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[ Abstract]  Alzheimer’s disease (AD) is one of the most common neurodegenerative
diseases, and its diagnosis heavily relies on imaging biomarkers. This paper integrates core
pathological markers, such as amyloid B (AB)-positron emission tomography (PET), tau-PET,
structural magnetic resonance imaging, and fluorodeoxyglucose-PET, with the latest advancements
in novel imaging biomarkers, including inflammation, synaptic imaging, and cerebrovascular
injury-related markers, based on the AB proteinopathy, tau proteinopathy, neurodegeneration,
inflammation, a-synuclein and vascular brain injury biomarkers (AT,T,NISV) framework proposed
by the 2024 Alzheimer’s Association diagnostic guidelines. With the development of machine
learning and artificial intelligence technologies, future research should focus on enhancing the
specificity of imaging biomarkers and developing precise diagnostic models for comorbidities to
better address the heterogeneity and complex pathological features of AD.
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HEEBRIE R HEAT PR A RIS, R IUAICIZ0R |1 5 fE
J1F B BT Ry 58, I 2 3 BUR R 58 e R M L AN
RETT. BHE REREWACIE, AD 0 & W 2% 45 1T, BT
RERZIA 2 400 J7 ] 4, B F 2050 4F 31X — KT A 3
13542 A 2 vk 22 IR 3 SR R DU T (9 5 4H 0 2020 4F
WA IR A LR o fE P E 60 % K DL B iy ARE B2
& I\ K EE A% (mild cognitive impairment, MCI) i & A R Hy
15.5% , JAR 0SB R 294 6.0% , Hor AD 2974 3.9% .

2011 4F 2% K 3 % WF 5% Ir (National Institute of
Aging) Fl AD B32x (Alzheimer’s Association, AA )2 K bR 14
YO AD P — R SE 1R A 1, R R 2 1 3 B B
M S RT3 (TGRS ) MCTH (MCT = AD B8 MCT) KR
SWICAD B8R . FRTESE AR 7E AD JRYE MCLET Bt
T T TUAT A AE 28 R I RE R R

TEAD B A A K R R b AR AR S W U R0
T SR T RCPPAG AR A 45 T OGRS o 2024 4F BRI AA
KA AD 12K 5 43 IR HETE 2018 IS Wibr 1 £2 1 1y B VEH
B (amyloid B, AB)FGHE  tau 2 FUHGEE A 22 A8 PR A= 1)
br & ¥ [AB proteinopathy and tau proteinopathy
(neurodegeneration and others) , AT (N) JHE 4% JE iy [ 384
3ERAEWIREY KA FEDLE (1) | -5 il 2% 8 1 (S,
alpha-synuclein, a-syn) K I A PEGE (V) o I, AD 28
MR FAR S WA 4E 398 . I e AD B O BRARAE 1 AB-1E
ML & G R 2 (positron emission tomography, PET) 1
tau I H 1Y tau-PET; 52 Bl it 22 25 P 1K) 25 44 MRI (structural
MRI, sMRI) 1 i 420 7 %5 B¥ (fluorodeoxyglucose , FDG) -PET;
VAR S5 W i 1t A 52403 ) Z2 R AR b 5. BT AD
HIRZ AR BRRIE 5 3 o0 AD W 7E H AR BRRIE . S5 Uk[A]
I, 75 24 B 90 18 1 7 7 (disease-modifying therapy , DMT)
W IR BRI TS 5, BB AD 19 - 12 7 |
AR Jr RV ST RO R ), R
K EATSE A bR G . SRR YIbR S Y S S B
AL S 8 IE B D O RS SO E SRS AD
BWHAREAR S W FORT R IR AT AR T T [ 5
PRA, o AD B9 IIPRTHEIS Wl BT 00 S R 50k

— AD B ORI SR AR i )

