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' FI/RRIEBF (Alzheimer’s disease, AD) 2 — v ¥ My EBATH R, EXFAFEFEER. EENEL

AL BB, T E Bk 2 E R ey B AT F B, B AR DUE R B AT T HURe Y. UJLA, A . R
FHEEHBEAWLE, SEMAB. P-taus FMiLHR. miRNA. J778 208 % & 4 ADF-#115 ir Bom & Wl iy % &
EMEFARREY. A B RTADSN A L A W47 B4 R ADAE X I W A A WA S AL HAT T 5, B E HADH

FH LW o TR R R RESF
KA

Ri] IR % BRI (Alzheimer’s disease, AD)&—Fii
HRHZIBAT IR A, EERICIZ SR,
Bk DB DR i 70 i3 2555 T G AR b B 2R
TR B 20 i A1 22 4 B A AU A K tau B H T S
Tl TR A T2 S PR 4 28 £F 44 4 £ (neurofibrillary tangles,
NFTs), [A]RFEA L T0 25 5 S H R Al A v I st 4
FBGE A2 4. 20184E 1, A& 2 i I
IR (U.S. Food and Drug Administration, FDA)#E#
ADJ2 Wi br #fi——ATN(amyloid, tau, and neurodegen-
eration)biE, WIHi T ADEMbR E s LY. bR
HEF AR EETE: ABA). i Mtaust F(T, &

PR RIGBR A, ML A WIAT S, B A, DU, AR

¥ Etau B R fh tau i ) DA R AEME(N). BEE
AR EVIA R R K &, ki B i (cerebrospinal
fluid, CSF). R34 A% (magnetic resonance imaging,
MRI). 1E 5 &5 W Z i (positron  emission com-
puted tomography, PET){% T-ADM B IH 2 i A =
BAEM. BT CSFHMELASRIUE HAA R A, PETHME
e ot, MRIFEFVEZESEER, ATNFRAEME DA ).
H BT ADIG PRIZ Wi ATh 8 32 AR T sk v 480 BRI
R DR I8 5 B PO RS IR AP T, ik R AR
BN ARG E G ARG EY). 8
KBk 22 Wi 5T K H 6 ) LR AR s S A RN i T TR R
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LR A5 ] ZR P BRS LA B T T A A 0 b S5 A 7

(gut microbiota, GM)IH 7i. AU ADSM A A Whs &
VIR A AR ER) . BB R o R AT 45

1 MY S

P T DK 430 22 0 5 44 o 43l 11 2 1 2 Bk N il
R, BT LACSFRENS 5 4 3 ST B P9 A1 5L CSF
AB. i tau(total tau, T-tau) & [ F1B% IR {L.tau(phosphory-
lated tau, P-tau)& F/E AL CAEYIRREY), X TADR
AW (e R 3 T 85% A B PETREHERT2. S4EH
ZAD, HHEREAE0% A 1. St ABIINL 24 B £
¥YIB(Pittsburgh compound B, PiB)5:PET 4 H A 5/
Tz R, PiB-PETBI M4 VF 2 15 R 241 9 HERR
ADHIAG AR, (R A W R 1R
BIHIKR, PETHMA B D%, HLUASOMEAE KT IS 8] P 22 s DU
M5 T RE, BEAMTInKIZKEbmE. R, Kb
Sr W LR BT i ADI L AR Vb S LU IR HE. R R
Fomd Yy Bag e, AT — /Ny RN AN A I, B )
2% MR E B B 1 R R I A R g N i
T T i R 1 UL B TR KT 1 I A
(I A B A FgG) R T AT I & LR, B T
FE, TR I Fh 1A o B 1 TT e 24 B e R, 7R
JUE AR BB 1 AT B, T AE I A, IfL /MR 43 WA APP
FEr A AR, XN T FHRAD ML A YRR S 1
HEFE.

