Pharmacy Information Zj#J%, 2025, 14(2), 129-138 Hans X
Published Online March 2025 in Hans. https://www.hanspub.org/journal/pi
https://doi.org/10.12677/pi.2025.142016

TauZEHEM/RKFREP L HBIEIZIET
REGFHRR

FREERE, xR
2R R A A B E SRR R, 1095 R

Woks H . 202542 H21H; FHER: 20254F3H21H; & A HI: 202543 H27H

HE

B /R K HF BRI (Alzheimer disease; AD)R—FH BRI ZIRTIEEN, DUNEZRN AR, SBELIZA.
RBYERE ST AT RS RERF SR T B, AT BE 1 5B R /7, EERBHLS] B g-IE & 5 (amyloid
B-protein; AB)MTauFE A REVIRENEM BRI FB. TauEAR—MUEMRXED, FHTHE
LR ERRE R E M TauE A& 5 EBFEM/RKERRENKMHZRERR, 1 E XKW Tauk 05K
WIEBR BE N MK P IEA R . A BAEN R TauE AEADEE H K RWHLE], LA [ETauk
] 7R PR U RS ) BRI T SR o

XK ia
BIRFEGERR, TauEE, RWHLH], 1T RS

Advances in the Pathogenesis and
Therapetic Strategies of Tau Proteins in
Alzheimer’s Disease

Qingqing Zheng, Yu Liu*

School of Life Science and Technology, China Pharmaceutical University, Nanjing Jiangsu

Received: Feb. 21%, 2025; accepted: Mar. 21%, 2025; published: Mar. 27%, 2025

Abstract

Alzheimer’s disease is a chronic neurodegenerative disorder characterized by brain changes that
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lead to a continuous decline in memory, thinking ability, behavior, and social skills, ultimately af-
fecting the patient’s ability to take care of themselves. The main pathogenic mechanisms are caused
by the aggregation and deposition of amyloid f-protein, Tau proteins, and the Af and Tau protein
aggregation and deposition and their interaction. Tau protein is a microtubule-associated protein
that contributes to internal stabilization of neurons. However, pathological Tau protein can cause
neurological disorders, including Alzheimer’s disease, and it has been found that there is a positive
correlation between Tau protein and the cognitive level of Alzheimer’s disease patients. This article
aims to discuss the pathogenic mechanisms of Tau protein in Alzheimer’s disease patients and the
latest treatment strategies for Alzheimer’s disease targeting Tau.
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1. 5|8

B[ /R IR BRI (Alzheimer disease, AD), —FlIZHTEAL FIAILRIB AT M, HARIE NIEIZIE k. 1BEH
RS I ENThAE N B S AN ECAR 1] R4 WHO2020 £ 41, AD BN T 48k 7 KIET- IR A,
B FERIG K, AD BURRMAERIN. EERNA O ZBAZE FTHEZR, AD RHABMEIR T MR
SRR ZRAIRET T . 2020 SEGTHEORE o, E 60 2 DL E ANBERCRIEAR 1507 Jif5l, Hd AD &35 983 5
B, itk 65.2%; 15.5%EFH A HEENAEER, S8 NEGEIA 3877 iH[2]. HRFEIR, HREKMET &
PERZRIE T, 2015 FFFRE AD BFAED 1677.4 143570, FikE] 2050 44 =14 18871.8 143 7t6[3].

AD HRIFHLEIELHE Tau B H 725 RKE. pICHERBARDIR. WM& RAE. ORI ARTIRERERG . R fil
DIRePERRASSE[4]. TR, Tau 8 H I ELAE FHIZHT N AD B 7L R AR 2. Tau & A 9 B A 5 2hdid
H A H IR RERE RSN, FENE LT YL T $1 2 JORE HFIINJRI DA K Ah 28 6 T BE 1) s,
MM FE 22 P B AT PR TP OR FE AR F o X S B A B AC R, TR T E R TR BRI 4%, 2 241
PR AR FORGYT I E BN . UK, Tau &AM BRI H REAM SFEMEICMER
SEVERR, iEE “HOR R R ER Y B, P IR & o B [5] [6]. SR, Tau HEE R
WA BAABLE] LIS A AR AR FIIAN e b 2, IXBR B 1 X AD A HLEE 4 i B IR BT 5T
Tau £ (A PR EALHEAE B T80 AD FURFALE, WRFFRIELE Tau FIIGTT SREE AL T BB ILAL.
HAl, 1% Tau 8 A0 R CBUE — et &, A% Tau M5 BERRAID SR GZTIESE[7]. A
1M, IXEEYEYT SRR (I R AT G i 2 PR, a0 2Pk e L I F ot e 2 o B R e I 5 o

