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[ Abstract] Alzheimer’s disease is the most prevalent neurodegenerative disorder leading
to cognitive impairment, but its progression is subtle and the early recognition is difficult. With
advancements in disease-modifying therapies, the need for precise early diagnosis of Alzheimer’s
disease is increasingly pressing. Fluid biomarkers of Alzheimer’s disease, detectable in bodily fluid
samples, are intricately associated with the disease.It can be used for screening, diagnosis, staging,
prediction of disease progression, and clinical trials, playing an increasingly critical role in clinical
practice.. This guideline systematically reviews and evaluates the spectrum of fluid biomarkers for
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Alzheimer's disease, propose standardized protocols for sample collection and processing, and
delineates the application standards of fluid biomarkers in disease screening, diagnosis, staging,
prognosis of disease progression, and clinical trials. A total of 24 recommendations have been
formulated. The publication of this guideline aims to standardize the application of fluid biomarkers
in clinical practice, thereby advancing research in Alzheimer’s disease fluid biomarkers.
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A5 BT AN LI RAE AR A AR R
2023 4F AD P2 [H Br 23 1 (Alzheimer’s Association
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(https: //aaic.alz.org/diagnostic-criteria.asp) , B¢ AD
Yibr W5 AD A% O bR S AR 4 5 1 AD Jp B
HE R S AR AD S BIAR S . AD LU AR
PRAEPIHE AD FF S PE R AR T IEFN tau 5 BLAR G
fU$5 AB42 FEAR 1k tau (phosphorylated-tau, p-tau)
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AD i AUC 4 0.86"", 7 MCI & & s i2 Wt AD Y5 1
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AE FL B Y p-tau T PERETE AL . 24 L AB-PET 1E
12 W 4 b eI, Gl G BT 2 K R CSF
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HEBRPERT . AE SCD M1 MCI #2 % H , CSF AB42 5
AB-PET Fr i HUHE LU (H (standardized uptake value
ratio, SUVR) Z [0] ) — Z ¥ 2 86%, 1M p-tau/AB
42 Fl t-tau/AB42 B L {5 AB-PET SUVR A — E %
K 92%*  {HXF F AB42/40 HAE LA K AB42 Fll tau
B4 AL, 1 it = -4k 2 B IR LU A 14 12 B e A 1 B
T BEAh, 3 COAST BAFI & Bl CSF NfL7EiE &
AD IR R 9 AEFF IR T AR AD JRUSS: 9 T e
ZREE

JUETEAE FR 3, CSF (R T 5 & R}
2 I 25 45 38 O TF S 28 R E AT IEME ZE IR . AR
XTI s A R A A IR 2 ) — 00 i 2 LA X
A PRERAVE A4 K2 13% 1 AD [ 3%
FE 23 AR o BB 2F A DGO R Rt
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CSF FREEXTHERAE N B R B , B 2 %
ARG, ME LU TR X R i 2

HEFF = L 7: CSF AB42, AB42/40 H 18 . AB42/
p-taul81 , AB42/t-tau F p-tau A F 7 AD I & # 1 1
A, T LA T AD & & A B 8 B 8 7 & . (1A)

HEFEES:CSF AR T EZE L EAHEF R AR
B AEHTAAEAKfFE (FRER)

(=) bR S T AD 2

FHXTF CSF, I A= Ybn 5 ) HoA R T 8
T B R AR A R 0 A 48 I 34, PRI 30 47 A%
FERR L2 G

1. AR FRAR AW « MK AB ARSI TE AD 21K
M EAEZME. FRFE LB, K AB42/40 L
B 0 P AR S AR AL AR DG . 2535 o, I
W ABA2AE X 43 AD A& RN AL IE 3 7 T 2 30
AT R SRR R B (R LU 88%, ¢
81%) , At AT LAAR 4-4h X 53 AD Y514 MCIFIIA I
IEH #H (RWUE 86%, T 5 B 90%) ' . b, LA
CSF AB42/40 LLAEAE 2 Wi & brife , — I JE T A~
ST BA B B AFF 5T K BRI 2K AB42/40 HE A FE A AT IE
4 MCIFN AD Fi ) f8. 54 Hh RE RS E A S I CSF AR
42/40 oAl 5% # (AUC=0.81~0.87) , B ilE T 1fi 3¢
AB42/40 FLAHAE AD IS W R BY M