AD IIRZ AW ERR S AR I tau 2R 1A BRI
AD (7% 4L Y i [] 35 28 05 J2 - AB-PET 5% 4% T tau-PET 53
WL BEJT B2 A PRI RAEAR 70 2024 4F AA 2 Kb IfE
K rau o5 BRI 73 R W2 - TV tau BERR L B
A RR G (T,) FIAREE tau BEER tau PET 524Z K 1A
AR (T,) W2, T2 AD T3 L A+T + . LU R4
SR E R AB-PET Hl tau-PET M50 058 3 Ji2

(—)AB-PET

AB-PET A F #2 WLEE I v A i LI A B4 7K - 01 48
BLo MITFRAR AR EW A BT, AB-PET 1] AR
AD AT R I By BE A RS A B AT A AR T AL G A W
AB-PET 1] 38 i3 #7 #E $6 U L {8 (standard uptake ratio) 3§,

B

=
=

5

Centiloid It FHEATE TEPPAL  JFLAE AR BRI TEAL I % Ul
TR 5K ELEE LT, AB-PET 7R KT AR WS By
TEL B W 25 ) UG 3 (96% , 95% C 1 80% ~100% ) FIY F )3
(100%,95%CI 78%~100%)"". ¥£ AD J5PEF1IE AD U514 Jii
RIS Wi, AB-PET HH4LF FDG-PET HA 1 15 Y A ek
B (89% 1 73%)" . Y\IF] AB-PET WF 58 45 5 B, AR UL AR
V14 S E JR Ao et DA BB DX iy, 38 20 1) 50 R0 PR 000 T2 - X
B I X B AE T 4R A Bl KR R 454 . (HE
PR, 3 — i B e Ao 5 s PR HR 1 7 o A B
ASSFEAT PRI E LA AR 0 RRAR B0 >k A8 550 10 9% o
JEUY L AR AR SZ AR B AR N BAETE AR BHMERRHE, 7F
I R Wit 7 v Rl 8 B 25 ) R R S oA e i, JFC I PR 3 SCRITA
K S BIS WA T HE— L R

(—)tau-PET

tau-PET BE & 78 K G tau Bl 28 &F 4 28 &5
(neurofibrillary tangles, NFT) UT BT 4 45 FIR2 B . H A,
7-16-("F-3 ) 3-nk BE-3-3% ]-SH-ME B FF [4, 3-b] Ml me
("F-T807) B 45 5 [ £ i 24 ity W B 45 3 sy L o0 D 7 I O
tau-PET AR AD B35 I P tau NFT BB B3 AR 77,
I HARAE AD # Z83R AT HE B 19 tau NET W 230 H 1K 1Y
R , 7 5 B2 W5 T 1T 3k 89.9% (A RURSFE F1 90.6% F
SR

tau-PET 5 AD if JRé S 28 A0 5C « 38 3 tau-PET, F 55 &
A EEEN LAY AD B 1au B I UIRUBUT 5 Braak /31—,
IF 55 B E D T8 2 0 B PR R Y 7 R B % D) A
M I, 2024 4F AA F5 2T tau R BRAENEKE AD £ W)
2R 40 g 4 01, A B AL R [ B B SR T A R IR
J7 7 RAYE tau-PET 25 5, AD (8 K tau A
AFPTRBE R AR (DU T, Sz, T
I A P 385 5 B AR (TR T R iz S A L R i A
TFhfE)  Ja AU O S8 (TR TP 58 B2 J5, 5% R A5 ) Al
e R ORI AT A e == A N = I N
AV IR AT A [ PRAAE R e

L5 FRTR , AR R ETE AD SR H BRI 4 C T 8RBt
AR tau i H & A A S R 25 1, PR G AB-PET 763505 - 10
KRN HAA B EAEH . M2 T, tau i BT BRAR I
55 05 7 A 56 | tau-PET 7 I FR i 86 vf xob 1 1 1 52 it
WINPT 25 97 AL 1 B S