KRILETERGN A Tau 5 A REY IR L AT AD FHREER, R BOR WF 7Tk IR fiG 7 5
W, 2 AR [ TAU B TR TT SRS K I PR B A AT 5.

2. Tau EREH5SThEE
2.1. Tau EBSH

Tau HH, MEMKER, T 17 SREOMEK, PERRE, £ MEEGETHETTREAR,
X AERFAR O R E RN A FOB S 00 B . Tau S M N IS5, & S R4 M E(PRR) T8

DOI: 10.12677/pi.2025.142016 130 2T


https://doi.org/10.12677/pi.2025.142016
http://creativecommons.org/licenses/by/4.0/

RG>

SEE EERIB(MTBR) A C i 45 K3 2H [ 8]0 FERC A KM, Tau 8 EE /M AESNAME RGP XL
ARG, EPRMERGH, Tau EAFEARTR, @i ENE T 20 3 A1 10, 7774 6 Fh Tau
FEFTAS, BION3R. IN3R. 2N3R. ON4R. IN4R il 2N4R [9]. Tau & (A7 B T 200w nl w1k,
L7, MRRG. BEHFREN, A% Tau EASHSE MM Taw RARAFL, £ T/KFEEHE
B 7R 2 e R SR AR AR TP AN T Tau AL, (RSP — Rl e BE MBS [10]. TIZE 2 H00E 5T, 8 A
FEAR G HTRALE Tau & E#R GBI T HAE AD FITEEL .

2.2. Tau ERINAE

M TCRIESBONE RN, HEMSThReos T 4S8 28NS EH . M. e
QUM 5, et EEARPUK S, P R e B 2 B B AL G Sy, B YR 4 e A
SRAZ Y, T o I 2 ) B [ S 4 2T B PRI [11]. Tau R Mo EENMEHLED, T8EY
MR P S, RS AR, BRI, MR AR R [ 12] . BSOS R G I AE TS
MM R RE L, Tau &R REME ML, NSt 7T L EMPIE, Firgnfes. & Qi
W RAEME TN IR BB 13]. Kk, Tau &AM 4L SN Y RisHE R EE,

Tau ARG SESH M EEEEEEH, 25 GSK-34[14]. CDKS5 [15]. PI3K/AKT [16]% £ fi{s
SaEs, @S HAME AR EAER, AR SMERThRE. B9 %S5 RMThEEZ T
TEEFEVIIRR, Tau HATERMAPEE, FEAEW TR LA BN SCAAE R, 5 BhYERR 5 ful i 25 ¥ FO T
. BHERERRIMES Fyn MR, @i KB RREHEIS(PAD) S 5 T RAMS 546 F([17], RS 5%
flt P A VE RIS S A0k . AR, AD S8 SRR B AT 3 B fh S Al Dh R R RS 51 RS, AN 5 B0 4
LETEFN AL, X FTREE AD BN A AR SR I SR R [18] 0 DRI 4ERe S i Th Ref e 0t AD B HA &
B .

T (A B¢ J5 151 (post-translational modification, PTM) NI I 1 8 H R 2 AEME, 82 591015 5%
S RREIE I AE AR S S E A AR . Tau & A RIHRE 22 2 MBI BB g, &
ARSI . ZBE. B L. 2Rk, WL, AL, BERRILE Tau EARHE WK PTM, ¥ K 1E
R e BIL IR IE (N 2 AR D ERAEER) LRI . SRR B & K Tau & A S5HE 15
A7, P B AP, X P R A 28 J0 I 1 ThRE AN v B GR[19]. B Tau & ABEERILAL, &
B TR Tau 25 A AR E PERUREEMUA, Z 20T S Tau B AW E ARFARFEM20] [21]. X EAEM
TEZ PP IR AT e S 8, T8 Tau & AR R EM M Z T RE RS .

