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W E . B/REIGENE (Alzheimer’s disease, AD) A& LA B V€ #1 £ & [ (amyloid B, AB) UURFA fif 48 £F 4 2 2
(neurofibrillary tangles, NFTs) &5 FURFE S 1012 8 IR S5 Im PRAFFAE AR B — M 1R AT VRS . AD I %L
SR\ RIBERG 5 R Ad gk > 2 VIM G . PIVEPESESE AR S B R A Th e it & AD FLIH5 B LI 70 I # e
IR 5T 4 M SR fub Dy Re RS AR B E A, HIIBErE S AD B R ILE VIAHOC . BRI 40 i vl LLid it
Z5 AR AR AR R I ROBE R Al A NS SRR SRR S 5 AD BRI R AT, 1500
AR R T IR ot 4 M AE. AD R 5% fid Ty B 45 1 T 1 32 24 B SWLAEAT 200, [ IS %o 3 — 40838 ) 8 ) R
HHAT T 1498,
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The role of astrocyte regulating synapse dysfunction

in early Alzheimer’s disease

LIU Cong, SHEN Yi*
(Department of Neurobiology, Zhejiang University School of Medicine, Hangzhou 310058, China)

Abstract: Alzheimer’s disease (AD), a neurodegenerative disease, is characterized by the presence of extracellular
amyloid-B (AP) aggregates and intracellular neurofibrillary tangles formed by hyperphosphorylated tau as
pathological features and the cognitive decline as main clinical feature. An important cellular correlation of
cognitive decline in AD is synapse loss. Soluble AP oligomer has been proposed to be a crucial early event leading
to synapse dysfunction in AD. Astrocytes are crucial for synaptic formation and function, and defects in astrocytic
activation and function have been suggested in the pathogenesis of AD. Astrocytes may contribute to synapse
dysfunction at an early stage of AD by participating in AB metabolism, brain inflammatory response, synaptic
regulation, and intracellular calcium signaling. In this review, we describe the role of astrocytes and underlying
mechanisms in regulating synapse dysfunction in early AD, and discuss the open questions in this field.
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241100 ZFFCHKEF T, WIS T RS
FRE, 1HH RTS8 AD KA RN A B,
X2 AD IRRIGIT 2D 4R I E 2R K. BE A
FIE AL B IE,  BL AD AR B pP 2 3R 4T M50
FEFR 0 K 1 HE A TS, 45 FRBEFN AL 2 Rk
DUE M FAH

AD FRFE 4 75 HE AR b A 355 41 i Ak B e B iR
& [ (amyloid B, AP) YA, 40 g P i 48 £F 4 2 45
(neurofibrillary tangles, NFTs). HRHUME FIFHEE 4 5E /2
I SRS P 2020 4, WEERM, LERAA
TR PEH S HFBE AR R RER P dE I, ARRT
AB RETL AT ARV, "I AB 5%
RikL AD RAMI KRR WTREF A Y. X — AB &
VLB IER B, FATESER AR X Rl 5 4 T w)
BEPEAE A E AD B T RE RS 0 E R, 7
YRR, 5 AD INFIRE ST N FEAH G — A B EE A
KRERMEKRY, AD BEHIINFRE S5 5% E
BIEARDE B Rk, AIA SRR AR S ESR il E K
M2 TEFET C AN AD J5 B3k A2 o ARRIE 98 34 05
SRTT, 76 AD R, SRARECERIFEA B RREEE, T
BAE Rpt R, Sl Thae a0 R A T 5%
il F e 22 TC B R Y, X S RER R B AD
(pre-clinical AD) £ 143 AT W S0 R Ifs PRRE IR 1) 175
DUABFF A s RATE AD R, KRS5m4 oiE
AHHE TR, (HIBEE SRR, i,
PRIT AD 5 R firh o 8 2 1 A ML) 5o L A2 T A
BT BA AR EE R