2. tau 5 BEAR AR A LK p-tau 7E AD f8 45 h K
LT, 2 W AD B TERE T REML T AB AR B . 7
BioFINDER-2 BA %1 H1 , 1l 3¢ p-tau181 /K F-7E AD #
SEPA I b 5 BB T 0y ke 7E CSF AR B
BN IE A AR MCT R 3 B I, HLRJE: CSF
AR BHAE Y IA R IE % 4 A HMCL R, BRI 2
CSF AR FHME M AD i B35, 13K p-tau181 %
1 AD F 55 A0 H At ph 23R 7P B 9 AUC 8 0.82~
1.00, X 43 tau-PET FH ¥ F1 1 ¥ () AUC & 0.83~
0.93, X 43 AB-PET FH % F1 [ ¥ 9 AUC K 0.76~
0.887 BLAb, W 5% & 3 1ML 2% N L p-taul81 7K
-1 EE A E (r,=0.820 2) 1

AR F AL BE R AL tau, ML p-tau217 7€ AD i
BT R AR R B T R kU AD g 3
MR IS WHERR YR T CSF ARG . X T AB YA
P, I3 p-tau217 fiE #E B 3 9 AB-PET FH 1 &
(AUC=0.92~0.93) Tl CSF AB42/40 Lt {4 F% ik &
(AUC=0.96)"", X} F tau 5 F , 113 p-tau217 RE Ui
ify 0 tau-PET FH P & (AUC=0.93~0.95) 11 CSF
p-taul81 JF 55 & (AUC=0.97)"" . 7 K BIF 5 (L IE 5
T3 p-tau217 A1 AD 55 BEAY A G 1E . 5 CSF

br & W0 A0 EE I 2% p-tau217 B8 p-tau217% X 43
AB-PET 5 tau-PET BH 1 1 B4 19 14 6 N WE F CSF
AB42/40 1 CSF p-taul81/AR42 [LAH , I HLAE NG IE
GRSl R (VR DR Y TR e
et L 5 H A I 3 AD B0 bR B WM,
p-tau217 X 73 i AR 95 BRI tau Jg B 19 1 RE B bf-, 18
F p-taul81, p-tau231 Al AR42“>* Iy &b, IfiL 3¢
p-tau212 Fll p-tau217 7E X 53 CSF AB42/40 [V AH 1E &
A0S O T EAT = R — ok, p-tau212 PZWr AD |1
P e AT BB #223T p-tau217 HAL T p-taul81 . p-tau231,
(e B R 1) 5 o S I A — 2B B E

3. MEAREWA G - 5 CSFiZWibr B YA,
ERA AN AR 1 p-tau A BY T2 M AR Y 7E AD 2 Wt
TR PR RIISE A LK p-tau217 F1 AR
42/40 HeAE 1Y A5 AL BE A% 1 i K Bt AR i BEE (R=
0.57)"* . — I HEF W5 4>l 57 BA B (9 AiF 5 B o
IOAB42/40 L {H BE A p-taul81 F1 2k IR & (1 E
(apolipoprotein E, APOE) %t X #Y 58 42 #E 5 R il
CSF AR42/40 I {5 & % (AUC=0.90~0.93) , 1fij ¥f
p-taul81 4 K p-tau2 1 7 B, iZ2 Wi PEREA AR (HES I
oAb bR R 0 S ) HE R R

BRI, MBAR B LA, S0k H S AD &
WA R AEWS PER  APOE 5 DR 750 1 d 280 B 3
Il IRAE BARLE A, T RE L P —Ar s ) B B 1Y
BWIERE . (HT5 R AT REAFTE (L G, W iR 2
VRIS P o 2 R S

4. H A B bR B 5 CSF L, R H AR
AD KU FREIUN NILFI GFAP, REMS X /A1 R fis
FHHNANE R & Ak ebiE s = AD RS, it
G, —2HE CSF T ERIE RUEIIAE AD B ORI e
IR AS v R FH 32 217 BRI, it = 5 Ak i)
& WREERIA—EE Fr 7 MR UL, UK
Bz KA asE e, ik, Barise= L
WEHE 2 B A M bR 7 4 0T LAR F AD 92 .

