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Abstract: Alzheimer’s disease (AD) is one of the most common neurodegenerative diseases in the elderly

population. It is believed that f-amyloid-induced toxicity and the abnormal modification of the microtubule binding

protein tau are two major pathogenic factors that contribute to AD. In this article, we will discuss the molecular

mechanisms underlying AD, including the impaired synaptic transmission, neuronal apoptosis and inflammation

induced by B-amyloid, and tau hyperphosphorylation-related neuronal dysfunction. Potential diagnostic and

therapeutic approaches will also be discussed.
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1 EFERERIE

L FRE (Alzheimer’s disease, AD), MNHRA
BIRRUFERIE, R—Fh 2 KT Z2FNBER M EIRIT
VeI . %0 B 48 B 25 A Alois Alzheimer T 1906
W iR AR U 120 IR BN RO 17
TG, BEEMRMBERIRE, BERNFRE (W52,
W25 ) BB, FES . B JaR, HILG K
PLIE S 1S, mEME R DeE 2™ HEi IR,
ST,

LT RAE R R B, W AR MBS
ZMHAER. HETEARRRERM SO FECE F 5
RE KA E R 2 — A B VE R B
(B-amyloid, AB). AP HAFHLEE, I A& HKAE
RN, WME RG. KEMFTEY, ABEZF
AT SR B A e B AR R AN, TR R M A B
PE (plaque)™. B T H1 AB AR IAVE I AF £ (I BE 2 41,
AR RAE 1) 53— B R A P S S A 4 g
(neurofibrillary tangle, NFT). NFT 8 /& & 4F i 1 9
BFRAECEEIR, INREIROR I SN R, I
HE5 AB IREAHEVIR R NFT Hid BRI K
E S5 A R H tau M. Tau 85 A X UE IR A BA
KMAE R e 4E R R HEEH . R tau B2 H
W EERE IR AL, AT et 2 BIBHAS, T
Fpp g e ThRe s E 20T

2 ABEMRIR

AP M IR &L N 4 kDa, 2&HATE B iEk
¥ 2K A A 4K 2 (1 (amyloid-B protein precursor, APP)
2 /M B- Al y- 53 WA (secretase) i 45 BT 1) J5 2 Ak
KA 39~43 PNRIEIRAIHEIK. APP [ 1EH £ Th
ReSAMRAK. FMAOS, JFReNE AT R4 T 16
(g ATar Y Y AR I R4 i APP IE # 0
THIF=H). W& R G2 PR (1) 40 35 3 15 APP
e AR, TR LA T AP = AR R0 g Ak T
— PP . X PR RAT R, K E AR AR

Uik, TERRIEMFEERABE, XA B FERIR
JE R R E B R K 2 — . B AT S5 RAE R R AL
BRI N F IR B RHUR B, KA 2 RIR
JiE 2 1 APP JZ y- 73 WARG I g G JE IR ( 35 BN iE 1
H0 R H B2 3K presenilin) RAZ 5] AP = At 2
MR FE, — BRI 5 AR B2 R R IE
F IR TR AL R R P AR AT £
BUE BRI 5l KRR TS, R A — M e . Bl
FHERBIBG M, AR AP IEEHLAE T R, M-S
HAB R, XWMAERET ZFENPEERRIES K
BRI

WFFER B, AP 4 M AU 72 AR 1 Ve b B B
BE 5 2 A R R IR ROR AR G 0e, AR
OB DL AN 5 LA IR B B ST RS, Fr BA
WFFC RS E B TR AR, JLHJE AB B
IR . 1% R O SE B A R 2 5,
AL EMEAL BT, 51 R RIER N, 7540
TAT-S45, DU BTt — 2 ik
2.1 ABSHEZRAMINGERETS

FHZZ RGN DhRE R BT M & o R AR T4 B
FE SR . e fil (synapse) Bt A& 2 1 AN #H 42 0
MIRFEREE I, HARNMERM () 5 HisME
TG B T TEBRTE R e 25 . 3 fl
I BN 5 ik J JE 11 &5 R RN Th RE Bl R B Y B DA S P b
BRI R, AR T 2 SRR N S B
HEEY AR RIS