FE RS T0AH O (1 2 Ak Th BEA51473 110 43 T R4 g
MLl B4 f KEMIT, Hia, KEABEE AR 5l
() fh ThRE 3475 HH VA2 NB . R B4
& CNS 3 H G 4axt iR, s iz —
KERFAME, S 52MAEMERETRE. ERKIR
1 i 7 5 fish T BRI 2 A 558 1 T DA B 7E H g 1) R 1)
VF 22 98 fih 3o R 1) [R5 RN 38 4 whk 35 AR 0 46 1
BRI R AN A A M A 22 e S B, BRI 43 1A
TIRREE IS AT TR 1 T T, 1 ATP 3 2R Al D-
2 Z R BIVIR S5 T =75 5%l ”(Tripartite),
HE e B AN 3% S ki e, A KN Th e B Ak
BEAERY, BRI EIES 58 5 %2k
MEG10 I MERT 38 % X} Bl 24 CNS 5 fiduidh 47 15 PEAK
gt U, s s 5] SN R R AN AT A A %
BRI S b ™o teAh, BRRFAES AB
SR B TR OC, AR K 2t e 52 ma 22 T% Ji JoT 4
M R ™ &, X Eem s R, R

X % itk Dy E )R 75 T BEAE AD S S AR
AN RA N Z 5 AB AR X 2O0E [
B2y SR D AE % AR AS (5 51518 1X 4 AN T7 I 2
R R A2 5 AD 540 5% i T g 451 05 (1 wF 70 ik e
ICLZER, DAk AD sh#) B8 )t 58 R R 3
U8 E AD 3 1 Im PR 7 9%, A Bt — 20 i W
AD FLII5 i D RE A2 B AR AL o

1 EFRRERARSS5ABRIG

AB 52 B UE By A {4 8 5 (amyloid B precursor
protein, APP) i i i ¥y £ 1 10 3& 42 (amyloidogenic
processing pathway) /=4 . APP 15 JG1E B 434 Bl (B-APP
cleaving enzyme, BACE1) HIEH R =4 nl 4 1 sAPPB
DU SRR R R 2R 19 C A3 Fr B B (APP C-terminal
fragment beta, APP-CTFB, X Fx C99). C99 f] H y
3 WA (v-secretase) 7 il N ABsgs APy BX APy, 5
B Pl AHIREE AR B 4EFp RS T A S i
A EAE DL R T AR A S A B Th BB . Kamenetz 25 1Y
RS A A KB, BE%E BACE] v M3 55 By 7= A4
1] AR KB, Tl 52 o- 22, -3- Fadk -5- H 2L 4-
5B TA R (0-amino-3-hydroxy-5-methyl-4-isozazole-
propionic acid, AMPA)/N- H 3£ -D- KA &g (N-methyl-
D-aspartic acid, NMDA) 5z A $1 fil] % % 4 1) 2% fish /%
e AR, fE APP B EF/NR " LA
o U2 ep, e S AR IRIEH RIS R, Ik
Gh, ANIETE AP REE S S5 FH W AR T AU B 2 R
%2 #& (metabotropic glutamate receptors, mGluR) f] 4
I FE 404 (long term depression, LTD)!",  Fz JBE /R ik
FE I NTE ARy, PIIEA LY a7- 2B JE B 52 A4 318 5 i 5
K 4855 (long-term potentiation, LTP) fJE & 1Y,
SRIM, 1 AD Ji BRIERE Y, AP B R, mATE
AR PR, REMAEN, XFEZHT ABW
P ERR R TR, BRI A M D) RE Ok T 2 5
Mol AR FITE B 5 RO B e Joid 200 i B 68 R TS 4
PER -, 5 AU N, AT B AR 1= 4
ML, BERFES A B B A/EHE AD
NPT o AD JBEF N IZAFAE. £E AD B,
AT TE SRR AP I Z 4R AR I A HiEREE
WA, TR YR o 4 A X — ik R R R R E
KEEVEMITER
1.1 ERRRMAMRINEGELIEZIARER

