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Abstract: At present, studies have confirmed the association of gut microbiota with the autoimmune diseases such as
rheumatoid arthritis and systemic lupus erythematosus, and in - depth studies are being conducted to investigate the
association between gut microbiota and the neurodegenerative diseases such as Alzheimer’s disease and Parkinson’s
disease. However, the research on the association between gut microbiota and autoimmune diseases of the nervous system is
still in its preliminary stage, and the mechanism of its influence on autoimmune diseases of the nervous system remains
unclear. By reviewing related articles on gut microbiota and autoimmune diseases of the nervous system in recent years, this
article elaborates on the interaction between gut microbiota and autoimmune diseases of the nervous system and the current
research status of the treatment of autoimmune diseases of the nervous system by targeting gut microbiota.
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PR B RN, 2 5 ARG TR L Z 18] RS 40
R TR 24515, DI 45 ol A BT R, 300 X 1 A B PR
h WA — o — AT . AR R I A IR A
G 5 R AL 45 M B K % K 3 (nucleotide - binding
oligomerization domain-like receptor protein 3, NLRP3) %2
PE/MES 5 T Z R0 4 2 G0 (1 e i 7, I 38 TR R
A AT NLRP3 S/ MA, 517 0 55 iz — il , - 22 4
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o 3 TR R S — I e 22 R G B R D AR
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PE5 2L Bhiz 3l DO T (4 D) B8 2 He AP 7R AR OC I, B
AR S 2 2 B LA D BB S EAHSE Y TRiSG
T IC /N BB 0 53 B0, i T8 TR R T 4 B 5 P 42T
RE BEEIE R SNBSS R A R G
RE WA SRE MG AR, TH/DRAS
R R IEREAT O AL S T RE BRI 5 Kk B RTE (S35 4
PERB R ) B A A A R A OG> T i 3 AR T LA
g L 4 2 TC BT BN /IN BRAL 58 AT A = A R AR

JIg L R A 30 3 ok W A 8 B AR I ) R R T RE
ARG R B, TC TR /N BRI 38 TR 25 L /D BRI R B
/NG T £ L %) R A Bt , O L 2 B0 R A ) S R
U R 2 2 4 T RE Y R EL B i — i o — &R
B R ML ol A 20 T AR K 2R R 0% I ) 4
HiAE T HpHX B 28 22 58 (central nervous system, CNS) N
(5T BA AN A AR X BB AR B D NG e
CNS AP ST 40 i 1) D e IR 2 L T AT BR 3 — 25 fish & ol
L ARRE S R A R S

1% — B il 30 55 e o 100 B ) 2 A R R G
PR o WIS I, TE TR A AR /N LS IR T RE A AR
S L, L e B 3 2 P, 5 i 2 R 1 occludin FI
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{88 T JC B0 1 M A A T AR AU o A B ) 4 L O
IR HEREEARET Y WATRFIIE LB, L
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IR kb 22 BE L DA SR M P o R A S e
R T AR 3 A 1 B 22 0 A B A g — st I ]
W — Wl R AR . I N B YR RE A X B
280 8B I A B AR S BB £ B Y i
Yy U 20251 T, 3K 24 27 0 oA AT L 5 g
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TR KA A, i 1 RO B 2 R T R HEAE

5 38 NV 22 i ) DL AR R 2 K L ST
JEGR 20 e ILTE 2R A 22 A E S B, il i 4 R gk
I B 28 8 ik AR A 44 4 2 e 22 3R 28 B il )
RS AR Ao 85 285 15 s 9 FH . I T 34 T LA
SRERINER MR EHE ERRESMMAENE,
I 51 EM MR BAREE, 2 5R 2R sd:
AT R B il A T LA 3 oA A Je
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I8 5 240 6 1) ML AR AR 73K ol S 52 ] A5 3
4 By SONE SR, R SRS B R AR R 25 R B i
200 N5 e o ) RE VAR , Ji 3 P 9B L2 200 6 3% 1 19 Toll A 52 14
(Toll-like receptors, TLR) 5 A= ¥ AH 5 14 43 £ Py =X
(microbes associated molecular patterns, MAMP) e
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S FUGEMA RGN WA B R g, ok AR TE
CNS Jil 2 2 8 Szt — WU H Sk Ab , S Boph 28 8k
RS TRV RE BE 45 1 A I P 28 — L PR Sk A 45
LA . fFE CNS DL £ k& a4k (multiple sclerosis,
MS) . & A B R 3 &R %06 (neuromyelitis optica
spectrum disorders, NMOSD) . H & & ¥ ¥ W &
(autoimmune encephalitis, AE) M3, 76 J8 Bl & R 56
DL 2% — B Z5A 1 (Guillain-Barré syndrome, GBS)
PO, P2 — LA 2 3K 722 LU AE LT /) (myasthenia
gravis, MG) AU . T T FRATT A 70 01) B 3k g T T AR X 4o
ZRG A B LRSI e, FA LR 1
3.1 FAEEREX MS B0

