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Abstract

Alzheimer’s disease (AD) is the most common Alzheimer’s disease, and more and more studies
have found that dysregulation of the microbiota-gut-brain axis (MGBA) may be a potential me-
chanism leading to the pathogenesis of AD. This article describes the recent research progress of
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1. 531§

Bi] 7R S HEER 9 (Alzheimer’s disease, AD)J& — it LA S X AR i f = 40 48 70 e R N RHIE ) K SR 2218 B
ANFH R ZIRAT BN, FERDUNIENZ . INFISE 2 H O AR TS T SN D RE AT MR A [ 1] ARSERAT
WG, BEE UG e KRN 8 R A, TTT A BRI R 2 BRI I R o 4k 2 BT, 4
flith, 2023 £ 4 65 & K DL 3R RE S S AL R T ORAEE | A HH BRARTIG 2 G PR R 25 1 2 S H R I8 1) 3450
{0375, PR IMG BRI O 2300 il N ARt 20 B B0 3 B3 2 —[2] [3] BT ZR S 3R = 22 MR AIE
PR ERAR AL QIS B-VE MR B 1 (AB) TR B ) 4 22 48 A4 i P i B R AX Tau 2 3R )
P R A g A5 4]

B i, R, BTG R E A A R, SRR . P E ALY
e, MR KRR ES 54 E E RN IEFEE, ©£25 7 KNKKE UURAT N W2
PREIRAT BRI [5]. CAAE AD BB/ 5 M EE RIS AE DA IO AR 22 I 2 AR A S5 U d
RAVUR I 6], T AD EEFEA T s M AE YR 3= & B 2 RE M 10 D A IR SE S p-TE M e
E AT BERRAL Tau 2 U B S5 DA C[ 7] PRI E M - % - il (microbiota-gut-brain axis,
MGBA)y AD HIVRITHRHE T —ANE RG] I HIHTHE AT, i b s T AR BE AT A a7 20, s &2 sk fH
1k AD kR

AR, ST RIGAN 5 73 2 (8RB 2R B R AT R 22 R G T TEsE I I AR 2, AR
SCHEET AD RN SR DEE - W - WA OC BB FUadk e R — BRIk
2. WEE - B - S AD

Jir T8 R0 2 (8] 1) 32 BE AT g A LS @ e M 8 BRI, DA IE AR Y R B AR R T
25 2245 (enteric nervous system, ENS). 28 & 1 £8 FIOE )%« 23 Wh R Gu b AT 1R H 28 A 420 Jod (4 P K]+
FPREE N 73 WA ER ), AL W AR K il 2 [) () A A R B AR FH 5] ENS AR “B8 K6~ , W
PR TP R A ML, SCRCE T AGTE FE R A TE DI Re VR 2 07T, BFEBENE. BBtk o
Wos RSV A R0 it %8 [8] o AR MR a0 ) 1 5 1R 52 A P9 285 (1) — 3890, %o T i R0 K i 2 ) )
FHEAE R RRAN T BRI, €38 R0 & o 22 36k JOR A0 22 Y 45 R0 PRT 5 s, B T 52 ) i fi /) e 0 fix ) e
NI T 56 35 B AR MR - T - KRifl[o]

WL, MGBA “THF NS AD. BAE AR G ZRAT MW M & 46 95[10].  Zhuang & i
— 3 2% W B A DR I AR e MR B2 AR HE T AD BIRIEMLAEI[11]. BEFE R P, AD B HimiE it
VIRE M, RIUNBEEN ZREERRC, — G AR BN E AT B . DU FF B . Dialister) 30 ik
A, TR EBURTAEYI (R A RE/EPIRE . BRI RABRE)EIG 8], XUt ik
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W T IAEIREAE AD RORALEI T R EAE A Rk, B R RS T AD B B E IR E O
AD HIGIT Tk —[12]. i FERZEVIRER B RS AE F B IEAEREAT T2 M e R BT A R B 5T, BIF T BRI
RE I8/ AD /N BB P e R R R A A Tau SR R ERAAL, IR W3R T R TR - i - ikl
A REREVATT AD I — N TSR AL RE[13].