3. Tau EHZE AD R KFHEH

Tau & FFEBT/R KSR B AR L 4338 % O A €, Tau 8 AR5 210 SREERTh LR IH T 2o
ZICHWCE R ETEBOR . MRS IPERS, H& T R 2 TR AT R A A R T BE T B -

3.1. Tau ER AT ERER{L

Tau 5 A HA ZFBERAL A, PR, HAUAPN BRI B AR 2. EFIRET,
Tau & AR WAL T —Fhah 2747, SZHVAR T LA “ R 7 I, Tau & A KA BRI,
SUENA T RERRRT . Tau & A I REBEER (L CRIE BT SRR R JRIHEER I (AD) A A b 22 1B AT 145 05 (B
RO R AN AT PEAZ B RRSD) BOFR SR B IE L — o AR FDRES R, i BERERR AL Tau R EH 55 1)
SRR, HEMAERE W, BOARE 45, B A TS M2 iR, 735k, DRI Tau
B 5 RIET AT VELT 4RI 28 4T Y PS5 (NFTs), X SEREEYIRI & e BA 8E, SEME& T
FETD, IXLLELEE N AR R B Bk UR[22]. FIABY B NFTs J& —Mal e Tau & EREAE
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(Soluble Tau Assemblies, STAs). 7 Islam Z5[23 10 7¢ K Il AD B ¥ STA HA —MZOF4, %X Tau
HEABEBRAGAL 2 Serine-262 I Serine-356 ALK I H T MURe I SR AERF I FLZE NFTs T2 -3k o] DAAS: I 21
7 Merino-Serrais 55246 7k #% 3 Bt X) Tau & AR ALAL ST BT (pTauS214 AT8 Hl pTauT231)%f
Fik N2 Tau Z 1 P301S RAGK(INAR ADFI/NR S AD 85 2 24T A 3 M &K I, 5 P301S /MR
AN, 16 AD BHEMWALR, =R EIL T MARIL, JOH NFT # & 4md, H pTauS214&ATS 5L
AT8&pTauT231 7£ AD F LT Frf#h &t I, ifE P301S /N Ak Fdk e S MER AR, XK T
AD HB¥FF Tau AR AT REE 2 M, H Tau A PRR XIEBEER LG T231 A1 S214)7E
NFTs TR B A EEAEH . CAE I 7482 B Tau 2 A7E AD HFRAE T SR BRIRIL, #5R IR & B R
WAL S HI R HEAEMS NFTs TR VIS, (BN R BERR AL A5 o] BEXT N AS R BERN B, 4B T BERR b 2
AD JE L AL 2 —

Tau F5 (A Id B RRAGIE 1 22 A 0 R Bt 1 A P03t e R A o 4910 a4 L FE) 39 2 1t 1k G -5 (CDKS)
it AL 2 51 Tau R A EBERR (L. CDKS — M5 HABE Tau & ARSI IO BBAH EAER, @it
WOSTE SR 4 (MARK4A)IE 5 Tau HETE Ser262 {7 fifIERR LA Tau &AM REE @
CDKS5/p25/ERK2 Hl CDK5/p25/GSK3 ZRIBCIE KA Tau £ L EBERAL, hnid AD & E[25]. RS
R, BERAFREEE 2(TYK2) R LUl ik R 1k Tau & (A B R BR R (U0 Tyr29), 30 Tau & A A2 M
A A, BEME R B Tau B AR R [26]. Tau & A BERR AL S BEAL i 5 EAE 225 B2 (Ser) FI 7544
FR(Thr). UT4EK, B—ALSmRb 2 A5, (H4E AD B3& % Tau & ABRIL AL S BAA ZREME. BFER
B, B 2 A7 s R AL Tau 25 FI7E AD 2 T X IR, 76 2K PR 1L Tau217&231 Refi% X 7 AD 4
SXRRA[27]0 481, TRIC Tau R0t FEREER AT 5 K Foops BEHL 1 8 HAG W 70 Ri 5