LA ORIE R R R D) Re R WA HE )L R
TEZ TR B FH ARV rh, W5 XORTK i B2
JZ (1 S A0 DA KA B 1) S kb 1o B 1 75 e 3 Ok
A, I B 0 3 W 5 fd v S8 5 2 A R e 1
BHEYIHKR T X 7745 F A AE 2 4 5 R AE A
RN T e S R S B Y AR A3 B gk —2DAIE ST . 7R
AhsREG A, AR AR AT DLR 25 R AR OK BRI D& T
(ORI P, AT B 22 i R A . T S
PEHCYLAE,  NATT RIS i i 2 THT 1) 2 368 I 2
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6%

2 %% fk AMPA “Z & Fl NMDA 3% A K & ik /> 17,
JIE R A0 33 A A/ % A 1 R i JS HEL VR (mindature
excitatory postsynaptic currents, mEPSCs) 1, Jz it H
RAffe FRESIMIHIGS . BhAk, RSN DL R AR P S50 15
WESE 7 AB AT LA 5 X A I A28 9/ F (long-
term potential, LTP), X & fyln] 44 2= 48 1 gy 1,

FIEHAT 1k, AR XF T 5 fid PR 457 4% L BR I R 4
SN, HECArE S EEZA LU L.
2.1.1 NMDA =2 {4 ¥

NMDA %2{& (N-methyl-D-aspartic acid receptor)
BI Oy N- B2 -D- RARRZAR, 28 THRAR
LR — AR, A [ SE R B (NRT, NR2A.
NR2B %5 ). {EMAIERZ T, NMDA % & 3 %
Iy ATTER SR —J7 W R Ak J B, HL 32 B0 A 1E 5 i
J5i 8% [X (postsynaptic density, PSD). NMDA %% {4
AT PPOMURR I OUER ) I, e PR S I R s o A
ZHABRRZ ] . NMDA 2R 4 805 s, £
SPGB (Ca’") HiBiENE, N SRes. Z1BH LM
i R 45 A B A 2 0 M N 1F S B
NMDA SZARFEMEE R G0 K B I AR P R4 B2 A 3
TER, QiR E TR« P04 T0 IO S 2R
GERR B UK S 5 g ] s 1Y,

KEWARELY, B8 FAFHE THEE LR
IR MY RE M) £ BB — o fENEENE (E
i, B5E T RN S EO I N IE R, /2R
I 0] 3 AT /5 ER - O 2 U T (calcium/
calmodulin-dependent protein kinase II, CaMKIT) 145
VA4 W FRES (calcineurin, CaN) P 45iE . {ENE
BENE AN, CaMKIL A] LLBE il AMPA =2 {4 (1)
FRALRR R, NI AT AR 5 52 4435 11 5T HAR 3 AMPA
SEARAE N B S 5 . AMPA 524K 2 K i =F = 11
BRMRZAR, P HRE M ar i sh . i3
Rfilit AMPA SZAKEE IR = RCR, JFEE2%
PR O BE A2 B R ) A 5 /)82, B LTP, Hik
A, 1ENBEEREE CaN, M7 LL S50 AMPA %2
W) LR, PRARZAENE, HSREZAEN TR,
NI ) 55 J 8 1 0% i 1 R 8™ A ) SR s Sz, 3R
Wt A R H]/E A (long-term depression, LTD).
NMDA 5274 185 85 1 IR BE 7] DL & LTP, 4
ATRAA 3 LTD. A2, 5851 NIRRT
CaMKII I8 6 (5 480 0%, 774 LTP 5 T fIGIK 45
5 F P AL JU) B {4 ) S CaN g, S8 LTDM™,
WA, AP 554 AT LA EL 0% NMDA 2 14,
PEAAR IR BE A B T AR 1Y, AT S CaN A S 11

