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[ Abstract ] Alzheimer disease (AD) is a common form of elderly dementia that currently lacks effective

treatment. Therefore, early diagnosis and intervention are particularly important. Currently, peripheral
biomarkers are becoming a research hotspot in AD. Recent studies have shown that plasma p-tau217 plays an
important role in the early diagnosis, differentiation, treatment monitoring, and prognosis evaluation of AD,
and has good application prospects. However, further standardization of laboratory protocols and optimal cut-

off values need to be determined. This paper reviews the above progress, aiming to provide a basis for clinical

applications.
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AD S IR WY —RiRIR A, 7 BT Y
50% ~80% . ADZIE B, B W e, ISR
Z 3 (cognitively unimpaired, CU) Ilfi R FTR B 244 5
TAHI P S (mild cognitive impairment, MCI) Fif 3% By B¢
FEE S B, AR K A 20 ~ 304, —H
AT BB, BE W B AR R 252 BB
F i B ET R BB AD ¥ JC A RIR T T,
2 BT RO EE R, B IEmEE N
(amyloid B, AB) ULFUE B & 4 Bl tau & 33 &
WRBR AL I B i 28 Ji 21 4 28 45 (neurofbrillary tangles,
NFT) J& AD RS AR FRAE . H ETAE YIRS 2 94
AAD B2 IHESL, WU A B 1o/ A B 4 FULAH L K
i p-taul8l, A B IEHL T AR AR (A B -PET) [

tau-PET, {E A BAA GRS 5 5T AR, R
e PR AR e, A1 R A i SR R 7 AR A HILAS
R PR, TR AR R0 /N b
JERREPI R AD HIBRF5E S

FUAT, T 5 88, s il o i R FF &5
(4 % J&, A5 553 1 B 51 (Simoa) . 4 B2 DLIE - 5t
1% (immunoprecipitation-mass spectrometry, IP-MS),
Meso Scale Discovery(MSD) 5, BT ADANA
YRR EY ST, K2 p-taul81 | p-tau217
ptau231 Z T ZIIGE", H 2L IR R,
1 p-tau217 AJ B4 3t T 132 W 5 40) AD | 3851
AD 55 HAt AR 2B AT ML LA M o o e 5 90
Je T A R RS R, A SOt R R
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WIbREWILETRYT AD i i R IEA T 2538, B AN I
PRI A A

— I3 p-tau217 75 AD B WP 9 VE

1. AD FHH 113 p-tau217 7K 254k K 12 W o 1
P BRI p-tau217 K2 K 23 F MSD - &, If
52 PR I3 p-tau2 17 76 AD I JR 1T [ B 389 75, BE v
XA>AB FHPESBIVER . Palmqvist & HHE , 1M
W p-tau217 /K- 297 MCIL & A 20 45 Fir gl BT 5
WS HAAE L3 A B FH A CU S5 B CU BB 3 1 2%
p-tau217 7K ) & B, A B FH P CU B8 3 p-tau217 IfiL
WKV T AR BIMECUBR 3.9, 3.1 184",
I LI 3 p-tau217 7K S 34 A1 08 BE 5 T p-tau231 M
p-taul81 [12]0 i i £ F 1| (area under the
curve, AUC) 2K F| W 12 Wi Ui 8 2 1, p-tau217 BE Ui
B b X 43 A B BH M CU B 3 FTA B BH 1 CU £ 34,
AUCAY 54 0.83 ., 0.84 F10.90 “* 1 1) HoMs 1 B 5 1.
AR /A B 4 LU E AH 25(A B /A B 4 FTAUC=0.79,
p-tau217 B AUC=0.73 ~0.81) ""*1. {H 7E MCI B B,
M3 p-tau217 12 Wi HE 8 £ (AUC=0.86 ~ 0.88) {1 T Ifil.
AR LA B 4 L EAUC=0.70 ~0.71) "™, £ I IR
BB, M3 p-tau217 LB A B BHAE: 12 W v i 1k
E TS p-taul81: FTF MSDF-4, p-tau2l72HiHY
AUC=0.91, p-taul 81 12K AUC=0.89 °'; £ T IP-MS
V-4, p-tau2l7 12 Wi 19 AUC=0.86, p-taul81 2 W i1
AUC=0.66""", {HEMCIB B, p-tau217 5 p-taul81
W % 2 BH M (AUC=0.93. 0.92) °), QuzE" ! [ HF
% @7, L3 p-tau217 XF MCLAT AD (1) 12 W i 1 74
14 F 1 3 p-taul81(p-tau217 () AUC=0.97 ~ 0.98,
p-taul81 () AUC=0.61 ~ 0.84), 5 Chen 25" ') 1) B} 5%
ZEBZRAL Groot%[ 7] A T Simoa . MSD P-4 R
S K 12 p-tau217 XF A B FH A (42 i v 1
RT3 45 5 A T (Simoa - 5 [ AUC=0.91, MSD
4 B AUC=0.89) . Janelidze 25" Xt MCILE 2 1fi
I p-tau217 7K - 43 ] SR I IP-MS ., Simoa 1 MSD #6;
W53 47 A B, TESE00 A B B 5 B MCLIN, 1 5%
p-tau217 K SEAFAE 22 5, A B FHAE: MCI 4351 J2 B3 1
MCIf 3.6, 2.7 f12.04%, IP-MS-F-&5 £BEL, HF
HE—2EHHIE

