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Abstract

Alzheimer’s disease (AD) is a neurodegenerative disease characterized by progressive cognitive
dysfunction, and is one of the most common causes of dementia in the elderly. In recent years, the
relationship between gut microbiota and AD has become an important direction in the study of AD
diseases. A growing body of evidence indicates that gut bacteria play a key role in the pathophysi-
ology of AD disease, in order to explore the gut microbes in the pathogenesis of AD, this article
combed the at home and abroad in recent years, the relationship between intestinal flora changes
associated with AD progress of related research, as well as regulating the intestinal micro ecology
in AD a new progress in the treatment of disease. Intestinal microorganisms maintain health by
regulating body function homeostasis. Abnormal intestinal microorganisms will lead to neuroin-
flammation. Neuroinflammation hypothesis plays a decisive role in the progression and prognosis
of AD. Probiotics have beneficial effects on the treatment of various gastrointestinal diseases.
Moderate intake of other nutrients in a healthy diet characterized by probiotics, combined with
other nutrients, can delay cognitive decline and reduce the risk of AD. Intestinal microbial abnor-
malities, which lead to neuroinflammation and other lesions, will increase the risk of AD. Appropri-
ate supplementation of probiotic foods can improve cognitive ability and reduce the incidence of AD.
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1. 5]

B[ 7R PR F BRI (Alzheimer’s Disease, AD)/& & 4 N H B WIS PE SR 2 IR AT PR 1], HRRAE 2 A0
B SIBHT R E[2]. B — MR A2 KRN, AD FFIAR & ILEREIR 5 CIZ RS A o, i
IR 25 HHE 30 (3], 4IRSk B-VE kA 2 F (Amyloid B-Protein, AB)ITRE g 28 58 BEULI) A7 £ A1
VEN P2 i 21 4 4 45 (Neurofibrillary Tangle, NFT)[PJREEZ tau 40 ARS8 & AD 12 W7 ) = E 4%
PEERRAE[2] MENREERT WHIER, AD CHCARER AL PAE A, 8 5000 5 A 52 E5200
[2]0 FFEEIGKA I ZEA AD 13T E GRG0 58N 01 LG DAATAT AT B 8 538 1) 75 223508 AD &I bl
T RIIREEI TV TR, AR - WiE - il OO YR R SO £ SRR T AR 4 R G
(Central Nervous System, CNS)Z i FITELEIR T #E mi[4]. KEalieE, HAEYIRE - g - IR TheelErsg 5 AD 1)
RIRHUEIA K[4]o AR S5 BB T A= RERAE, 0 b il 53 G AR 0T 1T 51 R ) 28RE SOBEAE AD K
BLA AR -

2. ERENS AD ZwLE]
NFEBAE AR R T BT I0h N SR A RS 2 TR B AR 5] 72 NI ALIE 6] 0% 100 T3
1ZAHE, LA 1000~1500 FiR R [l B i \AACHIGAE 18 i JR A 2 3R 1 S B . K LR 2%

W, BB W R Eh AT AR E B B O EEE ], BB R R SR 2 BRI . A
KRBV RS, ERERRFNHRSEEFRIE KT . FIRRI, SHFEMRHIT

il
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FETT LRZ A il R B 2 R, S BURI SR, BA B FEm[7].

Jr T8 B RELE LR JUAN 77 TN N R e 2«

1) WiE WHAEAU G R IR AN 4E A 3% . ARBESR IR  T FAEYIE AL G B8 )% R 5507
RN R EEMEA8].

2) MHIE RS AR, 0 16 S A re R BE AR B IR Y R AL, I R A B AT 4 ) R R I
FHEEARTRR[9]. S BERE IR (SCFAS) R IR FHUN 2~6 MIMIFIAE IR SRR, B2, Wk, TR,
IR AN CLRR[9]. AT % I )% B b (Intestinal Epithelial Barrier, IEB)#iZ&EYE, 4ERFETE 19008 R G Fa S
AP0 H—J7T, AT/ NR AR AR ThEE . thAk, 76 3E % /N B b JE 4 g 5 R (Short Chain
Fat Acid, SCFA )@ ik $151] /)N 152 J5 24 i 0 2 702 J2 Jo 44 i 4D 40 98 A FH RS R AE (11

3) LAV A N i RG TR TSR, W SR R IG . AN ik RSt
[l E R 0% 2 5. IEB ALK 57 f%(Blood Brain Barrier, BBB)H 5281 .