i P9 AP = B i I fiv £ (blood brain barrier,
BBB) i@ 1% Ik 5 Gt DA A Wk I SR 143 420 1 7 o
mEFE MR EE S5 BBB & ", ERKHR
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YRR LS R 5 B H I A R 20 i DA % I ] 448 i S )
YR BBB. A, PN B2 AR b R R e 2 R
W52 4k (receptor for advanced glycation end products,
RAGE) VL X 55 H 3248 A1 5 25 1 (lipoprotein receptor-
related proteins, LRPs) 521k 5 AP i# it BBB ) #% iz
FEYIROE, SMEYE AR HE NN 32 RAGE 4,
PR AB [ b #h #4232 ) LA LRPs %32 3 17,
JiF 5 & BB 38 K (insulin-sensitive transporters) L
J2 ANP £ J& ¥% 1z /& (ANP-sensitive transporters) A
U AT, AR R AN AR I 1A EE T ekt
TRIE BBB K IEHAEH 20 EE, LA IER
AL R AD JREVRE T, BRI 22
IR 4 & B I (matrix metalloproteinases, MMPs)
S FEON B AL, Sl T R AR R R
[ (tight junction-related protein) $Ji L P J& 41 g 11 55
G, R L BE B, FHAS AR [iis 1Y,
WAk, B 5T 4 B ) A IR (neprilysin,
NEP) &5 0] DL Vi B A2 0T AR iEAT F#f# . Wang
2t OV ZE JE A K1 % A5 (no cognitive impairment, NCI)
Jo 82 FE NS (mild cognitive impairment, MCI) A
HEH KB NEP (5 B AR R R MG ifE
AD ¥, WXBAE (L. Yamamoto % * 1|
ERE TR B TR A b &3, % & TR (epigallo-
catechin gallate, EGCG) B il i &AL A i AME 5 U 1
W (extracellular signal-regulated kinase, ERK) Flfi
g Tk AL E -3- % (phosphoinositide 3-kinase, PI3K)
i SIE RS, B0 NEP 0w &, Mt Ap
PR, X ERH, BRI 540 i /£ NEP 55 i 1 g
AR HEATIE ML R EEEN, HEES
AD FLIJ] NEP Xf AB iR . mUbm i, 2F
JB J5 2 i Ty e 2k 1 AN X 22 5% BBB X AB Y iE
Bk PU, 2 5 NEP S50 AR AR 0 Bk 4t
SR TR 5T 2 A A B Jd ik FELAS 18] 2 51 90 LA A 5540 /N i
T 2H 0T AP IR RE J1, A4 2B AP B R K
i P, WAL, # A E (apolipoprotein E, ApoE)
FEARVRFMM P RE, K5 AR 4iEEHK
AW R T o) H G, 3w ek H
B fg ®, i AE AD FH, AR BEH MR L2 R,
BRI 0 4 ISR B, 515 ApoE
(R34 s AR LR B, TGk 38 4 42 Je %t AR (145
HUEH, X2 R AR AW SZA N EE R A .
1.2 APIFSERRRMELHTMIEHARTE
R RAEERAERE TS5 AR 1IiE
R, SRMIAE AB. LPS S5 DK 1 B 52 W T B TR I ot 4

AR mT DAVE A s BV R T R R A, i SRl ik
AB HIFEAE . MHRFFLRIE BACE1 RYEM&A iR
ik, A A A T ME— REE 7R AR AR A
Hg P, SR7fi, Rossner 25 P78 i, BACEL 3 A H
AR TR e, AR S N A R i o A T v A
Fik. Grolla %5 9 7 JFACKE 7210 K U 5 LI R
1B ARSI ) BACEL [k, ik 3] APP
Fly- S UhBEEE I Rk . BhAh, OB R T 41
J A B 0% i =y BACEL Ay 70 WA B HVEPE, T2
i AB 7742, Wang 25 ) FI|H PS1VOTL %3 [ /)N
B, TERE I 1R TR B 03 4 B R0 28 6 DL B TE A4 3
Y R I, AR BT IR 5 48 i o 5 ik BACEL Al
ApoE, HEVERT AP SE I AR DL [a] 4R s 1 1) 77 20
BEATHREH, FHARRE, HIX—WRIFARAE
TR, XKWL AD H, BEIBEFE 4T
REAE 540150 0 S A R 55 2R AR SRA2E AP TR,