MR AZTR MR TR 2 B 2% 1 AD bR
WFFE 7 I o A% PR S hR AR ) B2 OC T SE R Rk i
S5 2H J< P A AZ B A% R (ribonucleic acid, RNA) 4 &
FEADIREAE . BRI, i 4H R A B A2 1R
HL {3V % ¥ iB & [1 6 (transient receptor potential
canonical 6, TRPC6) {Z fif RNA (messenger RNA,
mRNA) K75 AD F8 35 HVRE R P A, U6 I A0 A 1
TRPC6 mRNA A fE & AD B 112 Wi 19 28 9y b &
Py A, %N RNA (microRNA , miRNA ) 7E 41 &
I 2238 S, TR AD S B EFE . BFSY R,
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miRNA 41 £ B8 0% i # X 73 AD i ) J % (AUC=
0.855)"" LW A WA A v #5717 = & 9 AR W0 IS M
5T, LG AB42 | t-tau Fl p-tau, H: /K5 CSF A N b
YRR ARG . WFIER I, AN A AB42
t-tau 1 p-tau 181 X 53 AD Flfdt 5 X} B 1) AUC 1 4351
1551 0.93.0.89.0.88, 5 CSF 41k ¥ 112 Wi sk 71 40
M, BN T AN bR Y T AD 12 WA
JI L WG RIR, — Ss BR  Hi  fh 285 I 3 5
fih 44 36 2 1 2A UK BEE AD i e T KL Xy
AD FiA FIIAHINIE 2 19 AUC 2 0.87 , U3 38t 1 2
MCI B % 1 R A 97.8% , $ R HAE Ky AD 12 Wit
PRAEPI ARSI AH X S AR R I T R AWE
7% LR HAE AD i T fE

5. MVBbR A5 PR 5k - H R, AR AR AR
W 1) K B AR B M ELISA & @ Sk R A 5 11
Simoa, ECLIA, f ¥ Ui JE-F 3% B M &%
(immunoprecipitation-mass ~ spectrometry, IP-MS)
ST Mo, Simoa A1 IP-MS $ AR HAT 5 5 1) 2 8
BE O KR 5 OB o B 4k, Simoa® phospho-tau
181 (p-taul81) Ifil £ i 7 £ Fl Simoa® phospho-tau
217 (p-tau217) MLk 855 65 34 4K 15 52 [E FDA 8 1%
PEBEST SR MOASE , T IFAl 50 2 K LA F AR B
BE R AD XU, i B2 W AD s 5 T R e 2 20
HE T 19 HISCL™ B-Amyloid 1-42 KK 7 & 5
HISCL™ B-Amyloid 1-40 Al i:450) Sth I E 7 H AR
A, T AD B2 Wy . 38 AR B IR R Y
BT TP-MS HOR MY IS 7 3% (TP-MS-WashU) & T 46
X AR R 55, A F 0T A D £R 3 A v R A B 1
) S DAY

W AN, MR AZ B AR WA I B A, 10 AL A
Il F¥ 7 (next-generation sequencing, NGS) | 3 £ it
% 3 S W (polymerase chain reaction, PCR) % f# ith
L5 DO PCRILAE  WAE AD 2 Wy v A 4 1 22 4F
. ETFT NGSH ARIF A1) The Helix Genetic Health
Risk App /=& B 3536 [ FDA #EAE , 1238570 & i 4
18 % DL I A APOE JE X 22 251 (41 rs429358 Al
rs7A12 V51D, IVPAS I & B AD B9 RS . A APOE
FE R 43 RS I ) & (PCR-2EGHRER ) B 3k 15
K2 o B A SR E , TR B AD IR 2
Wro 2T qPCRAG NG 26 10 2 miRNA 4145 9 £
AL AT F T AD R 7 A R Bis e, il AD &4
BHAR TR OB AR

WEBER: TEREALETE RBERN T
VML A AR S A B 5 T AD, (B4R R

fit B CSF A2 M 2% PET it & ¥ — F 3 52 (£ R FER)

HEEE I 10: 2 0k 6y i 5 AB42 . AB42/40
B \p-taul81 .p-tau217, DL & i % AR42/40 {8 Fk &
p-taul81 =% p-tau217 7 UL Al T Wf AD.(1B)

EFEERI: ODEAED S AD LR E £ F
# M 5| (APOE 3t [F B o 48 2200 38 U 3F 2 5 )R 15
BBAER, A TREADW LI, B LA
%ML (2B)