2.1 3% ptau217 55 fiki 15 W p-tau217 Y C R s LK
p-tau217 5 5 W p-tau217 ZPIFH 5, Janelidze %[ 10]
R 5T R, 3T MSD ¥ &, L3 p-tau217 5 i A
W p-tau217 76 A B B PE CUAZ 3k % FIA B FH P MCI
ZAR B YIAFAEM N, Wi A B BIMEZ K T A
S 55 B A AH M, Ossenkoppele 25T (g BIF5Y

#E— BoR, T MSDY-5&, I3 p-tau217 A&
T p-tau217 T I tau-PET BH P4 — B PE 2K 4 83.00%
Therriault%[zo] M98 B~ , 3 T Simoa - &, L
I p-tau217 5 i B W p-tau217 XF A B -PET [HE: 812
W P BEAH 24 (AUC=0.91. 0.94), FRBFFEFR, i
W p-tau217 7K AT LS Bt o 5 W p-tau217 254k, 5
Fii W p-tau217 B A R ZE 2 Wik RE . 36T A [A)
FEHEARM B R W BN, 3K p-tau217 5 ik
W p-tau217 F IEAH K. Groot 257 G, LB 2
B&F Simoa il /& MSD - 55, 1l 3K p-tau217 5 ki W
p-tau217 3 5L B A Kk, {H Janelidze 2" (i F
9% .7~ , A XT F Simoa 5 MSD - 5, IP-MS - {5 i
7R 1ML 2K p-tau217 5 i 5 W p-tau217 B9 #H 5 P e 5%
(IP-MS“F- £ r=0.891, MSD - 4 r=0.755, Simoaf- &
r=0.669) .

3. 1M p-tau217 7KF- 5 AD Gy JBEE K] Ke A Foft /7
B 5 & . 28 85 H E(apolipoprotein E, APOE) [
AL 4(APOE ¢ 4) 2 H I C MR M AD B3
BAL N2 . Brickman 25 JRFSC R, AR I
Pk B B A BE R APOE ¢ A¥E M7 % | 1 APOE ¢ 4%
5 13K p-tau217 7K 85 TAEHEH7 25 (0.31 pe/ml [b
0.22 pg/ml, FTMSD¥-5). 9K APOE & 4 54E#E |
PR BB LT & — R 05 BA5 A 0 Hr i, 1
p-tau217 W BT AUCHE G, 50.86 ', Yt — 4
HEICAZ AT T B 17 28 DA HTI A S AR £ 4y B
I, 3 p-tau2 17 TN AD £ 4 45 P9k i 22 05 L 1)
LW TR PR 45 15 (p-tau217 B AUC=0.83, p-tau217 Fil
PSR AUC=0.91) 2,

