Journal of International Neurology and Neurosurgery 2012,39(1)

vin-T analogs detect Abeta oligomers. J Neurochem, 2008,
104(2): 457-468.

[36] Hirohata M, Hasegawa K, Tsutsumi-Yasuhara S, et al. The
anti - amyloidogenic effect is exerted against Alzheimer’ s beta-
amyloid fibrils in vitro by preferential and reversible binding of
flavonoids to the amyloid fibril
2007, 46(7): 1888-1899.

[37] Lee HG, Per r y G, Morei ra PI, et al. Tau phosphorylation

structure.  Biochemistry ,

in Alzheimer’ s disease : pathogen or protector? Trends Mol
Med, 2005, 11; 164-169.

[38] ‘RE#k, Brbe & MAPK 1% 5 3@ % 5 B /R 2% i 3R i b
tau B @5 BR AL 1Y 0% R . B AT 40 2 28 S0 RE 2 A
A, 2006, 33(4): 339-343,

[39] Vestergaard M, Kerman K, Kim DK, et al. Detection of

Alzheimer’ s tau protein using localised surface plasmon reso-

nance - based immunochip. Talanta, 2008, 74 (4) . 1038-
1042.

[40] Barrantes A, Sotres J, Hernando-Perez M, et al. Tau aggre-
gation followed by atomic force microscopy and surface plasmon
resonance , and single molecule tau-tau interaction probed by
atomic force spectroscopy. J Alzheimers Dis, 2009, 18
(1): 141-151.

[41] Guo JP, Arai T, Miklossy J, et al. Abeta and tau form solu-
ble complexes that may promote self aggregation of both into
the insoluble forms observed in Alzheimer ’ s disease. Proc
Natl Acad Sei U S A, 2006, 103(6): 1953-1958.

[42] Rojo LE, Alzate-Morales J, Saavedra IN, et al. Selective
interaction of lansoprazole and astemizole with tau polymers ;
potential new clinical use in diagnosis of Alzheimer’ s dis-

ease. J Alzheimers Dis, 2010, 19(2): 573-589.

N R EE S B I B A EN D sE PR RS S D AR BY O A SR AR

W R

SRR A

TIBEARERAZAR, TESERET 050051

B OF B YEAHI D BE R (VCT) J2 il T 25 i I 8 B 5 B0 LA o) R RE 1 2 B0 RS M A B T . H AT
VCI Zh Py I 45 22, e rp LU /IS A5 28 O At 04 Sl W A8 U AE S 38 A 5 o oy B B 2SS0 o /D I 4 2R (SVD) 2 &
BOA KNI AE B AG AY T2 BE R A 2 — , HO B OIS O DL =28/ B RO AR | T 4 A SR R R 1 P A e B B L . T R Y
2y 5 0 ] A T WL B R, AT B T I R S B Y T

R 88 3R] < I A A DA BT BE IR I 5 /D LA S 5 Sl M B

I %5 PR DA 0 B BE B 5 ( vascular cognitive impair-
ment , VCI) J& fy 4% ol igi I 87 52 9 S BOAY LU 2]
ICALRE J1 52 151 O A A PN R B 5 o i 4 A
) B B A5 (A 455 0 R ) S Ak B 2R R T R
( Alzheimer’ s disease , AD) J5 5| i & B 5F — KW
WLBEIR o H R4S P DA T B BE R A 1Y Sl ) AR R A
E S N 851N U7 e = N SO 4 N 1
BP9 (small vessel disease, SVD) & 5 2 ifl & # A
HI) e B A5 1Y R P 2 — PR G I Y 3 ) R A
S HEAT R B A I 58 e e i PR R 97 O7 U5 B AT B2
IR VAT — iR AL AT DL N S /N I R O Y

Jie A RALE  ECAT RUAR B BT 220 58 10 N A A B R A
R B PR
1 SERFMHEBRMENKERDYER

BIFSEE 52, I 3 TR 28 2 i R v B O L B
oy (7 B~ I 2 T ML AE , 2 M L A 2R P E0A R R
A fE 6 TR 2R (HLJR: R TG V5 W 5 H R B 9 5 2
RBH R MaEE, R mEmRE ",