TR R AR AR

(—)sMRI

sMRT HE N HE AL (55 43 9 ik 285 4 PV, 3 ol 52 2 40T i 1XC
RBUELL, AR R BN ZE 45 . IONEIRT (medial temporal
lobe) 2545 J& AD 19 LRI S AG S R AF AL FE T T | P IR JoT
AT AL FNARIT BS540 , 326 X S D A2 2 i B Fn i
TEUIY DGR X ¥ T R R TN MCT AR 54k AD 1Y)
SEERAR AR W S X AR AL, W CAT IXORIA:F 2 1 25 45, 1]
J W AD 5 A2 1 B A 1 R, ML R S5 A 25 4 R AE AD
HERE LG T 2 TR BB T i — 2 AR 2
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W A AR R S BE D T S5 AR (hippocampal volume ) Al
0 i3 25 3 14 HG AR L s B S 4 b R0 MCT S AD B35
AT R B, i S AR I W AB Ltau 8 1 LA S A7
I, WZRNE 1 E (apolipoprotein E, ApoE) e4 %5 43  PH #5417
E RGeS IR INEEE 5 R a1 N T
TR ISR, LA B B JBE T DXl CAn A A% R sk ) 25 4 4
AR D IZ W AR

sMRT A LA P I b 7% Ml 45 il X 22 4 15 2, 9 ml 48
PR DR | B S5 BE R 25 2 AR A A0 S B 2 2R, T i B
s A i 52 B A2 , S AD 1 B2 W SR AR A LA A
sMRI 73 i 5 1) i e AT i PRk 508 Ay 5 8 114 DKMl A ) 2 15 6
Berron 25 1] 1] 5 43 HE 28 MRI(3D-T,W 1) [E14% 52 B U K
0 PRy A 355 e ST DX R R A Al 25 4 A A ——AD L Y
NFT 1 5l BT YR 7 5 F A 2 455 (Brodmann ) 35 X, I
SRR EEAE FACAZHIRe T AR OG

(Z)FDG-PET

FDG-PET B % [z I i 2 248 28 WA QI 7K -, Jmy B B3
IRV BEAR 7R 5 fil 16 M T B A A b R A2 S SR
FeH, JE A0 ] R IO D 0 AR R S AD R A
KB SR H T T FDG-PET 76 % 5] AD 554E AD J 1 JAi
e BRI , 45 R R URRE S 89% , 7 5l 749% . 3
gt 43 B B 2R PR R ik 28 5248 2 {8 1L (Alzheimer's Disease
Neuroimaging Initiative, ADNL) % #i 2 , #F 58 & % #
FDG-PET 254G AB-PET 5E 2 AR 2 A8 it (IR (1 T RE %tk
P WO MCL ) AD 2 J& B MR P , 1 70 A8 38 AT A AL
(g XU 532227 . FDG-PET 7 MCI I AD 540932 Wi 1 7 77 14
Tt — LI UE, Rl AR AD A AERE S PEAE W2 hn )
F BT JC 12 78 73 i BEAR AR A X B b 22 BRBIL A o 7E
FDG-PET il RS2 e , AT s 45 5 Hofbr S 9 LU iR AD 12
W I AR A

(=) HAh AR 2R

T fih 5k 2 AD BB RN T BE T B A4 OGS 45 4
Bz P g8 fih 4 W BE B 1 2A (synaptic vesicle
glycoprotein 2A, SV2A) |7 {Z 32 1K F 4l 58 A 1) 5 il /M
it SV2A-PET Bl AD f8 13 S | AT A5 B2 J5i X sk
(5 filidi /b, 75 A AD S RDREEARAE 2 RIS 4 S R 2
PR3V 7 5 (metabotropic glutamate receptor subtype 5, mGluRS)
I T O S B T SR A A o F-3-9-5- (it
WE-3-35) CHE ]G ([*F JFPEB) A & 1, AD (3% 145
YIS BT i 5% ] K Y EBT H , mGluRS A A [ A2
MR, 3 — 2B s HE i S