DRI, IS ) AR A 22 8 8 i A b 5 A F )
FOTVE TR 1) R R, AR H AR
ST TR RE . M e LA B4 T [ B (single-
molecule array, SIMOA). H( Bk o 72 W B X35 (en-
zyme-linked immunosorbent assay, ELISA)H AN I3
Fh 2% 24 4% (neurofilament light chain, NfL)#E47 & 46
LB E R T R ST R S TR
Xf 3% 2 P e AT KRN &, 44l 7 ADI)
Z AR A VIR EN). A SO R AD) T Z K A Y)
B A B AL (D).

1.1 AP

ABRAPPL I — L5 Mg UIAE FH R 3 i) 2 Ik,
Lk &, WP R E B (senile plaque, SP). ABIT
ALV PE B TR AR N R 7= A i 2 B M R I 4 FAD
Mzt LR EERRY. APFECSFHUMLIK 1 #He
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B RADKI SRR S —. AN ERERIYIE] AT L
KBTS K, WIAB40, Ap42%El™ AB42LLAB40
FR SR, ADEL A LISPH [ ARA2/APA0E F &
THEi, CSEHABAK T AR, Palmqvists A%
M, CSF Apa27fbim K, HIK:ZAB42/AB40, P-taufll
T-tau. Nordberg” {1 — TR B 7T E B, CSFHT-taw/
AB42F1P-taul81/AB427E ADI PR SR H B A 154F &2 2%
FhiE, MARA2/KFANTE FUPIRE IR H B AT 1045 42 45 A TF
BB

EARIMIK A ARASBE S LG P ABAR 8, {HCSFANIL
T2 (R ABREE T XX M) I8 ik B BN 24517, BRIk ik AB
KPR — B LI B AR & AD. ADFH 1M
HARA2/K V23 B FEAK, 8 0T 102 00 2 1f 2 A B
FE, W RoR 7 H 5 BUE kA2 M 2 (8] 1) 52 3 AH G
PEP2 20184, HASHIEOKFE K252 P55 & s
UUUE S SLAN G 73 Hr R AR A U A0 LA AR, 45 Rk
I, S5PIB-PETYE N&HrHELL, (APP)669-711, AB42Al
ABA0 = F 5512 W ADIIAUCTE N94.1%, HERFEHT
790%. Janelidzes N fif Fi 48 R o0 W th gk 45 1 2K
BARIEE SR, MR SCERER I, 454 K AB42/AB40FIP-
taul81/AB42LL I I 5 —F8AR 4 7 AN 50 AD i e 56
AP0 Kim e NP R 27 R 48 K A I 4 I
MtauFIAB, 5 &4 EX)(T-tau/AB42, P-taul8l/
AP42FIAB42/AB40)/F MbiomarkeriE AT ¥4, [X4rAD
FIE & ST AUCH0.93, BUEik$10.90. 5 & 511
JRBEAC TR AL, %040 K B A8 B4 B 51 AT AR
75 Ty M T R B0 A6 B B SRR T2 H P B (1) /N Y A
#5304, HAB AL R A I 2 (2 A AD A
PrE.

1.2 tau

tauf [ 42— Fl 73 F 2 950~75 kDI TUE AH G R
H, TESMEME IR L IEEEL T, tauE A
SO, STHEREASE DMERE R G MR E.
HEADEE H, o BB IR A [ tau 2 1 BH AT A
AL, AR AR BRI SR AR R BINFTs, I S Eipf
STz ke, HEETMP taufIP-taufE 4 AN
HER,  RER R A A R T S R RN . CSF &4k
FEPY. 5 R AR, ADBE AL T H KR
fitauE IR AED", NFTs 3R 51l R g R P 52 TE A
P23 CSFHT-taw/K AR A 2 T i fibr 4, 72147
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Figure 1 Mechanisms of the generation of plasma biomarkers for AD. Substances produced by neurons and AD biomarkers pass through the blood-
brain barrier or the blood-cerebrospinal fluid barrier into the peripheral blood