(P9 i bR 59 H 5 AD i £

FHF AD i 5 i) I8 s 5 9 24346 AD 0
FR&® A 12K p-taul81 A LLFE AL X
Tfids AD & . 7EAE X BASI 1L p-taul81 A
PIKE: AD B3 5 IAANE 3 & 4F N X 43 FF 3k (AUC=
0.84) , fH AN fig X 4+ AD H % Ml MCI 2 % (AUC=
0.55)“", Ifil 3¢ p-taul81 /K F- 7E AB-PET FH 4 H.
tau-PET B4 i JE5E IR # (Braak BBt 0) " E ik 3%
TS AT AD HUA R A L i AB42/40 A
fEAD SEAR IR AT R B e Ak, 5
AB-PET (AUC=0.84) 1 CSF AB42/40 Lt {f (AUC=
0.85) ¥ HA R ATy —3iE", X i fr 03 AD J A
i AR R B EATIAE M A . — IR gE e T
XF MCT 8T 28 i P9 AR B AY “PIA3k7  Si—2
38 1 B F I 2K p-tau217 AF AT APOE i PR U A4 4
REAL S BB AT AR W BRAIR b LR R 432 L IR
IR e IR S8 70 i) B2 A 25 A A B g BB
P 5 265 =20, AR i XURS: f8 35 E 4T CSF AB42/
40 A5 DU LA 22 AR o BRSSP RUIS: 710 v AU A8 3
N JCTE 4T CSFREIM . A AB-PET My 4 biif, “ Wik
2" AD M MCIAY HERG 2R 185 88.2%~92.0% ,
AERLI /D 61.2%~85.9% 1) CSF K v £

WA, — TR 5T & BRAML K NFL A GFAP & 4 22
BT MR ARG, BR BAT AD R i
T 85 [E A= W) RE A (UK Biobank ) B9 KAEA 34 &
P, 1L 3% GFAP . NfL.GDF15 1 LTBP2 fE # fif 10~
15 45 T 4 PR 22 | AD I I A5 8 2 1) XU
IXEEHIF S Ry N LV AR 0 B AR ) O R S A Ui A 4
HE TR

W E W 12 1 % AB42/40 H fE | p-taul8l,
p-tau217 ¥] LU T & AD &3 . (1B)

WEFE DL 13: ¥ GFAP NIL 7 LA T ff &
| A ABE BB A AD 4 R (1B)

(FO bR S T AD 431

AD FE 35 1l B AR A 46 AR DR P IR 2
Yr Y45 A 220 TR 55 ARG AD S B3 3 7 v
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£ 45 Braak 43 #°° | HE 57 B JR 2% g 8RO B I 8K A
(consortium to establish a registry for AD, CERAD)Z%y
1 . AD il 2 %5 3 2 28 (AD neuropathological
changes, ADNC) 23145, 2018 4F NTA-AA 15 H5 42 H
] LU T CSF AR S W4T ATN 43039 - i Fi] A42/40
FUAEFT AB42 2E SC A 53 5 p-tau & T 433 5 t-tau 1&
SN CSF s H ) p-tau217 W] LATERf X
43 ATN 43 #1#%%  Braak 43 #] (AUC=0.93) .
CERAD 4> #] (AUC=0.89) F1 ADNC 43 #] (AUC=
0.88)' . p-tau217 FL M fdf FH (% 70 A HE B M 5
p-tau217 I & AB42/40 Lt fH AH 4, 32 R
p-tau217 HA J B AD Jg BRI A9 ) .

2023 4F AAIC % 4 1 AD 1B 1T W12 Wb i 40l 40
AR S, FHA A CSF FIHERA Y 1 3% 5 & 4 78
AD S A SR, bR HER FRAR AR S YR AD 43
A a (R bs ), B AB42/40 LEE |
p-tau217. p-tau231. p-taul81 5 % , 1M p-tau205.
MTBR-243 FIHERE R AL tau 1E 5 ;b 1 (), 76 a
B Atk L B p-tau205 5%, 1 MTBR-243 F19E
2 A tau 1E 5 5 ¢ B CR ), 76 b IR S 6l | ih 21
MTBR-243 5% , MR At tau 1E 5 5 d 5 (10T ,
LRI AREYRE. REFENE,
MTBR-243 F13E®E 2 1L tau H BT AE CSF $175 256
UE , 1 JCE 38 2% B L% %) MTBR-243 FEHE#ERR 1L
tau 1] A F AD 4348

B W 14: CSF AB42/40 I A . AB42 . p-tau
F t-tau T WLJH F ATN -3 (1A)

