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[Abstract] Alzheimer's disease (AD) is a common degenerative disease in the elderly. Current
clinic and medical research maily focus on diagnosis and intervention of prodromal Alzheimer's disease
(pAD), including subjects with beta-amyloid (AP) -positive deposition and normal cognition and
patients with AD-originated mild cognitive impairment (MCI); timely intervention may slow or even
terminate AD progression into dementia stage. Existing invasive test (CSF) or expensive test (PET)
could not be wildly used, so a simple, effective, low-cost and non-invasive screening method for pAD is
of great significance. This consensus summarizes current international screening methods for pAD and
related markers at this stage, which are expected to guide early identification and diagnosis of pAD,
deepen further research and clinical practice on AD.
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ageit, 3K IE 60 % L AR A 983 JT Bl /R ¥
15 R (Alzheimer's disease, AD) & & 3 877 T i J&
NI (MC B3, HBEE A 22 4E, 3R E 2 Al
J4Ek AD B EBOG B E R 2~ HATHY
] b AR 2 W 5 T B % D RTES , B G AD
PR HTBT B . 2018 4F , M 45 36 [ [5] 57 & Ak it 53 e Al
By 7R 2% 15 BR 9% P 25 (National Institute of Aging-
Alzheimer's Association, NIA-AA) ) AD 2 Wiz ™,
o NAE B sl il 5 v B-VE ¥y HE 2R 1 (AB) il tau,
A K3k 5 MRILFDG-PET [ #6 #r 45 5, 7T LUK £ 9
FREW XA ATN ATN ATN ATN4N
o), i — RN R 3 R 6 9 - 5 LRI N
LI i 2800 B 35 E 8 TSN E IR TG E
17 R AR TC S B A AR B s 2217
R TCN TN B B Bt 7 D R 0 5 25 2 46 3 0A
1R % (subjective cognitive decline, SCD) . % W44 1
Nl R F% (objectively-defined subtle cognitive
decline, Obj-SCD) LA J i 2247 Mgtk 5 20 1 4 556 2
R EFRAIEIRETI . 55 3GUEE W FI I 5
7P HR IR R, BEMCIL, 56 4~6 90430 R i
BE b RE R BE MR o 7E 2021 AF [ PR AR 40
(international working group, IWG) ) AD £ Wi 45 1
B T BT K ] AD(prodromal Alzheimer's
disease, pAD)” L& , 48 A& LI AE R 5 F R i By
Bto 22 Wibs i ) e (] 50 R 20 BEAT A ) B
2 W AD, A [R) 5 2 R I RIS 2R B AR o AR
FH “pAD” 1M A 2 “ It IR 17 1 AD” i HE &, 2 R R
PAD {4 T MCI B, Bl SCH: T A AR i BRI L
IR R AT B, AL 45 AB B 19 IA R D g
# A .SCD.0Obj-SCD K MCI % .

TE pAD B B, i PRAEAR 18 A 7™ 51, {H P 285 3
M B TR B, 78 I Be ST A R REZE 1k
B 2% R BRI B B . EE AR, IR K2 W Y
SCD 5 MCI HA — & 19 7 B , i2 W i AD 11
SCD 5§, MCI, 5 % AB =X tau [ = Wik G 2 5 .
PET 48 W/ , AR RL ) MCIE 9 AB FRAE SR
SR H A2 R R 40.6%~63.4% , 2R FH A 1 AL 5 H
{# It (standard uptake value ratio, SUVR)i >k 48.0%~
67.6%"; 11 SCD 19 AR FHYEZRTAIL , {H i /D KA
B . 5T R Y, pAD BRI 2
Sk 229%™, Horf A 53 27 1) 16.5% £1] 86 %7 1) 53%, 4F- i}
TR —%  pAD BRI N2 1.0%°,

H AR AB 5 tau 1% 25 B 77 7% 02 ik 5 W) (CSF)
Kl 5 PET 4504 , X 2677 vk i T4 B M sk 2% H &) 5t
AR K, B LA A 20 ARBAS e8I pAD i

7R BB A . A SR EES T H T E PR
A K pAD 1 i A D vk LTI 9 2 R A R 1 AR
Yk &Y, 7 45 5 pAD R WIR B 55442, N PET
5, CSF A6 i it e s A HE , AT 4 = i e O R 5
FRPEAR RERAS