LAZIBATYERR T, WiCreutzfeldt-Takobdi >
AD. % 5 & R (dementia with Lewy bodies, DLB).
I/ 4 i R (vascular dementia, VaD)A1AJ U 7 (fron-
totemporal dementia, FTD)""/% . 5T-tauffl [t, P-tauzk
I EAD T A T R R, AR SONF Ts i 3
SR A T P-tau ] 815 P-tau23 1 /K F-7E AD ELTE
HAt 24T PR b s SE R, X2 A
HEEE L

HH T I 2R ) tau 7K AR T ik 8 VR i tau 7K F,
FR4 T AR B FE AP S (mild  cognitive impairment,
MCIFIAD 2 L AR AR Fltau s (15, 7584
1 L2 e R R A U 1 D (72 D). 2013
4, Zetterberg NIT & T — it TR SR AR M
8 R AR i, 107 L R S 9% o AT I R R
1000 %, AATREL, SXIRASRMCLIEE ML, AD
B 1 T T-tausKSE T &, B S, Mattsson AP
B TR I B P2 W B D7 AT T I B 1 A A 5
FIRE T 7T, R T 12K T-tau ] BE R4 S B T ADY)
JREE, (H Bk R T-tauAs 22 DL N AD I AE WA E4).
Tatebe’ N *IT 5% 7 — Fbi 10 7 80 S 58 20 W 7 3%,

T I P-taul 815 &, &5 KW, 5 IEH XA L,
AD B [ I3 P-tau 181 2 Z TH .

20204E, A £ I3 P-taukl 5% () B B HF 5T K
T B RO R TR . B T
BEFIHARSE, 7] AR KR & 5 P-tau ki I (1) R R,
M H5VaD. FTD. A& 800 R RS 4 R
PR WA RIFIIX 73 B (AUC  80%~100%). 5%
R, AR A BRI A R A (TPETRA 1) IR, - ifl ¢
P-taul81, P-tau217LL fZP-tau23 14535 M tau b Mhr &4
TE I R BT AD VIR I BLRD 5 35 T ™7

Palmqvist® N850 RN, LK P-tau2 L I PR
W AD S H AR 2B AT B X 73K, HREX 7
ADEE AR RPREIZ K. B4, MK P-tau2 1 7H#ER
PR % m T I P-taul81, NfL, CSF P-taul8l, CSF
AP42/AB40, PET taufIMRIM &, M 5CSF P-taul8l,
CSF P-tau2l17flltau-PETHILLIX A EEEZR. 54
PSENIRA R H ML, PSENIZAR 4 ¥ MK
P-tau217/K V2 % F+ . BrickmanZe A8 8 5 1
KL 25 5, D58 I 38 P-tau2 17 H 0 SRAR T T A5 Ho A
MR B, Ak, JanelidzeZs N — T4 i i
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Table 1 Plasma biomarkers for AD, tau
m“ﬁ;ff)*ﬁ R Fol % MR
AD B M3 A T-tau/K T+
Ttau ZetterbergZi A\ BB SR REEMEAR, RAEADFIMCLEE AR E MIMCLE & 2 8] K R L2 5
Mattssons AP B R B BB vk MR T-tau ] B8 B T AD RS S I 2% T-tau /S 2 LUAE A
ADWIAYIks £
P-taul81 Tatebe2s A B R B S I B ADHEF 11137 P-taul 81 5 Z 5
Pahnqviﬁé%}\mﬂ S N L " _
. o 1) o D 2 e P b1 W2 M 2E P-tau2 17 (BT B Fofth if 2% 26 b 977,
Ptau217 Brickman A IR 11AD 5 SR R X 4Pk
TN e 1 150] R = BE[X 4 AD 525 S 7] (0775 214 W K °F
Mattsson-CarlgrenZ A
XArAPMIPECUE . APIPEMCLE & . JEADMZIRITIE
P-tau231 Ashton® A\ B R T PRSI A P B