32.Tu BEEANRERE

Tau %5 [ 5% KE & AD BHIN AN EEHRIMAFIE. FHEVE Tau & A0 LLE S R bfE S Sk
PR TR L o W B B A, B B 2 e S, S EUEE 0N Taw AR AE R H R L. 5 Tau
HAREMNHN RO EAMEGEBIHERL . OB, Z 205 W - AR B(LLPS) [28]. M1
& %29]5% . Tau RO FHRERBR R — RS EBRN . HTBRAORENSEL T Tau A
MRS g arfie 71, (RS e, B85 Tau AR S KAERSE, B0, mTOR {55 1 B
A LAERE Tau 2 (A ARSI AL A EE[30]. BOHAF 70 R, TEBEHRALAT 25 S _EAR AR~ 3,4- 30K
% 2, —J%(3,4-dihydroxyphenylglycolaldehyde, DOPEGAL) ] LASLA/H & i Tau 2 (4 ) K353 A7/, fE# Tau
B PR AR AR R3],

3.3. Tau ERAREE

AR A 38R 1 Tau 8 E AL REHLE] A OAEBOR SR EH o RIVIRE T Tau &) LFRA
RE, MHHETHEH B FE, ATl RPAARRE, TWRATEERESR. IRRY) . AL RO IR iE 22 1
PR AL . FH R “IRsE” FERERE. BRI Z Bt R Tau EE T BER S 51 Tau £EH
FHEE, Fowler 253210\ AD & v /) B 41 ffl #H &3 (extracellular vesicles, EVs) K Il EVs f£E4 K Tau
AEWH Tau £ H, HANIEZA G FZ, [N KDL EVs —5% Tau B CAR KA T RE. £ Tau EH
TR IR B Tau P24 “Bopids " A4 B CHEIMEEH, AR 2 AD P& i 48 i) G i
XN F3[33] HALRENLGIOCHIS R QN R . APRIR 4572, JREMMBN KA TRE; RN SHEHE, JEmE
TEXeAT W SR IIREIESE, (R Tau BRI 54 M BEYE Tau & E 0T DUIEE “ B AL LE 4 B 1A 1% 55,
PRIER Tau A MERE32] [34]. XPMERENLHILE AD FIHAR Tau 2 F5H A2 HEZA/EH
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34. Tau EASRIER M

Tau & (157 5 RE B L LT 4E 45 (NFTs), XS040 5ROt 28 00 1E % ThRg, BG4 45
i SN o T 9T B, Tau £ 1 10 7 S8 42 T LASSO /N e o 200 M (B V 2) R T JR o 240 B, R i 8 4 B BT =7
Wi IL-18+ TNF-o 1 IL-6, IXEEYHH A 72t — 20 il Tau & AR ELEEFE[35]. MRYEF K 4 [36 ML
Tau & R EL /N TRANM . A - FURERELE -9 (Gal-9) b HE /NI T 41 g J2 ShRNA-Gal-9 )il /N
JRAHMLH Gal-9 J R S I S50 45 R R, Tau 85 R EMAGE (R BV2 RIAFHERETK Gal-9 H I, 1M Gal-
9 AT EIL BV2 41, (2REE RANME T TNF-a FI3R1L, MIMINESZE SRE R . /MR 4IHITE Tau
EE AL EICEAIEN . W RIS R 40 i fil &% 3244 2 (Triggering receptor expressed on myeloid cells-1,
TREM2) A& B0 1 5 /NS S5 40 R R S AT B, 17 TREM2 (1 85 25 B 5 E 32453 4 5 B0/ B2 J5 200 6 1) 75 W 2y
RESSS, /b TN B-TERR FEER IS BRI R BAT 7R K i R0 1) B3 g [37]-[39].  [AIFE, TREM2
TE/NR A P R IE X Tau S EERR R A EEZAEM . Gratuze S5 [40]8F 7o K IUIE/NR A MRFER S, AB
AEFRAEHE Tau B AERE, 1075 RE S 25BN A0 B S, /N A0 B SR BEAE o B A, FLB A=/
IR AR E AR S T Tau &K AALIEHE, [FIR/E TREM2 3 FR /N R Tau 25 A% B0 B 2 48n. 78
TR 5 R IRk = TREM2 ) PS19 /N ER(PS19/TREM2 R47H) 5 PS19/TREM2 @454 /N RAHEL, Tau
AR TR, LR AN T2 M L S R R[4 /N B R 4 T DA ERCRT [ AR B Tau 2R, (HIX
PRI AR AR, RRERBOE I /N T A0 2 B B A Rl T RE 701 Tau 8214, SN Tau & R
fE¥&. 15 AD BEIRM R, /N ANM R BOE A Tau 28 (IR BAE 23 18] L PATAE 3, S8R i [m] i A0
Tau 7RI BE42]. PLE45 BRI/ NG FRANMAE Tau FRAS T R IE S BB MG, (BT Al ol i,
VAR /NS ST A0 M B A Ak, R LR ER R R AR N B L PE AD R I FIALEL, tBONYRYT AD SRR IR TT
Hwg .

