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[ Abstract ] As the global population ages, Alzheimer's disease (AD) emerges as a
substantial challenge, imposing significant mental, psychological, and socioeconomic burdens on
public health worldwide. Mild cognitive impairment (MCI) represents the initial clinical
manifestation, eventually evolving into the distinctive features of AD (MCI due to AD). Consequently,
MCI due to AD presents a pivotal opportunity for early detection, diagnosis, and prevention of AD.
Building upon the advancements in AD’s pathogenesis, diagnosis, and treatment in recent years, the
Chinese Society of Dementia and Cognitive Impairment updated and revised the Chinese expert
consensus on the diagnosis and treatment of MCI due to AD 2021. This revision involved a
comprehensive review of pertinent literature on MCI due to AD, encompassing meta-analyses,
systematic reviews, randomized controlled trials, and cohort studies. The expert panel established
evidence and recommendation level standards for evidence-based medicine, employing adapted
recommendation rating evaluation criteria. The resulting framework and expert recommendations
for the diagnosis and treatment of MCI due to AD encompass 7 key aspects: epidemiology,
pathogenesis, clinical manifestations, diagnosis and differential diagnosis, treatment strategies,
guidance for medical professionals, risk factors and preventive measures. This initiative aims to
furnish the expert consensus and guidance, facilitating early diagnosis, timely intervention, and
precise treatment of AD, thereby addressing the escalating challenges posed by the aging population
and the associated rise in AD prevalence.
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Table 1 Biomarker stage staging of Alzheimer’s disease
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) A8 DRI T 9 25 R R L TR 3 MR IR 2 (60~79 % |
80~89 %/ F190 % LA 1) ABE 1 FH AL 5 Bp A s
TR 52 ¢ F R AL PF Al & 3% (Peking Union Medical
College Hospital version of the MoCA , MoCA-P) - 5l
MCT #Y fi HE£ 3 FHE 70 0 D <25 43 (<24 3 MI<23 47,
BA 85 v 10 SORR R AR S B i 2T AR (area
under the curve, AUC) 4 0.937, 4T MMSE(AUC N
0.848) "7, ZEREH IR PFAk B Al hit (MoCA-B)
oS R IE AR BCE R O A R AR
Addenbrooke 1A 1 U fit K A & % (Addenbrooke’s
Cognitive Examination-1ll , ACE-1I)4 191531 H , iif§
4310043, UM MCT #4930 FHAEJE: - /R 21<72 53
FH <TGy K KL [ 41<80 437, ACE- LA
MCI % S0 B8 5 R 55 BE 4 80% LA 7 H ) ¥
RP2 2 FER (T2 PN Sl i i P A i 44 2K
) 7 PE AR (mini-ACE) 5 532 38 43, UM MCI Y 53
FHE <25 43, HARBIMCL % )1 5 ACE-TT 4 fR %
AW 25

24ACH T3P X C I HRAF A2 ik
Ar ST I AR 2 FEE R (A2 I 56 , PPA 2ok 7 v 75
TR H H RHCFIERA PR A iR 2
P72 A PR A 1 SCIC Pl R
LA 3 IRICAZ S R AL 3 IS N T 5 1) 1
24 3] M 56 (California Verbal Learning Test, CVLT) .
Hopkins 1] 155 2% 2] I % & 1T it (Hopkins Verbal
Learning Test-Revised, HVLT-R) | W 5% i8] 1 2 >J il
Qﬁ(Auditory Verbal Learning Test, AVLT) 25 & Fh bl
A A Wb ) 1 A 2 DU, DA K 87 2 A e s TRl A 2]
5546 31 WL (Brief Visuospatial Memory Test-Revised,
BVMT-R) . AVLT % 5] aMCI Fl IE 5 & 45 A (14 0k
J3E FRR S 8 43 90N 73% A1 71%7* . BVMT-R ARy
PG AL SE 2 [ECAZ R TR ZEmi5e b on th 1 HAE
DX 3N T AR e it 7 By T ) BB R 38
HVLT-R 76 P [ tp 2248 AR BAT R AR U,
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AT XA a AT AD AHE™ . 18R [ LR B
(Free and Cued Selective Reminding Test) 7E % Jjl]
MCI i HA 55 1) B5UREE (769% ) FEE 5+ 1% (81%)
X MCLi# S AD WA P R BMAN(E™ . 52800
ER TEMCIIZ W FE b, X T s SRR Y
AN, DNl BE TR AR R A2 U PR AL 4
R HA W R TR, RIS AG A 25 R AR IR W 2
AL R S