TR R [ B S b R B R A W R A R
7K T, BA K B4 R R A s =, 5 Al DL AR
W U 28 3 Wy e 3 b R A R TR T S b A R U AT . B
JEE i ] 2 > e 2 R I AE L FT L [ 2R o b R AR

EEWE b E A AR RS (C2009001483 ) 5 15 5 B 2 A G BHE I UL B Bt H (A48 2009 - 11 -6)

YR EEA:2011 - 11 -23; 48 E BHF:2012 -01 - 16
PEETA VP (1987 - ) 2 ZEEEWL , 2SR BEA A OGRS

BRAEE : BAMIR (1962 — ), B, B i e, b A 0, AR RO, 0% 32 BSR40 28 P BL I R % 10 38 4 DA B 5 BF 58 L AF . E-mail:

peiyuanlu@ 163. com,



[ B b 225 2 22 40 B 2 i

2012 4F 539 % 1

0 Tk AT e B ) /S B o DL ) R T FR A D S R
it J 1 ( methylenetetrahydrofolate reductase, MTHFR )
FEIH B b, B Mthfe ™" B w15 2 sh R L kol
5 110 e [ 2L 2 e 2 1R L AE 4SS R AR RH X R A —
B (10 J&) J5, s Wy i s | 2 ) g ic e ) B
F W, I FLEE A M R B b =R & BT
Wi T A I Y S R 8 W 4 R, T 3 W 1
Morris 7K 2 B7 H 306 B0 1 5 AR B i o A R
SR R TR B9/ B AR A RS R H R 3 M A
X R o IR RL Y 2H S0 LA U AR X B
20 L A i R /0N R T A i K a2 L A N R
A E N R R I 2R AT U

Aron 551 HE Y, BRED B A 0 B R I B 9 & 9
HL A 32 2 LU B X 32 A0 o L 38 A e, TS
ZRATHEZ T VI & o Leonie 45 I Ji] Mthfr*
B YRR AT 5 e B, e TR) 2R 2 D S R I AE S i g
i VIAR ¢, HL Mthfr J5 [RGBk 55 0] B8 i 3 i 5t 4 FR
Lo gy Ik oG R R A B B A 0, AT T A 5 ) A I
VRO BT 18 A e XU B 28 S BONF IR R R

[Fi] 2 e 20 2 1 R AH O B I 4 M A 8 2 B R
i 2l Wy R A, S R 0 D 1 R S i R
A7 PR Al 28 50 U8 T F0 Rl 2 40 I 1 21 4k k) 1Y i
PR ST ok, BB AT R T 0T 5 I 0 0l A e R 5O 26
AR T BE B 5 22 8] 1 0% &R o
2 Notch3d ERZRZTHY CADASIL ))& HY

P B BTN RE E T 5T S 1 R g € AR Tk st
A& 4% ki 21 K 95 ( cerebral autosomal dominant arteriopathy
with subcortical infarcts and leukoencephalopathy , CADA-
SIL ) J2& il it 1L A1 /0N ML 457 5 A 5 SO R B i ) 3 22
Rz —, Tz RAFRSh PR, X A0 &
Pl = A A A

Notch3 J [H] 2 i — B 1) 2E LA 3% 3K 09 25 )3 2
T, A AE T 045 - 0 L0 B 0 R A 5 g )
JVR I A0 80 AF /) BB TR 2 3k B T 5 & B, NOTCH3 fifg
N X ( NOTCH3 ECD ) 1 D JE 4 T X 25 & 78 I i 28
St IX 1 i A1 X ( NOTCH3TMIC ) # 1 57 — Ak 2 &
o MEPNIX E 255 R R GA 7 RBPIk 47 2%, LA
s AAR N B e ¢ . 324 k2 A 4 A NOTCH
FE TR 5 A2 10 WG 1A 2R Bl W A R A B, g3 ) R
R90C .R169C ,C428S fl R142C %4 #l , NOTCH3
FIEK P TE R169C 5 748 v fiz it AL i b X
NOTCH3 RAETLE 1 ~2 JJ W Rial i B, fE K2 S
A B COM , HL Bt 5 4R I 3 K o o 1 g

