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Abstract

Alzheimer’s disease (AD) is the most common type of senile dementia. The specific pathogenesis of
AD is unclear, and the research data show that both central and peripheral immune processes play

T (-
AR

NES| M B, J75. WIEE A TR SR R AU AT RRMELEE 2, 2025, 4(2): 14-21.
DOI: 10.12677/jcpm.2025.42140


https://www.hanspub.org/journal/jcpm
https://doi.org/10.12677/jcpm.2025.42140
https://doi.org/10.12677/jcpm.2025.42140
https://www.hanspub.org/

E, %

a key role in it, and the intestinal microbiota and metabolites have been confirmed to have periph-
eral and central pro-inflammatory effects. This review mainly describes the pro-inflammatory ef-
fect of gut microbiota metabolites to cause AD-like pathological changes, hoping to improve the in-
flammatory response by targeting the intestinal microbiota, achieve the purpose of delaying the oc-
currence and development of AD, improve the quality of life of patients, and reduce the economic
burden on families and society.
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1. 53|

BT 7R P BRI (AD) A2 — M ME AR RS AR DI EAT R e 2R AT MR, o A i R T 1911 1) 60%~80%, 5%
M 4= BRZ) 4500 J5 AN[1], IEPREBIFHALICIZ I8 N E, S5 A LA A TR D BB AS Ry i, P S AR VS AN g
HH. AD K EAHEEAE A e ke B (AB)DIRR . I FEBERRIL I tau B2 O MIRRE JRET R 9T 25 (NFT)
[2]0 X gh R AN 98 1 A T BUR G 95 X e 2 o AT 2k, NI FECAD [3]. HAETHEMFEE
FIAR UL LT 2 352, (R Re iR AD B4 R B, B 90 R AR B Rt 2 5 o,

TE— TN 170 T4 AR EWAT meta 7B Fl R S48 R WA 70 27w, AD- #25  R1B= S (Mild cognitive
impairment, MCI) ) 4 SEFR EK T B2 0038 [4]. SR 7 © 3R BI04 4ORE 0] LLE A AD HIBRSL R K [5] .
1T HIFE AD BIF TS I T ST R SE S . — 7 T DA/ RS A0 B E AU R 2 RE[6] [7]F0 55— T
T2 B e M 4L [814E AD R JE TR 98 A

g B A A 2 D A 7= 47 A R AR R I -2 D) X ) TR PR 5 P A 5,8 B P T Al A A 2 mT B e i AR
WYR ST AR EAE . IERAEYI R R R RFERR Z 60, I B0 T miE e
VIR A[9] - Pt B A U A2 1 TR T G2 J9L 25 AR P S T2 A G 98 P93 Hh (RO FH L o B 0T 9 R s
NI, A TE R PR AD 4 98RE KON AR LR HR BT A IR AR —2RiR .

2. FHZBIRERS AD KRN

K 22 TR MK S TR G 58 R G0 I SRR B TR 2 I A 4 B R S AR L ORE A R A RR ORI I 1 R R A
(ROS/RNS) 17 A= [10] o /1N Jof 240 B FH B2 TR I 03 4 HRLAE g 2 R SR B i P 4 L, E A 28 90 Hh S 35 DR VE
AR EES 5 /NI A KR B WM T M sl R YR, 0w 5 AR DT 5 (SCFAS) & U1 /M i T 41
MR TSR RE 4> T [11].

TEAR /N T A0 A B TR AB PTRR[12] [13], (R RFSE SR AR es v A 02 28 40 M 5 RE i, Hh B
RAERIRIN, FEAAIE P PR RG0S, WS ol M L SO R o A 40 08 S S AR 1 s 3%
ik BAECN, T FOd ORI R A A AR AT PR (0 AD) H 4 245 1 (1 B B 3R A R F [14]

