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Abstract

Alzheimer’s disease (AD) is a neurodegenerative disease characterized by progressive cognitive
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impairment. Recent studies have found that the occurrence of AD is closely related to the intesti-
nal microbiota. Intestinal microbiome dysbiosis may affect the occurrence of AD by mediating
neuroinflammation, abnormal amyloid protein aggregation, and impaired blood-brain barrier
permeability. This paper reviews the relationship between AD and intestinal microbiota and the
current application effect of AD by regulating intestinal microbiota to offer a new basis for the
clinical prevention and treatment of AD.
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1. 518

B /R IR ER I (Alzheimer’s disease, AD)s & — 5| F i /AR A 2B 1T M [1] . R ERIUAIAT
PEACAZAMAFIBERT . AT SR MY REREIRAE, H LT 65 %LU EARF[2]. (2021 4FHH B /R R BRI )
Fr, 4R 5500 /3 N BT HRSE, Tt £ 2030 42K in 3 7800 5 A[3]. AD IR RALHIE N E 4,
45 B-UERFE L (amyloid p-protein, AR)TTARTE BUUE R FEBE IR B2 AR5 . #RAAI A tau B8 O BERERR 1L TR
FRARZE AT YRGS UGB Rl . MR AR A Th RE SR ELANECE > DL A4 oAb 145 4] Sl iR
R, WHIEWMEMRS AD KREY), a2l e - I - sffi(microbiota-gut-brain
axis, MGBA) AT L (MM DhRe AT Ny, Bldn, [ i it al @ i e mapp 6 9900 . AR A g R, M
MAE AD K difed RAEEZAE 5] [6]. Bk, A3CHE AD 5 W i A L 70t e AT 27 1R
HNIETT AD A B .

2. BEREVMESREY - 7 - I
2.1 MHEREYH

P& S B RE R F R AR B e T RRCERIT] . BB R AR BRI ES RS, E A
% 10 5 HO4H & 40 AT EE AAASE DR 22 150 5 A R R A AR . Wl i A O - AR 2, SR g
YR AR A S EEB BN . BB R IR AR R ISR AAR AR, SR RIAEREE IiE fl A
P, HEAZFEY EDRe, WANEARH . Ry, ARG IRAERI . S5 8].
B S E IR IR T RE 2 SRS B B« AR L& AD AR B AR S A4 R GUB (1 K 2R [4]

2.2. YD - Bh - B

JE A R RS TR R R AR, S K R B IR R AE[9]. 2012 4R, BAEYD - W - id
(MGBA)FIMES# IE R H, MGBA Xt 240, WiE S A e < 18] B0 A B (S @ 42 [10]. JiE
AR LLUEE H EMAE RS AN D RBRIE R RG S L iR E S KT R[11]

IEAESR, SRR 2 AT LR IA[12]-[14], MIERCEYIRETE AD KW I b e 5 BB A o K52 i
AR R SO0 MGBA [ 5 5, AN Th BE AT AT A=A ST s R [15], &7~ HAE AD
(R h B A TERIE
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3. AD 5iiER BRI
3.1 BEREMEHESS AD BERNE

3.1.1. BAEREYEHRIHIHE SEE

TERTA IR RA R A, /IR0 20 e PR A 28 R e 200 i DR 7 1) 2 BRI, 2 e 8 DK Bl 0 R fe g2 IR
(B B S A, I ELAE AR JORE AR 6 A FH[16]. FiE i E Bt /NR R AR R B - R
HVOE oI5 A IR /N 5T 24 2 BE TBOK B AR 28 TR, Wik SR B 7 @ (tumor necrosis factor alpha,
TNF-a). 1L-1. IL-6 %%, M RANE RAE[17]. 10HCRERZ [FIEHE R A[18] [19], #PE4ER~ AD K&
FBAC I B LR 2% o 75/ R4 b = R IA 1 Toll FESZ 4K 4 (Toll-like receptor 4, TLRA) 8 i 1551 #1514 A
PURVERCARTE (2 3E AD HEREIIRRE JORE PR FECME A, T A T A i R R ] 9 30 TLRA/TNF-a {55
O, TS 2 AD B KA K E[20]