M AD frdsfedt e .
1.3 EERRAES 5 AMERABITRAMATIR
H1ER

R, BRKREANZS AD B
R AB X RATHAERI R, M. Diniz 25 P £,
T FH /N BRI 2 N JE B2 TR I J5 4 1 2% A M i 77
(astrocyte-conditional medium, ACM) 2 3L £ 37 i 5
PR TG, PR TCI R Ml 85 B2 250 P sl hn, w1k 58
R ARG EAITD, AR TS SR ERBE
AR O, 2R IR TR RS 40 X A 42 0T B IR
EH . AL 4K AT Bl (transforming growth factor-B1,
TGF-B1) J2& th 2 ¥ I T 40 M By 7, B A {1 2R ik
KA. il AR e siRNA B59] 1]
7 AR B TR I 5 4 B 1) TGE-B1, 2 71 Ji o 48 g
XA 28 TOAH L DR AP A 0 23 ek 55 0 E I % Y5
AR Fr 5 B g B A SRR ) 2R B S/ BRAd A2 i
e H TGF-B1 Freks. ml WL, BRI 40 e
AL VE A BT S ECR R Ak 4 e A E AR,
TGF-B1 Al GE/2 S 5Z/EH M X8 1.

gx bRk, BICRBAMIAE AR BITE bR 4
FHEEMO, HOGRARYSBAB VIR MidE
(1) AR 2 {15 52T I o 4 B vk A Dy s 82 1 2 T IR I
M, k2R Dyae i [F N Re g g — B {2 ik AB
B4, MIMIE R — B EE . AB BR 7 H AL
X T b )RR A6, mT DLd I R R o A4
JIT 43 WA TGF-B1 S5 Rl ¥- [ e e i JE Al D fe + 10 f5
A BEAE AD FLHG B S A 22 T AT T I R A B D
WFER, XA B T im R _Ex T 58] AD (1297 .
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2 ERRRERSPIRRIER M

HROAX JERE [ BLFE AD 8518 2t 42 1R AT 1
Iz ARAE, AR AR BT 5 25 K A RE 08 A RkE
2% AD [t BY, 3k 3 W AR AK 5 0 S [ A7 AE T RE
JniE AD 5 F& 53 g . Parbo 45 B IE BT R0 IR
iR (positron emission tomography, PET) 7 MCI
A AR 1) /)8 i ot 4 BRI A, X SR BH X
RNE RN BGVFE AD FHE C 2 HI. 7£ AD fixi A
T 3 A T Joi 4 BT 75 PR HHRK 98 e R XS 48 7T
B— R ER, HIEAR PG T a4
250 P BR TR PR R A0 AR AR A T A BRI
WIS B LB R A BRI BETL 7%, Xt
PR T BN R E L, (HIR 5T 40 B T e 2% 1 .
Jl AB AHOCH B PP, Gulyas 25 ' F PET K ill AD
B K, KILEhIR A SR 7 2% (L-deprenyl, 2K
JT 40 i AE PET (7R 85 55 ) 5 B T IR 5t 48 i 78
Braak I~IT [ 88 2 P 455 3 d e, (HBEE R IR K JE
HAEGFIZUBAL. ZAERKY, BRI
Reft AD R o E EMAEH. /£ AD B,
Bl A5 A FE (R IR G I, ATV I S 5R AP BERT DL E %
T AR TR o At M Dy S B R T IS S 4 A, T DA
JE 3V A /N s A B e 98 A TR 33 T O A0 R T
R 2B B AT e 8 R R R 4 M TE ok 35 BT
Jiz R4 BT AR IE® PRSI EH 2 4h, HRE 2k 4
PEDR -, FE D0 R A RK 28 0 e 82 PR (] IR 3 — 282 & A /)
JRE SR A, e 23 B B B R k53 4%