FEAD R B RR v i P S G vk B 1 e A b R
NF AT IR B VARG, JR 3 P R A I 80T S 502 (B i g
F AR AT R o 5-F% 8 ik % 38 1A (serotonin transporter,
SERT) . 5-%2 ()it 2A 32 14 (serotonin 2A receptor, 5-HT,,) Fll
5-F2 0% 1A 244 (serotonin 1A receptor, 5-HT1A){E}JE§‘7%[§¢
PEZR BRI IT A B R o /NUBRE AR B 2 45 2R (27K , SERT
(["CIDASB)TE MCI [ Bt B A~ K BRI B2 Jo 1 T 1z IX Sk -

FEAK 5 5—HTM( ["F ] altanserin, [ "*F ] deuteroaltanserin Fl [ "*F ]
setoperone) 7E AD B # R A i 55 X 48 43 A3 9k 2> 5 5-HT1,
(["FIMPPF F1["CIWAY-100635) 75 AD F. 1019 B 1 &, i
S JF IR AR

HEBE (locus coeruleus )t & AD AR fb i) T 28 X 38,
R A tau 25 1 JEFE L IORL O S a 1A AR )
AERE R AR 2 b i ), 7 AD 25 23R A7 MRS 10 0 By
B, B & A R e e 2 RO R E ST, W L
LEEES fBIEEE AD A9 Braak B BEY7 . WEBESEEME S =
O s AR R MIRT X 12 [X 3l 1% (%) v 8 42 P
AEEPE RAF (HAEICA A 22 RGBT PR P 2 I,
X AD BRI HEI2 W iR R RN - B AT 2 — DA

i IR G 1% D G 7 AD S5 23R 4T MR A F
SRR T E R S . M N-& B R & H R
(N-acetylaspartate , NAA ) SR 2 0 SE B RN AF I AR S, HE
AD B3 B R, B tau 85 A BB RSN B AH G
K, AT PPAl 00 e S AR R U DAy Je I 440 6 46 5 i
AR, 75 AD AL A5k, NA AL H S5 4 55 P 17, BE T
T AD & J 5 F F I R IEAR

X AR E AR R P AD DRI S A 2 —
TG B 2R T A LT R 2 i R F SR A
AD B R LT B A1 T R S A PR LA

= RSB RS

I /G SN RE B8 K Ay X0/ I o 40 i R A2
A B AT IRZS X TS NI AE AD &L vh & 45
TR,

TE /N ST AH B 1% A ik A v, BOREAA B AR 1 18 000 #5112
# H (translocator protein, TSPO) £ & I # . & ¥
FMC-PK11195 5 TSPO 45 4, R 1 Sz WAt 28 9 A 75 il 9
B 5341, 40 AD f8 35 AR 2 T (entorhinal cortex) il T it
DA KA Bl X 3k i) PK-PET 5 5 1 am . gk o 25 1
IR /N A L P 0 A AL 3 T, 5 AR TURR S TEARDG , HL
5 FDG-PET AUMIK -1 AR 3¢, L AR m] FUi AD f
JEEH BRI i dif = KRS 2 LI L R R GE RN
EFE , BRI HG RR o B 2 R AE PET b4 , 4
P2X7 7 M F 4 95 H 38 I F 1 52 4K (colony-stimulating factor
1 receptor) A RAZFAIEAETT A, 15 1E4 i 15 M LU R4S 5 2%
FJ7, A2 S0 I BRI S A iy TR

Xof T BT IS T 240 B 3% AL 9 A , ' C-DED W A4 500 7T Sz
S 5 20 it PN B SR AR TBEE-B (monoaminoxidase-B ) Y % &
AEAEN L A6 AD JE R TR SIAh R ER
71 1'C-BU99008 it i 15 Ft JE2 Je It 240 M0 4 AR 5 1 F) 1-10K s
WCRR S P2 G, AR R M BRI B AR R T AR B, H S AB
fr BN ICHE . BARBIIR AR R 76 AD B9 I AR f e
DI B TR I JB 2 G A , 2 580 10T A B 57 fif v £ fiki 25 4
DI o T 58 S5 200 3 A AR BE BRI, 41275 BT I Jo #E o B
ZABTT LU B AD A,