LTD, 595 filid4e, FRACH SRR . R i T
NMDA SZRIKFH KK R, AL IE & [ 5 fkmp 3
P (LTP) thaz 23] ", BB kM, 4T
[R5 it B P AN [F) W0 3 ) NMDA SZAR7E AR £
SR Ak Th RE RS R E A FRIE A . o S s
JE L ¥ NMDA 324k 5% T i (NR1. NR2A. NR2B
%), FEOEH NMDA 524455 P BRI LTP 4]
T 2 fit J JEE J& 322 1) €7 NR2B 1V £ ) NMDA 32 4 ]
WoBeE, FEURIKESEFHNH, 4 LTD, HI
bR U Ak, AP SE TR AR AT LA i 2 R 5
AR A R BRI RS . 102 A B R T R
o 4 M 3 L b (2 R 1 A T LA A B A
R AT B ) A E BRI B, ORAIE IE 5 R 22 4% SR vt
BtE . R Rl 2 PR, 98l A] BR A R
W Tt A0S 9l J5 I8 12011 & NR2B W 2%
ff) NMDA %4, 5% LTD "%, X bR 7 el
HTE AP PP 2R PEVE R i T B M A,
2.1.2  mGluR5(E Sl K

£ 31 AL 4 & B2 %2 1K (metabotropic glutamate
receptor, mGluRs) /& 75 7 — R BB/ AR X E. 5
NMDA %2 &1 AMPA 528 A[A], mGluR H A B2
TiEE, WS G EAME. Hiarhik, SR8
FPAF ) mGuR, 1 F IR G B AR, HF
WEHE SR AR AAR . mGluR AR FU#HE 574
N34 . 1A mGluRl. mGluR5, I # mGluR2~3,
11 %Y mGluR4. mGluR6~8. 1 BIa] 5k figl C i1t
(phospholipase C, PLC) f Bk, II. I 03 n] 5 R
TRIFMLTE 22 40 (adenylate cyclase, AC) k.

Ik — W7 R B, mGluRS 125 Ap #1%
N SR T AT RS . mGIuRS 7E IE 4 & 4% G
RIEE . #id5 Gq & B PLC {5518 %,
mGIuR5 7] DU R e G 1, 5 NMDA 52 {k—
A2 5o MR . R, 24 AP ERAKAE
P22 0 5 fih Ji FE5 % THT YRR 5 L I 20 P 3 0k 55 B
mGIuRS 7E 5 F R4 1) £2 2 e 752 2080 BB AR, A
1M 5 3 mGIuRS ) 5 8 FAS 85 1 N 3 o, 36 AR
NMDA 22k Th g I Fsh & 58 fil o g ki U7 i
X R YIE S @ I AR . AAE & 2R
T NMDA Z /A S ML # M, mGluRS @it —&
R E TN, FSRAELD; WAL,
NMDA ZZ /&4 51 LTD 7% mGluR (55 4,

[F i), —SHFE KB, mGuRS H& 5T
PrP/Fyn /5 1) AB B4 M. Wi H (prion protein,
PrP°) FH#) 250 NEIERRA K, (2N AL A A
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PR Rz oA, THEAETTERS
U I (AR T /NI PRI B A RN R PR R 22 7T
BRI B EE B A T AR 1, L DhRE S 40 M & R
P A3 5 A DL RS RS 5 Ok . MR TR T 1)
PP 5 AR HE R B ARG MGG 1. @id AR
R PP EEE, AP SERARTT LLBOE B A 5 2k
i 2 1% 2 I Fyn (proto-oncogene tyrosine-protein
kinase) f{ 35 P, AT Fyn X RV B L k2 5
NMDA =248 S LTP o "9, s2363€ 8, mGIuRS
A LL5 PrP/Fyn JE A, 3 Bk AP FE RS,
RS TN, KA LTD. {F 22 PR FiE 5 L K]
B, mGluRS BH W7 71 AT DA 250k R AR o 28 70 4 5%
TR0, IR R RE Bd I s 1
2.1.3  Eph/Ephrinfz 5@ %

Eph 52 445 H Hi BT 0 5 K 1 1% 2 I8 T g ik
— IR T 16 Fhsz k. HrbdrF e 5 ephrin-A
KRR EE G 1) Z AR B R 9 EphA, T4 ephrin-B 2§
O AR 1R =1 2 R0 7 0 52 A4 WKy EphB.