F% 2% —1(Presenilin-1, PSEN1) F:[R =45 25
WEPEAD Y LB P 2. Palmquist 45 RO BFSE B
7, #54 PSENT E280A 2872 (1) CU B I LK p-tau217
KB T AR R A M 4 (4.5 pe/ml H 1.9 pg/ml), 757
PSENI E280A Z7ZEAIINHISZ A0 B/ THE AR AR
CU % (16.8 pg/ml 4.5 pg/ml) . 7E—T KI5 7.61 4EH
I\ 1) RSB 2T 7R, CU Y PSENT E280A 2875 g4
BAEFLLEET, 10K p-tau217 K TAER DR &
(5.27 pg/ml H.2.53 pg/ml, F£F MSD-4), H-AE TN
) 9 A B -PET Fl tau-PET 95 BHK - DL K 38 3R [A] 12
FEE AR BEAS (k>

%A JE G 25 A AE (Down syndrome, DS) £ #
TEA R AR ER L PR 1) o B R T B AD B 55 5
ABE. Janelidze 2 2 HFSE R, 3K p-tau217GE T
MSD - ) Al L) #7251 tau-PET 1 A g -PET BH %
(DS A, Jo A G AR B RS I tau-PET S35 10 1
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Wi PE B B (AUC=0.96 ~ 0.99), 454G 4R | t-taulif A B
PET FHAS th Z8 it — P45 (AUC=0.93 ~ 0.95), Jf:
R K p-tau217 5 DS () MMSE $F-75 FAf 56
HHT, A LM ptau217 BIRFFE T EAE e R SE
IR, Fof AR B E S 5 s i . — I
BABIAH ST R, FEAE T SE R A, 110K p-tau231 1
p-taul 8 1AG I A B 9 B 3 A HE R A 7, {ELIfL
W p-tau217 7636 [ ZFE AT BoR 1 R A2 8
HEHH P (AUC=0.84, H PG BE A AUC=0.85, dE 7
AUC=0.96) ',
4. 12K p-tau217 5 ADFRPRAG R A ¢ 113K p-tau217
5 AR BE A tau 8 1 23 B B 1k % BUNFT 5
R 22 4] FH . Thijssenf‘ff[g] B 1M K p-tau217 5
A B %55 8 Thal ] F1 CERAD #ff £5 % BF He 3T 43 46 5,
Palmqvist %[8] B 5% R, L 3 p-tau217 5 NFT 1Y
B 5t % BE v BE A G, I 5 Braak NFT 43 A #H ¢,
Matisson-Carlgren 23 1261 o, IF SE 1 3% p-tau217(% T
MSD - 5) 5 A B BEHHl tau & A 3 B W 92 1L T h
NFT 5 HLAH ¢, BV 76 30 NFT % HUR B & 5 3
W L p-tau21 7475 5 A B BESLR FEAH ¢, i EL i
W p-taun21 704 T T A B BKEBR B B tau 25 (1 &
BERR ALY WU NFT % B 2 18] 9 AH ELAE . DA B BFSE
W, M p-tau217 & 5 A B A 56 A9 tau /0 8 20 A
(I A AR 5, BT tau 2 LR JE UNFT
ZHTS A B A I tau & O BE B R L N &
— I L A A bR ) S 2R SR i
W ptau217 . 13 ptaul81 5 A B BEH | tau 7 1 2
WEIR fL T2 B NFT ¥ AH (Y JE T MSD - 153), {H 1 3%
p-tau217 AHICPE R, X AD - FH% Eﬂ%’%ﬁ@l’ﬁg‘[ 7 ]o
5.1 p-tau217 5 ADIAHIF SCFR : M3 p-tau217
5 AD A% U0 A5G, 7E i i BioFINDER-2 BA
G AN S [ Mg B2 r 5 S DA A 5 b, 38 8O I
I p-tau217 5 RN FI 8 F1 5 TR 2 G T MSD
) 1L Palmavist 2 RF Y R, 75 A K2 3
PSENI E280A 72 #5417 & 1, I I p-tau217 /K ¥ 5
MMSE P43 52 fAH 2, T7E CU 7 & v & & BUA G
P BEAb, M2 ptau217 K5I Z AR Z 1158
AR H RTINS S PR G . Wan 25 BFSY
7N, I3 p-tau217 ¥e i 5 5L AD (1) MMSE -3 2 T
K, M p-taul81 A B8 A FHIMEFIR A ELISA)
6. 1M H p-tau217 5 AD $ & AR ) K R e MK
p-tau217 7K V-5 AD i 45 ¥ A2 40 A 5. WF9 s,
113 p-tau217 55 MR St 9380 i Bz Joit &8 3 522 171 AR
SO0 A B KSR I prtau217 5 MRTE R