3. {ERAHLE
3.1 FARHH

AD BE IR, A B RIS AL ) /NI 5t 4 AR SR 3 BRI I 2RE, PR 9 /0N B o 2 A SR KT
RIERGM A G, WIE THEITCHIAALNES). RAT SRR IIGE, Fmd o B K TS RF
PR TO IR SRR AR A7, FEZE IRy, /NI BT 4 M A F Dy v S R R AN HAR S, iR %
ThEeREns, AUHE R T L A IR ARV [ 7] BRFT RN, WA M RE T /)N 2 55 200 L P R A VARS8 ) 5%
Wi, 3B 43 45 4 IR T 2 (short chain fatty acid, SCFA)AS & 3k /I i o 4 i i A e IR A [14], X R B
TR - W - KR EE B . B R I B R A 8 U Y B AR R A A RE AR TR, SN IR
A1) CAMP-PKACREB-HDACS3 15 5 K3, A TTia/b IL-1 53l _E A H3ace, #Eif T~ L 2 Bl 7~ IL-1,
B3 AD B BRI SRAE A RN RE JJ[15]. BRI A BTG AL, WRIE B AN E S 4O 7E AD AHICHHEZ %
JiE AR A H 2352 B E AL . Wang S5 [16]0F 70 &K I H S Fr IR ZE /R b B IR 1)L 6] o iy A3 1 fii— i el
BIVETT AD #1245 n] DUE SOt S 2 B A Y X R RS e, BRS8N I i 2R T 2 B A e e R 1)
WEE, ok TR R T 4 Bh A 1 A OGP E 0, AT B\ A D RE AN 22 /% AD.

NOD FEZiR#HGE 45/ 1 3 (NOD-like receptor thermal protein domain associated protein 3,
NLRP3) 1) % VAR A1 28 5 1138 % Pkl A6 22 00 BB MME ), SReale v i AD YR 78 FEBE £ [17] . Shukla
SN, MEMA SR RS SEUIE  NLRP3 5 i, SEOMNA R ERBGE, M0 X
PR RGN A RAE[18]. Sl () — TR AU R I, MR S A 3T MGBA 2 EIRIT I 5%, #e
IS ERZERI AR, IHZEF-«B (NF-xB)(E 5@ 2% 1805 L& NLRP3 8 PEARRITERL,  MIiED>
RAEAAMIDE 7 RRE[19] . HE AT L, i B R A IR A% A I WS4 51 P e A2 183 NF-«B/NLRP3 47
SE S IEBIRIE P XA RERMESE, MIMEST AD.

3.2. HEMMEIER

PERAEIN R EATR . BRI 2 EUE . p- 22 TR S-FR tul AN 26 WY _E Rk S o 20 o 1)1
KA AD FIAIED RERRES Z A4 AE DG [20]. 55T AD WAL R B RE RN A, 105 RGN B =
FR G IHER RERR 2 T 1 D REREAS AR ALAEAR KR E L 380 T AD 3 M BLICIZANE 7 12k AT s
AONAS 5 55 [21] o BROBR 22 FRIE T 2R B, 18 R T T < 4 0 0 26 TR A0 ATV 2 2 AT 1 55 2 b AT 1 E 0
B K A AR RS B 5 [22] . PRI, AR RO 2 A 1 T RE 2 M N QAR IR R A B ) S R, R
rEBRRE M TR BOR, A S B IZRE ST, TRYT AD.

WEFCRMT, A FUAT I AR RE 25 CBEARGR, JFHE 9522 A D-FLHE - S AD KBRS ST AL
RE/1[23]. Sayed 55 NI, A FH 28 A4 B A B B AR 7 B FLIR 1 v 3E /K d I fie it 2 BERE B /K 1 O 1 2 oK
DR AN KN B2 SR AP T . BT DAOE I 1 3B 5 3 A5 5% SORERE Ap SR TR B 1L Tau B UK
F FRAESCEIARIZhRE TS TR 2 [24] . Chen S5 N R B ELRCR A R BUA R SRR RE M Y In 2 ZE FLBR T iAT L L
PRUSCRT B AHL A — 27 A s 2235 SRR A0 TR (K0 B2, [R)IE 3R K i AR 2 B S-FR i &%
HE EARR M AE KT, 2568 AD KRR A FEhG [25] .
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3.3. {EEMRIF MK