Y T Al A A B AR P A T B AR BRI AR A 22 TC A M S S o FE BT rh e 3L 1 48 e B AR T
WO 3 ) NLRP3 S8AE /NS, 1 T B0 28 M0 B R 7, it IO 0 14 i mhobix #6048 28 Gt 98 RE I [15]
Hoogland %5 i ik 37 K S AT 1R RS0 B e A 2 J I, I 25 A (0 =2 DY Mk o 11 v 2 R PR I LB i 4, LPS)
A O AN B T AR T toll AR SZAA(TLRS) K 51 R #HZE #EAE[16]. TLRs fEILA @ hE . 44 P 45 A0
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MRV R A P YR A =2K: &) HIELH R MR o 7 A A
(U B AR TR LR R AR S = W) s ) Hi 7 A 1 e Jadld 4 1 421 ) AP0 (iR R B TR 5
c) HifziE A Ak A AR (SRR . 2 %) [17]

3.1. FaHERE AR

Jo 5 T T B2 (SCFAS) 2 W T T A= AR UG B 21 24 (1 7400, IR FEE B T A= P 2L . B e i B )
15 = — A A HE BRSO LT 4E 5 [17], SCFAs EEALIE 2R £k IR A T IR, Heh T
FR R FE N E PO (18] [19]. T ERER R — PP R, F=A T RR R IR A I 43 A A 5 == TR M JE B
BRI T [20]0 T R E6 AT iest S M T BB 1 L 190 S Ak AH DG B 1 I ERIE (RIS N R R A R A AL D AB
(AR 2R [21]. WFFCR BAIIR P (0 T R 2R/ 5\ N i 35 (1 AB IR 2 AU 96 [22]

SCFASs X 15 2 A PR 22 il s B B AR . SCFASs 4E5 i b se 8RN s i i e b, A Bh T 5%
FaAS[23]-[25], Tid I b A B e A RS AT A i e AU A ARG A SR R i 10 o o 1 S R A, oA
FIPLRAE[26] [27]. SCFAs B T REARBEA B EIG A&, Wik, MG 5% [28], FINEE 55
THf— 5, 40 SCFAs /£ GPCR41 (Bl FFAR3)F1 GPCR4 (El FFAR2)IECAA, fEf7iE 5 A 32 4k 44
ERIEFRAE[29]. Mol i 355 R T 74 SCFAs (B A YRkt AD MZ ek & 4T, ]
FEEMI T

3.2. BEEEAH~Y

R (TRP) 2 WK & 3R 1F L R E LR 2 —. TRP MRS GRS M. M5 ZBE(IE) . 3] 75 i
(IPA)SSE, FACHII RN KT 3 B2 B i A R R sg i, [ Bf i £ 6 B R 2 05 & 2 2 MR (AHR)
BN AR B SRR, 12 I 7R P A 2 R M I 4 LR /A 52 o 240 . 1) 505 4% 2 R 1) R AR 1 48 R 5 98 E[30]
[31].

TRP 2 5 RIREBRIR T (KP), @A o2& B 1) 32 B4, ) £ 24 RIREFR(KYNA).
WEKRER (QUIN) . 3-F2 2k R SR 2 M2 (3-HK) Atk ig FTER (PIC) [32] [33]. KYNA & B A # £ 5 14 140 P IR 14
NMDA #ifiifl, BEAMERTERH[34], QUIN Mg Sk FEHIE NMDA. 5l /E pid SRS A
PR i SR T R A A £ R AL R T (U TNF-ais IFN-=y AT IL-1) 400028 S Bk i & B S L) 5] A
LA MEINBE[35] [36]

ETHERFN] KP @2k 02 KL AD MIRIFZ —[37]. B IEMFEER A (ALL-42)5 QUIN — &l
S A T A A T e R T B S R R [38] . (R e HLAT A W AR MR 4 R G A F BN
TER K CRAP TR 1 87 A5 B o

3.3. |L=EBZ(TMAO)