2.1. JEMHEER

ABE—FhZRE, & —FhE AR E R, e AR, SIAE AD BFPORE R
FIBEHR, IX4E AB BEHAIN A AD FEURE N E R R Z — WML T 1 (Amyloid Precursor Protein,
APP)—Fh B A BN S RS M S I B 1, JLrp 42~43 ANEUIETR() Ab G5 K4 380 TR0 24 N 3 [ 12]
7& AD RAERIERI—DREED T, Ap BCH LI RLE Ap40 T ABA2, JLrh ApA2 BAMARE. IH
ABA2 KRR 12T AD BRI ZSCRHIESS, Ap42 7KFREARAEBE A R iE b e BEER A JE, LA RN IE
W AR N RKANEVEACAZ A Z2 AR S AR AR/ BAT A S, 0 - DA S0 D 6 1E 5 2 R B o\ N PR i (Maild
Cognitive Impairment, MCI)/E 35 (1500 3 e B TEH . Apa2 A4S RITE A AN & S8 AD Ak
HIRTaG s S . Ap I B AT y 7B EEZLAE APP P24 T AR HIFZAE N o-4) Wb B (a-secretase) i 14
BB 1L, a-secretase yHPETITE A S5tk TI%] APP [13]. A IEH TR YHIZEH##i(Positron Emission
Tomography, PET)5 i, B A i (Cerebrospinal Fluid, CSF)H Ap [ AB42/A40 LUAEB A N2 AB TR
FAE[14].

2.2. tau HEH

tau FE AN SHMELENE: tau 5 H R — R M <8 H (Microtubule Associated Protein, MAP), F %
SIARAERREE TCI R b, AR EERUE B A R, e TT 4, 2 AD KA OCHN B
o TERRA KM IR Z 20X 3, 3R Al 4R tau 2 B I LLHIA 1:1, WX — EEHE AR M tau 5
IR ISTIRHIE . fEAREE I, tau B (A 0] 45 & R AR 2 T (Microtubule, MT), tau &5 MT 454
ZHBERRA AR, HSEF(CdkS. GSK38. MARK A1 ERK2)/ S tau 25 (BRG] BE S5 tau 5
F5 MT 735, A5 MT f#3E[16]. EmBLIRES TS, Bl A RR I < 8] 1 X P /e P 4T, 3
PR T P P 18 0 R Tl R AR P PR PRI 2 3 3K taw B I BE R IRRAY . L FERETRALIY taw TR R AE R IRIT 2, F%
KT tau EEEHS MT BISERJ), RN T tau & A FIRERMA YL, T BUSON IR e 4l 22 (Paired Helical
Filaments, PHFs). XU 45i8 K S EHHAMRE, FRAEMAEITTNIE B2 54 4t 95 25
(Neurofibrillary Tangle, NFT), Z1p AD #H&4F4Ega 2 1) F 205y Bk, tau 28 H I BEBE R (A B T4
B, FEOPE TR AL 240, TR A YL (2],

2.3. MERTE
M2 JAET] REAE AD FBEREMITIUS h A5 e e VERIPE T . M2 SORERUEAE AD R R
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R S MERERE A5 /N R R4 TR R AN E IR RSk, RS2 ARG A 5 R H A S N,
TXYRTE T AT 98 RE I8 26 PR FH SRR DR 7 IR TS o /DN IO 4 M /E 4 28 9 R R R AR Y, /N 400
FEAE T LB PRI CNS [17]H (1 B AR A . 1B — PRk SRR 0 e e R A, /N ol 4
BN AAE CNS (1) “OR473E 7 #£ AD BFBRmiH, /NRB 4] Lodid 5 PRRs Z5 A a1 AB 5 5R
A4 5 21 A4t B R I 22 B (Lipopolysaccharide, LPS)#0R[18]. /N 5T 40 il W 34 2 4l 7k AB v 55
VBRI RN 2R AN B BRI AT, fid R A /MATE AL 17]. NLRP3 PRI 4 E B m] LAORY
AB UURRFNCAZ IR E . Rk, S0/ R0 HRE % NLRP3 ] K Ap PRANHERN, s RAmThag, o
HINFNTIRE[19].

3. FEREYMCHETXT AD KR

o TE AR DB I R A (B G 22 TS IR R AR 4EER AR Z BN v — RV, CLHE 5 B
JEWTER . =W R RILBMATEMMYEE R X ERAEYIRT A AR A £ o B EE RIS 5
Thie, WTCAYEITE BRI F8E, E5 BBB M58 MM KM TIRE[20]. BRIGAEDa L4554k, RmiE i
AW AP RN BRI, AN R KL 10% MMk E YR 21]. R AR A 1)
LG 2230 5T e 15 EL O T R A AR S, HA S CE R BOE I - Mkl IR 5 R
IR A IS B, AATRBLENE y 28T B2 i AR =R 1, A3 SUBF B R LR 1 & [22] -
R Z IR AR, 12 AD B3, i S 1 1 03RO RIBH R AR B0, 2 S 8% IE BB,
TEE 50 B A P2 W S 1 o Bl B Wk 45 23 LPS, LPS M by 2 2% BV B 7 AR IR S e R AR . AB
k5 LPS L0 & nl B omie M A A T AR [ 23] (EBFAERURNEESEIR AD /N, RGNS LPS 7 S5
T E ) AB VTR tau 2R AR EE[24]. BEEFIRIIEK, 17 b RomE g, (et = BIvE @A LPS it
AML[25]0 7R 22 R YIVEA AR N T8 [ A Z A0 R AR L 4G, 80U T8E 20 S S, 39 0 figy 388 A0 i g o e
MIEIEYE, LPS HEANKMG, HULVrZE AD S SR Fg & i A7/ LPS, 53k AD xR L,
AD B NI LPS /K- B i[26], LPS 45 8 F G IR & il A # 22 4E