AE X 7 AD B AN F] 9 B2 KT

FUIE IS 1M 27 P-tau2 17 5 CSFAIPET ADY HEAE ¥
EW, RILM K P-tau2 1 7/KFFEAD AT =, HIXFhAR
b5 FPET tau, 506 E W P-tau21 72800, 7£ HAh—F 9
M55 H, Mattsson-Carlgrens PO 5 P-tau217
Kk 64E, K LML P-tau2 177K F-£E ADI A Hi 353 F0 A7 3%
BB b TF. Ashton® AT R T — Rl R S
SIMOA, & El5E Il 3¢ P-tau231, KIIMLIEP-tau231fE
% = LR S R AAD S, IR AT 5 ABBIPERTIA
HIRE )1 A& % (cognitively unimpaired, CU)ZFE AN
(AUC=0.92~0.94). ABFAMEFIMCIE (AUC=0.89).
AEADA IR AT PESR B (AUC=0.93) X 2 FF K. I3
P-tau23 15 MK P-taul 81— #FH X il AD B Il R 43 JH AN
SRR, HP-tau23 138 N3 50 5, (HH /T M CE L
B 2E P-tau23 LA LI P-tau2 17FOBF 5. AL, ¢
P-tau23 1@ A TADPUE TR &5, ] REVE N LFAD
JREL A YIRS EY). TR S IR,
BLEAT B 2 G n i S AR D 1 R R B P-tau 2k
VbR EWHARA, FFPEAL I 0 RS Y e

1.3 miRNA

W/NRNA X #rmicroRNA(miRNA), #&—25 i A5
R G B 29 8 22 /% H TR 1) AR Ja 1S B EE RN A 7y
¥, Z5EFEREFNERE R, mRNATEE H#EAD
FAPPPY, B-43 i1 (BACED) ™Y, taul™ 252k 4k
BV IE RO 20 98 RE AH O 0 i o3 200 B A8 AN T 52
Mg AD (1) R J ML)

miRNA BT APP, BACE I3 2k 8
EABFH UL, Heébert NCVR B, 5 R HE41AH
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Eb, Bk TEAD B F miR-9% 1A N, HBACEILFI
PS1HH % 2 AmiR-OFIIEAE R . IR A, 5
[ % 6 B A AR B, AD B 25 T B2 5T A i miR-29a 11
miR-29b F i, miRNA @ 2 5 Ttau sk Hid &
R HEFE RS2 AD I R . miR-132/-212 X0 /N
BRAE TR 25 (EAZ DA BB A A R 0 o 2 T
S SIERREDT, miRNAT I 8 45 4 R TR 4
i R I R IE X2 KRG R IEMER. miR-1552F 7t
ADM KA JAE I IR A ImiRNAsZ —. miR-155[1]
R TR B0 2 R 4 R R TR SR 4 Ak, AT
SECRAE. VTR, A XmRNAADILR A Whs £ VAH
KA 5T E HE AT HIALET.