3 TEREATIIREVEAY « R AR S HCA R
I35 (Symbol Digit Modalities Test,SDMT) | 72k il
F1 Stroop 4 6] M| % (Stroop’s Color Word Test,
SCWT). SZBLH:REAERF1 SDMT Fe i ™ 4L
W A W TR R Ty NIRRT R B, L
LA B FHEAE PR HA B T, 50~59 %60~
69 % [ 70~79 Z AF Y 4 7391 0 85,90, 120 s, £E K5
PO AR 23512 70,80 .85 s 5 % £ i B 11 K]
FUEAE 2 B E REH H,50~59 £ .60~69 % 70~
79 %5 U 43 514 200,230,290 s, FEKAF S B R
PN 43502 200,210,240 8™, FELRIE: B HIZE
AL 19 1 I 56 (Category Switching Test, CaST) ™
TIPAG AT I RERY FEA N3 7 E H 4 H o Stroop f417]
DU T VPAS AT Zh BB A SEA i DL 8 il , 22
R G 0 R AR B I A ) e 3, o U A
J& AD J5 T B A R AR

4.1 F BB VPAN < H P BB 4 1R 3 g
B DUHR R TR U I 0 45 H v ) S P T 56 T
FGAT , L WAL INRE , 1% AD Y5 MCIE
PR P o SO M 1 000 30 (OS] R A 26 B 55 ) 1Y)
i EPPAR LT DU T Do s e, PR R
U AR MCTRL )25t LS = e, 85 Y
FIK A4 AR BE S IOR ™ L AN, TR i
H B T ISR B S R, SRR i
(BRI e R ] FH I 75 Bk — 2D B0 UE™

5. 002 () A5 K6 RE 3 DAl - A2 R) 454 BE ) 4
BN, — BT, RS IS5 RE T .
JEHTE B AT AT LS [ 25 R ) S . S
] 25 H4 BE 1 A DI S 45 PR, — 28 W IRTE Y i
55—y SRR R PRHE . R A (]
AE 7 Vb D00 56, 5 03K ) T D00 36 R i 0 3
Benton [ fLFF AL | Rey-Osterrieth & 2% EE I 55 |
I A S T AR 6 45 . JH v D A 0 56 2 — o4
YRR 18] {5 A 200 B 56, 3224 55 1) 5 oAk o 2L
23 [ SR E S A it Z RN PIBES S |, TR AR
2 RIS M RE ) B FOICICFIAT I RE S . I I 4

& —A TR0 MCLi R i A AR

(=) H# At 23 Be I3 174l

ADL 1 174 4 45 B 4 ADL A1 T H 1 ADL 3T
i o B 6 0 ST AR T LAY SEAS T RE , ISR AR
WZAR AN A J5 B A A A 2R i H R R A S A T
TWshfe )y, i U5 TAE K555, d 2
ez,

MCIE I At SRR AFAE— E R AL
T AR 58 )RR ) i A2 355 0 30 T 6 194 15 ] B
BRFIE®HZHENY . MCLHEE X [ C ADL (¥
M AR T BEAFAE AN — 20, W AR IR A AR
THE B S8 T R Y ADL.

i PR ADL I b v f) 3 A 4% AD Py
YEWF 58 41 MCI H ‘% 3 3 it % (Alzheimer Disease
Cooperative Study Scale for Activities of Daily Living
in Mild Cognitive Impairment, ADCS-MCI-ADL) .
Lawton . B 1 H % 1% 3/ i€ JJ £ 3K (Instrumental
Activities of Daily Living Scale of Lawton) #1421 HE
[7] 2 (Functional Activities Questionnaire, FAQ) o
ADCS-MCI-ADL X 12 i MCI f) g% B2 FRE 55 B2 43
il 3k 89% 197%™, #& 7R 2 A% ADL IF-A E % 5 Bl
FUN FZ W MCL AR & . ADL il i A7 B T T
MCI VT . FAQ AT H%E ADL 3 9 Je A2 2R Y
FELSREJTRIADL, WF5E 245 RE W] FAQ 73 8Tt i M
HUIARE 1 FRE TR % MCI [ AD 2 2™ I 2 51
55 e FB R D IR T AR AR AR A 3 e
DU FH B 5