£ AD 5518 Z R AT B T, KW 2 K&
T R R SR A R PR AR ) (glial fibrillary acid protein,
GFAP) FIERIX BRI N, RUFEAE R ERIE T ETE
R AL o s A R TR IR BT A W] LA 43 A1 B R
A2 IR, wiHEBAMEsE, mMEHEHNAE
AR B TSR T AR BN R T 4
Jf 43 WA ) A 2% -1a (interleukin-la, IL-1a). AR ER
BERT- o (tumor necrosis factor o, TNFa) 25 48 4 K 1
I ReAR A B T I ot 40 s A R AL B e B R R IR
FREAE B RS MANRER S AR R ERE HILA S
Al B v B IE R4, (2 AR 55 A T Mot 40 i
AHEAE A ST DL R 2 P DR g s, HE= T
IR R A . IR A0 ) RAGE fEH ik
KEEMERAER - 1% RAGE Refe 5 nl 1 AB
i, M AR IRBUIREE - JB45 6 1 RAGE 5 Ap
AHEAE 2 B S & % R 7 «B (nuclear factor-
kappa B, NF-«xB) il %, FF( IL-1p Fll TNF-a S5 4

PER T 7= 4 PO 78 AD R ERERE R, AR M7 A
5iGkR&M, RAGE B3 1) sS04 12 &
B, IS 5 IR 45 5 ) RAGE A BAE R AB B
BIEZ, WOE NF-«B IR, & peE v A RE .
IeAh, IL-1B A1 TNF-o 552 2 PE4H i R 5t g
S Sk AR 3k AR BRARAS T BB TR i JoT 48 P 43 36 A
Liao 2 P7 35 11, TNF-a. IL-1B AIF# % v (interferon-
gama, IFN-y) Z535 BEA5 0 c-Jun S 28 K iy B 14 it
1) 22 22 )5 7% Ab B B I8 7% (JNK-dependent MAPK
pathway) J36 A2 2 % 53 41 B 1 ) BACEL Al y 43 ¥
filg, 123E AR 774, Lee % P @ i B8 s 3 4 LPS
%5 ICR (Institute of Cancer Research) /> fi, 7= 45 HH AKX
JE, ATLUGINE] APP 1 AB,, M ERfF COX-2.
IL-1 DL 5 3 A — %L (& W (inducible nitric oxide
synthase, iNOS) % #RE 15 A1~ I B4 g 58 m, 31X
5 R A s VA G 1e4h, H TNF-a
ghG IL-1B Ak BE /N BRRUE 1R 2 0 e o 40 B, R
BACE!1 Al APP {33k /K~ 35946 it 7+, 0 AB4
[t B B A, NIRRTV R 40 R A
INF-y 5 TNF-a 8% INF-y 5 IL-1p ¢ & 4b 23 1 1
FI R B8 5336 ABrag AR ABL,™. LT ML, AD
AR ISR R AR W LU RE R R T A, iE
SRR SEE 5 A 28 1 PR RS AE T () AR RS
TR AR A, AR AR IR A S R T
R EEAEM. Ap M & RIS &M 17 )
BN 8T BOG GG IR, PIE I RE E AR T &
TG, SLEBUNE R A0, A FEBONFI IR .
1E R R 40 e 5 AP AR T AE A #Y I 75 o
TNFa. IL-10 A1 IFN-B 25 2 P Kl 1) 1 & 70 st
REf% 18 B R i A . R B AT(E AD & LR
R, R AH DG T ] LB R AL O
BT I o3 48 1 P 4 A 1 % M DR 1 5 R 40 4 1) %
R, (HE TR I 5T 40 E AR 2R DR 7 A O 1) 52 A 5 2R
A5 R R O 29T . fEME U5 tR 5] (dentate
gyrus, DG) 45 T =¥ J& (600 pmol/L) TNF-a &b 7]
TEAGE TR R 4R L %) T & TNF 5244 (TNF receptor
type 1, TNFR1), [AIIf %555 R AN - #4705
SRR, 5 B B A MR R A K AV Dy RE ek
Ap WU BRI R 40 R b TL-10 f b 2 S8 T
AR ARG RE JJ98055, AH OGS AL /N BR7E 7K 28 2
A R B 2 502 g . TFN-B Ae s 24 14
KERREAM PR AR - RERARLSHNEE,
PELAS 23 28 R A5 66 5 T 490 ) 2 T J Joia 4 = i) 1 284
IFN =& (IFNAR) Rel§ L is A3 H, W B AR
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33%:

IR A A6 IE IR R A .

i EPTR, WA TETER AR T At A PR T
(K177, R SR 5 I R PR DA 7 R A 1
B BRE T REUS e it AR I, 1£ AB IR/
ARG EEEN. AP E RS 1%
PRIF (0 70 WA S TN 2 1) SRR A A, AR XA R
N AR BRI AR B TS E
MIPERT o /MBI RAE R B (115 ¥ s BRI
Jr A R AR R 2 I A, Bk T AL SN
TR A MA S ) PEAE 25, T Te i
B IR AR R B A P ARt BE 6 A TN B JORE S
L5 AR JREE LA K & MR IR 7 1) 73 s 18 T 4 g ELHE 5
Wi FHZE T IR H ThRE, kg5 HXT T AB AUV ERAE ST,
FF AL KA DR 5 OB, 3 i O 3 5% k453
M BN A D R R A -

3 ERRRUMEREEIEIRMINGE

BRI VZ 53 A T2 2 4L N I 2
R, 5 Rl R I A S AR S L R L « =07 R
fil 7, R AR RN T, TR AT B BT IR
JRANAE, IR AT e . Il 00 B Y M 4 B R
i R 2 % T fh [ i () P 22 38 T, 3 LA R fike
ANRAE, PRI AR T S fh i Y X R R
JoT 0 L A7 A AU 2R A R R e e ol
A, XF Ry B SR A A S U 1A A s T E R
WAL, AD I R 453 %5 1R A T e B A I
PEMZESR AR, TAEA TR AR BEH S 2, 112
T T J53 240 B FIT 3 il 1) 3 2 P A T o 3 Jo A 3K — 1 A%
BRI HEEMNEN. ME AD REHEREN K E,
AIETESEIR AR BTG 2, AL “=T7 %Ak
ki, M-S BR M HE K .

3.1 ABSA & (glutamate)

B TS PE SR AP I REE DL tau B8 I 3%
Ak, MAMSEIRIIK T IEET TR, 1R d i,
SFEMEICIET., X2 AD I N ) R ERRIE 2
— B, Wilcox 25 "V 5, TIAMESER AB REA
I8 S SR fi B A9 T e B A 2 IR e R A I U R
SCHLI . MLLTEFAERUINR, 2~4 His APP/PS1 XL
B JL TR HL 30 AD /D B Sy CAL X HEAR B 2 T 1 D%
wPETh i, SRl T A ZURR e R TIOAL R B E I —
SEREEEM B W, T MCT g (1 Th e M A% b L 3R
% (functional magnetic resonance imaging, fMRI) {7
s PEBEAE AB TR, BN T X A B B (s 1,
A, SR H e E AR NRAHEE, 2~6 HE ) APP/

PS1 /)N BRI HH 0TS 5 (1) 2 2 IR RE TS ) B S 19
X —IN G =R H RS LA AR 58 SEFE FE 1A 3 18 T Ok
55 W T, =7 oh R EA SRR A
g5 AD 5 Rk fE % UIFH ¢
32 “ZHRM” EADRIEHRIEL