Swarbrick 2 \P™ 2 45 #4457 20164F LRT 1941
MmiRNA ADPJAH SR 7T, $5 Hihsa-miR-107, hsa-
miR-26b% 10 miRNA 5ADZ VA5, HELERER
IAT204F v K AE R, H T2 W AD B BUS %A
0.75~0.95, ' 5140.77~0.95. KaraglaniZe A7
F B B HLES 52 21 07 1600 M A FF I B0HE B, #3134
miRNA R FIAD, AUCIX0.975. Jh4k, miR-455-3plX
43 ADFIIE 5 X FFAUC H0.7953, miR-127-3pa] [X 43
ADFIFTD'. miR-206FImiR-132[X 4> MCIFI iF %}
[FIAUCH0.981, Xie NVEBL, i i miRNA-
206, miRNA-132, miRNA-193b, miRNA-130b, miR-
NA-20a, miRNA-296, miRNA-329 5 ADAH %, MCIH#
A0 I miRNA-206 FImiRNA-132 7K F- B & 715, B
A Af 2 W ADAH G M CIRE 53 5114 98.5%. - AL I,
miRNA-206FTmiRNA-132 7] {842 4 i i P8 1 A4 K
[%]-¥-(brain-derived neurotrophic factor, BDNF)/]BDNF
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Mgwtis 2z Z WAL BF 1 (SIRT1)HISIRTI, miRNA-20670
miRNA-1327K -7+ &, BDNFAISIRT1/K 4 B!,
BDNF [ i e A& w8 i T, #0E M
55 K T I-IBDNF 5 AD A& 9 RS K A <. Siedlecki-
Wullich NI 7 — 20 5 9 il 8 1 < A miRN As
M# KT, KIMMCIFAD E# 113 FmiR-92a-3p,
miR-181c-5pMmiR-210-3pE. % i, FTDE#H A
1.

miRNATE N AD IS TE A W) bn EVBZ W7,
HT, ©RIAE137RmiRNAsTEAD LK o % A2 4%
BT = 7 v bR A R BT 48 B A 2 ] e e AR
S, B A M miRNAZE Y bR S W5 % 30 A gl Pk
Hk R, miRNAR T RS NADRIS Wikse, &
TR AT

1.4 Zfshde

4 il A FE L (extracellular vesicle, EV) 2 HI4H R
TR 25 Pl B RS 45 A I BRI SE M IR R FR, B G Ah ik
ey RORL. RTINS A A SRR 1 2 A A
Jii. DNA. mRNA. miRNAZWR. Oz 8%
I, EV AL RS FOEIR F2 W ek e £ K 4 i A4
PRAEWIRIR, B AR O i A R
ROz R AT MY, R A R Gh, OF
YFZ W FEAIE SE A 2 VR PEEV o 9 ADAH 3¢ EU% & A (1
HitauFl AB)FE ADI & AL & 4% EEAE AT, 1
SRS AT RIEV® B ANE M 25 EEV A
T AB, P-tauk, N HAT 12 ADTERE I BUR A
brEM.

T, AINIAAR R TR 2 YR B A SR AD I IfL
KR EY). B AERR S E R b B P B
BRI 9 ST, 7R AN M 2R A s R, ABA2,
T-tawlIP-tau/K P15 FLAE GV /K s BEAE R, Rg
535 X - MCI. ADEE Fi{g Xt %, AUCH
0.73~0.93, T H-5MWiE W2 HiEe J74H4. Ellegaard
Nielsen25 A7V AT SE 4 73 H7l E AD. MCLER &
R X IR M EVI 12N E A S &, HiE &
R B, AT AT BLX 48 =2 ErenZs NSV IR, 4ME
IMEVH f{IP-tau231, P-taul 8125 Bk & hr &4, [X 5 ADRT
HIRIAUCH0.94, B0 FES 574 50 59 9186.0% Al
86.7%. SRMIXLEHF FTLMIFEARREIIA R, TEHZHA
TR 9 25 SRt — B I0AIE.

LS AR R AR A bR S

WG RFA R 0 &% JE B ADRIBIF 7T RN, 8k
R B T M AR S Y(ADMG ARG . SR AS Ik Fel
G JREEA R A TYHEANATIIALET. 201 84F (1) — Tkt
FXF 158344 B BEHATELSL 1 IAEINFLAG I, 45 B 5oR
ADEFH PINILKET R, HS5AaZ 8t Emx)
BT — D T R, RNILAE 12 W ADFI T AD
(TG S FE2 5 TR T M T-tau R 20144F75 5
K ) — TR 58 00 & AD 3% 40 & I () TREM2
mRNAFIE [, ROCHIZ /MR, ST HAZ4ii L
TREM2 %5 F /K- B2 Wil i N 70%, UM N68%,
He SR T72%. X H B TREM2 AT BE/E A —Fhrfr4E
RNTEADS Wi A Wnbr B4, HoAh i & 545 5 48 40
e mkE £ 4nvIPLIP-1, neurogranin, YKL-40,
SNAP-25%, T A Tk B H ks il A 1F I AD R
finh A5 P R A 8 98 S (R ST AR B g, (LI YR
AEYID R A, e T e A i 3 AR S T 72
b TR B 2 (ORI U RAIE B B AT A2 T A AR 1 R PR
N FHANE.