GBMA 15 5% 18 1 A K B 2 Ji7p 36 o s A 1L 5 [ (blood-brain barrier, BBB), ‘XA HIHIEPESZ 4
FEIHTE R EDIRE . OS5 AR JI7E N & A R R IR 5 [26]. 248 bR B A2 400 0), S5AE P AE 5% i 4H
DAl A R P 2 N SR, BRI AR () SORE SOSIH fik R, JOE DRI, T8I BBB X X i
ZRG R, BB A SORE I EIRAT PR [27]. T HIIAE AD B LI BBB ThRERERS IE
& SRR Ap AR, Tau & A IR #PL JORE RN N S — R F008 B 2E 1 AL A
[28], XIRRBAVEE MY BBB Al AE /e —FRA a7 ik

IR, AR EREIREAT A 17, IR 2 K (Lipopolysaccharide, LPS):& == [X [ 40 & 4
f—FhEsy, EAE AD BE WML K ERis, JF55MATEFR T Toll #5244 4 (Toll-like Receptor 4,
TLR4). m=bEIEfb 27452 /K (Receptor for AGE, RAGE)MH HAE/, SHUE R T4 S RIS 4, X
i i B b4 4 A G, PRREE ) TLR4 5 RAGE {5 518 % LA FH W7 4> & 28 5E 07 A T 7l AD [¥) BBB
DhRerhs[28]. M5 NIEB, (EH LA B . TESFLAT B SUSOME B8 A0 8 2 FLAT B 2E B 1) & 2 7R -4
(ProBiotic-4) . 3 Jsk % T 5 % 2 AH V0 gy 18 B b A0 LA B e RO B, FRAIR T It 2 R0 P LPS IR, FRAIR
T TLR4 B3R, VLRGN NF-,B [IAZ AL, T S5O T A 0 o A AL R0 D RE AR R FEa[29] - Fasina 58 AN K
B, R ZIE I 2 5 i 1 S B A LG B B () Th B, BELLE i o P2 A 1Y) LPS JE N IR G, AR AR ¢ 4
MR T IL-18. TNF-o A1 IL-6)[K)7K T, ] TLRA/NF-xB 15 538 1%, M s/ B AN En T 6E[30]

3.4. AN

AR O AR FECEZ A AD EN 2 M BIT IR R — MR R
(reactive oxygen species, ROS) ™A= [ 3 1155 £F- W4 R (i M 2 A4 D g Ak 2k L 4 s~ e 3 A s A B
R IBARA 0%, B A T RS S &L, WIS EON R REREAG[31]. I R E X hi
AALNIATT AD 2590 2N — AN FT I RE 7 AT .

1£ 3xTg AD /NI, i 26 42 B 2H A 0] 235 2GE sirtuin 1 (SIRT-1)# & OR3 88 /K- RI TR AL
RAS, BRAR/N UG Y R (LR IEAR IC R B A R IE 0 [32] o & Al T FLAT 3 ATCC 393 JE itk & i i
AR R RSB SR A 28 A, (4 D e 28 TG G 32 S8 AL SR A 28 JORE S5 7= 2B I 2 B 1 1 5
W, ARSI AD R RS INFAI[33]. Weng &8 AR B 1L BE 9% § il E A Bk . S EA A
AT B H o S A Bl 55 DU A 7K, 4 S AL 28 7= ) 2 AR INFxB A5 5 4% S AN BT 48 s A,
TDRRZE JORE, FFIEIHIHI S AD AHCHT Tau 8 A RIS fEHE AR, M, AD BIfm B [34] . itk
Gb, KER Z R TA] Ge A TP AR AT MESOR AR AT IR A, T il BB AT AR A 2 B TR T A 2R
AT VEBIR HIRK A [35] o 7 70T 2 Byt 34 007 2 4 B B e A e e T e, JE TV PR ) 2 R I M4 B
A BoE— RAA KT ROS & & ARUNEE, ATIA BT R 2 BRI 1 22 A [36] -

4. RE

LR EPTA, SRR ORIE 2 R U R BRI B AEI X - Wil - il T eI SR . BN e i
ZERRF I 10 B R A R PEREIEE IR NIEEHLE AT AD INRITREREET B0IG il /0, [ 245 i
Yo B SCERIIE b Fe A AT I8 e 32 3 1 22 o0k, A B MONITR AD IRIEZIINE SR, (3
M TSR ZH 2R T AD AERIB VI EHUE B, RIIG IR - RE9S A 06 & AD G )T 7 I5IE AR H
Blo L E LR CEY) - W - IR 75 RE 2 O Im R R B, gz BifE 1k AD ERE, BLAIRGE AD B
HTE, EAIRZ TAE
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