A B 1 SBT3 A G, RV 155 8 15 5344 22 RDFRIG A4
Eﬁﬁ%rﬂ%@ﬁf&ﬁ%ﬁ[ " M2 p-tau217 5HH] AD
DA SRR X — A D i A AR L f A 528
M2 p-tau217 7K V-5 tau-PET A 56, 3 35 K7 A S|
R, tau-PET BHPESZ I th MK p-tau217 KP4
10, 5 Py R R B8 1 2 tau-PET 7 15 571
SR S0 0 i3 p-tau2 17 T tau-PET BH 4
HA & B UC=0.96) "), L p-tau217 F1
tau-PET 22 i) {1 — k1% 86.0% ~ 87.9% ',

TE X 43 tau-PET BHYEFIBH 5 1, 1ML P-tau217
EE L T 10 p-tau 181, LA I35 b 25 22 4% 4%
i [ (neurofilament light chain, NfL), fili & & A B 4,/
AB,H MRI“*, Ossenkoppele %[ OIAE B K
p-tau217 . tau-PET 5 AD A 5¢ & BURRAE (9 5C R B &
B, I3 p-tau217 5 APOE € 4 #8577 & . A B -PET Al
WA B o/ A B 4o EULE FAH DG B 53R, 1955055 & g
Je 01 A 7] T 5 tau-PET S 38 A 56 . — T4 ¢ R4
AD B 11 p-tau217 /K- 5 tau-PET AHOCHERIESY 2
7R BRI p-tau217 K1 S LR34, Befs
FEN IR Rz 2 | A Bz 2 AT 2 T tau-PET 78
B U 10

M3 p-tau217 5 A B -PETAH X, H ZE 7 tau-PET
BH: Z T8 O AFAEX FIAH G . BioFINDER-2 Filffy
Wz Fr S B, MK p-tau217 K5
A B -PET/REFFIEURSE " 7E A B -PET FHIE(H
PR 2 tau-PET 1R CUSZRE 0, 13 p-tau217
K5 T A B -PET Hl tau-PET 4 2 B 4 14 1F % 52
RE, IFRELAAUC > 0.83 X A i . PRk W1
W p-tau217 S5 A B A & AY tau 1 I AR (4 30 A=
Yrbr &Y, B AE PET R I 2 tau JURL 2 Fi 5t 2 FF
ﬁﬁ‘[ 10 12]0 Mattson-Carlgren%[%] F F BioFINDER-2
BAB 5T 2211 , tau-PET #6300 3] tau UAER S A, 1L
W p-tau217 5 A B -PET FAHSEE T 38, FLIX AR AR5
PEAUAE A B -PET FHPE Y5514 F A HE. 7EA B -PET Al
tau-PET 3424 BV 1) 3238035 b, 19K p-tau217 5 PET
7N B R B O TE AR OG5 T AE A B -PET FH P 1 tau-
PET B A 2Z &, 113 p-tau217 {05 A B -PET 7~
PEFERHCH S ; 76 A B -PET Fl tau-PET £ 4y B £ 52
WF T, M3 p-tau217 5 tau-PET 71 B 5 I A AH 56
PEIR T 5 A B -PET /R B3 B A AH OG22 B 1l 2K
p-tau217 7E I B B O KRR B b s A B S BE, 7
JE BB BESE AR b Wt tau B . Mila-Aloma %>
B FEE— 2 R, ML p-tau217 BB S BLTE 75 A B
BEHCZ TR A B WAL (ET MSDF-53) .
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T IR prtau217 78 AD 5 HADA 2RI TR
S5 1