W = W O15: CSF A i % AB42/40 . 14 |
p-tau217 . p-tau231 F p-taul81 ;& AD 47 44 H #x &
#1, CSF # i % p-tau205 & AD F ¥ 4% & 47, CSF
MTBR-243 & AD & i #5 & 4 , CSF 3F 5 B 14 tau 2
AD B AR R 4. (1A)

HEFEE I 16: CSF A2 K p-tau217 7 DL ¥k F
T AD 753 2 #.(2B)

F ARV A N T T e

AD A5 5P 7K 0] LTI 5 9 20 2, o UG
AR AP AT DL BRE AD BB 35 05 17 17 R R

CSF AD #%Cobm i 9 oA Sy J2& i A i tA i 1y
AE T 5 RN S5 0 J2 IXUBS: I 48 A o A2 A HIE B AT
t, CSF AB42 FLEL tau ZKF- 58 S5 IEH A A LL,
1 AF P E J Sl AD i 28 i XURS: R 1% 38 2 16%,
3AFE PN IR A AD F R 1 AU FH 6% HE 28 64% 5 1E
MCI A BErf, CSF AB42 Hll t-tau /K 54 # 5 1E %
BRI, AR N PR O AD B9 XU B 2% 38 in &=

26% , 75 3 4F N HEJE Ry AD i S5 19 XU Hh 99% 488 i &2
82% . I A, L Y CSF p-taul81 K F Al
p-taul 81/AB42 LU {H 5 A M IE 5 3 7 4F N i Jg
MCI (4 JRUBS: AR G, 1 AR % CSF AB42/40 F Al 5 1A
HITE % % 7 4F J5 7F J& o MCI Y KURS A 617 . CSF
AB42 . p-tau/AR42 Fl t-tau/AB42 L {8 i fiE % 151 Il
MCI 835 KK 2 4N I DI RE T IR, A= Wb i
FHE 2 4F P I TR 1 7 0F 72 & 32 (clinical dementia
rating, CDR) M4 EFE 24 1.5 4%, 17 A= Wb 2 4 B 1
F 1) CDR B 3 2 <0.5 737, CSF AB42/p-tau [
(AR e Rk 9.2 4F Pt J Sy AD i 2% 1) BH 4 73
WIAE S 91%, B 14 B (K N 86%'** . 45 & Tk
COAST BA I XF CSF F 75 90 1) iy B P4 9 1) fF 557
CSF AB42/40 LR W] LA 10 4F J2 DA bt 19 % A=
TAHIEE RS B AU | p-tau AT FH T 94 10 4F P9 323 &
Az AR RE Y IKUR: | T A B42/p-tau A AT LATFEAY I
WIFE I XS . 25 BT, e AN CSF A= Pbr
WAl LA RGE RS AD 5 01 R

LR AR Y5 CSF P iR B AT 5 W R
H— AR, R LU T AD BERE . i
p-tau 181 7K - T & 5 5 PR A I D BE T R L 3
I 2 8 R S %8 8IS R AH OGS 477 W T AR I
H (HR=2.5)F1 MCI % (HR=3.1)5 sF- N #F /&y AD
P 0 KRS, B T I 3% AR42/40 e | t-tau AT
NfL“ s ADNI AZ 1, 13 p-tau181 HEMS TR A I
1E & 4 4 IR MCT AU (HR=1.82) FlT MCI
B 4 N HE R AD BR (9 XU (HR=2.06)""
BioFINDER A% H1 | IfiL 2% p-tau181 BE M il IA 1 1F
4 (AUC=0.84) F1 MCI £ % (AUC=0.81) 6 4F- Py i
JE& SR AD SR R JRURS ™ o 1 2 v ) FE At B R Ak tau
U p-tau217 F1 p-tau23 1 232 I T0 00 5 o 0 S 1)
i R (E W S =1 i = WL (OB 5 R N
p-tau FEFUNPERE RG2S . BEAh, LK AB42/40 tb
B AR I IE 3 & AE 184 H N i AB-PET B 1
HEJE Ry AB-PET PHA%: (% XU T = 15 4557, A8
FH M A% U A 75 0 R 8 B8 55 DA R 1E & 25 T MCT AR
F 1) AD i 0 R RS A TN o A L ZE I 3K
p-taul81 B FEAE 1 45 A M2 p-tau217, FUM DA F0 1E
HH 6N HE R AD SR 1Y AUC M 0.84 $2 /5 &2
0.86, M4k, 7E M3 p-taul81 A FERE F 454 1%
p-tau217 F1 AB42/40 AR, L MCI & 3 6 4 P iE
Ji& A AD FEIR ) AUC M 0.8 1 #5552 0.871,