(= )NPS I

MCI i # NPS B R4 T BEANMBERE Z
(], 44 DXAT]12 MCLER 2 A7 76— Bl NPS B L 491
36.7%~70.3% ", e H WLAAEREIR L ADAR AR I8
AR [B) BRI AT Ay 575 o

175 4 B n] LA OA R BE AT AR R, ] DL
MCT R BIEAR o X 717 2 e i 1) A8 2 [] 1 5
SV ININRE o RERIAT A PPl A 455 175 48 17
A AT 3% Bl B2 A T S L SORS M AT
R B PEAL o DU JR 1 £5 JE i R (Hamilton Anxiety
Scale ) /i % /5% i # AB 1 % (Hamilton Depression
Scale) | #ft 28 4% # [1] £ (Neuropsychiatric Inventory,
NPD) AT AVE 228 HIPE Al i

TE2 IR AE AU RPN A BRI T, 37 A R
TR AL B Y A L R 1 B N T R
(artificial intelligence) B9 . J& T A 77 LA
FPEAL R 5 TR AL R AT 55 PA LR AL
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RS A T8 ST S5 2, AT S I A A A
HIT) 8 FNRE A2 AR08 425 F0 ADL LA KRS #0474
REAR PP S B AN PEAL AN R 8 552 B %
PEAL N2 09 R 25 A R et H |, 36 mT DL
JERAUB I IA KA BE PR 07 A | B2 B PR BT T (411 K
B2 W AR A IE A DX AR AR A BT R T 145
Fiftfit s R o EL H A HOE TRk e 4 UL 4t
BRI, LA SR A g A R WA L
P 5 1T MCL Y A RS T o

HEFEE R : (1)AD JEME MCIF 20 B2 = PP
BALFEINHINRE | H W AR RE ) NPS B4 T DA
(LRI (2)AD I MCITFHZ NN T BEPTAR , 4
17 MoCA \MoCA-B Fl (5) B4 R At ACE- L2 Jy i #x
R FEONMIBESUR IR e A5 101201 AT 2
AE R = LS RIS R RE ) 07 T (ki) 0 (3)1d
12 7 VAL T L300 2 > FNGEIR (B2 56 , b 5t
IV R 4G B IR B H B2 (2R B PRl AE 2D
TR, ATEERE AVLT BVMT-R ; TE R RERY 5 VA 4
17 SDMT Hli%E Lt A 5 $0F7 2 B8 JE A 100 1 PEAG
et E LA B SCWT , CaST s 15 7 AE 1 1Al 1] LAKS
T XoF 455 10 BRAE A T 5 4002 [B) AN A B8 ) 3FAd )
AR AR 5 F 25 [R] 548 BE ) (e 5830 o (4) %)
T SCAR AR E B AR HEA T MCT A2 T , 813G i 7 1)
P2 O3 R D1 BE DT LR LA R BN A RE
TIRY T RELL R ] AD A J it F (L 223830

VU S A A A

(— ) IV AG A

1. — PR A B ARG I < DA R e i 7T i AR
YRR A R B, IR A R] LA PR 12
PREEESENE. EBNIA T2 8EH1TL
VA - TR B TREAS 4 im A0 A T  f
JoT MW B D REFN FIR M 2R K1 L 3 B =
F i R L 30 2 IR R 3R OB e H R i
R U HUR IS ALY R DL ST DR IR ERE 1
PUASEHUR BRA SCHUA ) (e R B12 MR Mg 27
LT AN BRAT I A e Bl B 255 TR DA I 25

2. AD A A Wb s P A < i YR AR ) A
Py U PEAS SRS TR0 A 9 AR A B
Py HAVAE R B o H i R 1B
G K M (single-molecule array ) | FL 1k 2 % ' il G0 28
I %2 ¥ (electrochemiluminescence immunoassay ) |
9% UL Y€ R A T3 49 BT K M (immunoprecipitation-
mass spectrometry , IP-MS) F1 5 T ¥ #H €2 33 52 1K 1=
3 B AR T 1A A5 ARG I AR o 1 9 e R A

KA AR Fl p-tau P47 € s K oMLK AR F p-tau
& H E e B 7E R HAOME R AD B bR &) . i
A= YIRS 28 A5 AR AL, A SR AR T B
2 N T4 T ORAEPLR , OHTIE & 5k MCI&
H i Ar HAD KU Y R A R AD YR
WS THRIT .