4. ERBNEWSENRIER KX AD HIFT
4.1. HERFEREYIET AR RALF

i TE B A e AR R BUR A AR AR R Ay T, BEEIR 2, S oM
FREE JREAT IR[27]0 WFFCIUE I SXFAD /IR M1 B AL A EE 98 R 2 i il A et 5 o 7 AR R SRR (B R TN
AR e Z ) IS5 . 5127 CNS 1 Thl ZHA RS E M1 OSSN, 5800 B #H 2 SR FIA AN
Ihie FRE[28]. Rl w BE R 5 S ECE AL CNS AL aliyi 2 55 M 2% 3 B2 SRR (0 s gz 1 B dm,
X RTINS A0 B A T (A 48 8 RE AT 5 [29]0 18 M T8 4 i A2 e M G 28 9 40 1) B LA BT 4y,
B8 WA i TE AR, deRelpiE R BRI RE R G E B 30]. UAEIRERI R, B ARG
5, fR T AFAEIHERE R (Non-Obese Diabetes, NOD)FESZ /A S I pyrin Z5448(PYD)- 6 (NLRP6)/Caspase
11 (Caspl DRIEMARNFHIERE, FH0)E S iEANs ERMGHERAZ31], EERRE, X58REN
SHIHRREILHARNG, XL RO IE S IRIT RS, B WEEs G 18 RSO 4 5 A
PRI 2 S RI[32] [33]. 415 Wi SRESE N 1 M TE @@ rE, MIEF ez 40, (H vy
RREA R 57 57 I BEBRIE N ARG RGE, 51 KA 5 RAE[25]. 240k E w22 B 21 5 Wi 28 RE A 28 240 g
R 7= AR AT, A8 NAFYEIGIX — 15 B A% 8 B RN JF 52 M 4 48 98 RE (3410 DRI, B 3sE Sl 2R R R AH DR AR
W R SR R S RRIEM RS L, X ATRES S AD HIME KIE35].
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4.2. HEFREHEDI AD B950

N Wi H—2H AR 2 B A YRR, e ARt RS # s [1) X2 [36] [37]. B—Fh 4
IRAT M8 AT FL AR PR3 B 2 RIS PRASFAIE o SR T, 480 220 98 SR RN o P 7 8 2 AT T ) L (R RRAE [3 8]
WFRINAN TR « EE. ARSI R 2 5 ADA G 1) 4 B L T AE R 8 [39]. AUEHERM, KMk
LD G T A A R R G, IX SR W AD RS K 1) 2 T Pk G mT e 5 RO LRI AR 22 S8 A7 2R [40].
ADEF 5RO Rh 22 SO0E 1) 3= EEIRAN PR 3R A S M B B G A=, BlIs0E CNS R B B 4 i LA il s Az 5
HERAR[41] =T FE AR 28 o T8 R AF Pl B A 3 9 1) 4 B SOME PR &2 ORE T 7R o i AR SRR R BUNR R
ML B SN D RE SR G, BUE-G B T ADIERE . ) LA i 18 Fr e A A M A — S A B RLER
% (Atactic Polypropylene, APP), G /N4, M INEAD K FE[42]. sl T 7L B g ik
YRR B R M B Th e, X AR P WILPS RE AL i B TG B AR M 7= AR RRE A R, SR A IR AT
PEAE[43], —TUF 7R, MADEF SIERE . FURULHC 0T REZEAH LU, 118 B R 2H A R SCFA ™= A 18
FIBCE D>, 2 28 A P I N [44] [45] [46]. NN T8 Bl A e e i 7 A6 A2 ¢ 20 B DR - AN 4t B A U K
S AD B B EE JERE, X LG i DA 7 R0 A QU T AE NG PR BI0E MG, X #28 7G o % 20 B e 4
[47] UbAh, (RRMEMMEH T — BRI G BABTUR . tauBEBRAL . /NBPTHY AE A0 B T IR o 8 A
I EE ADJRBE )™ AR L [48]