MS & — R UL Y CNS 18 1 B S i M I a0
A BRPAE S BB A AR A A 2 B0, LA LR 5 A%
PRIRE AT 22 R ZAH DG, T T T R R0 o MIS A S Y
SRR IR E A MS KA B2 R
RUXS Lo B i B, AH LG 52 G2 i B MS S8, JUAF T 2 28
(14 1 P AE 4k Sz 0k S R IS g 35 v E 81 B gy ) 3 A g
FERAS LS MS P ™ B R AT AR OCHE . Asghari 57
AR PRI A B, 4D FE A1 F EQ B B T AT BE A MS J8 5 119 48
REBR ) AL bR R 55 AR I B S Bk
o HHN—THFIT KB, MS 3 i B = BERS 1S
R A SRR B 200 TR, A M AR R EORD T A ) MR
AR 8 A1 B MS HB 3 B TR RIRY TR

SCg M H B R B Pk B B B8 R (experimental
autoimmune encephalomyelitis, EAE )71 JE MS 28 4L (1) 5y
PIRERL, BFSE R B B MS B85 4 1 18 DR RF RS 1 3] EAE 52
Blvh, Al S MR G R S AR Y B T T EAH R A
EH T A Y 2R R Sh RS RS R MS B8 T 1B T )
F14) 2y oy R T A 2 A 7 A 1 40 A 3R (interleukin, IL) -
107K PREAR , 2B WFTE R B, B T i TR S P 43 i 224K
FFEAR 4 B4 T(T helper, Th) 4 17 4K HI 5 EAE 3
Py 5L TR (%) i 1 R, BE 2 Nl 3 A R (U Akkermansia
B T RE I T G0 A0 A 7 A TL- 10, B M 2R 1
X BEAS AP AT BE 23 5 0 B SR A A TR F S A
A ¥ kB (nuclear factor kB, NF-«kB) {55 51 # A% AH ¢ 56 A
MR B9 R B, Bl A B T LA A 2R )
FE FEVE 5 PE T (regulatory T, Treg) 40834k . HL i ANE
55 AT TR 1 AR 7 1 22 SR A FT LA i 4O TLR2 (14
CD39 {553 #% , S 2F CDA™T 41 i 734k K Treg 4 il i 45 il
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fe2z2i ] 5 EAE /N R IGIE AW RE, AT 20 5%
5 & B, AT 4 8 A X EAE S8l & #5 4
BE R W ME R L Sk @ OX BB R Bk R A
(immunoglobulin, Tg) Y %M 755 VE KA 1 71 (8 F2 4b 771
FREE AN T, 76 MS I R R T B 1 25 5,
FE VA TR R AR 28 SN 45, K T Y 7 vk 5 oA i
Tt 4G A 2R, WF 9% i T8 P T8 A 5 I PR 485 2R =2 1] 114 A O
P, ATRE R A MSIRIT R R R . Il ik &
SPIRBEMIIRIT (disease-modifying therapy, DMT) 254711
TEITVE RIS B RN, 38 i AN RS2 07 4 6 9 TR R 0728 4k
AW 25 i e A v RN S0 4R IR RS gR L,
i TE A TR T R A2 2% 1 B S M) MIS R PR R RE , A SRR
MS B I HE A
3.2 MFiEEEX NMOSD KIS0