= H i N-EAAI(TMAO) 2 = F g (TMA)IE I I 38 25 5 i U (FMO3) A Ak T . 38 B A5 28
B TMAO 1 R A T, MR FER T-a (TNF-a)« FIZBMIA 2-18 (IL-18) K IEH s, Buk 4 Al 1
(IL-10)RIAFEAK[39] . TRAF[40]5E T ML M LE G THRETTEUE TMAO & —Fh5 AD &N 77 H w3 A
KR, RN TMAO 5 AD AEWs EMAFAE 9 &L R LR, NI EMHAEN RS YITE AD i
S PR AE T SCRFIEHE [40]. TMAO RIfiE it tau 25 A AR SR A 2 (M HI 45 &, XAl RE/2 2 AD HIHLHI
Z—[41]. WAHBFINN TMAO A/ 55 E R R 1K ik A TR I fii s Btk N\ K i[42], AH R AE
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3.4. fETER. MHEER. B

HET IR — R BN IR B S B S Al Ja O IR I IR, R S2UIH R (DCA) A7 IHR (LCA) Ak
LHAMHBR(UDCA), XA EREAR KL 32 s i A Ve i 9 [43] 0 WF FC R WIRH R v e ek 18 Jon 24 ffa
A 3 A1 RIS S L 453 0 A EL B 200 B 0 A, T AR DT A T SR R AR N ) 52 A S S AR G i
REMII[44] . DR SCEER LR (BCAAS) I T ZOKE, WAl i ERE & . BCAAs i 1 GRER
FB A S I 7 AR B RE B LLAL, IR IE LGS mTOR B4R 5 A h RE[17]. Ml b KT 2
JEAUR T LA B AE R AR i Sk P A o 22 AR R T e rh B ORI, fERR R AT
P h 2 KPR 2 R AR, B R E A ILE AD Rt SR D, AR HLBI R R .

4. BEMEYERE I3 AD RMmE & FEilLH]

B FAE 5 T B RN A 8 SORE (0 PR LA) 64 I 7 s (DR 5 4 B SR e R SR PO e 4 i 4
P EOE AR A - 1 - IR (MGBA) A [45] . Wil i A= 0 4H R AR = M0 DL it ok 3 e 1 o
LRAE] BE -

4.1. IA%FFREEIRRIR

LG 57 P (BBB) EH Ak I P 2 4 B 15 R 85 i 4t AR ZEL R, BRI 18 A 0 A 2R 3 43¢ ) v X
2 RGN AN S54HL, (RIS FovEE 77 00 75 21 AE AT N P B A A B D) B [46] o ILfivi 7 B P R 4 3 o = A
L5 475 P 42 O R 5 5 5 e 8 M R 184 o el i, AN T %o 9 i SRR A S 2[4 7], L 5 R v T 3 AR
AEAERRMINEBEN, S FSRE R, W AD KA.

BT 9 5 AL 0T B S A Sy A b ar i 1) LPS 7€ AD R Hh i = JE 8 N 1 29 7 2 21 £5[48]. LPS i@ 0k
oM BB 78 DR - 51 R AR e AN 98, dF — 2 38 Jon gy 1 R L A B B RSB T, A N K A
AIRE[49]0 fR KT TNF-a 1L-6 F IL-1b 55 R e ick e 25 i A 5 2 a2 2 P L 1 407 55 1 M o e ) e 4 42k
R PR 2 SR AR [50] o W 5538 B T TR A A 5 0 mT SR B R A R 4 R T e v i Ui A A
H TR [51]

4.2. N REBRRATTEIL

URTRTIR /)N B o 240 B 5o P 2L 2R B 2% B XU E/E A . Serrano-Pozo A 53 it 434t 40 44 AD
B B JE PR R 2 AT 1) /N 5 A0 B R SR M R A, R 3 O T A R, 3 R R A P
AR RN R 5 40 B A 28 R [52]

N AHMIEC 2 7 TLRs kA P9 S 44 AH 56 73145 2U(PAMPS) Bl 451 45 4H 5 43 T A :0(DAMPS) » 24 T i
TLRs 38 B 4 S0 IS (e iy 18 2507 1 Ao ACT), TLRs PAASIEAR #0720 B R, /0N B 52 40 i v R TR 78
DR~ G 2R A, K 9 i R PR SR SO SR A i /N B SR AR B v Ak, 5 3 b 22 4 ML ) S S PR
I RIR SB3E CAZ A AR 71 (53]