AR IR A= A I B 2 o0 O UE AR A
I 77 %5 9% (http://www. cebm. net/index. aspx? 0=5653)
il 5 B TR UE B2 27 A 3 UL o UEHE AT T a: AT
PRSI A BE AL IRAF S (RCT) B R G2k, 1 b BA
TRCT, 1 c: Ao b4 ; 1 a: W TR A1
WFIEIN R GeLik , 11 b BRI BAS F 53 B o it e 25 1Y)
RCT, Il c: 45 b5 s M ) 5 1 4 e 1) o 7)o RO
IR GeLrR , W BTG (X BT ; IV 2 95 4] 3
B VB RKEW . A AR R,
18 B AEHEA &L, nTHERE , T RE SRR B
J BT U ST A s C S R — R R R A
R, VAR N B4 R s D 9 R I A AU E B
bR, RAERAE R N AR TEBk Z IR B 7
TEHE TS BL T, L AR LI L R
IRGE MBI, h & EERAMNERE N
Zead o BT B A R A

— O PRPEAL

A Bl T30 pAD B A A 3R A L Gepf
22 I TN PEAS L F RO RHTPAR | DL %k
FAAT HIPAL o INHBERS 5 B RN IEAl 2
B 4n H # A= 15 € 1 2 2 (daily living ability acale,
ADL). I g W 37 & % (functional activity scale,
FAQ). I % /K il #1 Al & F% (Hamilton depression
Scale, HAMD) . i % /K i £ J& &t & (Hamilton
anxiety acale, HAMA) LI & # 2 K # ] %
(neuropsychiatric inventory, NPI), F T 1K 5] pAD Ff
WA 3053 1 SCHR S B T I R 2 W AD & L A
Al

(—)fEGefih 280 B 55

e G P 2200 BRI 95 2 Nl R 2 W B A AR A, 197)
TN i B A RS A A B3 (MMSE) F Tl B Uil i
e TSR A 2RI HIPPA i 3R B 5L Al 2 96 (MOC A B
MoCA-B) ., Addenbrooke A 1 JJj g 6 £ 2 4 3 R
(ACE-II) A FIH5 MCI, &R 2 = Ny #1385 BEH T
S 1 S << N MU g RIS R P 2 N R ST K
B E AL, G T 58 3R] 3 2% 2 I 56 (auditory
verbal learning test, AVLT) ., Boston iy 24 il % (Boston
naming test, BNT) . a1 Jii 1% 1 I 46 (verbal fluency
test, VFT). fF 5 % 5 £ X Il 55 (symbol digit
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modalities test, SDMT) i £& il 46; (TMT) 43 531] 2 i
¢ GET EEMPATI R EY, SRS RN,
T 5C A2 AES [ D RE 8 SO 45 D N 43 bl
ABTE ik AR 1 T s A DR (X R R AN
JE LA RIS AELE AB TR,

T A R — AR AR R 220 JI 5 2 22
s 55 AR AR B SCERAE T, AT LR R B e fisi AB
DURR A AR L, 49 4, A0 5 J B S 12 418 2 000 46 (visual
short-term memory bundling test, VSTMBT) 5
Loewenstein-Acevedo i X + L % > W 5
(Loewenstein-Acevedo scales  for  semantic
interference and learning, LASSI-L) ™%, &7 & 1 ]
X, 0 1 min (9 52 P (B W 48 Bk 5 K R4 PR
A H) 28 AT LUA A H X 43 AB FH M 5 B A% ) MCI
AR S IS AL IR A | Gt B L AR
ik SRS TR B ny D TRE U7, g8 Jz
Wi N AB U AR A AT, FRATTFR 2 R 25 ABIA
T

(Z)TCIAEEAL

TGN HE AR 8 B 5 — 5 T Y IR A
EEmI NN Nrd ) S A e T Tt VA (s iy AN ST )
o HBGR A AER T AR A B g2 iE s A 3K
RINA IR . 7 80%~93% (1) MCI #1442 &£ AD
iR BE A TN D RE R ERY, TN R RS
AB 1 tau 5 1 4R BR DL SR ki A G BRI | Do) &4 3 42
LA e