Tau &[5 % REW T LLUEIT £ Rl A RE(S 58 B M4 JOE RN . B, cGAS-STING JH ¥ F
Tau £ (A HE S, FECUNRRAIB R R AR 7. BRI, EREAMEMKEN Tau 1)
P301S /MERBEIH, /NI STING Rk BEH M, H TBKI1 HEABRMAKTF &, MERR T
cGAS J&, ™ Tau FAE KM RAER T/KFThe, TBKI & ABRRIL KT T, XEAR e AD 3% (i
L 2t bl 2 3 [43]

Tau & 575 SREE 5 P14 SORE IR N2 [AIAELE S 2% BAH FLAE o 3 S8AH EAE AN T 9 2R Tau
HAMMESE, EH— DL TR RIER P, TERCBRMEEIR . Bk, PRZEX LSRR T —
ANEEJF, W RES Tau 8 58 REMME JOME FIBLERIT KNG, 4 AD AL 2R 1T VB
AT SR AT A

3.5. Tau EH S p-RMHFERVEEER

B-UERIFE K H (amyloid S-protei, AR)HE A AT /R 2 it ER v FIARIAR 4, X AR HLEIIH 7, B0 3
Ak 2l Tau 8 E 058 REML R p-IE A B A HIEIG AR R, 1M Tau 8 A REEH H I
15 60 % J5, B I S5 07 A7 AN TS 2 [44] . 78 [F 5 )8 B2 K 1B 7 BA 3% R B JR 2K g BRI A 2 52
G BNEIEE R 209 45 5%, JE0HEE AB-PET. & EAThAERILIR G AMIA Tau-PET A&l
BARAEAT T 07, KIL AR VIRRBE S8 T Tau i B M %0 X8 F M) 5 Tau J B 5 NG X ()5 i [X) 2 [H]
MThRe Rz, HOX P B IE B SR AD RAEM BHIH O I, AW FE W AFAE[45]. 172 Re % He i
R Tau ¥ LR S S BRI X, NP Tau 25 IR, 0T 0L AB I8 Ik 3 56 o 350 45 [X Sk Th R 422
KT Tau 8 FOREFER IO, MMINE Tau 3. KULDhReEREsanlE N R 2. WIm 1
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VbR ED