2 AR
2.1 B E R R R A

o B T B S A A JE R NS DA K B i iE A K
MAEMRE. — DBEENBIEEE T 2D 1000504 [F )
EAED, HOEBBOR A 10", SRR A1 57 b — A2
L GMAEIEH LT 4 Fah ATy, MfE LR
— P AR, AR RO AR E I B
SRR, (£ %0 N xR
B R AL Z MR ARSL, B . A
PEZOR . PR JRE . RYEIR TSR GAE . AT SR
PR NI RE R« A& ™" R,
GMX AR RGN 52 BRI RTE, GMIFIEL
AR SAOHE E PRE 2 R PERE ALE AT S A9 16 P 4
2o RGP I, MK 2 B FLR Y, GMAIAD
fry R A R,

22 GMX5AD

B W18 PN A 55 K i ) 3 S BB RS R AR A
“fil £ ¥)-W7iE - KK (the  microbiota-gut-brain, MGB)
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T W R R B M R BRI, B BT
DAYy = o = = N1 17 N S - AR S RAN K]
JLP= AR PR GORE, B 2 F R S A0 MR A, TA RN EE TR
%, WIS 5ADIRE R R, X208 th i ik 4T
MR I, AD B FEREE T AR AER N E A
FFEE B, TR 2 A I G 50 o = B 1 m, B 5 il
WA RER TAKE . ADEFLE 2 IEA R 5—J7
[, GMA KA FLEREE 9 RF B A0 oF F AT 1 &5
41 Al LA A ey -2 JE T BR (y-aminobutyri cacid,
GABA). 5-#tuflz. ZU0M. TR, HEEZMEE
Ay, A8 RIS S 7 T ke AR Y. GM s S350
GABAZKFEREAE!", 5AD. fEAmasssa o),
AL, AR, AD S i 5 G D R (short-
chain fatty acids, SCFA) /b SCFAZGM#
R L4 =, ARTIRTTGM AT, R m
F1v R R L R N, I Re L i
N IR AE IR, AR5 B2 R e 3 Al 3o i i g g, 52K
TR ThBE! . 54, GMh (5 4k 2 $ ) 3 % 1R 1 1 4
i B 5 K] S iR 22 0 ] 8 52 45 W 8 I 5 o N LS 70
IR, JFRraE i i BB, fid R e SR N, B Toll
FESZAREUN i ot 4 Mot FE sk, AR s e, =
BN ADJR B o AR A o pelaeg . T
GMEG &SI 7T LA AP 2545 05, K GMAIEN
ADAEWINR EW T BT FEIT PSR A H M B A
T8 1B 5T 7 ).