WFFE R ], Notch3 K& P W 14 98 748 AT L 5 B CA-
DASIL' 53T ) F 58 4 385, Notch3R169C 5t [H] A%
RAZC L # ik CADASIL pysh ¥ iRl 42 2010 4E
Joutel 27 {2y ST B 2 B, S H W T 4R AT DL
2 i, -3 LA M B BURLIR 98 5 4) BT ( CADASIL 1Y
—FARE ) LA, N 12 H % T L 2] BB I
JoT 240 A R I R R AR (29 10% ) DL K A
2y I8 55 R i O B T R (2 40% ), H i oK & BRI i
B BEAR G, T 18 ~ 20 J % 3l ¥y 1 Bk AR A4 | SR A
P 90 i DD R B T B B

X LI R WY IR0 1L 2 BE B A U BE B
- EROARE T R B A i e ik T sl W ok o 1 i
JIN I Y O B DR 3R . CADASIL 58 B g — i %5
Shy R B B BRI i A8 1 9 R (subcortical -
chemic vascular dementia, SIVD) fysh ¥ £ %!, v F T
WF 58 2 4% Wk 5% ( donepezi ) 167 SIVD YA &L, AT fig
A BT I T 2 AR R s ET

fELJE: FORIT i Bk =2 B0 58 B O 2 RE R i 2
AR E A, H Notch3 5848 5| 2 /N Ifil 45 9 72 19 H
Koy T HLH A 5 T ik — BB 5E .

3 MR RERZDHYER

SR B MS 32 AR TE B 1 £ T A B 40 8 14 114 fii
MY 5k bR SCBEAE T, xS Ah A i TRk . & Tk
G MS 32 04 Bk PR R B O 1 /0N B M o 48 b 300 45 A
P WA, S 4 i R IR T

M5 R ™™ 5256 8l W) R e R By L BRI A
i F f L 9 i R R, 5 AR R L, MSRTT
/0N BRUTEE S MR PE B S | A AR S RS AL, Y R B
H bR PUIAT: 55 kL 52 4 fih 5 1D 7 BE 0 1 32 450, s B
INHI D REFE A% . MSR ™ /N BUAS [] Je 5 it o5 X
B AR Z AL HIC IR T AH G ) ik B I 3
TR, A R 2 A 5 1 2 B8 1, T 25 ik o
Gy Al FIK B 2 0 i 4 A7 10 . AL 4L B I
M5 R /N BB DX AR 58 4R b 26 e 0 b, B ST R I
I IR e ot 40 B i ik, T Db CA3 DX MK 40 i A
KB 5 ik e ek

b AR B A AR A O R 55 P 0O ST BR Y
AT I U A 2P ST B S N 2 W N 1
1L W] 1 M A ( estradiol receptor ) [ fil & 4 1
FAY SiE & B, 1 AR ARG 3R B MSR T/ BRI
N B 0 R R, I T S A ) — R AR
BT ERK A 3800 B — 7 2 A 3l R o m] DL AR
ERK (¥ 76 o 2 b b — YA 7 S5 A MEME MSRTC

-85 -



Journal of International Neurology and Neurosurgery 2012,39(1)

N B i B J5T A T ot 28 A0 5 110 2 A BT IR A L A
SR 3K R B I R o

P, MS 32 7R 15 53 B% 32 45 AT B 76 il I 4
A5 S BON S R A B R h R AR,
FELIET M5 32 {5 53 B% AT A5 S — Fb 236 iy i if
g A2 1 51 A B A 1V AR AT TR
4 BERAEEXANNERDHYRER

U AR 4R T PR A DG T B R B R, X
— W& TR W B A BILTR T e A8 B P R YRR R ik
1R YDA RN B BE R A, 35 2R B Oy R4 T B 2218
18 438 N v R R