2023 AA I PRI2 Wb 1 (R 58 ) B A W g s
Gy R = RIS D AR Y AR R R bR Y
FHE AD Se R 4, A O R & 5T p-tau
XAy R 1(A+T ) 50 2(T) bR . Bt
AEYbREY S T T AD B2, EEAREY
b AB-PET. Jii % 1 AB42/40 . fiti 1 Wi p-taul81/AR
42 0 T -tau/ A BA2 B 5 1A VROVE AR AR 24 A
MR FR AR %0 2 A= W0 bR -5 W0 AN e Bl T2
AD HA] LU0 V456 3-8 ™ B R B 1 AR )
220, E B AR E Y M tau-PET, p-T205 . MTBR-
423 FIHERERRIE tau™

AB & AD i B AR P I RRAEPE AR R . i K
W AB42/40 AL T AR42 B AB40 1 BN FE BR , 7E
FIOI E H O\ ) MCI 852 AD 3 & i 345 M (AUC
4 0.770) ", BioFinder B\ %1 76 1A 1 1E % A
LLHE T AB42/40 B[RRI 2 A | 45 3 i 7 IP-MS
FA) o M T ) — TR Y R, 3K AR
42/40 RE % Ui 1 Hy W0 PET & 1% P Ik 9 (19 AR IR
AP, HLA B Y R R R 5 B (AUC 2 0.868~
0.941)

tau 2 A9 0 FE IR 1L 2 AD 19 55 — B AL B
FRAE o 3 BT R 2 Tg R i 28 A% TR (Alzheimer's
Disease Neuroimaging Initiative, ADNI) F 2 1) %5 4
T, MK p-taul 81 A4 55 T 55 43 1) HH B0 AE 1 6 T
FIPET 1 H B8 AR 5 B AR J5 119 6.5 4FF11 5.7 4F, [F]
B 1L 3% p-taul81 7K °F- 5 figi B ¥ p-taul81 1Y 2 & 4%
PR, H.5 15 30015538 tau 2 1 ICRRAR E™, 1K
2% p-tau181 A VE A AD Iifs R R B B A4 0 A5 12 W
FEAR™ L BBAN, 5T R BT p-tau217 7] %551 AD
55 A o 22 AR P AR S T A Il R AR bR
PR MRISZAZ 2205 35 . p-tau217 TR HiIA
ATy Re A W e Rl 2R 4 AE OGN T g
BioFINDER-2 A% 13 [& Knight ADRC FAFIAF5E %
B, 1M p-tau217 5 AEBERR AL tau LU 1A Y12 Wi PE g
SR L T I PR GBS B v T AD HER 12
Wi AT Rk

NfL 2 fh 2 1 0 1 AR AR B . FE A
e isiaR A5 I AR H AT 1045, 1% NILRPEL &
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Az Bl AR MCT R Y I NEL 7K ST ) DR T e
AN koL AW IR 2 APPSR
A 5 BRI, I 2% NFL 5 T i 522 0 A e
BRI B B, LS AR R s A OC 7 — 2 R
JEE B BRI TR R

GFAP 2 RB TN L RIE I A b o At
FEASHRUESE AD ;AN AT B GFAP Rigkik . 5T
gE PR A TN GFAP, 1LY GFAP 5 AB A
TR A G S5 , G 1 2 e 8 T ) s e ik o B
W AB UL ARG DL, (H 5 ik Y tau i BEAH &R AN
e S

i o9k iz AT 59 T2 B AD 544 MCI
MR FHE . 72 DMT 259 WG R 52 v, 22 5%
B2 1MW AR W) AR W SR D £ 4G AR
42/40 ,p-taul81 GFAP FI NfL, F T8 245 ¥ (1) 7 5%
W 25 3K W] DMT A] 52 i 22 1l (9 AD 2R
VbR, A RUHE 2B HE T o IV AR Wb A
Wy F G I T 458 S , T T B VA AD R Jre
W DMT Y7 AL