43. WED - B - BEHeIK&E

WAEY) - B - B (MGBA)ELEE P 30k S AR AT s 22 %, i AR i i MGBA "5 %5 AHIE «
JTE A5 () 20 1 AR R 3R AT IE I MGBA X H XA 22 J 4 77 AL SRR I SE i o i 3 T AR 0 — T T AT BA
WA AIE R, A SE N e IETA S, RN S SERE R R, HIMRGERN. B
TR I A AENE 9% (1BD) 2 7 F AD XU IR IBD B 8, 3k — 5 Ui B A ] 28002 2 1 i 3R 8 4
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AD %A KU/ F [54] [55] -
5. BB IEREMEXRIT AD BRI &

H 3 v AT T 1A 1 AD, IGER T AD FIZ54VA T 5 0 45 FE Gk JG i 0 4 7). N -
D- K &S R AR FEH o 8 L 30 1 sl e S SR YT R AT B T B A S, JET SR R A
AT BT S B (FMT) 2.

5.1. (k&

o A B AR S & B BARSG . BTt P I E A N2 G T AD kg, Hhass
BR. B KR BYUL R ERN AR DR 2 W . B FC3R B 2 1 nT e b 2Rk b B-TE Ky
FEER A R ERTEPER56].

5.2. MEEKIEETT

i AR AR 16 A BT at A T o d) V2 A P ) e 2 TR XUBAT T AN LT T i o i 7 T AT LA
I3V A T R AR (AN T R, A A B N AR TR B W B 5 R R R, O S e TR A
AL 2 B TCHE SONHE T A AR R B 2 AL AR o B 5 L 11 2 2 e 2 L SR
RRAE . R gk . sl S W e M, e vEdn. mAT A MUERE LR
A ARG, T S e i A Y A ) SCRAS RV BRI F=AE[57], I DAILR AR I IE 9 0E -

RS NS S T3 W LUK B S 2 A Jo A0 2t AR B DA R A 8 97 3 R AE A A e AR B A 3T BASE
ZENFNRE ST T B, BB 7R SRR B XU [58] . & A2 7oxs T AD IR TT AT A2 24, JF H I IRE
POER N BT $2 2R R TR SRR AL I T, HIX AR IT KB A FRIEN], R E 2 R
SR 72 W1 1) 2 AL AN ZE AL A

5.3. EENEMHBE

PR (FMT) 24 LR B SRS B AR I Wil o 1% 07 105 7T IR S0 W ot AR e L A 7% 31 52
AR £ J 3 A 5O L ARl A D ALl A SR A {2 AE I B3R 770, XA T AR Bt T A RN 1 e B
o, ELEWREIRT MR R AL R AR SRR O (2 FMT B AT AR T ImRIG YT, ettt K
SRz 7 Ay R A A

6. RFKREE

AD H A M ANRIE A, B8 A 20 E T T TR FRA X AN AR 32 LB R o 98RE R0 18 S A 0 4H SR %
fTAEMAE AD HII/E I CRONIE R B s . ARG 5 30, ShERALE . 29I BERR & S R AE s R 2 i 1
TAEDRE R 903 B B 2 VR RIS I R 7 SR B /K A 420 B0 R 388 I R R RIS, T e P g R
TXRE D o AR AT B AR MCIL AT AD R JRUE[59] . il F 2 AR B 2t A oA At & 0K 8 4 i Ak
AR ) T REPEARER T — P BTSRRI AT R AR I Tk . H TR 2 H0W TE SR AT AR AR 1 AR A
YE, JFH A ThRET R B e A TR, TR R B 2 145 D0k 8 N R E A
Ripigte, JLHRMEIBRAITHBR . RBAERE B =M PR B T8 B0k B 4 el k47 Aok
STT (IR 2L A FEERTE 70 1 8 K 000 I
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