L5 BTIR IR BN A RAE BRI S BT B B
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U AN R TS AT O A S P B e 9 A5G0, LR £
TR PRIV Hh B AT S P R S5

VU S A% 2 AR G B AR bR ik )

o-syn o BRERO FEAFAE T IR AN .2 RGEE LMK
Sy H A (dementia with Lewy body, DLB) H7, 33X $555 5% # 4t
FR R #2820 28 fil 4% 2 11 R (neuronal synuclein disease,
NSD)“". it — > i) DLB &35 [ I i Hy AD B 2R A
fE“™, ApoE4 23 I c-syn FREFI & PE RN 28 820, o-syn
fZRAE T e 5 AR AHELAE T, (2 E AR A SRS , AT il
AD 955 B R TR, a-syn A AR R gl 37 F AR Il tau 5
HZ AN, SINEN T BERISE I A bR 89 . F-FO502B fF:
BB a-syn R 5EE PET 7R B0, X a-syn JUET 4 HAT 5
SN ) AN B, T X AR B tau 5 B AR B, AT )
FHF NSD RIS W ™, 2 B8 R SO R ST TS
& 2 % 5% (dopamine transporter single-photon emission
computed tomography, DAT SPECT) & % 45 %5 K6 I 22 (4 Jiig
Fa R T REIRAS , DAT SPECT % 51 DLB Fil AD (1) fUsk Ji
N T8% ,FE 5t BE R 919, A7 Bl T4 i 2 W i1 v
DAT () $5 B 348 RE S WA I RE J1 N K, 5 MMSE 973 &2 it
HISEP, W] DAT SPECT i 1T LAVE Ay i A 01 301 BiE 45
TH,

T i B AR AR

B X AD 5 BEAL ] AR ATRTE , BOR B2 7 2 TT iR G
IR I3 3 12 (cerebral blood perfusion) (025725 4k 5 AD FL
S B Z A SIS RS B 2 A SR — R
ATRED AN () FE 2B MBI S R R, S EAD S5 AR
KANZIBAT IR I KA o A RRIEEE 0 Py
WL 1 J5 DX 3ol 1, 9 72 A 7T REAE g AD 95 34 3 Bl A2 Y 49
R I, K HEAE AR A tau 8 PR BLZ 0T R, BT
I 1t 37t HE7E AD SEAR PR S R Y BIESE L TTBE A AD 1y
2 W BUB AR AR S A2 I SRS

(—) A FiE {55 (white matter hyperintensities, WMH )

MRI W MH 38 350 DA fol A e o A4 468 £ ) T 2252
Beptnal . SR, WMH UL n] BE ph 0 s 28078 | 1 B 4
5 P I 8 O L o B 0 55 2 R R 2 R R B ST . MCT
ATAD [ B WMH G HTA T 15 068 At 3538, I HL
7E AD Ji 175 HE JR B B P BE T 7™ 2 (¥ A R T e TR kA,
WMH ik 5 tau 25 P19 2567 B2 i 1780 BE ) AR SR A ALAT 5
VIR, FERERALHI 7 1, 45 RE 1 AR M RFE A R n] BE
SBOMAE MRS, DTS R IS T MIRT R 30 A i 2 T
BRUUR BN B 1 (microbleed )™, BEFEIAH AR R&ES| &
VAR P I PR S T 3 B WML B, e it R A8 Stk — 25 ol
AR ULBUE BUBPEARER " IR 7 245 S W 35 gy ek
ARFETC IR , PR H AR B R Rt — B4R

(Z)HETEMRI

shlJk H iedric (arterial spin labeling, ASL) i i # PEFR
ML 9 S5 B S ik i, 9 e ) S I R T R S R
P i 100 L 5 1 D) A OGB4 X ASL-MRI