18 1 S 6 VA B B W 1A 2 gl 4 A Y
AP Rl T R A R AR (— 1 AR
PR BT ) AT LA 4 KK-Ay 85 %% ob/ob fy % 3k
DR/ BRSO DR O O A DA 0 3 RE A7 4 L b 42
A Al 2 AR RS S W R R AR, R R T P A A
PSR R IANR CD UMD D7
055 52 56 g 4y 2 el AR A Y SR 2 . R
L A2 458 ZOhE K b — S 1k A — AL A I Y K
S Th A G R AT B A9 3 AR A 5 AL i
R

L UENT, 45 T KK-Ay /B 5K 9k &K 6 i
FEHUH O Vb HIR T, A8 A 5 BOIR L s B R =T
EIEY/NORINGS 1R Rk 1 G SR oY o 1 R = R
B 15 2R T v B A A o IR M D 2 R A R B S AT R
BA ZEALH b A A R B5UR 2 (methyl
methanesulfonate sensitive-2, MMS2 ) A & &, MMS2
Vi — il 2 or AL B IR, 30k B R A B T # 420c
B o34 M2 450 DNA B9 48 52 5 Bl 35 I Bl T 52 5 {2 ik
NO {9 B, DT ek 35 PN B2 20 RE Y 3 55 5 B I M i
B YR AE R, B B A B A 38 T AR AR
37 AR e g A

P, i 5 5K R A AR BTN o v 3, 7EOR
= QWA TR =B NG Tl = S |
H I3 28 i 5% i A B, H S A R i — 2 F 5T SO
0 HETE PR AR G DA R R A R B AR
5 WEHHIERD YRR

05 UE ¥ A Il %5 K5 ( cerebral amyloid angiopathy ,
CAA) , BN LA R L M IE M HE S B DOAR, 9 0
AL RS 2R R A O, TR I AR T LA
HIIRE Z M. Bh W BB 90 UE 2, e B O R T
CAA 2 UMM Z &M '™ o BF5E CAA § 30/
Pl I AE 5T B R e RS A DL R B B TR T R T

E I PR Y T D PR X T A E GE A R T i 2 OC
=,

B PR /0N B 2% AT R DL 6 45 CAA T8 Y 1Y I
AR R PR RL, 40 3 38 N 2R Dutch K& DY 5% 742 7Y
APP /N B AT LWL %€ B 1M 4 R S R SR TL B W)
WA TE B B/ S BE BT {H A O [ B 3 A 3
Py LAY b G A A I A O 7 ) R R D G X o 8 A
LTWOE B 1WA i 1

B TE B A A Y K JE A5 R L4 ( cerebral amy-
loid angiopathy of the B-amyloid type, AB-CAA) J& H
108 S RO vl N o P e R P AT K O T v v e
(ERSN = iR NSRS A VRO R R LSRN
R () BT 5 A B - AB-CAA B 5] & i iy, &
BLA 5 22 S BE A5G s AB40 - 42 il E AR RN T
i . A 200 L R R G S BT A TR R e b A D)
[ T 0L A 5 A PR R E B R Mg T

FAT, 1% CAA §936 97 585 it + 70 BT =, X A 7
FR AN W ek A B T B CAA FE iR b i B B
FHAEY AR DAL E G BB YT RN .