3.1.2. EREMRSIE p REEER (AS)TIR

AB HRTERFERT AR 8 S B-RT -3 MR ORI E R G A2 B R IT B AN TR 2R 11 R SRR A
£ AD R AR i R it A A [21]. (24 L, AB BA Ty 3 B2 i 28 Joil i K b ek i
AT AR, SR Jin SE[22]MIBT LR, BIEr] R RN AB I EEERIE, i e vae T Lot
—BiRmmE A A, W25 AD KRR B . Jung S5 [23] IR TR W], 75T B A1 R A A
Xl AD /N BB R SR G AD /N ORI A DTARBE D, A il S A M0 T2 i AB TR

3.1.3. RAIETAE YR AT I8 in M st B RS A BB 14

L 7 e i ) ] 200 A R 2 T M I 4 M vy 2 SRS BT 60, L R P B B B e B BT AL, TERM N s Rl
HEIEHI[24]. MG BE B ThEE £ B2 AR XA RG22 15 3R . Gl AN A R AR 010 3, TR AR
B IR TN PR 22 R G0 IR Y HE XA R R G . T PV T A A R R T R 2 | I 5
(@B PRGN, XA RE S B BRI IR RS G A K R AR R G, 5K — RN
oS R RE SN, 3 AD 1R AE[25].

3.14. BHENEDHRERNT BT

Bk %5 % i 7 % (Short chain fatty acids, SCFAs)#h, i AE¥nr= A AR WIe B 4s p- 25T R
(y-aminobutyric acid, GABA). A2 IR 2 ELIEEE, X L hh 2038 i nl M AL 13845 2., AT 1 K i B g
FA%N[26]

SCFAs & i A= Pdd i fr eF g i = AL W AU =), FEBREE. JAMwEM T &~
A CTRER . NREA T BRERALR[6]. Horhr, TRRELZ —Fh RGP R 731, EX RN ThRE A R
W H BB R G ThRE. IhAh, Btk —MEZMRERIRY), Aeldin ATP & kifkr=&. /£ AD
BN, AT TERER, KRBV I ANCIZRE 1A B EGE, RIS ER0% IR 27] .

GABA 2 —Fhillil(E 55 S 26 0T, B LA 8 AN A SUE AT T B 4 1w 77 42 . 24 GABA R4 )
hReZ P, & SBEAMMICIZER[28]. Bravo ZF[29]MIRF7C R, SHTIRALAHEL, RZEPEAT 3 (UB-1)
18 1t AL B AT DL FEAR /D B S A 2% GABA Blb AR IL, 2 GABA K-V AL, #Em sz /s A
KNThEE .

BARRETIXME RF— PP EER AT M A0 T . 7 2R 32 B A T 5 fik ] 161 52 02 M Jofa 44 e ) N-
FAEE-D-RAR IR 2, PN GE. Ak, DR BRESIRAT R LR A I AT B8 AN 1 S A B 55 ] LUK
L- B R AN D-72 2 B2 [30] - Chang Z5[31] 1 7T R B, fi FEXS R ZH 11 D-B & BRI 2 & T AD &5,
e D-RREIRA T REE AD B AL
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3.2. AD EEMBEMEYEHTHL

Vogt ZE[32]WF UKL, SiEREAMLL, AD B35 B E YR S AN T . 72 AD B8 13EfE
HROL S ) JEE B R I ATDSUBCRT 1 11 = 5T B, T UL 1 1 A = R . b4, iR & 225+ 55 AD
IR AR S TR B A AROGE . Liu S5 [33]dd 0 ELR BE ARy SR . AD B A e N B I 38
WAERE R, SRS S E AR R AT, AD B8 EM A Z R, o, JERER ]
FH R, MARREFE RS, H AD B8 iK™ ERE S SUR A £ i H
BEIMRNE . ULERIBT RN, AD B a5 6 N B B A = e, HE L
YIRS AD ™ AR LA B A G