Eph/ephrin 43 ({45 5 il % 2 X al 46 (1) . £
1E[AME S8 71, =4 Eph 2 ARME0E 5, 7T LLE
AR T7 I AN AL R T . ERE B
L2z guH, EphA4 S2 A4 10 22 5] R g =
BRAE O, MILLZ R, W% EphB 24K 1015 5 8 B
T HER SRR A K B R BN 1R S S T
WO ephrin-B /i3 B3 7] {5 5 18 2R e S (R E 42 7T
P 5 22 IR O A2 48 S AR SRR T R 2

£ 5152 0 R S B N Ak D42 K I Eph
ZRRIEENZN, RPARXKZETGESE 724
P R 1 A LR BY G R, AB 4 EphB2
(240 M A I IR R SR A T, 155 EphB2 i
N E BB i@ Ae, AT 2 2 P {IX EphB2 B H
MEDRAEME T ME R Rk &, 5] MR
AT TR fb B 9 /D o A 22 A RORE /)N RS A i B
EphB2 ik, BeEH R AR ZAH 5] 1) 9 firh o] 28 14
AN ThBERERS . Bh4t, EphA4 KI¥6E T LLG|
YRR [0 45 DL S T R R, 1X 5 AP 51 ) R fil
A EIRERH KL Nz EphB2 5 AR AR
ATy, X AR iR NBRAR B[R] — ZE H (1) EphA4 &
55 AR M EZEMN, I SRE R AR, X—
RBOEA Fr it — D FTIESE
2.1.4 CREfE5EK

IR 18 2N J6 1 (cAMP-response element,
CRE) 7245 — Bt 30 bp /43 ¥) DNA Fr B4 i) cAMP
L P A X BURF 8IS A B AR ST 5-TGAC-

GTCA-3' ] 8 bp [aI3C &b Ky, T EAFAE T R 5 5)
THWT b, REENEOREEION, WA T
JEIR 20k P, Y 2 500 A T e AR DG I B 1 AL
LS CRE P40, B 40 i B Z80E P 1 75
I (activity-regulated cytoskeleton-associated protein,
ARC) M5 £2 E F7 K] 1 (brain-derived neurophic
factor, BDNF) %5, XL [ FUK# S 5 s Rl kK
AR 2. Bl BDNF Jfi, BDNF JH 32k TrkB
TEPIRM G RGP ] 2 3RIE, WG HAG 58K
i 328 W SR T F, 189 00 R Ak F 2 E, RY OR ik
AR BT 5 A — 288 CRE 7811y 3L AL
(immediate early genes), & —H7E%F|— RFIMF
S G I H BT RS 3L A (efoss c-jun 55 ).
XL PR G B WA B B9 e iz B 7, 7T B
M EGE “IRE S, GREERIAMRE R, W
BT B,

A R 24N Je A 45 & 85 H (CAMP-response
element binding protein, CREB), 44 8 X, wJ L
WIEE5AE CRE 741, RN 2 R #5% . CREB
(9 P o I B R A A, 133 AL &R A
F B BRI A7 25 . cAMP/PKA., CaMKII, Erk %%
TR IE R 3 AT LA SR 133 A7 )RR A . 7E )5 LTP
1, CREB BEFRALHIHE IR KAE#E T CRE & Bl
MIE, X LTP (4ERrR s 7 RREEMER,
YON A K A7 8 57 (0 B 2 S am g

e AR KIAER T, AR AL B 1 NI 32 &
CaN 1%, MIMii& s CREB LR 1L, SLIR M,
AB AL JE 16 h, RS IR Vi 5 #0276 CREB [
BERR ALK 3 NP, A, AR AT DARRR AR H R 3R
PRSP B, T B AR 4TI Y cAMP (IR EE, M
U5k ERHBT 7 CREB VEPERRIE. WFARE, £2
TR RONE B, R TR PR AL S M B AR,
CREB/CRE {5 5 il #% %2 3| 5 Wi, 53 4L, BDNF [
mRNA 7KF-7E 22 5P RRE RN B J= A 1 X 3547 F
TP, X E L LR BT CRE/CREB i@ #% i
FBAWT . f1-F CRE/CREB i@ /S KWL 12 1) 37,
R RI BT LR T AR R K
12 R R A
22 ABFMEREAMBIRBHLIE