6 ZRWER

Xf WA R S AL R R F R E SIESE, 5 A
PN AL, & W% 1 Sl ) (F8 4 IR T IE W 5 A Y
—2F) mRL O BEIA R ) BE R A R MR 22 B o ik

[19,20]
o

PR, RN R R LG 2 &N R
EXI I Y L PN SN VR =W L R VA N N
i 25 AL 25 (8] 1] B i A 2 2k 4550 5 & i i xR
AL, & W s e B An U0 39 a) 5 2] A ] A 2
M b i s W1 T B o B E UL Y PR 28 B A R
JE I 58 BE £ 4 A0 FF 5y B /0 i 48 A8 BE S )R, HEE b 4y
/0N I A8 2T A L CAA | SE BTV BT A 0 AR il 2 ik ¥
i T e ) G N (N I N R
GE AR AT DG 1 R SR B R G U W B &
TG M BT Dk £ AR I G R G . AE I A Y ik
HA Pz Z AR+ 70 % W, Z RAMMER S
B Wi NI 2 BE < VA % DDA OG5 A2 TR A i b i 2 i 2 i
JoT v fi B S S WE ST R B, B R B AN D i ik
AR AR A Tt DR 2 ol 28 I D 1 4 TR P 2R 1 ( GFAP) 19 1
Z i S R R B (PGB) 7E JL-F Fir A 22 % Jh Y i 2H 21
Hrnl DLpE W€ 3, PGB 1 7E FI 5 M 22 6 Tk 44K 11 T
J, A A 7 A ( Lafora bodies ) 1 3E #3 B /N 4 ( cor-
pora amylacea ) >

REEDY, BHEMBME(C>13 %), B BUK T

63

- 86 -



[ B b 225 2 22 40 B 2 i

2012 4F 539 % 1

LA B CAA ey i Y5 A, 8 M AE B A0 I A R RT
UL CAA fY IR , (H 52 5k BT 1 BE B T A Y 2 i
15, B2 75 ™ 5 CAA B2 3h W), B M | 2F 4k
& E B WA B R AR R A WL AR (10 ~
12 ) Fig 4 (15 ~ 17 %) 1y 56 kA R0 D) g T
AEFEES, BEFIWAERT S A H W LR
W2k 2 J5 NNy BE 3 5, [A] I oz B K ot it A8 436
b = A — o B

bW 2 M sh e g B3, f BY T 0F 52 4F e
FH 9% 1R G /0N 1L A 9 728 A TN R B R e s R i AR T R
SN BE 1T R IT KA SIGIT 2590 o
7 455

2 Py R TAE Sy BEAU N B B — R L H O
IS NSRRI T — A5 THREH T
RKANXT AP RAFF G0 % T 0 Pk A 2 e B
Tk B e 3 A Y AR, B SR AR 4 B — o e 1 110 B
Py pE Y, (H A ) 45 R0 RE B o8 A5 400 N 28 ot 1 g R
B —FpE i, NI 2 Ny, 32 @ 45 Fl VCL 2 7Y
YRR Ko 28, fE O H R BB S SR B 2 Y
.

2 % X #

[1] Castro R, Rivera I, Blom HJ, et al. Homocysteine metabo-
lism, hyperhomocysteinemia and vascular disease: an over-
view. J Inherit Metab Dis, 2006, 29(1) . 3-20.

(2] BT W i 0 O B R 7 A o £
[ B 22 5 2 22 LB 2 3L 2007, 34(3) ; 280-
283.

[3] Troen AM, Shea-Budgell M, Shukitt-Hale B, et al. B-vi-
tamin deficiency causes hyperhomocysteinemia and vascular
cognitive impairment in mice. Proc Natl Acad Sci USA,
2008, 105(34) . 12474-12479.

[4] Mikael LG, Wang XL, Wu Q, et al. Hyperhomocysteinemia
is associated with hypertriglyceridemia in mice with methyle-
netetrahydrofolate reductase deficiency. Mol Genet Metab ,
2009, 98(1-2): 187-194.

[5] Ayata C. CADASIL. Experimental Insights from Animal Mod-
els. Stroke, 2010, 41 (suppl 1) 129-134.

[6] Hainsworth AH, Markus HS. Do in vivo experimental models
reflect human cerebral small vessel disease? A systematic re-
view. ] Cereb Blood Flow Metab, 2008, 28 (12) . 1877-
1891.

[7] Joutel A, Monet-Lepretre M, Gosele C, et al. Cerebrovas-
cular dysfunction and micro-circulation rarefaction precede
white matter lesions in a mouse genetic model of cerebral is-

2010, 120

chemic small vessel disease. J Clin Invest,

[8]

[9]

[10]

[11]

[12]

[13]

[14]

[15]

[16]

[17]

[18]

[19]

[20]

- 87 -

(2):433-445.
Benisty S, Hernandez K, Viswanathan A, et al. Diagnostic
criteria of vascular dementia in CADASIL. Stroke, 2008,
39(2): 838-844.