R o 2 A B, 1L p-tau217 A4 SRy S8
S AD At b 2838 A7 M5 A 1 R A AR S
Palmqist 25 7 S 1) 50 F) 4t 25955 B 27 BA 51 F
e R, FEET I p-tau2 17 7K -5 B 312 AD
550k AD B R E R T I3 p-tau 1 8 1 FINFL(p-tau217,
AUC=0.89; p-taul81 I NfL, AUC=0.50 ~ 0.72) .
FEFf L BioFINDER-2 I RIS (A1) 2) i, X1l R AD
i 5 A i 22 R AT PR Y S B HE PR, 1K
p-tau217(AUC=0.96) /&5 F Il J¥ p-taul81 ., IfiL %% NfL F
MRI(AUC=0.50 ~ 0.81), {H 5 igi # W p-tau217 . i &
Wi p-taul81 Fltau-PETAHH LU TG 22 5 (AUC=0.90 ~ 0.99),
YHIPEREA . Thijssen 45 7EIL B9 —ASFLIBT
FEHR KRB, I3 p-tau2 1 7 FE S HIRGFIRGZ AD LE51F
(B04% AD i | 32 5788 S A S5 PE R A T T8 AN s
B IS 45) RV AR A AE (L35 B SR 17 45
BAE AT HAZ LRI AT R S TR AR R
A it A AB S 28 Dt M A T O 1 LA B SR S R
JREANEEA TR Jr R B 7 (AUC=0.96), {H5
M3 p-taul 81 A7 He, 1ML 2K p-tau217 7K - B & F 1l 5K
p-taul81, (HR 2% . TEIm K BAS 1M 3% p-tau217
T AD FIAR I AR PELE A IR Z (R A IX 43 AT i 3K
p-taul81(AUC=0.93 £ 0.91, ¥JFETFT MSDF-5).

#% 55 4K $i % (dementia with Lewy bodies, DLB)
1A 4= 75 995 B 2% (Parkinson disease dementia, PDD)
JEIG R H WL Z A A PR R, R A IR AD
g B, e I PR 4 ) PR M, Hall 4500 B B 5% B
#£ DLB 5 PDD & # 1 (G T MSDF 65), % & Y 1fiL
I p-tau217 Fl p-taul181 7K F- 5 B I 1 i 5 7 A B o
A B oo PR 55 1 tau-PET ARAEAC R HUE H AT G, I3
p-tau217 T tau-PET BH M ALK A VR A B BH %% =
(AUC 53524 0.84 , 0.88), fF IfiL 2% p-taul81(AUC 53
2 0.78 . 0.81), I3 p-tau217 ELE DLB 5, PDD
FRH TP AERRIR ) AD B

Yu 25 G 113 ptau217 % AD EAT R R
RE AT 5 501 AD 1 & 1 2 A AH € tau 29 (primary
age-related tauopathy, PART) ., & J MSD-¥ 5, AD
M3 p-tau217 /K55 F PART 2%, 1113 p-taul81 55
T PART 40.0%, Ifil ¥ p-tau217 %51 AD 5 PART AL T
113 p-taul81(AUC=0.82.0.74)

40.0% I 7 Ji 18I 7 25 B (corticobasal syndrome,
CBS) fEAD S BE, Vande 25 (R 58 7R, 76 CBS
B, R A MSD Bk 28 &6, 12K p-tau217