NMOSD & iy A1 #f 22 & 6 5 (neuromyelitis optica,
NMO) (A A & ST ke, J&— R el A B o fir A S 1 L &
B2 AR 2 IS BE DY CNS 2P AE . HFTIA Y T2
T Ik EL 20 A 5 A9 X6 7Kl 18 8 4 (aquaporin-4, AQP4) 7=
A AR G 28 A LB A AR, BLUAR NMOSD # A Ry £ 2
PRI G B |, (EE NMOSD Pk rh 4776 T 41 i
WA S PEEREE S, HLBF 9T & B0, AQPA 4% 53 1%k T 4
FEL 500 ) AR S P 2 T D 5 7 AR R P 2 TR L S A7 A
o JEE A TR R A R A8 SR BE 7 T A MS AR o 3 % BRI
Fofr v B AR A e gl Ry J2 5 NMOSD &
SRS T BEFREE 2, Horp — Se e 7 0 ARz T
SN E W YH AL € T B L, [R] A 30 2 b B4y Y T
NMOSD % & RALF 5 , % 16 nl g S5 4R T A A0 IR L 5 e
[ T8 B RES AL, 3 NMOSD Sy @M g 57

Cree Z£°0%F 50 451 AQP4 BH Y ) NMOSD F 3 [ BIF 5%
S5O, NMOSD S8 38 7 U I BEAR TR 1) = B BH L 1g
J& I NMOSD 56 P e =5 09 BE B o — T00EE X A
NMOSD (I RF5E % 30, AQP4 [ A1 AQP4 BH 1 i) NMOSD
ERHBERRA A W 22 JF 5 P00 e E R B A I AR OG i A
S I ) 90 AT ol B TR TR /D, B /R BEBR T AT BEAE NMOSD )
KAHLE & HE B A5 KB, NMOSD [
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BREE, B 5B E R RN R,

J T8 VR FE A7 4t 2 NMOSD & i 9 25 2252 1)
2. NMOSD 3% B9 FEH b R sE IR R & & B b, &
FRER AN T RSk 5P e AR P 5 S AR OC Y RN
JUT R B D/ S5 ) N JSE T 4 L P Ty R 0 v o 5 4
1 603 7 T ) 348 0 PT84 0 Treg $50 8 , R 24 22 07470 1)
YER, T iRk BoA e e RESs 2R iO/E ], TIRER S iy R
RS BORAE , 5 R BRI RN > o AR IR 2 G B 1
TH IR 52 1A 43 ME— A LA, 455 =22 Jm mIE 208 15 i S i
PEEIAERT . NMOSD J8 % S AE A TS /NS L 78
FE I T R L Z R AT, 2P R B, ik 2
P IR ZEFRAT B B T LA E Treg B9 A , & 3E4M 94T, )]
DA Th17 8458 K45 RAEMERAEF ", B, 4
T B AETE NMOSD R A L] v A 45 XA HT L AH BAR AL
il 1y s 10— AP BFTEIE S
3.3 FEEEX AL

AEJZ 8 — UK G 9 22 Ge v # & oo bt s 4 7= A
S P SOV BT CNS RAESG . BT, AE &9 L]
i T IR (14 10%~20% , LI4T N-FFBE-D-R [ 17 ] & &R
%Z & (N-methyl-D-aspartate receptor, NMDAR) i 4 £ H
UL, 2905 AE A1 80% 7 o it NMDAR fili & 1) 955 B AL il
MU= A4 T AF X NMDAR A NR1 WV 55 A9 45 S 19G Ht
T HCHR BT U T 28 0 A0 0 9 1T, 2 B e AR e
BL 5 R ARG T 336 f) 4o 2 C D) RE R AR

Herken % 58 % B, 5 NMDAR fili % 2 ¥ 0 2 %
FAT PR F 8 (Clostridium) B AT B 52 J& (Oscillibacter) |
W [C T & (Prevotella) %5 i 5 1 5 1 AH Hb b 2 38 .
Berzero %5 (W58 & B, T NMDAR Jigi 4 H 3 4= Y BE V%
()R AR b B T SE2H 20 A R B O 22 e
— B LA B U Prevotella-6 WU AT | Faecalilbacterium
oA A B R TR 1) TR R , S AR AT TR 1 L A2
SRR A THEE BRI R AR R S . 53 AT K
B, AE SB35 P BRI A AT I B IR T R R S
W&, AE 5 Akkermansia F 2 1EH G, SREAT] JERER
IR B AR R R UROC, BT RS AE 1Y/ AT
F (4 DA R R G Y L A, BT NMIDA fili 2 3¢
FEFSAE/N U A 200 T 40O, 3 Th17 3500, £
HLNMDAR fili 9 i) 1 3 T RE 2 5 Th17 S A%, I 18 1
HEA SN HT NMDAR il 2B IR T HE . B2, BRI
B HETE AE & HLTRAR OGRS i 20, %) T I i T S
AE Z [B& A AFTEA PRI 75 i — 2D TSRS
3.4 HEEEI GBS KM