Araya R, Noguchi T, Yuhki M, et al. Loss of M5 musca-
rinic acetylcholine receptors leads to cerebrovascular and neuro-
nal abnormalities and cognitive deficits in mice. Neurobiol
Dis, 2006, 24 (2) : 334-344.

Yamada M, Lamping KG, Duttaroy A, et al. Cholinergic di-
lation of cerebral blood vessels is abolished in M (5 ) musca-
rinic acetylcholine receptor knockout mice. Proc Natl Acad Sci
USA, 2001, 98(24): 14096-14101.

Kitamura N, Araya R, Kudoh M, et al. Beneficial effects of
estrogen in a mouse model of cerebrovascular insufficiency.
PLoS One, 2009, 4(4): 5159.

Tsukuda K, Mogi M, Li JM, et al. Amelioration of cognitive
impairment in the type-2 diabetic mouse by the angiotensin II
type-1 receptor blocker candesartan.
50(6):1099-1105.

Huber JD, VanGilder RL, Houser KA.

Hypertension , 2007,

Streptozotoc - inin-
duced diabetes progressively increases blood -brain barrier per-
meability in specific brain regions in rats. Am ] Physiol Heart
Circ Physiol, 2006, 291(4): 2660-2668.

Takeda S, Sato N, Uchio-Yamada K, et al. Diabetes-accel-
erated memory dysfunction via cerebrovascular inflammation and
A -beta deposition in an Alzheimer mouse model with diabe-
tes. Proc Natl Acad Sci USA, 2010, 107 (15): 7036-
7041.

Kuhad A, Chopra K. Curcumin attenuates diabetic encepha-
lopathy in rats ; behavioral and biochemical evidences. Eur J
Pharmacol , 2007 , 576 (1-3) . 34-42.

Wilcock DM, Colton CA. Immunotherapy, vascular patholo-
gy, and microhemorrhages in transgenic mice. CNS Neurol
Disord Drug Targets, 2009, 8 (1) : 50-64.

Herzig MC, Van Nostrand WE , Jucker M. Mechanism of cer-
ebral beta-amyloid angiopathy : murine and cellular models.
Brain Pathol , 2006, 16 (1) . 40-54.

Hamel E, Nicolakakis N, Aboulkassim T, et al. Oxidative
stress and cerebrovascular dysfunction in mouse models of
Alzheimer’ s disease. Exp Physiol, 2008, 93 (1) . 116-
120.

Park L., Anrather J, Girouard H, et al. Nox2-derived reac-
tive oxygen species mediate neurovascular dysregulation in the
aging mouse brain. J Cereb Blood Flow Metab, 2007, 27
(12):1908-1918.

Storozheva ZI, Proshin AT, Sherstnev VV, et al. Dicholine
salt of succinic acid, a neuronal insulin sensitizer , ameliorates
cognitive deficits in rodent models of normal aging, chronic

cerebral hypoperfusion , and beta-amyloid peptide-(25-35) -



Journal of International Neurology and Neurosurgery 2012,39(1)

induced amnesia. BMC Pharmacol , 2008, 8 (1) : 1.
[21] Tapp PD, Chu Y, Araujo JA, et al. Effects of scopolamine

challenge on regional cerebral blood volume. A pharmacologi-

cal model to validate the use of contrast enhanced magnetic

resonance imaging to assess cerebral blood volume in a canine

model of aging. Prog Neuropsychopharmacol Biol Psychiatry ,
2005, 29(3): 399-406.

[22] Elfenbein HA, Rosen RF, Stephens SL, et al. Cerebral be-
ta-amyloid angiopathy in aged squirrel monkeys. Histol His-
topathol , 2007, 22(2) : 155-167.