bR TG M A R A S T RERE RS, AB LX)
PP T H Al AR BOE B ik i, PR E RGIR
IR L. BUR A% 7 Hoh LA T I
22.1 AR RIS

WHFLAR, A R B Tl o A Btk
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6%

% (superoxide dismutase, SOD). 7 % ¥ -6- 1 iz /i
£ B (glucose-6-phosphate dehydrogenase, G-6-PD)
S, B = k% S GBS (glutamine synthase,
GS) WG FFAR, M s 2, XKW T H
HH AN I A 40 5 22 AR R TR &R
AB AT TR A O R, TR A A R R
AP F B ARG 5T XUz &5 7 1 16l IR A0 AN 1
NERTER, AL R A0 M 2 B NR 5 13 E A0 R Joid o 4
. JEE AL sE 2 H A, (R T Hith
AR, PR E R P, X g T DL s
AV RR, (EREEE . WA, ZHE
IKIRZE .
222 AR FHIFRLTCA TS

UIHITSCHTIR, AR W] AR NMDA 524K, 5
BB N . IXMME 5 REE 2 EUR A — A (nitric
oxide, NO) & H¢ 39 fn, M1 5l &2 40 g 94 =, H
NMDA 524 BH Wi 751 82 2 B B A5 55 141 il LA AL
Wk AB T NO = A DL K R 4 i 2 vk B
[FIS, TR R S, AKAMRA RN
FONGRLAARRE TS B R e 2, 5l K,
PIIBTSS Y AL vy iR S e (N P G v ) N SN
FRREIRG,  BOE T A R BRI, 51 R 4 T )
Bt L B
223 AP/ FHIRAE RS

RN S N AL A R E () R B, RORE
IR T EERARAE M R AE S KR . A R E
BRI AR AE S W2 AR I e R A OB, 1T
FLAEBEHIE i b RIS AR B, BRI
HAEK -1 (IL-1). B3R -6 (IL-6) MR IRIEE F -a
(TNF-o) %5 98 14 K] 775 & 52 0 ARE i 24 24 B X
W SRIRERW, AP REEEBOS /DR, 51k
ONE SN By FE BRI, /N A0 fif TT DA
UL A BRI M T G R, AR
R TS24 0 KT 55 &8 30 o 22 70 B P B 4 s A
XUE R P A HE IL-1. TNF-a. NO L J % fit iR (19
fRltE, M FERZICR AR BT, JmER
IR FE R, /NI 0T 20 A 5 P e S A 2 4P ok
REH B XEIEH, ERBIE R TR, MR
JoT 4 A AT DA AR AT B, AR HELAER T T AR
AR B

3 tauEBHREBIBRERIR

tau & F 2 M4 70 EE I UE 456 B H (micro-
tubule-associated protein, MAP), #X} 4> F i & N

48~60 kDa. tau [{JIEH DR STHME RO S, J
YERFCE RS E M o tau B A AT LAGIAY R IOANER 43
N Ruii, MERFE X, MESEXA C K. 1E
LR tau B ARV 2 FPR 0BG, TS
etk B BRAMIEEAREN T IIACEE L.
SR, . ZEA. BZRMUKL O N- 4
it 6 % B % (O-GleNAc) B AL % — R A& 1. 1
ZAEPRAE S, tau A KAERF B, HRAR
FUNFT (TR 48 J 2F 2 4 25 22 LT 350 K A b
26, LS. A& Bl ml. it B
HEARNL B N 2 I, X — & o T A0 T 1)
brde tau 8 R A SRR B A LR BERR AL N 3,
[F At A — 6 S A i
3.1 BEBER

Tau 2 A& A2 BERRALAT A, 1L BRI
S U S Y S A R R K B R AR R
PR I PR S0 o PR RRE JR I tau B LR
BLZTIEWA, HIEW tau AW, 1R E
BRIk tau 28 (KR N MY,