4. BEREPERT AD BIBGA
4.1. fREBFWM

AR E B SR E AR AR, X AD A AN F 20 . AR R FIESE[34], b
IR A E R B T RE R AD S A B IR BT

b PR R R AR TR . 22 MBI IR TR LA S AR £, e KRS AR
Ty ARBEFLE A BRI 42 i [35]. A RITFLRVI[36] [37], MR Refe dber 4epa e, AR Tk
SCFAs (40, MM =4 KB o SCFAs. LAk, gt a vl L AB TTRIFIRIE 285E, FEAK AD
R XUz [38] -

AR T R R TR BOK AL &, BRI A B R . AR B2 e i e R
MUY, BT GRG0, TSSO AT R AT R R [39] . BEAh, AEERUC IR AT AR p e 4
RE B> AB TR LA /M R A0 I, AT e it FLAE AD S AR A4 R GEB R K OR3P 15 AT [40]

42. @wEETM

o A R XA A B i AR PR E . B TER I, LA Ik 78 2 A T T DA Ml A M A
B BCEE R DIRE . D P E SR DL SR AI[41] . i, — TR AD /NERIBF AR, IR 2R
PR/ SR B A DR ) BE SR e, 208 T AD /N RIIARIBE /1[42] 0 £ — T HLWUE X ke, 30
% AD BER LG T EWERAMNE . TR BB E . R AR A WAL, ERET12 4
Ja, SRR AR FLA AD BEAEIARUT A B3 S0 [42] . XL RRY], s W ARG AD &
B N EI DI RETT R oR BRI 7y, SR, ad AR YT AD MIEE M. . RITIE . 5254
AN 22 A Y 48 10 /LA AR it — 2B W

4.3. EEBE

F¢ 14 F£ i (fecal microbiota trans-plantation, FMT) 245 28545 A (1)1 2k W R M AEE B AN 5 % 3115005 N4
B GIE, MR & M AR R, s i E MRS, AT B I IE R DL 4 R4
FHIRIIR[43]

Elangovan %5 [44]#F 7t & B, FMT Rl 55 I E s E e 350 AD /INBR AB IR B A il fh 28 ¢
RERE NI NI RTT 1, 55— R FMT J& So# s IF 7T R £ T 2020 4F, —4 82 1)
St AD BE R 7 85 LT FMT J5, AD ER(EFEINAIIRE. 1CIZFI1E 46) W] 2 [45]. 55—
ANRGIBE T RERE, —% 90 ZILh: AD BFHERZ T RABFRERBEE T FMT BT E, AT
RN O [46] IXLERF LRI, FMT 7E¥RYT AD JrTHFIAEREIL T E KM 71, FMT Re A 8tk 2 AD
S I SRR R A N D RE RS, X AD BVRIT ARARIER . AT, BUA FHERTIAIR D, 24
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HEAT BOEAE AT RN B R BRI, A 75 Bt — DA AR TR B\ T 3 BT B R AU B AL R 36
HKeit—L B FMT 7 AD HI7EFH[47].

5. INERRE

LR, PEREYIRAE AD MR RIS RE PR EEIER], Il S AR R A AT 5] A 2
RAE AB YRR L 5% P S P 5 DA S A 7 25 LSS, JF I8 MGBA 520 AD HYR . TR+
T, A TP SRR TT AOR AT 8 MU E IR R A AD EE IR . SR, KT i i
AR L AL SRR AT, IRPRIE FEOOR T/ MEA R . Itk A% AD S YRR G
PEATS 5 258 2 (Al REERAE S, N miE Sl E VU E AD Bl v i SR B3 BB A4k 4l

e HE

HiFB RS ITH (985 : 23JRRA1290); FIHEG)#Hr 2030—— “Mifl2= 538miit &)~ | RIH
(20212D0201800).
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