A8 J5u 7% 72 BT 7R 3% it B s & 7 L B9 4E

X W 4R

EEm TR
PEEHKERES —ERMZAF, TTHELET

110001

O OE:p WBHEN (AR) EFI/RRKIEERM (AD) R AERT B E 2 — , AR (/= AR AR AR AD R A Mk R (1) 22 R K
Z— o W DU R TBENE WUZ P2 AT FF BRI 5T A0 3 11 B A O, B AT R U s, 22 BRAT e AR, 5 ML BT e, S8 R 2
fig GM1. BRI NG FIEZ S AR W)™ A & AR SRAETE AR SR AC N5 488 e I 4L B 4 1) 55 6 2 M) AR 0™ A M AR SR 42
FE AR SR A . AN B ¥ AT BB AD (B3 BOR T 3R A — Rl A SR A%, B 0 T B APP 75 IR A PN A9 A i LA

AB 1Y A2 BURT BE b — Bl A AR T T I
KRR < B K P U MO 5 IR AR ; B IE M R B

W] 7R 9 1 R (AD ) S i R P g UL — B
PSR 2 DL e 12 T RN R R SRR AE Y R 18
PEH AR B 28 R GE IR AT VR o AR IR I IR R R
W EEAERH R . 78 65 B UL B AHE, BT/R R
IR R AR N 4. 4% , 1 4E 95 % LU B AEE K
40% ~50% ", #RZFE 2010 4E, 2 ER A4 35.6 x
10° {51 BT R K V5 SR 8 5 o T BL BE 4 20 AR
ME 1A%, & 2050 4F R 2494 65.7 x 10° f
B BTJR P B S Y 28 4 P
fiE Ry K Ml B 5T A0 i T b2 A0 G Ah B-TE R AR R
(-amyloid protein, AB) YL FIE I 1 & 4F L& F1 1 il 22
ML tau 2R SRR R TR BUR 48 U T 4 g 4
IR HET G TR R I BR O 1 5L R i AL AT AN
T B H U AR Fr B S H 1 Bl R AR R
FEM AT TR F B A, Kt AR Y A R
BN T2 AD FAEMFREENKRZ —, HH
F 5 2 W JIEL [0 5t ) A o - A6 552 W) AR 1 7 A, X T
v AR G g JIEL [ P ISR YA, HG G AR O AR E A R R
AR B £ BT 2R T SR 9 DR 19 3, i o e g
Ze 2l W) ] AR T JR R T SR 1 R A, B LA Gy

s HHA:2011 -08 -02;1&E] HHF 2011 - 11 - 14

FHLHAS A Y o B BN AR R
PR B SR AR AR T 40 i I b A R S A R B

X BIRAES o i H & A Sk i AR R S —
N ERAMR G — M 2R R AR 2 5 APP [

AT PR B NG BT AES AD & ALY R G
P g A HC b B, AR SR R B AT SRk
1 ApEI=4&
1.1 EMHEEREMER

AR WA 5 25 5 il B- Lo y-Jr Wb i 2L A V€
By RERT AR (1 (APP) = AR B -4 WA T A B
Iy R VE AR SRR B AL 5 BT YT -1 ( BACE-1)
HAE AR F7 9 1 2 2k R s (N R I ) 2 APP ) A=
— AN B sAPPB , 25 HT vy 23 W T 2R A R AR
Sk i Be BCTF | AB39-43 BRAL 1 fF — IR, 42 0
KEAREM A 407 o y-2rWEH R ER(PS) |
nicastrin ( NCT ) , APH-1 ( anterior pharynx defective-1)
AL R G ok A 5--2 (PEN-2) PO 2 (4L, Horp
RERN y o WEEH EZ R, 08 R-1
(PS-1) FI R EF-2(PS-2) ",

YEZ B XN (1980 - ) , L, FEBE A, LSRR R B A 12 W SR AF R o E-mail :1iuli800519@ sohu. com,,
BIEE B ZME(1963 - ), 53, 0%, 1 o, AR BRI, 195 o 2 S U, 2B T TR S BT B BITFE o E-mail : ypengeao@ yahoo. com,,