J IR 1) tau B N AR A R G R 4
i EEAUT LA () BRME & B R E T,
T Y T IS RGO A i R R R
BERR AL IV tau T 1 5508 B A 455 AU 1B tau
BEM 110, K% T HALIERHE BRI I A1) 2%
Thee DA R R s e BE . bk, B iR ik
(1) tau 148 ] DL 5 108 B SR G 45 A IR tau BR A
BN T AL & B EFEOE R 1) tau 1,
WP IEH S R 4L, 5l E o B T AR 1 Y,
Q) YU EA, N TR, FFFREA,
FE R tau R, BTIER T IR A
HEMBES), EMEITH RO ESE, i
TR BRI S, IRk o R Th RE RS Y.
W R, tau EZEEA A LLS Fyn 454, Jffcie
Fyn i3k AW JEBE, 177 Fyn ¥ 2 5 NMDA Z & /- &
) LTD, Mifisise AB x-S B fdnits .

Tau &5 F B R — M PT 90h 2 RR / 75 S R
PRI A R IR B IR AL, LA 20 0l e ik
3.0 2RIy E BRI

DAEE G A, AR AR A I s R A S L
W7 FIRE S, AT DK 22 58 / 95 2 R B
Gy R (1) il 2 R M 1 2R 1 U (proline-
directed protein kinase, PDPK), H: 45 & M # 7 1] &
X(S/ITP (X AEEEKEEIR, S WL H IR, T NHAR,
PO RR )+ (2) JF 20 B2 406t 1Y) 25 1 B0 (non-
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proline-directed protein kinase, non-PDPK). 7 C %/l
5 22 5P RE A 9% ) tau B A S R AL AL S,
296 4N PDPK 7 &, 53 —2F N non-PDPK i
5 [42]o

RE{E tau 7E PDPK A7 & A= B IR AL 1) 25 1 T il
FEAT - A IME T AH K H B (extracellular
signal-related protein kinase, Erk). J& H &5 (1 44 fit 4
% -5 (cyclin-dependent kinase-5, Cdk5) Al 4
J5 & B B -3 (glycogen synthase kinase-3, GSK-
3) &, fEMAERGH, CdkS & — M+ HER
W A I B IR . AR IEE A oA St
AN e, 2 Cdks H—EHRAGWEME, S5
WA RGN A E DU IER I &iEsh ™, E
TEZ AP RAE S, CdkS BOE & H p35 # K= 8Y
YIh p25. p25 WA I kg p35, i H4H i
N D A AT AR e VA B AN ], DRt AN(E AT DA
FFE2W0E CdkS W 1, i RE 83 R tau 2R )
REREERAL ™. GSK-3 U A A A2 & R R AE F i
tau S B IR AL ) 32 S 2 —. GSK-3 [
GSK-3o fl GSK-3B #4 ] f ik L tau & . GSK-3pB
B FER /N BRI tau B O B R AL I £ BE #H 2R
AT AL, T GSK-3B il 71 I 7] PAZZ i tau £
ot BRI AL, AT 7R T GSK-3 1E tau 5 W R {4
LR P A

REAE tau B (K ZEBEIR 1L 1Y) non-PDPK 17 : 2K
H ¥ A (protein kinase A, PKA). 25 H i C (protein
kinase C). CaMKII. K /s JEPEES /8530 2K - 1K
#i 1 B E  B§ (Ca®'/calmodulin-dependent protein
kinase type Gr). % & [ ¥ /i -1 (casein kinase-1,
CK-1) R E 8 -2 (CK-2) 5. BFFE& W], non-
PDPK {7 s{ B IR A% PDPK 7 s (BRI AT — %€
WEER, 2% non-PDPK 17 s [ B FR 1k 7T DA T 3
A% PDPK A s BB A0 2 L, 380 tau B R A1)
KB, BUPKA Mfil, PKA A 31 tau B R 4 1T
DL 3 GSK-3B X tau & [ — & 51 AL &1 % B2 1k
(Thr181. Ser199. Ser202. Thr205. Thr217,
Thr231. Ser396. Ser422), [Fl i th £ 41 iil] B L6 {7 p
f) % B2 AL (Thr212, Ser404) ; [A£f, PKA X tau &5
IR At 2 X CdkS A3 1B R A0 Ao 550 7= AR {2
3t ( Thr181. Ser199. Thr205. Thr231. Ser396.
Serd22) B ( Ser202. Thr212. Thr217. Serd04)
PER B, dx N — 5 T B, tau 8K (1 57 R
et 2 PR R ILE BN, a5 KL
BRI, AT — 2RI,