Bk AD K% .0 A5 9 A1, CSF R 4 NIL
GFAP 5 fil b S 2 ) A5t B AT T A il iz JoT 22
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EFINHTT BRI RE 77 ARIE M5 I A
PRI 28 5 B0 A A S5 O 2 5 T s DR 32 R R 00 &
JE A B R 20 A TR ASE Y ] DA X AD 1
) T MR

AN, miRNA s 38 8 T AD 2 fE i 7% 1 5
PG LI P 17 B miRNA-206 7K SF- 38 im0 0 o A
TR (°=0.243 5) FC 12 J1 T B (P=0.543 4) % YT
K SAEREVIRIEIT 45 R R, ILVE miRNA-206 7F
MCI [7] AD i 5 F J& 3o #2 vp 3¢ 35 /K % 7t 5 (HR=
3.60) , A5 FWU MCI % 46 >k AD i % 19 71 (AUC=
0.95)"7" H WS K BLMLAE miRNA 214 7] LLERG X
SRINEIE & B AR BAPEFIBAYE# (AUC=0.857) MCI
B# (AUC=0.823) DL M AD % & & & (AUC=
0.817), HAE AD % i Ji ik A% v Jz i B2 4L, 2
WHEM TG PREY ™ AR T TR &
B miRNA bR .

HEFE B 0 17 CSF AB42/40 H 18 3T 10 4 & 1A
E & A AD IR A de BE AR o KU B — s B T A
{8, p-tau Tl TIF A 10 55 1 K 4 A %0 [ 7% 09 R
T AB42/p-tau kb F DL T il 20 1 XU [ A 3 H7 W
K. (2B)

HEFF B M 18: 1 % p-taul81, p-tau217, AR42/40
P8 T DL AD 3 B R (1B)

W=D 19: M1 7K miRNA 47 & 47 41 & 7] DA
F 0 AD # & . (2B)

7S MR bR SN I R

(—)ZikH A

X FAN[A] AD o5 BRATL I %) 245 0 5%, o 3 2ot Az
DT XTPE bR A T 5218038 A4

REAERE ] AR A tau £ A9 BR. 50 REDTLAAR 25 ik
grh SR H AR 5% tau-PET 46 B 05 2675 Kb
YT LG i — IR AR SRR I 2 P ik, 252
R AL &3 F B, M EE PET K& HAT JEAR 5T .
FRAAG AT Ko e I e i IR A 58 © 4R fd
CSF AL AR S I1E A PET (M FE B A0 3]
', &R 45841 (Lecanemab ) I 1l AR 56, 4
CSF AR Kl Z: At AB-PET 1}y A 4 b v K A 52
N e = il = I T A S IR S R 717
(Gantenerumab) I 11 R 46 1) DA CSF A= ¥ b5 ks
YIE R B bR e, AT R RTIR) AD 3™

AR, MR A BA R AR EE PR L H4, B
W A2 A AL B R AR 2T, 1l
WobR B Y ) 12 N T AD 25916 R A4,
W22 %5 gt (Donanemab) 4> 43 B HH T /% B

BB I AR RIS R T ML p-tau (AR S545 EW1E K
Z AR T A T H HEBRAFAE AD i 3 AT B P /N Yy
BAE ., Z 3y A IG R L5, 1 3K p-tau
181 i B AB-PET FH % Al tau-PET FH 1 22 & 1 R B
i T Bl i AB-PET f tau-PET ™', £ K 43841
I 38 11f6 PRt 36 AHEAD 3-45 | 1fiL3¢ AB42/40 [ Al
B H T HEBR I P TC AR S8 DR 3230, $ = a2
TR A AL B RCR

