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ABSTRACT: Alzheimer's disease (AD)is a progressive neurodegenera-tire disease and the most common form of dementia. There
is the heavy burden to families and society with the growing number of AD patients, which forces us further to explore the mechanism of
Alzheimer's disease (AD). Among the pathogenesis of AD, the tau protein hypothesis is more popular. The microtubule associated
protein -tau, with its abnormal phosphorylation structure by forming dimers, oligomers and neurofibrillary tangles, involves in the
pathological process of AD, under the interaction of proteases and regulatory proteins including protein phosphatase 2A (PP2A),
glycogen synthase kinase 3-8 (GSK - 3), cell cycle dependent protein kinase 5 (CDK - 5) and the Bcl - 2.Tau and its related structure
may either start or promote the apoptosis of AD or inhibit the acute apoptosis but contribute to the chronic nerve cell degeneration.
Uncover the mystery, may uncover the mysteries of pathological changes of AD.
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Ze LB AR, B R ALY tau ZE AR S e 1
Kk, BEA WA ME A S B & oM T (B S
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— BRI AR BEfERE AD R ZHBET- ML TTE 2 WA tau (5
WL, WYL tau B (RN tau B B SR SRR (L AR
RWATMA . Bl JUFE 38 RIS H RN tau
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YL PN 3 7 P R, Tau 8 19 5838 LU R IR 2k #E 0 2 d M A
H , tau (953 BEREIR fL 76 AD E R gy {T o £ €00, 152 H R BIF
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AD J5 i "PAEAE 3 Fp tau R Z0MLS HhOEH R BEIR 1k
tau(C-tau) ; 77 7E T AN AR TE BT 2 220008 2 vl i Y 55
e BEWRR 1L R0 tau (AD P-tau); PHF FiI SF Hr 54 sl bl 22 21 4
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H B 5MAEE AN AR T, T HXF 1Y tan & (6
S5E R ARPMEES &R R 1) MAP {055 tau MAP1 MAP2
S T GO A 2R SE Bl IR a2 i, 5| R e s v, S|
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I0 I 2R IR E e ( - BEA 45 4 Fh2$7L: PP1 PP2A (PP2B #il
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PP2A B— N RIKE, B E DA — N R OB
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P25, % CDKS M fF tau R fh B e 5 2L PRSI Bl 50
o, EERIA A p25 WY [R) IR CDKS Jf M 1Y R L tau 25 11
BRI . ALY UM AR Tl B X SRR WOR
CDKS5-p25 372 7] RES2 AD g AR J~F i — > EE B 40 R 40
Kanae lijima-Ando 55 A 7E54 36 KR B S 06 % B0 T —Fsf Y tau
T B4 - K6 A% 55 -2 (Checkpoint kinase 2 ,Chk-2), J&—
Fifr tau Ser262 (i , A A 30 v R B SR GA Y Chk2 A] LIS 58 tau
AT,

IR O R RERERAL tau B A FRAOAL A BT K
IREBERR AL A 21 DMALE RGBT — U B il )
T BTE AD R CREMPLLREE SN T tau 2 2R R
P Ak Ko 25 gt ) R AH HAE
3.3 Bcel-2

Bel-2 BT BLIA T-AE A, #8702 BiBE AD i bel-2 5
tau FEFIAYSCR . I bel-2 B R IA M 2 R e
FDE X H R (U LA DV IS R 10 b il T
IEH I R, XAV E FEUE tau BERR 16 I T Ui a2 ol 7
F tau BERR AL, $E7m bel-2 ANREIRTT tau 25 (1 AR R AL , XS
Pz TT A PR B VR T AT B8 5108 R 1 B S B 1 JEP,
Troy T. Rohn ZE0F 5% i E 263K Bel-2 #%:3L K /N, (Triple Trans-
genic Mouse of Alzheimer's Disease after overexpression of the
Anti-Apoptotic Protein Bel-2, 3xTg-AD/Bcl-2-OE mice ), & ¥
WP 2 Aegi 2k U 5 tau 2R I Z4A% AR —2L, caspase FITEL
f4) tau 2 1 R# 2 NFTs JE R0 SETk 254, bel-2 AT LI cas-
pase9 .3 {if Pk, FHLIEHZH tau 2517, 278 Bel-2 il Bk tau 2
FIBBR S JREETE I NFTs Jl 2% AD i /e, Guise BT A 2443
Z4151 77 S 42 B (paclitaxel )55 SK-N-SH it 281 41 g8 40 fifd 3=
RS I BERERR ALY Tau 2 S50 T R B, 78 tau B 1 50 0
TR ALJE 48 /NI Bel-2 @ik (Bel-2 2 i ) it £ i
HT Bel-2 BBTIAT-AEH o ATRIAHAE tau 53 BE S B RRAL)S
bel-2 FLA T VRS, MU R MR T EER R, 55
FEBEIRALIY tau B (235080 T DL L Bel-2, 4] Bax (ki
PRANM (52 ¢ AR I caspase BB , M TTTIEES AB A3/
AR T, Bel-2 F@ERRALAY tau 25 1 [W]2h PP2A 1)K
Y, SRR tau K 05 bel-2 3E4 PP2A [ KRR
I, 23 Bel-2 L@t (L8R Bel-2 EAHTMTIE M)
/D, DT 5 R T RS, S i 2R I tau A s B AR (LT
HATHESE Bel-2 (1 L, T bel-2 St BER BRI 1Y tau 78 1
BRI RS B L, B 2 O R AT T — BT

4 BRESRYE

ML A R 8 BERR R AL 1Y tau 25 A FEPEAE T
TIPS R AN A SR ARSI tau 2 1R TR ], BB 22 1)
WFFEARIN i B AL tau 25 SRR TR I NFTs SOniA St 1=/
Mo &4 MR E£ N, Taw S 53] AD 1 B s
eI R AT SR E AR TR B AR A REAT 2 — R
Z ik 3Tk — RIS, ATRESN AD B9GP ITHB A S
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