5 "F-FDG-PET YA ICHIE 5T & BLPTH X T AD 2 W fEf vk K
AT DI g B o, REUR A ASL-MRIEA B AU & 1
71, NI SE IR FDG-PET A77E A5 25 R g 4 5 2 5% KU 1l
P SER L M CARFEAARRY], MCLE AD &
B JE TS AT (R AR TS X, EMCT S AD 2
) TG Wk 35 22 5, /s ASLAE RS W b B E S 18 5 s
Y

(=)HELE SPECT

JETE SPECT RIAG I A v A9 0T O , 915 AD R0 A
Wb 35 DI XU T3 it K 30 v s/ 5 AB42 T AR
5, INIEET- 3 T RS p-tan TSR OE®, WFE 25 SRR W
Wi W A Mk HE bR BE BT & JB HE F B§-10 (matrix
metallopeptidase 10, MMP-10) 7K - 7] G& JiZ Bt AD 3 J& X,
B WETE SPECT Kl & BUIGH W F MMP-10 /K- 3 i 5
P REE I DX I A G TR U SPECT 5 A M
AT RETE AD DAl b I AR AERN FE AR S L AEH BARAL R A
RUR R IEA PRI

NN TR RETE AD SAR 2 H i 1

BEE DL ) AN TR REROR B R I, HoAE AD 87
FRENE T S T AD RIS W ST bR . AT AR
AEAS X MR, PET 25532 (B AT VR BE 70 M , 5 Al 408 40 Tl
FRIE A2 X 4 AD J8 35 RN R XT B2 R O 1y R 4, o
Wiz Wi a0 R . N TR RERLA MRLPET % %243
By, 55 45 S TR (R B, , BE RS 4L =12 T i R 1
[ e N T 6 40 AT A8 A (R B[R] A SR, R HE T 0
JE RS R IRIIT AT IR TP R B2 LIRS 5
ST RN TIOR8 % B R S 22 A
FEMBAIPERE . Ak, T TR i, B A o
Bn e, TR R AR RAR IR O BRL, ek N T AR S5 R 2k
HAFHEME  HES AD 2R YT &

5 2024 4F AA 15195 AR 3 B L tau S5 1 B P2 A8 E |
RAER N S A% 8 1B I 451455 (AB proteinopathy, tau
proteinopathy, neurodegeneration, inflammation, a-synuclein
and vascular brain injury, AT, T,NISV) [14 4= ¥ 2 b 35 P AE 28
o, AR — SRR R CE BT, HH
PR bR S W R RS TR T AT ARSI LAAE Bl
REHERS ST Stk . e T 2SR AR S A (S 2 A
HGEiha i s 200 BEPPAR 45 ) IF A Y12 Wi B0 2 A
g5, 0 AD FR I 2 F2 W B V22 rTREE , R M IR AR
fift AD 152 Z PESR AT RS . H AT 2 KRR R 2
BEXE AD BB (HAE 2N R IR L
e AL X 73 AD B FLIE 5 ARERY S Wit B A5 AN 58y
I, AR BT KA 22 T A ) 2 b s W R 552 B 1
LIS T

£ hgs

Wit 25 9 B2 7 A DMIT 39 /S W 4 2E , 2 AT T4 0 2024 4F
AA 2 W45 B P 3 A AT T,NISV HE B2 X 5 87 (9 AD 5414
R B IR TE R BT T AT RGNS, BTN
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TR ABMTmuMTmmWMDGHEE
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AD B BB SR AE 18T B A R AR (EAT AT T £ A
H%:#%Wﬁ*ﬁa‘éhu%@%z%ﬂ» PERRE BRI T B —

JEX 4y AD 5 At 22
s N T4

AT PO Y4 Sk 5 A BRI
EHORIY Hh%?iﬁ BEXTSAARRRAE 1 2 T B

JEATS i RS b ) P 3 S T R L 12 R R
A AR AT R FL AT, LUIHES) AD K5HE2 5 AR T 7
Rt —2 A

ikl R (VR P I E AR N

EETE AR 2 SR IR SCES i SOk A
) IR SCIB R ; P [ S - SCRR AL ) 5 BEER IR 18 SCIB Rk Al %8
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