B RAFY AD f B AERA (A B -PET AUC=0.87,
tau-PET AUC=0.93), REHERR I CBS HP ¥ 7E B9 AD £
F, AT CBS I ARG o R B ik

=LK potau2 17 76 W g R 5 S PEAL
I VER

biti AD PR INIERE , MK p-tau217 A 5
DAY, T H M BioFINDER ZA [ AFI FIMSD -5,
Mattson—Carlgreng‘?[ 3 Eﬂ:% T CUFIMCI Il 3 p-tau217
IR AL . TERGE A B FHEE 1112 p-tau217
K- Bifi Bsf [ 35 1 (CU 434 i1 32.7% , MCI 41 3
hn14.7%), TiAE A B FAYE CURIMCIZ iR E h, 13
ptau2 17 KPR FFRRE . LAk, 78 MCLES 1L A AD i
SRR FE T M3 p-tau2 17 BEZE I RIREAS i ke, (H
ABLEATS b F MCT B Bt 5l % A5 SRl AD 14 9 8 1) £
WA WS T H, BF9E s, 1K p-tau217 /KF
(BN A A AR TE A 2B AT g 5 5 3
XA FFHE AD 55 Al 23R 47 0 X 4 Ik,
A5 2% p-tau217 Bk AD SURK I RE S B S

ML 2K p-tau2 17 J2& T 00 AD #F & | TA 50 53R 1) fix
HEFr & W, fix T Mattsson-Carlgren %[35] k18, 1&
BioFINDER-1 A %] H1, Ifil ¢ p-tau217 /& F Ul A B FH
P CU B NN IR M A AR s W, 45 SR A 28 1
U7 2 N B 7R PR 1 R B TE AL (WRAP) BRI 75 31 56
WEFFET MSDE5) . R p-tau217 HE T I
PRATADINHIBE 1) R R4, Binette 25 FURF ST 5%,
112 p-tau217(FE T MSD - &) St iR A MCLiE
AD B T R, O T At 1 S A s 7 0 ik
A B 42/40 . NfL 5 I8 53 R 1 £F 4 25 A (glial fibrillary
acidic protein, GFAP) 415 (AUC=0.84) . #¥41M10K
p-tau217 51 SR IA MR APOE JE R RUAHZS 4
XF MCIIE J& Ry AD i 5% 10 190 000 4 o M i — 25 38
(AUC=0.89), Pereira 25 " RFFY 7R , 113K p-tau217
(FEF MSD - 7) 384 =5 58 2k 37 0000 E i % 4 tau-PET
SR NS A IR, BT RE AL
FEMPERBENLIR 2, Rk, Cullen %58 34T T — 1500
- AR SR AT, 45 R R LK p-tau217 (G T
MSD - &) 1% 2% e /N, K MCIHE B 2= AD %5 5 475 45
e B AT B T S 58 M. Groot 21V % Simoa . MSD
WA EHEARIEAT A, TR ML2K p-tau2 1 7% MCI3E
J& 25 AD i 5 0 o Aff M AT J AR — B (Simoa - 5 1
AUC=0.88,MSD V-5 1 AUC=0.89) , {H Janelidze 25" "*'
B, M3 p-tau217 T A B FHME MCIHE R 2 AD Ji e
FIMERTE, 3RS iz R MSFEH 1 AUC=0.932,
MSD - & i AUC=0.889, Simoa - 5 ) AUC=0.872),
Herf MS S AR
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I3 p-tau2 17 G 1) 384 1105 6 25 406 0 A 2, 5
SR TESERG I RATIYBE . Mattsson-Carlgren %%
HRAE, 13K p-tau2 17 RERAEH NN 1 ABRIEZ , Bt
JoR A HEH BB L, 7E CU B2 f=—0.005 7 mm’/ 4,
FEMCIE 3 f=-0.006 8 mm’/4F; A Jif (14 ¥ B 35 45
B, 78 CU B35 1Y f=—7.56 mm’/ 4, MCLE 1 f=
~12.0 mm’/4F.,