23 W AR S

BAHEH BT R I, ADEHE BB 2
FEPAR T 18 5 B 42 5 DA N B3 5 (amnestic mild cognitive
impairment, aMCI)8#, HMAE#EFZMAD B 1)
I PR 7 12 BV 43 2 IRV A7 AR 2 5 AH G, ADER
Gammaproteobacteria, Enterobacteriales, Enterobacteria-
ceactil. GMAJX4rAD. aMCISIE® A, AUCH
40.890. 0.940, [X 4> ADRJaMCIHHER) P iR &,
AUCH0.925. Bt st R, ADEH #(E
" Dorea, Lactobacillus, Streptococcus, Bifidobacterium,
Blautia, Escherichia®s1841N, Alistipes, Bacteroides,
Parabacteroides, Sutterella, Paraprevotellall| />, GM
X 7 MCIFIAD & # HER P8 93%. 18 55— Tih 7e i,
L5 4 By A ZH B A A B 1t 0 FRZHAR L, I RISZ 4021
FE B 5 A P S 1) 3548 HR B R Eubacterium  rectale
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(= E AR, {2 R Escherichia/ShigellaffyF=E34 0, H.
06 iE A A R I I 2% 40 M R (L FE L -6,
CXCL2, 3NLRP3FIIL-1b)/KFFt &, miHs FFIL-10
AP BRARN . AR AN R I T AD H e FEE GMKR YR
AR A A =, BT 18P B R 2 R 1K
TR, LWIIAUCIEIL0.815~0.951. £ Tk 753
IR, ADEE FF P Blautia, Akkermansia muciniphila,
Bifidobacterium®5 30 58 B « 2 A # kD, 1M Bacteroides,
Actinobacteria, EscherichiaZsMW|3a """ i FAD
FHIRGMABIE FE RIS I /)N, 5 RS B GMEZ B2 B IR A
SRR S AP R R AU, IR S R A AR AR A
M, JUHR IR = = R M RTREYEBA R 9T, BT, R
KR T EAE N AT A it S AL RS, DA
o DLGMONEE 3 (1 AD - HH2 Wi F 6 T 1) 36 SR

\}

3 B4k

LR EFTA, A1 A A bR EVIAE ADM A AP 22 IR AT
PEBIR 7 T R SIS T SRR . S5 CSFARLE,
AD LR A hR E WK 9 4 2R DL 5 AR R A S
M2 IBAT IR PR A — AR bR . ARRAPERZ 5 A 2L
F R RT3, BeAh, K o 2 — o
. ARERIE, Ao B ERAEMOIE. B, 0
FAEVIDR SRR B2 AT LIRS 1Y, JF HARE S
SR, HR L TUAS B R I AR T B SR PR A A5
Wi H RO FC AR TS, X AEA5 MR A br S
G EL IR AR AT IR M, 7T DL I A% BR AR TSR 4t
— AN TR R AR T — SR, T A
SRR BIE SR I R R F R AR E N EE
RNEAR, il i, mRBUEAE BRET 1k, £K
PAEYIbR SV RIETTVE. A R A4 AR
RS AR BHES, A A bR BN B O — R il A
AIEEL ARV NIRRT B Heh, BUERE
A DA 2 8 R B R AR A, e ALk ]
DA B IR R R BT, IR DT iR R S 1
KA SYITMAD K LUK @S e TE. 5
bk, AT AW 5 R BUESE K 8 8 A A
B EBORN T A S, Hir, 20
TRBEVREYERANY . RBHY R eR
MEARRITF A, X5 H SEILADSMN A A= br S ) 5]
WA AR A SCMAD LA FLARAY 1 A 50 3
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I3 AR S RGMBE FU i FEREAT 25, BrO&gy L. WX i{E A AD R W2 Wi K 41 i 2L ks
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Alzheimer’s disease (AD) is one of the most common neurodegenerative diseases, with a high prevalence among the elderly.
However, the mechanism of its occurrence is not clear, and there is a lack of convenient means of early diagnosis, which makes it
difficult to intervene in and treat the disease in its early stage. In recent years, with the development of mass spectrometry,
immunological methods and other new technologies, potential biomarkers for early diagnosis and disease monitoring of Alzheimer’s
disease have been identified, including peripheral blood A, p-tau, exosomes, miRNA, and intestinal bacteria. In this article, we
reviewed the current research status of AD peripheral blood biomarkers and AD-related intestinal microbiota biomarkers, in order to
provide a reference for the early diagnosis and prediction of the disease progression.
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