GBS J& H B e /v 5 14 J Bl A 22 JAE PR , 5 A
Y G PRGN 2 AR DA Tk JE BRI 2 AR 5E . BF5E
KB, 1/4 119 GBS BNy Rl i 25 I R A 60 AR
PEFC R 2 25 AT R 5 DR A BRI 2 1 2 R 22

— o AR AT R B RR AN A RS R TR] B T
AE T BUAS IR (9 11 PRAEAR , T GBS A A 225 i 41, 5 531
J2: Cjejuni YL ST B0RE o GBS BEIA A 22 i 25 il g ek
Y R B SORE SOV Y R B, FEEUR LR T BE S
i 25 il B IR S Wl #5658 i Toll A 32 4K 4 (Toll - like -
receptor, TLR-4) {5 53 f fil & e Ry R 40, & 0 H &
BIETH 2 WA, R AT | % 4 B G RO

F 5 % B, 25 g 25 AT B8 % T 4 IR SE MR M TT LA
T F A2 IS 2 Y i GM1a . GD1a . GQ1b #E 474 F 45
L, T S8 MU L, B 281405, # GBS
BH M FEER A C57/BL /N SRR & 3, HonT DL
AL T T A W R R AR A 36 s i 2 i R AR R L B
P25 R BT KT in S My AL ] Ll 25 R A
Lo B i R B, FEML R AT R 20l 2o Treg S I P , B AR
Th1/Th17 Fo A5, 3 58 Th2 734k, e i 3 I 4 B 908 )
W LA ERFIT R Wl A REE GBS (R A i R R
T AR E R E AR, S0 2 i A S Ak B4 A
P& SN GBSRYT R H AN . A WTFE R, BT sl
FI B L9 7% 48 21 ENA 3l 9 45 50 (A A, AT 3l 28 98 5 1fn 3
CD4'/CD8" T 43 F-fiif , PR AL 375 1L- 1 1L-6 Il TNF-o 635
KV, DA A P 2 58 A R A B, R AT 22 R AT
G LPE S B BB, fF oceludin A1 Z0-1 1
P, M TL-1  TNF-o fll Reg3y T ¥
3.5 BAEEE MG KR

MG J2 5% 1 i 25 — L IR 422 3 52 i S TR 1 ) B f i
PR , MR PRI B B U B sh M A 57 1 JE 1, 5
i B e 2 DUAROCT . R SRR 32 AR 904K (acetylcholine
receptor antibody, AChR-Ab) (it JJL PR S - i 2 19 U8l iy
Tﬁﬁi(muscle-speciﬁc kinase antibody, MuSK-Ab) i k%
R TR M SZ R AH 56 7R 1 4 904K (lipoprotein receptor-related
protein 4 antibody, LRP4-Ab) % [ S HTRAN 5 41 i G i
Wl AMAZS 5 A B g

AT I, MG SB35 R A AR B o
K, A48 SRR AR FE P9 (% 30 FP AR ™= P K P A 7E
FHES . X MG B R ™ R T 0 2 R
B, ERE AR S pe T B 2 AU OC, R B
BRGE R R R U RS B R R AR O &
MG PF53 FIE I AE 5 50 ) W AR G o Bl IS WE 58 #5K MG /&
MR B A AT/ BUS & B, MG 85 FEE R
4/ oz 2 2 R WY 8 B AT, 1l 97 28 1 B 7 /K- B I 4
T AR R, MG B R R SRR S i
W 4 A2 Ak, H 2 8 -7 T TR 2RI WG ZE AT 11 =F B Wl 2 1%
AR — IG5 A R, 38 O A BRI BRI 1 1] b e ek
TETH A WA H 2 T 4RI AT B S 5
MG 1 U AR DG o R TR TT oy TE T AN B SR B R
T4 Ak BR 1 BL | family XTI RR A9 38 05 MG XURS: %5 K AH
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ST DRI I A T R R P P o A S R T LA
S MG FR 1R 7™ B AR B R O e, LA L] 75 22
HE— 2 WF SRS
4 HEBGHRRMRRPHEEE NEREVETS

H M 38 R 5 R 2 R G0 B e PR 1Y O R B
RIS HNTHE AR W R LU 1 1R R 48 5 IR 7
T EXBIT A E R G0 A B S e M I AT AT M A R
PE, BT EEMIGT R AR 25 R R 454
W AIZE R RARTRYT . HARILER 1,
4.1 MEHAY

