APP B9 & i, T3 APP
i RIS I — B, R RIE BT — AN R AR I
CH LW IEY]  IL-6 X A 4h 85 37 1 #h 2 o8 LT 10H A 1 LW
05 B AR Fl NMDA 776 5 &0~ L 1L-6 X5 Bt 28 56 09 2 i
TERT AR Al NMDA Bl FIEE & b #4120 g K+ 7T 5
T 9 A SV L 47 B AN RE B2 8 2 S 5 id 2 AR L (0 T
AE S| A S RE I, Xt 28 fish iy R R 2 20 1042 1 LA ORI
S5 — 5 1, TNF-o A& 51 40 0 56 T2, 1 35010 42 9 38 A A 0 s
. AD B AR PUIAREE N, 14 G 8 N 25 1Y 58 L O A2 3k A
ZIL A PEDS
2.2.5 #W&AMBEET  HEGAH. AU T/ AD 1 & 5%
PR EEEA ., — ROk AR Tt £ 4 5] IR A7 M AE uk
Hoagel) CAD BE I D 2ot A TRPM-2RNA %315, 2
M AN T/ — Fh R B, R AD B I P9 200 & R AL
WSAMMEMT- A X, AD WATEMAT-HLH S Ag SRk A
FH R R R R R G 2 o A B R A R A 5
FE 1 Ccaspase) J0G AR M P i Z W EZ W T RE g E
QR4 6 U & T A g R T A2, 4
LB LR i AR 24 h Y B £ 00 L & 3 A 2 5% Y 4k R4 i
SRR, B I I S SR AR AR 2 A K, B A I A0 ik 2 o
B R A /MR, RIS B R /INME, 3 5o BT 5 AR 4b 3
A2 0 R P R U e £ A M G BE IR L 4k 43
H—E KW R Bk A H R/, X STE RS A AT
A AR P TS R A A R S SRR — A, IS fi
AR 24 h (2ot B DNA, 28 J5 7 A B8 B8 b B vk, T 45 3
HL I 5 DNA“ BRI HE 7L

IR =N NI (=2 N | €2 < 97 N T R
Hil. — 7, AR KT IH TR R ) R IR WA LW L AR Al ABLs
BRI HR T E 1 Bel-2 K 5 AR FEAIR Bel-2 19 3 5 i
RF ABiso. BT, AR, 3 VAL T H Bax B £k, 1
P28 20 B A 98 T b Bel-2 5WE V8 % £ A (4, Bax/Bel-2 4l
B — A 1K R AR E Bax (9 36 3K 3 1M 20 4F Bax/Bel-2 (8] (Y
A R ECR AT T, e Ah , Bax 8 A A LR IR i aE
ANt 3 C i BT W95 Ak caspase S0 R0 L 51 4H
TS, 53— LIS caspase ®AEH M, AR A = AR ]
fiE 530 APP AE JE M £ AR AR 1 0> BRI FT % P APP 7=
AR 2 A B X A 405 B U HE B, APP %8 45 i PS-1
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M PS-2 il g5 HAW & A 45 A M5 A 40 AE T, 41 huntingtin-
he Al SOD A AN IE b 5 Ho b & A 238 5 AE T, 51 40 g 58
T,

2.2.6 %5 NFTs (R ARBRE ZAFRIE A XA, i
25 NFTs B, MBAETIE S . T AR i A M4
AUHE WS Tau WA | L5 8 E A MES A1 Tau &
Hid 2wk, 2 oA Tau EABEMEEA . (2
WIRHE 22 (PHF) Fl NFTs JE B, [6) B 5 8 2 o0 iR 17 1

E[L’H 4]

3R B

g5 TR, BAR AD I 25 5, (R [R] A e 2 R A 4R
RHEIRHLE AL B AR 5 AD AR A BEH WXL F .
(D AR EF VM E LN r; (2) Ap 51E L2 4l & 5 1
(3) AL RF AD HALE Sy B LB, I APP 1EH —
FTIZ A7 F 4 B AL 040 M B - () 385 BB 26 1, L FE N 4l
21 M A AL B & B, AR APP B S B4y W 7
AD BEEMEEE A4 NG E R E K. AP IR & R 5%
RAETE MCEAERE, MW AD & MR AR BE R Ap RS
RAERF A, Ry AD ) —SNEED AR EY . H Ik, 05 il
WG HBR AR & B — AR R S,

WA, RO I PR B 3k tih F 5 350 4 1) £ X AR 5 PR AR 2
WRIT AD MR 2 8 X AR AR R AT AR L
5 10 1k A AR Y R L 2R AR R T AR R Aok L 28 B
A, HJE 2 mprsg st SIgRIERE , AR 76 AD & 5 iff
R ELORHL N B AR T N R b e L e L R ) AR,
{H Glenner % Skovronsky 2515 ¥k hy, & 45 W) i S R &
ZIEIR KM AERKIER AD, X R K AR 2, R
FE KRR E R AR MR 5E & B (KT 98% AD JR i) 7,
I L AEE AR I IR L DA PR 1k Sk 20 B N AR 1 $ice o B
FRIEATIRYT L BILL AR 4 S B ¥ AD: (1) 30l AR Y A A
HEIN o 53 WA I PR T B- 43 6 TR A ) )R- AT T o R T
RE BT 1 (BACE-1)1, y-45 15 il 410 i 3700 5 (2) 2 itk
AR YT B WOE B AR AR R B ST, B BBB th AR 5
RAGE A B fF FI™Y, #0005 B Y B 40 &Y, n sk Ap 5
LRP JREE 1 Z IR BL 3L | AR FEAR 2R 1A AR 9805, insi BBB th
LRP 36 P

AR FE AD (35 IT 7 I B AT R R A 5T AR R B
— B R GEAL X AR B 28 3 M K T BR 5 R A AL LAY DA IREE
RA-ri %, R, AD YA 97 BF 5% U 58 85 1 3 JR A 75
Xt AD % LY ik — B IR AT .
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