JCNFI I PHAG A 2 Fh 7 i, F 2445 1) AV
=57 o FRFE [ Jt P R TTA At ] AR AN R i 25
OB R 1 R I IT 5 S BRI o1 AT LA 15 07
2k RN ITTINAIBY K o 5 L B TG IC A PEA 1
T SCEE SIS 55 AR A A 10 5 kP B8] A 3 ek
¥t F1| W (feeling of knowing judgments, FOK) . 2 > ]
17 (judgment of learning, JOLs) 1 [ 15 B iF- 4t (degree
of confidence, DOC)**, (2) H IFAlL 1725 5% . H#&
A RE I S PP AN BB AR ST Re K, IR LA
R RN REUB 2 2 6] PF 43 1) 25 S A R A AR A Tl
MU AR AE B a0 HE A RN 2 R [R) 4 (everyday
cognition scale, ECog). %5 /8¢ #t & I & T. B
(measurement of anosognosia instrument) filicfZ H &
W, 8% 1 4% (memory awareness rating scale, MARS)
S

MCIEF T BTN 32 45 ] fEJ2 MCI ] AD
SR AL B FE B PR 2R, AT JTIA N A2 4 35t s B8 MCI
(aMCI)2 4F PN 5% by 0 % (%) 7T R PR3 I 1 3k 3 A%,
— A PRAE AD Il PR B BT BEZR I X 4 G0A

AV e B, IR A R R £ B A
(RT3 PRI T T o e F 5 R
T AF 5 4B 2 BLAE AB BHIE Y 5 b, Jeic 1z 32 it i
FRMAAEF B, 78 AR BAMER 38, ik
F| MCIHZ iR R -1 29 1.6 47, & & h#iotid
1232 76 35 21 AD B (116 R 12 Wi 3~4 41T L)
KIIGNETTICAZTIRE TR, WF58 & B MCI iR
FHIOCINFIOTICAL Z 40 H R i B A, B AnTE TS
FOIOALAT 55 r oG S 2 B w5 Ay 64 T DR

H RiAEH E R, DOC AE A W i al i 2 =
6 (46 L RR) A 130 0 56 UE 7E AB BHAE RO B, X6
Ui AD Il SCD A — i (AR AER

(=) HLF R HIPEAR

SEF TSGR B R i w20 B CR A
Fi A shik B REAL N HEAL o A 2 40T AR L P
b, AR5 AR 1 T B | T i 2 AR, T R S A FH 4 )
AR 5 A 9 2R FHIA AL B 220 G 5 1 o 0 25658
BEARFE BT EHUOAFI DI RETTAL T H.

P, T AV A I A8 2 [ S T i i % (] 22
P R ) 7 R AN A2 DA IR TR RS B ARTE B T
o TN A B A D B R A
SURA ST H RN T A e 8 B | k= 3
BILA TR I 8 8 5K, DA B gl i o e P e 7152
QAL s AT

1B i) 55 =Y - %5 1 0 45 (digital clock
drawing test, dCDT) S 343 5 VL 25 £ 1L &5 %) B-PET
225 10 B UE M BF 2R 11 (PIB-AB) 43 1 R B LU AH G (P<
0.01), £t F IIfi & A AD A %1 25 4 PF il (preclinical
Alzheimer cognitive composite, PACC), J& #& 3 4% F
45 28 2 k£ R R 3 (FCSRT) S M2 4543 12 4
ICAZ B IER [B11Z . MMSE FICF 455 6 4 46 25 4%
Gi A 220 BRI ES o X FOHNE & 0 R, F T 200
AR B AR I K B A REAK YK - dCDT[3Z2 1 TAERE
AE il 26 F 1A 2 (AUC)=0.724] >PACC(AUC=0.630) >
T T %P (AUC=0.575), dCDT 7& H [& A BEAY 1
R W AESUE T

2. I felt B PP 0 1% R R FERT 10 min, 7 4
ASEIGPPAG o I v 1 i - D00 56 (R IR B AL L)
D e 4300 56 (s e AT B RE) AN H BN i 3R 5 A
DURAH G , 1.5 ABTA AY AUC A 0.75(95%Cl : 0.66~
0.85).

