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[ Abstract] Gut microbiota is indispensable for the maintenance of human immune homeostasis. Dysbiosis
and translocation of gut microbes as well as aberrance of microbiome metabolites, which are commonly seen in
many autoimmune diseases, are suggested to participate in the breakdown of immune tolerance and the excessive
inflammatory responses. The involved mechanisms include immune equilibrium skewing, molecular mimicry,
bystander activation and epitope spreading, which contributes to the initiation and progression of autoimmune
diseases. In addition, the microbial biotransformation of antirheumatic drugs help determine the bioactivity and
toxicity of these drugs. Herein, gut microbiota-based intervention may shed light on developing novel strategies
for prophylaxis and treatment of autoimmune diseases. In this review, recent advances in exploring the potential
pathogenic role of gut microbiota in autoimmunity are summarized and the prospect of applying microbiota-based
intervention in systemic autoimmune diseases is addressed.
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PEREIN R 4L BR B KR, TE R BR RO 5 A
RSP S REE R OAR, HhiaiE
FRAELE [ B SR E o v il 52 560 . A S i
PESORG S — R LA BT 32 A | G 738 200 M0 5 6 38k
NN EE= &R L NRE R PN S i s QT [T S~
ARG EERHERE, HANG)T FBROAR, %
GGG RERIME AL . AR S8 S e i
52, WY — ERZSUEOCTE I, H AT
TR, M A Z LSS A SR
FRGENERAEFG , FR AT 25 W 7E R 18 1 e (LA
M, ORI T E R R I T BTG ORI A B S
PEgR P it 1Rl fE,

1 BEREUMRFRPNGEERSENEE
Bl

CTEL M F B S Mg B vh & B R
SRR R A 5, H S 5 0 ALY 7T g
PLHIELHE . WRES AL TRl AR i s
iR (short chain fatty acids, SCFAs) 2k 1H /55 i
KAy RALY S W B
L1 BEERERE

ARG ML BEIRHE (systemic lupus erythematosus,
SLE) 2 BAURIER A & e th B . ok AT IEAF
A B 2 A BAUAF ST 25 5 s, B 16S rRNA I
Feth kB SLE S8 2 A7 10 J5 BE T 11/ 400FF 18 1) L 451 s
) ERER IS 2 W A T R A AR A B,
T JE SCFAs 1 fix B AR 22 96 5 iE J1 Y 4 73, Chen
S0 I A TR e & PR SLE BB i 17 T I 55 0
FF & ( Bacteroides fragilis) F12¢ WA B ( Clostridium
leprum) “FHWFVE G, IAEIRITIR FRE TR, —L0
JE R R TR R QR LA T (Atopobium rimae) . T A&
VHRRIKIE G ( Shuttleworthia satelles) . 5 VG i 2§
W (Actinomyces massiliensis) 7 SLE 3 1718 1 &
&, BRERS 6L, MM R LB IR AR T
S B BRE ( Ruminococcus gnavus) -5 W83 B0 15 3l &
MIIFERE B R EFH h B EFEY

[ TR AL UL T H A 2 Fh BB e R
WAEZERIELTI R (rheumatoid arthritis, RA) HEH
R IR TR UK TG 22 T LR R s R R
FFE  ( Lactobacillus salivarius ) 38 22 7 W B #T &
( Bifidobacterium bifidum) V8 /0% 5 %00 JR & VAR
JPYEARAS R (primary biliary cholangitis, PBC) &
AP B SRR R I, TG L& . 35 R Bk

J& . FUATRE . EERRESEZ, EREEIERIG T
JERHEE T R AT B OR, B MR AR R
(ankylosing spondylitis, AS) & 7iE EBBREFE,
HEA, BOTER . SN ER, OHERE L,
R PHAIL 5 R CHRHR D J5 22 A Z R FlK
P R B, — S TR IR LG P A PR R R G
W ( Prevotella melaninogenica ) . 3§ {8 & & K K H
( Prevotella copri) F1 €561 T IR KB AP ( Prevotella
sp. C561) WA, WFFCRI, 16 IKR B BRI ALk 2=
W B AT RE S AS BRGSO T TR S
fIE (Sjogren syndrome, SS) fHE, Wil WAL F
L3R IR AR 0 e B 1 114 1 O T R R T TR 1
IR RRAR, WA, B R TTE S, R
W1, H oSS (8 B R AL S TR IR AN
A AR