BRUL EAERAE, Ap Y Tau A EA—EWFEAEM. R Gallego-Rudolf Z5[461F 7L K I AB /KF
T v R Rk DX 3 R 35 30 T, R DRAT 50 (1) G I AN 55075 3 i o T [R)I A7 42 AB Al Tau R
EI DO R, B KTk s, KIS SR, ks i AmdiZ 1 PR w5 — Tt
FERIL, AP FI Tau & AN FIG X (155 EEAR ST P28 [l R R A E 22 57 TR 4k, Tau i ELIE I
IRt ML, 5 A EFER, BEIRESThReACIZRIE. TER T, AR RELS MBS 2 i A
K MR Tau BA TN AS A AZRAAL BRI I E, (HMERIGHERE, 204§
I RERERS[47]. AB 5 Tau HETE AD T EER & — MOV R RRELE AR, W R B E oIt %
B DIREIERNG o R IE S AL, HIX M EE A E X AR k. X iR 7 AD e —
RBP4 R AR S5 3, AR RTS8 Ap I Tau & A RIM EAEFINLEA AD 2590 &3R8 14
TOBTRE f e DS AB T Tau 25 FAH BAE FH 1) G851 BUR R AT 259 T 1, P RERCNAK AD ¥6
I 1T S o

4. ¥0[5) Tau FEAK AD RFATTRE
4.1. BREREITE

HrRESUAR A B R R, BRI A4S SR B Tau B AR ERAL. (HIEHK, Tau
LGP R 22 B AR N B ) = IR PRS2 56, DRIk 0 a4k H B A B 7 8 B 2 5 Rk R R L
. el Bl 56 [H FDA PREHTE 254 Posdinemab FEIL | R I K BRI 5t

Posdinemab (JNJ-63733657), ANEAGERAT, HEFFRALLE Tau & HH (0] X SR @B R AL . 1F L2
B 1)) B Tau 25 U AI4MH] Tau B EBREY B EIRKRATHIFTH R, Posdinemab (1) T Ml RIALS 25
TEARE 52 FI R AD B3 b R R AP e VRN 32 1, B a7 IEZEEAT 1Ib B PR IR % AuTonomy
WF7C(NCT04619420), #£ 2025 4F 1 /1 8 H, Posdinemab 37535 [E FDA Ho#@E %a%, M 1677 F 16T
IR UGB B (48]

Pi Tau B AP — HLSRAGEHFLIRIT AD MR, HETEXZEASHIRIAAEEE, H
‘BTE AD EE P ATRIES SR E 2T, R ERIIRIA Taw EALHE AD B P ER,
PL#CAHT Tau SGUIRIET K 7 E KM S PR . 177 Posdinemab 3K FDA R IHIE 1 % 4% 45 Fu] SR I BRI
BEE AR TR A .

4.2. GBI

T PR, NGRS FEEDN, SN, 5T oosEfein, o R, s
PRI, PORSGZ, BA 2 B RS

IsoLiPro (JEAi#K), /N2 KE R IEE AR 11 (USPLDIMHIF, @ik #i#] USP11 f)3ik, #hn Tau
HEAMNZ R, (RBEFFERE, M S5 B /R 2 B (AD) R BRAFAE . 7E 2 FhiE R AD Zh) Ay
W, TIsoLiPro i3 B T KM ) Tau B8 (I RIBERR ML Tau B AKE, [FIN S8 7RG A0MBS . s
JONE SN RIS 5l ] A . TR E 2024 SRR BE 2025 SEHILE o BT I R IR 3649 -

4.3. FEVERE);AYT SREE

JRELTE Tau 85 E7E AD &5 2, AHIGRA K T E KRB JEFEIT AR RS L M) Tau JEH A7
o HEMRA EFER Tau 5 H 9 RS
S K2 BI T EIAF R T —Fh 3+ =3P HE A 21 (tripartite -motif protein 21, TRIM21)FH7 T L K]
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BEIAR YT SRR, RERE U B PR HIE BR SRR SO BRI AHOC Y Tau 85 FURSEAR, AN IR (1) Tau BHE .
fATTH Tau AL A IGKTA S TRIM21 [#) RING Z5#)I8R A . 24 Tau & AR E LR, TRIM21
) RING £5Mi8 5 Tau B AR —NE LS, 1ER “iFH” PERERPN . —HZA RING-FHHG RN
FREMA S, RING EHEHEGE, FHOE N REEBEBINS50] [51].