3. AR 1) B 0 A i 2™ i i Rl 4 1M
TS5 4LAE, T O FE S T BE R SE ST
YEIC1Z , FERT 24 10 min, A] A Ffd 5 A F pAD A
I RE R PEAS , T T 200697 B VAT BE R
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Al . Alden 45592021 4F e BN HPIR S 18 B i A it
2 (CBB) X W IE# 40 (A T°) 5 MCI 4. (AT ) AUC
70.93, % 5| MCI(A'T)5 pAD i ) AUC 4 0.86.

i i B DAk £ 2 5 DA RS 1] B Wi A i 60X
PR AR AN R A FE P E N o T rh
FELCHE B s O PEAS , a0 A PFC e S PuaT R
(AMES), t 3 NFIME 55 4L, F DAPEAS SR A T D RE
22 ) FUE S04, T 52 00 TE # 20 R MCI 2 B 1Y
AUC 7 0.88(95%CI : 0.83~0.93) , JH T~ % 51| 1F & 2H il
0bj-SCD 41 i} i) AUC 4y 0.78(95%Cl : 0.68~0.89) , {H
H5 AB UL I & HFT M AN TH AR,

I E, T R F AL UGS At S8 g A
AN B KPR N, 8 A Bl B ]
JRA] fi ks 9 RN A8 90 R, O35 29 R py N\ 58
. 103 min kAL IA 1AL (game-based cognitive
assessment-3 minute version, G3, https://www.
bestcovered.com/products) £ A # i 1 700 43 J1 A 5%
AL ITEAL . UE E B AL & A Bl Tt
DX FRITIBSC A R A R e i o XU A 1 £ 2 A8 2
RN BERG B 45 o (H DL b T HL % A it
17 AD i FRAR R W S0k, i 7 B 22 B 58 A HE W
HXF pAD A 2 1134 RE

(PO & AT R PEAG

B AT AL — 2l B T BCR
AT A T B I R SO AR B2 R T AR
B BB SR B Y N TR BRI &
B TSGR = UF CAEIR AARTE S, pAD 5 AT i
MAESAT IR E A R EE ZIM 8 A, X
S S AT IR LT A R OB T RS ST
0% AL AT, S pAD RO B2 B AIXURS: 2 Ak
PR

1202 A0 A o A 468 o B2 BRI 2 i B i) i
K PR SR N A T RS . A N
FIE 1Y AT 25 R 25 sl LT A N B 1 e 8 S5 AT LA
G DN 73 B Bk T 49 55 30 S (AR) Y -84 55 P AR
(32 BRI [ 285, b g s 8 ) 2s e e H
SR LS s AN T (R P D NS 1K 7 e A N =g
5 AB-PET 25 A7 B4 A AH SC 1, A 2 T A 0 43
TR A RO,

2. 200 5 i 448 GPS B A il SRR AR A L -
AREY), an SR i Shalhn sk R4k . B i 4
B — PR RS, 5 PET 5 CSF H A
FHAEA — 2 (AR G | I AT LLGE 2 BLs 27 > 1570 il
i pAD % (AUC=0.82)""

3. AR F A &R 1AL TR AR AR (AUC=

0.80) Fi1 /5 % 45 47 (AUC=0.77) 1] LL 45 - H1 [X 43 MCI
SIEE WAL, Horhif L8R (AUC=0.77) 11 5] AB*
1 MCILE W] AR T 7 248 AR (AUC=0.58) , 1R 51| i
o HH B SO Y AR AR LA — R Y SRR
(AUC=0.61)"", JETIBE& BRI & 1 LA i 2
i £ (Shanghai cognitive screening, SCS, https://
www.bestcovered.com/products) N & 5| 15, 8
I 1 28 B 5E BN FI A I, I I A e
SRR R B PRI o B AR 5INPT Al 5 2R ik
A1 AL RS A 6 [ 45 H I 45 51 8 SR ) o
FA NS B sl A TE B U o A R AR RE R 2~3
min, 38 o RO B R R R R TS
B b {521 L % (percent silence duration, PSD) K54
i A Sz Wi bR B8 . EE N Z O TR
&30, 54d 52 4 A A L, PSD 7F aMCI Fll AD i
F 4 88 35T [% s PSD T AD 5 Rl AR N 4
ZEI Y AUC 9 0.84, b ] T aMCI i i & 48 N 43
ZEEF ) AUC 4 0.74 , 33X — 45 S [m] Bt 7 [ B A L1
T RE A Pite B3 e P A B A e