ST LA 7 TR E AN ], AR Hi b A A 22
5, SEGERAE SRR, (HRAEE—Se L
B, RA 3, SSBEO R ASTY B h I fEAESE
% IR FC R I A/ 8™ T IR B NI ( Faecali-
bacterium prausnitzii) WAK; K B ERE N E EA
UILF SLE, TERIEMEMIE ( inflammatory bowel dis-
ease, IBD) FIHEH KT (spondyloarthropathy, SpA)
SEALIDINTES P AN YT D R N
B ( Porphyromonas gingivalis ) B A4 B
(Aggregatibacter actinomycetemcomitans) A{Wi# T 75 %
FPEAEBURE R YUA S 5 RA &', 76 SLE B
HIE 540 dsDNA HLIRFAMA K25 DA, R
TE F B S Mg v T e A7 7 ) A B0 B FIAR LY
PP BN ALE . BeSh, WK B ZE R TS
B EMAKCE B ZE R FSE =AM, B BOR & %
FIBLHIAT SRR, DB AR 254> 7K T8 TR R
L LI REREHT
L2 BEBHIE
12,1 Ji s i o) f A oy TR0

i i 2H AU 3R A 28 S UE S SLE #5089 fi7 Bk
W (Enterococcus gallinarum) % RFLAFH ( Lac-
tobacillus reuteri) T Sy = FFIEFIMRE 42, @S
TR S A A 2 1 R AR B i
BICH (Roseburia intestinalis) METEHWATE  (Bacte-
roides thetaiotaomicron)) W] il 1 #5447 B AE B A [A] YR R4S
PSRBT 0)1F5 T 18 77 AT B2-HE & H T AT Ro60
PUIRSE A BRI FE sS4 von Willebrand
HF AEARNKBIEAE (Escherichia coli) 1
A ARG L 4E R ( Capnocytophaga ochrace) T
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WA Ro-60 14 T 4L, o d7m e i 70 UL
20, 7 SpA B Th & B R FEEAH (Klebsiella
pneumoniae) P 5 HLA-B27 & AHHAEH I i 4+
Bl 2 FN4EHRE AS MR B ) B, RS SEE
UESEUR A J il e 5 T 10 22 R AT 5 A D e AR Y T
AR IR B AE R T 1 LT LR, T
FeAeon B SR T AT RS i o FRUPLE 2 5 B B
PENLA

1.2.2 SCFAs R

SCFAs Je: /i 1 B #H 5 45 S B 110 1 0 B 2 4
4y, SCFAs B 4G S G er 4=k, TR ALHE
LR, WK, TR, 25524 S AL B 1L AR
NRACIS, M2 B 25 CMERG IS e B D Rk, i
B AN e A i 2 AL A% I 1B AR S
KAEMB R PERAERIE R . FERR TR, EHaEsEn]
YERIT ZFh S e 4 M Andss S8 4 i . 4 i, B 4
ML, PRI ARNE  EA R A, e 2 AL
SORPEMS 52, QNG5 S PR 28 40 B AN 15 284 T 40
oAk, S EREAN R M2 B AL, R AT R
(interleukin, IL) - 10 7= A= 1 I A2 48 P 7 R
MEABRAMRER T, TRARIZRFEAS
B, AR LR AN RS ST N AR i B R R e b
P RO TR SCFAs #r 5, MIBFFEIES RA
FAEAE SCFAs UMK, #hFE T R Al usl e /N RG22
AR AE 7N BRI B B A0 e e s )

1.2.3 SFMERIE R

200 TR U ) AR 20 TR R 9% A0 MR TR i A
P, TERAEPREE T Al H 45 32 412 48 K -1 Toll F3Z
AR, AR SPEHTRUR T 40 M 32 (AR 50 i v iz
B, BN VAR NG . WA SRR, Bt
RN ARAR R R, Ok A AL B SR 5Pk
VIR R A A SR, At S e LA R SE RN e, {2
20 A SHUA™ 4, 72 RA P, F R 5 O B0
AN BRI, TS S S SRAE h AT AR TR R
JR 7 24 8 22 56 IR R A R 24, 25 RA W)
RIRHEFL . SLE thE8 0 [ Bk i M Sy 0 2 N IE 28 B
J& PT P50 RNA $TIR R dsDNA Hiik ™A, JFfE i
PUB2-HEE N 1 HUIAM A B RN, fem kA T#
{ﬁy“ﬁ[lﬁ,zﬂ .

EREERSE, F—FF (family) AFJE (genus)
w7l —JE AR Fh (species) Ji B AR (strain) HY
o 3 A2 TR A f 5 A E Th VR T AT R o2 N [,
an, FLRRAF A REE PR G, AR /)
FUMR BT i SE LR AT T 1] AR 1 B B, BIGE E R |
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M5 FLC LS 8 D K A= A7 9022 AR L
il AT RESE VRN Treg/Th17 P-4 I/t 58 IR 1R AN
BESRPTEALAER Y SRIMTE SLE 3% T R SUAERHA
JEAK BRI B R, MR LT S R E R T
BIEEIEAESY | g/ B B IR FUAT I T 42 1 5%
FEREZS A ILRE AL 1 BT IR R AT AR e, 4
AHBEABRNE, B2, MBERRERILE S, 2R
AFFAIE T gl 3 A RS TORAS | BRI
BN R IIie et HWRmIERE S S50
G REI e AR T i B A A T R0RYT