PUBE 254 T LA RSAR P T8 T A 5 R, X KU G
R H B RERIRYT A A AR BNE S R A
Y2 R G F B e E g T iR A, Sh
TIRFSE K B, $i A R AL B EAE /B 1E 3 R/ BT
EL, CINS JI5E 5 H R0 2 2 200 A ¥ i) 7K SF- 247 B St R A1, 9o o 7™
AR, EAE /N IR T AR 2 T R 4
JHL R F , B4 T TL-10 1 TL-13 ZKF 42 2877 42 TL-10 Y Treg
HAGE TR T MR S i A7 I 2 D B 7

PUAERIRTT 1Y GBS AL /N BT DL 4 4 2 i 25 i
TR R A], IR e M S e IR AR O PR RA
J7 BAR AT DA B IR A (U2 ph T [R) B 5 e A 25 T
HEP7 AN RO, BRG] 1 ARG R b By, i ok &=
55 25 A B T R BRLAL LA FRIRYT I B . — TS
Wb B 5 T A B R B N T EAE /) B sh il %
TR, T 25T 45 B — 397 X EAE /DN BG83 1 P o
TR S, I HLECRT AR i S e R A BRI

B, IE AT g T MAPK 8 i R R, R, st
M T B 1k R RN H 5 25 A B T R
PRAMX RN o AN AT R I RBFFEE— 20 i DAIESE
4.2 REAE

R R W, IR B 0 35 SR AN (B 3B 4 52 B AR i 1 AT A
A1 AL RE I Tt 2 R i 3 R R AR . DA
Ji e R A7 4 S o s VS IR T A 5 R 8 il ik
AL, BB S8 11, N EAE /N BUR P B0 K b 28
THRESAG ™ o 1T AASTRL TG 07 R oA 2 A b P g £ )
A LA A P 8, R B A R A, A EAE RO
A5 VY IR 1 IR, 24 #F Th17 [m] CNS Y3
T, DA 7 18 e B A D4 VR T LR T 1 KO, 323
EAE /N2 D BEA 05 in g™ o R PR 1 R J B A < 5%
PUAS B (0 35 A A = RVIR B F A ) R« ) Ak
7 (BERE 1 d IR/ RO S B sk T k3 EAE /N 223
RE O3 R B O3 T B ST R FLIRR AL E B,
HLHIPT BB 5 & 24 AR R RN I N A 6. TS
YA R D IR T DL FE IL-10 2030, 2035 MS R E 1Y
i ARt R B BIE 2, A R 9 & B, 3 3 AT T LA
FEAIC EAE /)N BRI /DN B8 I 200 ik 3 58 434k , D o 26 T RE 0
i, FLXH B /N BV FE AR 5 BT AR B A T
MS f8 35 I RAE BB AR R A #5219 (HOC TR 5 H
Hhbf 25 1 B e MBI 1 2 RIS i 2D
4.3 #HEH

i 2B TR AR TS B, T LR ARSI 5% D
DIRIEE R SRR AR S 5 YR i Y

®1 HERZESRREURBEMHERFTLRGTHER

R | ol B 89 BB BT Bg LMk
2 F ® 2 : Lachnospiraceae, Bacteroides | Faecalibacterium ., Prevotella Butyr-| & & # AT4 % 4hk E4h %
A |icimonas . Paraprevotella \Haemophilus F) VBACE AR Y AN A || 32-45,74-75,
MS %% 3w ; Bifidobacterium \Streptococcus Methanobrevibacter \Akkermansia WA E Pk 9 Bk 78-86,89-93,
- ) ) e VD) 6 A B
N #HZ B : Bacteroid Lactobacillus i V& VIt a9 AR RS & 97
AN 2 . . . . % A%
a #K & 3 e : Streptococcus  Firmicutes  Tenericutes . Cyanobacteria FEABAH
NMOSD e —%ﬁ ’_z‘f?f)ﬁc 7 : Clostridium \Parfzb'(tcleroides N Oxz'zlobac[,fj’r 45.56
%3 3 m ; Streptococcus Alistipes . Haemophilus | Veillonella
3 & M : Faecalibacterium . Roseburia  Lachnospira . Ruminococcus . Coprococ-
# NMDAR A feus Dialister . Collinsella .Anaerostipes 50-61
fizm K 4% & 3§ A : Bacteroides . Enterococcus ., Escherichia ., Veillonella ., Streptococcus
Dorea Scardovia . Clostridium
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