3.1.2 FERRBERRL

FEEEJRIEF, tauw K HLZAR /2R
RIS E RS T T2 IR R T RKEM
5T, IR tau %SRBI A AR 52 B 9G7F . Tau
B 18 {7 B 2R 7T LAg: Fyn A1 Sre iR 1L ™.
WEFER I, A i (B R AT TE T8 AP R S
o 20 43 4 0 R AT e g gt o B, HDhBE T R S R
tau 2 R R AN 4 R A7 4k 4 45 5%
32 HiER=EEIE

B PR RE T BEIR AL 1) tau 2R (1 2 9l H EE B
W R o-(2-3) BT A I IR 10 - FUME . B AL b
(1-3)-N- Z W2 FURE Ji AN B- 2 FLHE (1-4)-N- 2T >F
FU B . X LB 7] B 5 22 AR R R R
25 200 M g R B S 5 R Bl A ok P

SRAE RO JiE 22 1) tau 2 2 iz 24k, XA
P ERUARGET IER tau FHAY, AlGERNARIE
K AR RS tau R A DY BE R,
F % tau B IR EE R/IN BROF R B R S 5 R
AL SNFIAT e, REINUAXT tau 2 02K
BAFHUE 0 7E 2 FE R T /D R P bR tau &
FR R G P74 T — @ I SGEER, KW tau &
HRE NS T Z2ERRERN RN XRREE
5 Fyn KI5 S8~ AR e 2 E 0 Y, i,
MU B tau 25 (172 R tau B AK TP REE
BARER

152 0 RE R tau B I8 1] LR A 7E )
) Y, 2 5 )RS 4N T8 (I 3 (caspase 3)
A4S 5 [ (calpain)®, Tau 2 [ # U1 # N — R 5
KEA—MRE, HSMEILET . (EEFEHRIE
L AR IS T NI R KT T calpain 13E
P, P1%) tau BB, (RFEMRET . E T
FEH, caspase-3 B ¥TG, INE tau B AMUIE], i
— BGPTSR — AR T IE
RIGIER, KRRINE T 2 F R B E A RSN
Bafi .

4 ZERRENEYIFRICYIAE XG5

XA R YL, EERRAE TR I
FENFNRRG S — A SRl WRA LTS
Wr, IRE SR 2 H I E A A RIRERG I, 11
TG C LT . RIIRR ZF R AR 594
T AR ) AR LIS T 2E I RE (172 W AR )T
HHA HEE

H BIA V2 ZERRE AR O E, —
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e 22 TR R 2 B, KRBT A AL T LK.
(1) FEFFRIE) . FIRMEZ FRARAE (5K M2 5
HIAE ) CABIE 5% R ZRAH . APP JE A AR
2= 5] g B R R RRE - APP R R4 T 21 S LA,
HENIE QRS BRI T 28 A5 & 491 RE
MRE AP, 1T 14 5 ek i ) 52 R
-1(PST) FEAF ] LS R R M 2 4 R R B
AN RIEIRAFAE VT 2 5 IR 1, SR
P FE YA 5, ApoE FE R g2 1R U 1) — MR
Fo ApoE (1) 4 S5 A5 B PR 48 15 35 22 A P R RE A 1
JRU: B S i A = AN AR B (2) A A T
Feic. FEER LI R A AERE R R . R
AR L) I B AR A RE KR LA G
BRI, 05 B0 M FEBEH Y AR At 28 i 2 4k 2
Zif)tau EEH. WFAAKRM, HTEMAR IR ™
AETERFEDEEL, 2 A ROE R R VR AR,
e B Mk O ML R, A RRE A
IR AL I tau B FIRE BT R ER AL tau
APy Z BT LA (p-taul 81/AP, ) F2& H T EL A2 47 (4
W E i AE bR Y s R AR IC N R TR 5
SRR RE FERCREAH I IR 1, 4] G B B 48 S N
AL G o X M S 2 A R s I AL A
FEAERIR L, BN TR, H5%
FEIR R RO I R B IR G AR G, A DR A I
ZRZL e N i SRR S R g = Revw = N1
PR RORE M R T (IL-1. 1L-6 25 ) mJ{F & - 5
TRAE JERE SN IARICA 5 T IV H R e R AL
(1 ol- BB g ) AT DL B2 A i R e T B
BERE P A AL SO R Y (3) g AR e .
THE RS E Tk FBUWRES, Hi,
ok 235 ) SR R DA B 8 2 A 3 R R A A O . TE F
TR EMTEHE (PET) w] DA & i 5B A [F] 355467 4%
WA Y, TR PR W 4 T2 A R R (0
. AR ATED S (PIB) AL A 454, #E
i F T IR ol ) AR MIpTsE Bl ), T4
i RS B B R .