BT TRIM21 (97 3 RS AETS BRBT BRI Tau 25 SR AE T B 044 B2 o (R HOR SEILATY TR I 5K PR 3 4
BRI IE RGIIR G FAERENE B DL RIS R FE 4k o AR B0 70K i — 2D R &I e ML R T V2 I
PRI 77

4.4. AAV N SRERETTE

JIRAH 5 B2 (Adeno-Associated Virus, AAV)/™FEERTVEF L m 2. AR KEIRIA DL KR
B MR LA, CRONIRIT 2 Fhas A ER A LR AT R A /1 L B . Hu Z[52)i% IR 5%
REAE N, RIARBNBRBMIER T AE DAPP)FI R ZR 1(PS1)XUEHE R (APP/PS1)/) i
TR E A 70 AHEAEH & AR C Ku(CHIP) &, XN A Z e fE R, /&I CHIP i %k APP/PSI1
/NERH Tau K& Tau BEBRACER /K22 TR, N RERTF . X BB T IR SR F AN S
FERTVEAE PR B AT R I B RE 7, R AT R R ERRE SR 7R IR R o (H AAV SR AE 7= il A
Wi HEAR, MHARLREEI T, AAV IS HER R K 2 R AR s .

4.5. BRI

Tau & ABERAI L RE 2R EARMBIEAN TR, WA, Ja SE[53]K DAL 2 20 Ak 2
MAPT/Tau P301S # 5K/ RS JZ A To )5, R 7AiM ZRiik Gt S DR, B WA 250t 2 25 0
I, H e A S 5 5 ) R R A Tau 25 IS B WIS Rk TR B IR I5E O I i AR & O A8 RIFRTE
MAPT/Tau P301S ¥ 3L /N & it R 4G /N IR A 2 Bk g b 32/, HoAR A Tau 28 0 ¢ i IR AR I b,
NN SIS REFERG A B T B3t . D4R R, W STt R B2 Rh 2 A4k & th mT LAE I R [ Wk B3 Tau
REAMERR, B KR B CBD)BE HWE/EH, {21 Tau & FIEFR[54].

5. REERE

Tau & FIEIE# N R IEE EEAEH, W4k &onsiifae, WATMEANYIRIEHm S . memE
SAET, Tau 8 5 B B R AR 2 5| SRR 7R g BRI S5 4 22 R AT R0 K A o Tau EFIE AD HTI
RN B 2 AR, AR IR = R 3. fUSRoe IR . RALTIRERrs . SO RN
LK S Ap AR EARF . X S B FE L R S B & n B AT M AR A R Th B NI, #E1) Tau |EAMIZ
VIR BRI TT B AT PR I E L7 ). fEULZ /T, IRZIBE SR Tau 7378 458 ThRe S R R AL
JoNEE, {HLLHRTSERE AR T BIER B 2E Tau JHASTE AD B RARIRASE M. B, wbp sk
Tau (AR EITEG . HAT, ZFZAMEREMHIR . BERRAIHIR . T, BRYT RS S
G ARREG T B, R TIEPRGR, (HREERARIE, X2 o B KB iR T k4% .

B T BRI Tau BREIZ5Y50, AD B3 RISl KBty EE . HETN AD & F 42
THEAFE DAL R . AR RS, BEE BRI S, MR R S R A R R AR
Tt HABEBORI AD (9 ER . SRt 7 R IE A IR A Ybr &, AD iR 1k Tau217 (p-
tau217)/K V2 Em T H A4, H p-tau217 FET AB-PET B ZAR T p-taul 81 JKE i £ 4R 1% 2 11 (GFAP).
APA2/40 FIMH AL YERE(NIL), TM7E AB-PET BHIEMGIH, p-tau217 7K R I PREHE X%/ 55 Tau 6 fuf t
B e T ae 71[55]. /& Warmenhoven %5[56 i 51 A @ ik i 3 75 0 G s 3 Brikiit AB-PET. Tau-PET
BEAT 23 B R I3 9 P 5 92T e 2506 U 2 AB-PET A1l Tau-PET S, {H 5246 ¢ kAR AL Tau 2
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(p-tau217) 5 IEBERE AL Tau 2 0 ELBI (% p-tau217 WashU) &35 s T % o #rik, 3 H% p-tau217 WashU
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