5. BEREYN AR S5 RIER
5.1. SEEREhMMERIERS MIER ST

NE W E O EHTACFAE A . TAEREE Z R R S EURE RS R, NI S2EBU LM
AP [49]0 IR IIVF Z W TR 1 W TE T VR EAE AD s B2 AR R 22 i VR I [S0] [51]. MTERAED)
FERENS 2 5 ADJo B A P 22 (IR B 5 20Kk B S0 = WM 78 . 23X D71, M e sh i i 4, RIATE
I B JEAR EAT R SR B . FEX LS, R BIAB IS W D, /N R R R T RN ER
I E AR, XGOSR IL[52]. Bk, H5AREIRITIAD/NRAREL, a2 w7 i 5L
AD/NERERILH A IAFIRE ST, FRD 1l S R e REBE T R (53] AE ST — WU AR, Adsk 1 R
TGLE 24 Ja M L B AD /N BRI SN DI RE I RAEE W [ 54, fE N, V2P iR B, i 58 B0 bk 4
Al e R ADII R F R 2 —. TR, YRR WSR2 B F AL, ADEF KL 2 fik
RRFENTRIRER, 518 28 JPIRASH & 238 (Mini-Mental State Examination, MMSE) -4 PR AHF[55]
— L2544 AD (8 3 R125 4% 50 B R AMAE PR T 78 R, AD R U 2 FEE BRI, BbAh, WiEE
1) J5ERE B 1) A8 ) el D AU B T 23 EE RGN 561 o o — T L ASC A 2R 8 S AN A S8 IR S AR P 2 )
AR, HAERFEFHML, REEBEEPRRFERA[57]. o, SN HARADEE MMAEYEE 5
B TS 5INNIIRE R AT R TR IS T BR VAN B [58]. B2 N ORMIBE FLSEHE TR, 7EXS A E ADFIEE N
Rt 3 DA RE NI i, S A Bty R0 Mg FE 2 i AR LG, AD RS 88 (WA ) 2 REPERE
fiKo BbAh, JERERTIMEE D, TR N[59].

5.2. EEMFEFIX AD M

A AR X S B R A s E P4 B, 1 2 A2 70 32 SR AR NI Le 4 1 B AR 4 I [60]
VPS8 2R T TR 9T 5 Fh B I8 B 1 Ie AR R IEAE AT R, Hh 2 O BoR HAEE A R4 R 61].
HABB TR I Bl e i v v AFS Bh I AD I K J8, &80 /2 il SCRESCRA R ™4, N 75
BRI PEVE R R SRR R A [62]0 TR AUBAT T A1 T EAD/N B AR R B PN R 5218 o FE TR i
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TR, B RSO B A LI T A T (-5 A0 G5 S W R DR R B 2E[63 ] [R]— 2 BEAT ) — T
WEFER W], AN FE R XUEAT 1 A TR] DL A 112 10 (K 4 N A RIZh B A2 2t i[04 ] 53— WA 7R
WY, SR LA b AR R K RT B N EN T BE[59]. BEAN, I8 01056 NBSRAT I F R SRR, R
FENGIE SN FIBEG B RN R BEAh, —TXF 100644 SR £E60~80 % (1970 K BUAE (1) H A NIEAT IR N
WS ISR FUR W], KB AR WAL it v IR R AR (K AU [59 ] i A R W, LURERA
2B T AN i A TR O RFAE ) (i BRI B a5 HA S FR O A 5, T DAREZARIRE /) T B, PR ADIIX
(651, Bbhbh, CLZeR WY E A& a A A WL b AN DU I W ORI G 2l , IR RE 23 B AD B (1Y
IWHIRE I[66]. IXEERON AT i B A I REVE VR R 515 [66]. FEIX—ri b, BATATLLNE G E AT HT . Al
PUE RS TEMAEYIX &R, USRS T ATG ST ADIAT 28 OR [55]

6. ZILE5RE

gZibprik, BARAAWZRRSFEADIRA, Wstfe. AwE7r G, (HA IR R Y I E YA
PR RI DI RE AR KA e A 2R AT VEAAF AETE AE RO RE R o Fh il S 2B 5 1 0E [
I 2 IR AD I R AR Kt %Ak . T ADI i KR 6555 DA L AR BEA, i A MO IE &4 Nk A 23 5%
Wi TR AL A D e INEE ADYR H P B AR . FEAE SRR, B DI REAERWAIRES, EAR S KA
AD, X B2 SRR ) fi it Uy T th A5 2 BNl AR i AR o AN at A RO R AL (R (i BRI B AT ISR B,
T PR B TR ADRI RS o [, b 78 B XSO I A L T 5 e 2 2 N INEI DD RE . WA T8 1 HE SR TG AD
PIRI R A R SEAT A R0, I T8 W REOR R ADZOR TR, KR AR RN E R T .

ELWMB
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