AT 1k, W B T2 R RRE 16T B 258K
HEWERAMMEIEAZ, KRB RHELTILE. (1)
NG LR 2L R 2. RORAE 2R R E
KRG, MM &k, L EHTEE H
EHe ST, SEECZ IR, K
K H 2 AR Bk R B4 55 (Donepezil . Galantamine.
Rivastigmine %5 ) F1 Z ik IEB 52 /4355 771] (Xanomeline)

e HE R CBERR B AN 245 S, B2 T ()
NMDA AR $5E 5. Wdi S Hrid, NMDA /-3
LTD A& uif TR KRR RS BRI 1 22 A R E 1
R, N S PR AT DAk B Ry e R4 H 1
Memantine J& — Ff 3F 35 4+ 4 NMDA 5% {4 #1 i1 71,
HAKE 29 1) NMDA 24K 5 81 77, 0] L)
SRR, RN A28 OB B AR 3
Al VT, (3) B AB I Z5W. AB UUAR S B K
FEDEHR, [EIRS AP 5L B A BRM & B,
IIERBR AP X T 22 A R VR YT A S B, il
B Ay WA BEAN G FIZE 25, W LABH B FEAS AR 1
PEA U, AR BUAR U AT DARE S 1t 45 A AB, FHIE AB
Rh, Rk AP AR, BRI RGYIE K ae i@ I
PRIRES:, AHARIRI A N & ¥R 97 28 TR0 R AE () — Ay
Mgt . (@) & X tau B A, BERE S H B
FRAL I tau 25 1, AT LUK R B A L B8 18 A0 1 2540
1 (lithium) 7] P40 GSK-3B A 3& 1, BEAK tau 2§
IR A /K, PRI A 5 4 A 9 B A 22 A
FORE 25 1 A, wy R T L
(phenothiazine methylene blue) i i [ 577 % tau &
FRRLR, 0 AR RIE R B 7 — & G MRIE R 7,
(5) Bt X cAMP/CRE 15 5 1 % (1) 25 ). 1% B I =2
(Rolipram) & % 8 — Fig # 4 (phosphodiesterase 4,
PDE4) [FJ4iI57, n] LR TTHIA cAMP K,
WE CRE ik [A, 35w & R T, R IF
3 2 A R R 2 S S aRE T (6) A
SEKH TR . ZERRAE AT K ED
T, MAARKE N T HAmEE, BREACH
ST A EBEAEM, v LA 2 0 R
R, (T BRI . WIREY, MEMER R AT LL
> AR X TAUAR S, (REEshE o s, ik
MU T, X RE g2 A ot 28 S R B
—EBE X", ARG, H AT A A Donepezil. Galan-
tamine. Rivastigmine A1 Memantine JU #f 25 i3 | €
FDA it F T2 RIER T, LRyt
K2 HOEAE T 8 I R ARG B B

5 RENMREZE

SR YL, B ERRE AL+ B A%,
e ZANRRILFEFEARSE R, o5 5HEEK R
PRES (e N A /TP S TN & PR s R BUR T Ve 2
il 5 i it DA K IX B i 2 B (S SUAE R, AT
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