()7 2 I A 26

RSG5 AD P AT FROCR 2% U
K, BRI br A A B8 T W A D I R 56 7Y
JPRC™ . AE AD I IR 25 95, CSF ARG W)
1Z R, I3 2% 2R 54T (Solanezumab) BB T 2 B 4T
AR 7 BTyl RIS 12 2k 1T CSF AB L tau . NfL
SRR A Rt bR , A VAL 2596 2 A LAY
S CSF bR Ak 9] DS e 24 4 % HE 0 19 L
FEF2MA) At n] DR B T T U i s, A B
T AT 2y W VE T B9 BEAR 1B 2023 4F AAIC
RATIR AD A& LT MU Wi bs o dE 10 nT R ATN A5 ik
Y, BI AB42/40 L {H | p-taul81 Al p-tau217 . NfL £/l
GFAP, LI AD JF 48

[ B, B 3T 7 i ik 31 R 8 1) R |
R A B, IV b 25 4t I s FH T W 0 A A 247 A
I PRI7 20 AS B L DA B 3iE K 45 245 1) B 1) 22 42
PRS0 AEIR YT W] I YRR R P T AR B AL LA
TN EE S sp AT AR AT RO . AR AT
oy I R L5 (Clarity AD) 5, L2 p-taul81 .
AR42/40 LLAH . GFAP 8 FH 1 G4 Uk B2 2 55 () PE A
J7k T MG RS RPURITAL . 2R
B 103 PR 38 56 (Trailblazer ALZ) SR JH T 1L 3¢ AB
42/40 FAH p-tau217 .GFAP VE Jg 37 850 il il 5 % 4
B Z A 2R B 12 G RCE A BT R T
M3 p-tau217 5 GFAPAE Y F R I S5 45 b5

PR B W AE I AR rh VR AV e i R
ST I — 2Pk AR . 28 [E FDA 223, TR B A=
Yrbr B AAE A I R B0 v A i B AR i T AT
S IRYT A AR A AR 2R i 2
BOAIE ; [RIEAE AR AL LT 5, A7 LAk S AT I IR F
FEAR IR 259 () B A R AR

EEBEL20:CSFAirED TR TIFREEH E T
R 2 A A % 3 L (1A)

EFEER2: D AAFEDTA TR ZRKH
N T, H PR e A2 AD R 3 VT b e s N i &
#.(1A)
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EEBL22: KB ARFE WA RN KRB
Wy ERE BT LR N I R T R K SR
P AR R B A R A I (FRER)

YEFE I 23: CSF AR & 40 ¥ Fl T 97 20 B
. (2B)

L A AR AR AT AR

MRV L TH VAN PR IVE R T TE AD ZE W 5 W 1
W5 52 BHOR 2 1 5CHE o IX SRV 1 R AEAH L
- CSF FLIl 5 Ry 15 B JC Y, 7 R RAL I 2 h 2
VA (8, (AR SR A ik T R R
BB .

TE MR 7 T, W98 & AR BA S H AR il p-tau
SR DR T Y TE MR ) A AR 25 5 (BB B
W JCIEAE N AD W AT SEAE AR MR D
B LA 2 1 FA IR miRN A 28 A BE i &y AD
YRR EY AR S — Y . MR AR ]
F APOE S ARUAGI . 76 JHBOy T, —Fh A% 41
B IR N (eukaryotic translation initiation factor
4F, elF4E)" "l miRNA" & 0] RE1E N AD [ 4E9)
PR H i T RIS H R E B D , X AD 12
Wi EATY T 11— 25 B0IE . 78 IRV Ty I, FH AR 5
B IRAT WA AR ST RS ) B B AE 2 — RV Y
FH SR R T e 2 VA AE 1 AD A Wb o
AD M2 2275 14 (AD7c-NTP) J2& AD B 3% K
i R IR B — Bl cDNAM™ | FLAE BRI K7 5 AD
149 A 5 B T AH DG A EH B Y 3 A 1
b — PR 2 . HATC A ADTe-NTP k5 I i
G ARAT [ R 2 B A B e, T AD IR R
TG A LA S AD 1o KU AR A 7 25

EEEL24:2 8 BR ERAEBRBRTIH
7 AD 8y B B0 R A 3 — 25 ISR S04 (20)

VAN 13!

B 4 AR UR B 2 AL R S5 A AN TR, AD
Wity RS LA KA RGR YT R H 28a ),
XoF s A A2 W7 3k T 5 P R O A P P S SR AN
P, HET, CSFAD bR OB L) 5 &
RSP HLAG , U H R =GB B b, R I AR S5 B 1Y)
FEEARYE . MR bR R WA BB AR AR B AD KR
L A5 R0 TR0 XUy 1 DG T L, 3t R hvy FH 2 4
X BT OSSR BT . BRI Y
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