BEX MR AR S S 0 B R, RS i
KRR BRI 30 = Fr A 45 R AT 455 FI . 456 Im
IR B ARG PR 2R 1 It AR A S i G AT LAAS
ROR B0 AD JEHEAR T B, TE AR BESRAR
P43 (amyloid plaques probability score , APS) & —>
I LK ABA2/40  Apoks Jik [ Y K2 A it 1Y) 5 £ 162
R, TR AD A, APS 5 UE M AR AL 1 PET R
A 1R BE— B, B 0 v R R
[ 52 2 5 28 a8 47 PR 92 95 BA 91 4F 5% (China Aging
and Neurodegenerative Initiative ) F T 58112 W7 v [
DUBEARER A AD, R — DA MK p-taul 81,
ApoEe4 K U F MR i 45 #4042 9 5 5 B, 4
1T PET [ S AL 2 RS I ER I
oK 22 BRI 45 AR UE 52 B T IR AR WA s i
RS S ASTRA T LA e S SN G 3 M A 2 1 L AL
AD HE Y AR W12 W R L A AR B 00 I R
R

SN, A1 A A AR 35 v B SR AR
EL 7 P R X /N, A A 8 5K g T) o 52 3]
SRR S R GETEGERT I A SR g 3 BA S
FER B A A B I REA R AE DR, 1 %
p-taul81 &5 /K Pl 2 =, AT IR 2 5 AD B3 AH Y
AR DR IR A s AR ) ) RS R
I 22 LY SR e ROT S 2R AT B0 0IE , JF 0
gi— R A E

() B R

1 — A« X MCT AR 1A 7 A 2 il A A
A BT MCT R R o X LA 48 kg w5t A Ay
P B AL ATHEA T IG5V A0 BT B T R A
RN SE T B DX A0 T SR o X B8 0L 1 B B e
0 4 B P Jg 3 AU %) RE 3 I 50 3 I TR 1 B s
PERG S B A g g A A I

2. AD 55 BEAH G A P0am =5 9 04 R I < i R AR
Yikr &Y AB42 p-tau ,t-tau =IO AEWIFRE
5 AD VR MCI =5 BEAR G, FDA 4t #EH T 5
W2 W e MR B B R R A A2 W)
lumipulse AT DL & 5 5 ¥ AB42/40, elecsys AJ LA
Bk B W p-taul81/AB42 , t-tau/AB42 , #§ Bl i 5 i1
HIN AR 2 S AD 5.

G5 ¥ p-tau181 . p-tau217 Fl p-tau231 76 AD 4
fRrh i 3N, JF 5 AD R W) & o ik Ah,
p-tau2 17 7E 5 9 B A E AR B B A2 Ak iR B2 A K, T
p-tau23 1 BT 47 b s e 1 I R BB 1Y) 40 A A G
AR AB42/40 . t-tau/AB4A2 | p-tau/AR42 55 A
Te bR BA BT 2 WRLE , 5 AB-PET BAT #5R 1)
FHOGHE™ 5 24 MCI A B AV v R R H BE AR42 B
A p-tau THE , FLFE R R AD B9 0] BE AR K
AN, p-tau/AB4A2 | t-tau/AR42 %5 FE A R 4 ) AD 5
BRI AR M E AD AR /) 0 A AR, S
HIRLREAZ 5

Fii T AB 1) T B 5 5 i AR 19 ApoEed il
G 13 i DI ARG, T AB-PET 5 1 W62 4 2 A i ¢
W t-tau | p-tau DA HIPE 53 AH OGP BT 58, 28 B il 6
AR BEVUN AD BRI BY B il VR NFL 2 b
Z N S AR 0 P BB A AR A, TR SR TR MC )
AD i JRIFRED) -

o BRI R B VR A s 35 o 32 5%
U5 2 4 D Ak B S 451 40 - AB42 L AB42/40 5 A
XTI, t-tau A p-tau — AN 2352 T 40 B PR 22 5200
AB42/tau AT R E ™ e AR iR T i 5 i B Wb
YA ARG 3t R e A R R 9/ AN [ A DU v i) £
FZ5.

(=) FEPR

WF 5% 4 45 45 3 oR 60 % LR B AD B % 5
21.3% , Hop R 40 b st A ADM™ . HEiE
WHIN AL T 141,21 S Qe fk by PST SEIA |
PS2 KK APP R [H ly AD BU% L H 5 78 F G s AL 1
AD JBE P, PST 3L BHEH 1 75%~80% ,APP 3£ [H
FHAE (7 159%~20% , PS2 FEPR BH A 5% {5 F
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19 S YL Ak - () ApoEed 2557 K DI AE g XU JL [ 5
WG A TRV M AD A G 2