I 3 p-tau217 9 1] 34 =5 5 AD s B 9F J& A6
o Leusy % L B, fEAB BIECU R E F, i
MW p-tau217 5 P IR R 2 U 5 LAY A7 4 tau-PET #5
WEAL S BUE HL A AR AR TR A M S, e A B FHE
MCI & &, 10K p-tau217 5 i fZ 57 X tau-PET
PR e AL BB H B AR AR LR A 56 (BE T MSD - 7).
Janelidze 25 R GE, B4 A B FHM:CURIARB FH
PEMCI 8 2 13 p-tau217 /K F 55 T 2.5 pg/ml, N IR
B2 JZ tau-PET AR AE AL BUE FLAF S IR 2 T 5626 400
I3 p-tau217 AR 5 (< 2.5 pg/ml), F25T M
FELL N WL JZ tau-PETAREAL B IBUE FL AR N12.2% .

1M1 3% p-tau217 A ) FF 5 5 A R0 1R 25 VI AE G
Cullen"?"’ SEARAA , 7E CU B, IML3K p-tau2 1 7 {HAF 1%
P AFRAEZS , I R AT AD A5 53752 (preclinical
Alzheimer's cognitive composite, PACC) Jill 3% f=-0.20
(FETMSD¥ ), Mattsson-Carlgren 55 13 W BN,
TECU B, M ptau2 | 7 ARG 1 MR 2, IR
PACCTESMINGE f=—0.004 8, Mi7E MCIEEE, f=-0.11,
24 ffi F MMSE 7E RN FIEE BT, p-tau217 #FR A4
B AN FRIE 2, 7E CU 3 MMSE P43 F [ hin i =
-0.15/4F, ZEMCI 4, f=—0.35/4F,

EHAB I AR S p-tau231  p-taul81 A B 42/40
NfL }2 GFAPAH L, 75 I AR HT I MCLIY B, HA 1 3¢
p-tau2177E4 ~ 64E N E I A B HPESI B 1L,
It H A M3 p-tau2 17 A2 11 386 05116 PR AT AD ()
I R AL A 25 46 < GE T MSD - 5), &5 9 IF 16
WRAP 57 A S A FESE 10,

12 p-tau2 17 Fifi AD %5255 12 JB 3 25 75 b (4 R E
A F T PRI vh A 7 RS Wil Pontecorvo 25141
JF )% B9 Trailblazer-Alz 3 56 & 7~ , 5 242 & 5 A0 L,
Donanemab(—FPEE ] A B 4B 5T REDUIAR) 1697 BT 8K
191 AD Rl B R OR AD J Il JK p-tau217(Simoa F- 57)
FIGFAPREAG, 5 A B i b ALAI . Arendash 25
T — T/ INEEAS 22 51 fL R R T AD BR BRI ST v & 31,
2L REIR YT BB AD AT, FEXT IR p-tau217 7K
- (BE AT 2428 HA TR

Y | 1L p-tau217 76 AD Y AT REFL T

i FE R AL ) tau 2 P12 NFT A9 EE 5. tau
E A 70 24 BPRR B0 05, 145 40 ZA W
Ao I3 B au AP ES N R T AR E B &,
LW AR, T p-tau 76 AD H USRI T #4712
WIRLRE @, tau 2R (1 BRI A AR AR A A
DA I IV ta 5 FH T 6 S M o 1 i el R v pfr 2238
AP AR LG 5 B e AR G o 3 AT BB LV p-tau
FEHXTAD S WHER TS T AR MIRKHZ —. [F
B I Y8R5 VAt 4) BT T 5 A R AIE AR AL, 3K 2
tau {4 AD MR AE Db i i L, 75— 2 R I
PRUE T HE 28 p-tau 25 11 105 06 WROK - 22 18] 7 —
B

TEHFAR A R G, AL p-tau217 KR F
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