B (U)ESE w20 B 3 52 6
FE TN HUKOT FAH SRS BT AL B B i S AR F- B 76 A
S5 A 1 DX T ATL A 07 AEUAR, S5 il T JR ol 20 3 0 3
TAE, LI SCD 5 MCI S =R Sl PRI2 Wr i
R RN, (2150 A 280 BRI 6 1% 2
TS 5 Toid iC W PEAL A R R & 3 pAD &
H (M aZGiEd , B RHMES) . (3)HL T Hp 4.0 BRI
XF T By pAD o5 EUR S A — & M VE R (I b e,
BRHMESE) . (4)FF R B AAT M VAL A BY T R
P 7 A A B A5, % pAD TR I AT 35 3 Hh 45K S
(MMa Zikf , B A7)

= SRR EY

PAD HY S MR T AE Wb iy g A I, H i #
NN —E MAE SN E A P bs ) T B2 1 RS
FEbR AR s MR TH W bR S A S (R A E
e

()RR S

MLY% AR FTHA 2 1k tau 25 11 (phosphorylated tau,
p-tau) & H A fe 2 v 78 T (8 AD A G I i A=
VbR . H ORI R 540 7 BE 2 K D (single
molecule array, SIMOA) , 1k 2% & St il G & I %2 7%
(chemiluminescence enzyme mmunoassay, CLEIA)#7
B P UL UE B A J5 3% 43 A7 K6 I (immunoprecipitation-
mass spectrometry , IP-MS) % it S A I 152 A X 1L 2
ik B AR Y AP I p-tau HEAT SE RGN . ZIHAFST
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RIL, HAR 1P-MS Kl 75 B i T3 B 25 B, (R L
JIT 0 7 7 I AR 5 At A 2 A I vk B 5 AD 12
Yrfi, M p-tau (430 5 55 22 1R FH B 34k Fi s
TR PER I, AR A] ARAG A i i L FH A (i

FEAS R () BRI B 52 o, i FH SIMOA Az I 7 1L
TR AB,, B AP 0 HCAEL T LA B R 5K PET 4 4 b v
F4) Fii P TR R A S L A A 1 o A 1 SR 59%~82%, 17
IP-MS A 4 = A 1 25 31 T 72%~97%, [R]Isf, &
T CLEIA Y AB,, A, Il 12 Wil f & E IR 7E H AR
At BT, H 5 IP-MS 25 5L 5 g B — S0 (B 2R b A
XK 2800 R 0.91 F10.82), 1 FH ABL., L IE F 5
PET 4641F () 52 #5034 88.0%(95%C] : 80.0%~93.6%)
F5 S Bl 72.09%(95%C1 : 62.1%~80.5%) 4, E i
B, B ) IP-MS R (1) 0L 7 ABa0 701 i
PRI AR i B AR (1 o P A , L AE AR B D B A
NHETR] B A8 A8 B2 A 10% , 4% T i 4 h 42%
PR AR B, DR BR 1 HE TE o S A AR
I A A 0 245 SR A il e R D A, IR AR/
AB, 7K - B A 78 AD FB S IIfs R RE IR B AT RI E 58
AL, BAE A A0 3 o AR v CREFAR AR E | R
TCH X 1) JRE R AT A R I SR B
FELR ML AE AP o /K AT TH A 3 5 25 1 A s B
T B Ko AD B AL DIAH DG

113 p-taul81 . p-tau217 il p-tau231 J2: H AjHF 5%
20 p-tau S . TEARRNARCRAS B AR,
SIMOA 5 ) 1fiL 2% p-taul81 X 53 AR FH P4 i1 5 4 ity
HEHME Ky 70%~88%, IP-MS A& 1 (1) ¥4 At 11 A 67%~
95%", LAk, 1Ek AD R SRR AR AR R Y, I
p-taul81 K78 AB BH M AEE H A 4 tau () BELiE
JE T 2 U)AH U, B 9E R, B 7E AB-PET FH
P tau-PET FIPE R AHE Y, 1L p-taul81 Al p-tau217
WE T, i LR p-tau231 F & 1E AB-PET %
2 5 38 BH- P 5 (L A8 I R AR 460 03 A v gk 8 25 R AB-
PET (18 Tt 45 FAFTEAR DR, ik Sufiff 5% 45 3L 4 44
75 LY p-tau F T 25 7 T PET J& 300G PN 1t 28 2T 24 2
5 B AR (1) B[] B 2 R AB-PET & BLAY ik Y
VEMFE SR DT . AN TR T I v AB A L, i 3 p-
taul81 7£ AD & 1y F v B UEA TR T i i 3
HTE AD %A B B ik 310 vy e, DAL b B 38 1] 7 X
o 1A JRE P B[R] AR ARG R R e ) R
LMK p-tau K F- L Fil s 25 A D) RE () #E— 20 T %
Je it Ji Sk AD A 0 URS K, HLIL TR0 AD %161y
AR R T IR AB 0 EEAE