FE MCTABE A Tk 6 b 747 2 A8 JE P 7
A, W AP RAIG A SR i B B 5 s 1
g 191 7 T R 161) K R AR M DR 3 8 1) 5 £97) , AR B
PR 2% U X6 3 Rk PRI A7 0 e, DO B 1 4 o A o
o R AR A Y B MER PR AT P
PR R, EAEIG PRIZ M o e 32 P ARG
P 1 2 T AR AR A7 15025 1 4 JE DR w4 A S 0 )

#ES W ()3 AB42/40, p-tau2l7,
p-taul81 NfL FIl GFAP LU K IfiL 7% A P o 4 4% A5
R 0] F T AD JEYE MCI R 3006 25 P B2 W Fe
s Ut R (BTAY , IE AT A DMT A F6 15 Fx (1 b 23t
12, BYAIEHR ) o (2) ik #57K AB42 . AP42/40 . p-taul81/
AB42 ., t-tau/AB42 , p-tau217 I NfL 0] ffl F AD J i
MCI 1712 0 K e i2F J i) DA, Ve 3l DMT
FIREIAE bR ( T Gedfers , A FAEdE ) . (3T EEZ AD
1) FE A RT A R ASOVE A 2 A T B YA T,
CIC MR A7 A2 AD fE B & 10 B RS eIl
AN EARANWT AL H AR B0 D190 BB A,
PRAT Ry AR BERUAS B D AD Y B35, 65 %7 i HE EE
MCI B (0 2 O T R, A GRS ) o (4) 3
PRS0 3 FH A W 50 s, LA WD 1 o e ek
SR AL fE B A A A, A R R R SR S 1) MCIL AR
AT R AT RSN DA BHS W (T 3R, A 2
UEHE ) o (5) ApoEed 5 R BUAG I AT H T MCI 35 fa B
A3 T L) AD B R ) AU , I AT FH T I AR A
FERII TR (I a AR, BYGIENR)

H SRR A

4 2023 AA G RIS Wi bs fE (R 52 ), AD Y5
MCI AR 2 A AR B W W] 03 = K28 e AD
209 BURRAE JE R HE 2R 1Y AB-PET 5 tau 2R 111
tau-PET ., JZ B #f 28 2% Pk 9 560 1% I 4R 2 p
(fluorodeoxyglucose , FDG ) -PET FllZ5# MRI, DA J%
B 1L 5 O 8 £ 55 AD VR A M LR AIE 1) 25440 MRT
N RGO A BAS (susceptibility weighted imaging,
SWI)/T,” # BE 8] # (T, -weighted gradient-echo,
T, GRE) .

TE R FE AR PET AR 0] R K 2F 4tk sk
ANEEE AR BEHL B KRR AL o [ C AR A DT
%5 %% B &2 &) (Pittsburgh compound-B, PIB) F J& fix
R P B E A A 2 1 AR A TR PR A
R 'CI Y B 5 W 20.3 min, T 3(["'C]PIB
WAG L REAESAT I A5 0 B T, BRI T I IR

oz B[R] AR e i AR T, H o
109.8 min, ff T F kA= 77 K IX BN BC % , 76 F PR E
["F] florbetapir (AV-45, Amyvid®, 2012 4 ) | ["*F]
flutemetamol ( Vizamyl™, 2013 4F ) 1 [ °F ] florbetaben
(AV-1, Neuraceq®, 3 [ "“F | D1 Ath 2R 7 559, 2014 4F)
CL AR TG R, UL ] DU A 2R S R IR
B ENEARAH T AD 2B e My EE R 11 PET 2
&3 . MCI 3 T E B A 28 1 PET 19 B 565
27%~T1% , H A4 i3 5, ApoEed #5417 35 7l
2 IR T v A A R 1 PR