CEOT R R RAET . Rk DL T fi
JE =B A s, A R ik i AR R ik S AR R TR T
Moy, RfwE BV Hh, B
AR 5 A B T 4R S A i A s, AD i B R
SR TR 5T 40 B 1) e 2K 1 X6 4 48 T 4H TR R ) 3 A
MR Z BRI, BRI A Thae 55 5|
E ) AP AU AL X — A EE . awy
Firik, AD 5N A4S @ BB ROZ . S EUR
fik AR fi [ 4 2 BRI FE )38 . BT AP AEE TR
BRZ R I A 1 (vesicular glutamate transporter 1,
VGIuT1) 35E 7 TR 2 B se S fr i, I H B i [a)
T RLE, Sokolow 25 P 4 LY AR EIRIKFE I
S T RAMET. SkAh, 2~3 HiE& ¥ APP/PS1 /)
B 5 X VGIuT1 335 AH BT B AR BN BRCA P |
Tt AR m Y, ERmME, 5%
AR KR FEXT AMPA Fl NMDA S2AKA 5200 o
Almeida %5 2 | ] Tg2576 # 3L [R (1) AD /MR JZ
A B AT IR Z o 9%, KI AMPA 3241 2
GluR1 1338 22 i 45 5E 58 AP W BE (1) 389 i sk 2>
A APP w5 R =& on, H
GluAl ik s B, R AP REWS B 4520 AMPA
2R GluAl WERFE P, 4h, 7E AD B35 ) AD
RN B 2 K B, AD B 5 CAL 1) AMPA
AR _EIR] RE A BT S AT A A BRRE TBOE N
B s ARREAE B Bk R, T E e 5
U AMPA 24 [ L BBORT P £k B9, NMDA 52 {4 2 Bk
RAPREMB AR B RELENMEBT 2 —,
ABy, B T4 & 31754 GluN1 Al GIuN2A 5 GluN2B
FHE ) NMDA Z AR 2R e 20 ™. 200 nmol/L
RISME ATV PE AR BRI BERIITRAS 2 BB, mliE a7
R B 2 Tk R 52 7 1% 1 5 A A1 J 7Y NMIDA 52
(extrasynaptic NMDA receptors, E-NMDARSs), M T
SECLTP [ B Fnph oo R £k BT B
T Iu o (E AD B R 2 B s, ¢ =T
Al )BTRS o A B 4H 43 AR £ 7E AD i N AT B
SRR, EZERBI /T, BEXAER - K
KA RELIE K (glutamate-aspartate transporter, GLAST)
DL R IR a4k 1 (glial glutamate transporter 1, GLT-1)
ZRIRMEREAE AP SR AR DL R 5T 14 A= 11 228 ek 2>,
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A SR 2 R 4 k2 SRR BRI B 7 RO BRI B X
MEERSER, 1E AD i B R b A R 1) i B S
bR 15 RALHTRBOE R AR RSN, 185 BIRA
JoT 48 P B R I BRI A OC. BIFFE R, AR TT
e 18 o A B O GLT-1 347 g i ik S8 A FH B &
4- I8 (4-hydroxynonenal, 4-HNE) 18714, M
o E R P B R GLT-1 Rk 1Y
INBERSGE 6 F ik APP/PST /N 145 18] 2 21 B 17 R
71, AAXE = GLT-1 WAL 9 H i APP/PS1 /MR
2% 0] 2 2] EAZ R M RZ A K 0, Gx s 7t R B,
BT AR N o A A 20 55, o Dhag ki< 38
AR REL, RUNBZRIREF S, M
M S fph DI RE, XTI REZ AD FHAMG N A 2 BRI B
R EEF R —. FR, BRI AP
TRICRE Wk 55 51 k2 AR ik & RN, ot —1P
Do) Yy A
3.3 EREFRYBAN 5 SR E b 5L B B AV AT e
Al
BTV J5 4 i 406 R T8 22 P 21 2R 1 U2 J 3 I o
B 7B ER LA, S CAL X 2 I 41 i iE e
i B I NMDA 52 44 () By [7] 3 3l 71 D- 22 2 12 [
ATP, X PRhR 5T i3 5 R A G A 5C . Le Douce
2k U 0 i 9% ) -2- Jt 58 -D- %8 4 B (fluoro-2-deoxy-
D-glucose, FDG) 1 PET fall & 8, AD {11
i A A B K B, W KB A A
AHRIN X . ALK R, 78 6~7 Hid )
3 x Tg-AD /N H NMDA 5244 B H 2 B2 45 & A i o5
AR EECD, TR B AR B2 T MR D- 22
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