25 BT, IR AB I p-tau A RS I 7E I PR 127
R A Bl A AD B IR B B [ B R Y 0

A — 8 By B0 8, (0 LI RA2 W i 25 ST 75
1t CSF 8 PET K & R gt — 2L Ak o Xb T L i b a5
PiBe/R S8 1 R S T DA 0 B A i &
M EEIF PR B2 W, A 7E AD I R, AT
3 3 1V A T p-taw FY TG A0 4 R A2 4 K
AR gR IR B P AR AR R PSS R il 56 iy
RS HA G R .

T Il AB il p-tau, & A9 F5 AR il A ph 4 22
4% 25 1 (neurofilament lightchain, NfL) 55 i it £F 4
IR P4 5 F (glial fibrillary acidic protein, GFAP), 1]
5 ARl tau ZK-F- 2 UIAH G o A i B B L4 A
4 Ak ik % JE g & [ (oxidized low density
lipoprotein, ox-LDL), Ifil & % JiE 45 b 41 & 4k 2 ™
¥ (advanced oxidation protein products, AOPP) . %41k
"= KAl ¥--B(transforming growth factor-B, TGF-p), IfiL
I B R ARG A 2 W N B - 43 A i 1(B -secretase,
BACEL), 7 MCI 5 IE# 4 Z a4 1 2 25 5% {H iy
A X B FE bR A 5 i AB i tau TR AR 5, LA TH
AB PR 53 BB, 1 72— 2D 5,

()RR ED)

PR AR AT LA S B AD H 55 BRAFAE , JR W N A AR
W B SR DNA S5 AT REAE i AD 19 AE Whs ik
7/

1. PR WS R - a1 05 43 A7 S 7 bR FR I e HH T
K5 BRI T fE | i3 AB,, . p-taul8l/t-
tau % A AB TR DL S 2 2 1 E(APOE) 2 K A 22
AR DRI o R i 5 Y R /K PR 531 AD 1 AUC
5359 0.571 5 0.797, J5 4 L 0.2119 Jy 73 FHE., HUR
PR 66.7% , KRS PE R 78.9%,  BR R 5 25 A A IV
W AHSS A A B AR — B DX A3 DA e A ™ R R A
BT

2. PR 2 R R & AR 2R A ) 1% M < aMCl
SB R RORE A TR R RE ARG 20 R A= ) T 1k B (global
arginine bioavailability ratio, GABR) %% 1E # X} it i
R, H W B2 K 5 MMSE 345 5 1E A G,
GABR 2 aMCI /) AUC 4 0.797",

3. BT R Dt BRI A O 28 22 B 1 - B TR IR K
g B AT DG A 48 22 35 11 (ADTC-NTP) & M il 21 21
gy ok JRTE AD BB 1) CSF Hg i, 5 ik 1y ™
R FEAHOC, B I Bk R A AD B W TE AR A A
Y, Zhang FF12017 43 1of [*Cl4R id 1 PiB-PET
48T T AD FI MCI (845 JR . AD7c-NTP 5 AB UL
(R 56 P 45 3 R, DL 1.46 ng/mL S BH(E IR
AD7c-NTP I AR B 5 28 AR DLAR Y A e 1 15
K 92.9%, U P45 (68.8%) . {H i 7 T 25T IR
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4. ARG < IR | 3 R 2 ORI 5 R S
I — 3 — Lk W SR AD K A R v A 2 Y
EH . KA 2B AE R AD 297 Bl S B B A
T AR 7= 0 438 I R B T B I TR 2 T 1
w1,

SANANE 3 A LG, AD B35 2848 rh s A W i)
ZREVEREAR . BUBLFT R /D | 7 AR S 4 B 7 1R 1) )&
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Tab.1 Comparison of effectiveness of event related potential

indexes in diagnosing cognitive decline of different scenes
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Fig.2 Flowchart for brief screening of prodromal Alzheimer's disease
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