tau-PET 7] i 7% i N tau NFTs JURR A7 B AL
FE , MUY ) NFTs JTUAR B9 45 5555 Braak 43— 2, 7]
PE7R AD A OG5 B AR A B DT AR 5 1 T R
JETRS  BlF MO 35 s PR i 2, T30 MCTER s
PEJEBY 3E 3 tau-PET A EF AD B & ik Y tau 25
FHITFR 43 0 300 Gt e 3480 00 i I 34 Ay A0 38 £
BA Y S AR A AR A A ) A g R T v 7
G AFPUTBRR S, BAS R 1) TORAR 078 N 1244
TIE AN T R IR LA R 30 0 o it 3 457 I AE A 25
S tau-PET T ALAR 5 7 B4 B0 P9 5 8 tau 28 11T
FEOKSFE B AL, 554 2 A5 1 e AGRE IR f 7™ 2 A
SN RRAE 2 PIAR C 5 R, 55 —AR tau
A BRI AR RS JE Y ), e R 5 3K
T B A B 4 4k B (monoamine oxidase B,
MAO-B)"213138 T TDP-43"" | o-5 il 4% 25 191 45
HAEE TR A 6 1 U o 1R tau 2
13 4% 550 4 [ *F ] MK-6240 ., [ *F ] florzolotau ( i #%
["F] APN-1607 &, ["“F] PM-PBB3) . [ “F] PI-2620.,
["*F JRO-948 S5 AH AR /& IT-7F 221 [ 5 RN b X T e
I PRI 56 o [*F Jflorzolotau B 78 H [ 5¢ 1 T 9 1ifs
PRI, [°F IMK-6240 78 H [ | 55 [ [F] 25 & I IF
Jre MU RS o B — AR RAR R XS NFTs HoA 5
B 235 R0 3 FNRE S v, BT ] T AD EAME MCL Y4 B2
Wi, I 0] % 5] AD 5 HAt tau 8 (KL AN,
[“F]FDG PET A% AT 4 g filt 28 T4 43 1 1 M A i
Ay ik, AD EME MCLER & 76 1% AR b 3k
IRy ¥y TR IS s [l 7 8 2 W A R A1

ZEA MR AT Sl AD JE A MCT A 28728 PR ARAE
TR AL P Je 8 A 45 ) 28 e 2 T R PN IR B S5 1) 22
4 . 459 MRIAL AT SR W 7E 19 AD g B A2 |, 5]
PUNIKER AN ETR LIS DA WS & A N I
Bt s T i ol A T BRI R 1 B AR
8 ol UE R RE 1L 45 % (cerebral amyloid angiopathy,
CAA) BT ZS AD U], CAA P“FH H S M E &
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PERR L AT, A TR BRI e DR 1 5 /)N 1
04 v BB I RS OB, BT8R R/ INFR K, S B
BRI, 51 & A Y A KB e 200 5
N VA AT, 76 MRT Fh 2 300 g2 1 7 2k il 56 £ 00
Rl B B L o 0 o Y 00 S | R R B
JT-F2 T T 43 A, 508 M e il A DG B2 BT R
5 B T DX A 2 Y Rl R ) AR L
SEREBLIR YRR LT, TR LGOS R
2 v UE M FE 2R A O AR % 7 H (amyloid-
related imaging abnormalities, ARTA) . ARIA A] D)3
PR AR A B R 1 7, 1 &3 SWI/T, GRE
£ MCLi2 Wi Sy b 2 v i i 1

FH T AD 955 BEAE A6 14 58 J5 T2 AR BEHFI tau
A S50 BRI ILTE LAY NFTs 56T 15 45 46 A4 g As
Ao PRt AR A 5 s 1 I R R 3 L & T B Be Al IR
Y7 K, A Bk £ VE M 85 1 PET . tau-PET Al
FDG-PET %5 2 i (507 KA B AR #

EEEL: (1)AD M MCI 2 K2 % 2011
NIA-AA Ifi BRI2 46 R A1 2023 AA Ife 2 Wids v (5
%), EUAD O A B E AR 2T AD P4 MCI
B, MCT BB 2 AEAE AD O A Wb s i S )
W AD PP MCIC T E7 , A SRR ) o (2) TE#
FEEE F PET 1] T AD W5 MCI 32 W7 A st i Je
T, T AR 55 REGTATA T I B0 R0 A% T 2
fiti s tau-PET 0] DA T4 Bh PEAL R 18 ) 7™ B R, A
B F 000 MCT s 15 e ( 1 a2, A b ) o
(3)TETCIETT g 3 MR X 7 5245 (PET) Ar s
R, 38 1 1 A Ao 220 B AU AR VR 2 )
FIERR H A2 A e Y5 1) MCT O 42 AR5 i 1L 575 L %
Gy |« H B S VR S A DG MCL) , £ 5 AD IR
P MCI A 200 BRAS E RRAE (096 o5 B 3R LR P g 28
HE ) A3k A MRISZARARAE 9 MCLER 2, AT LI R
TAEZ 2 WA “AD I MCT” (LR IH0),

AD B MCIHIETT

— AR AT

LA G 07 A0 i PRI IR 25 2R R, v g
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