2 HEERSESREMRRETHMNRL
BER

C M LE i S e VA T 40 PD- 1 IR, TRk
55 M TE R REAG OAFL G, 30 Ao 80 g R 0 T 24 1
ALARBCE 730, e i 254 (g £ H B
W25y AR ) AR R TE B WOBCRT RS Al 2 2 F)
i T AR D A P A S, RSB W I B
PEs I, S BEREA R, TR R 257 5K
FREVE, FRER B XA YT RONAATE S B A J5 ] 2
— o WFFE LYW A W 2 A B T T S i i 5 25 )
SR80, I PIE 5 E  A ELRE  24 ) 2 £ LA
Bt HCAE T P SO DR

NS ( methotrexate, MTX) J&IGJ7 RA )3k
25y, W TI697 SLE 4 H Al £ Fh 1 B e ok
PR o MTX 7] 1 ELAT 48 R AR Il 16 1 1) i 1 3k A=
PR o TC TR MR R A NG R (2, 4-
diamino-N10-methylpteroic acid, DAMPA ), Artacho
SR B RS AN F S MTX (1 R 2 2%
PIRIOG,  HLl i L s 2 20 73 i 2 ik TR A 8046 vl e Sr
RA SEZ W] MTX 7 R FOMASE R, 4875 g 18 T R )
AESZ I MTX AYACI A P AL, ez, MTX i i fe
F T AMRILIEEE (dihydrofolate reductase, DFR) &
FEAERL, 0 DFR & BEORSY, ARATRANTE i kis, &
BOMTX A AERA0, VT 4078 DFR M52 0 g 16
ANpE G | AR Z A

WIS R E  ( sulfasalazine, SSZ) 5 138 B RE
SRHRTE AT, SSZ MR iz 18 3 A T 48 R0 Dt il K
R RE I TG VRS O - BK IR, I AT AN A 145 Bk
Jie- CTFE RS IS, (R by 3 A e 1 23 BAT A
VEFIT 5200 J TR R AL I, AT 7 A A A i 174 g 1
EAa SN (DAY s @ o I N <IN 782 N 0 D R K
FF R TSN SSZ TPk
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WIFE RN, PRI A S 16 M2 B 4 [ BR 1A
( Enterococcus hirae) FipiE BB E ( Barnesiella
intestinihominis) 520 [3¢] , T 3 G s D) R 3 i i
RRE Y 22 AR P R 2 B, R 0l e 8z AR R A
DTS R S BRI T AR S K AT T R B
Y38 K W2 B IR ( Clostridium ) B 5 2 B ( Akker-
mansia ) . @ AT B ( Parabacteroides ) 1) W /0 A
JUS TR B~ I R 8 7 o e A T O T
RE 8 Jin s 2 2 1 g 1 ¥ B 1 S RE R oRrsh
YRt R R, R E  (Lactobacillus aci-
dophilus) VI PTT Treg/Th17 4, FFARIRAE BT ds-
DINA {7 J3 1k 35 B JUE g B, O W ) 496 o A e 5 ) )
AL S A i 3 T T SR AL BRI
HIE R 1, 78 PBC & A7 ) & B RE 2 41
JIELTR S 17 O A 14 6 7 Jg 1 A T I W b, T
VERIF R AR bR

AR I T B B S PR IR IR T R T
B, —Sey Do Won 18 RS A Wy il f) 2
W AFE S AR . s R A o QT H T — e e JE
T SpA B I iR SR AT B 7 40 R (tumor
necrosis factor inhibitor, TNFi) M7 %X L] , % H
TNFi VY7 AT AS 5835 M 38 5 02 T 10 = B 3 43 1k
1T, IBD A, B TNF SSERERTIR (BTHA R
AP R A H ) W67 e TR B B )
FETREMARE H RS, JIF 5 R8I R R4 AH
St AL T R T B A T IR A5 B S
Yok F- 80RO IBD (B TNFI B 7 20T Al £2 41t 2k
RO oAb A=Wy 5 3 R R A AT A
WFIE o ARF AR R A A 14 g 2 Al A ) 2 )
) A W R R, O ek i R T S B A o
FIER B xR

3 BRREMERFDEERTHRE

A 1B R T PR e R AR 4R
JG., FEHAEY A (fecal microbiota transplantation
FMT) | A PR R AR AR LA SR B, X L4
FIFE A B G PG IR B IR YT

LR AT T AU AT 1 J2: 5 1 64 1 1 45 2B T 41
WRIT w2 E AT, 85 POA A i T
JE il A 3, W R R, 0 I FL R A
(Lactobacillus casei) PIIEFE J 175 5 0G5 498 /N BRI ¢
THREAR, R R IR RA BB AN FEIE LR
PP T MR FL IR PR RDSUBERT 3 AT 3 DAS28, [ 4K C

A R ST IR R RA R E S 2
R EAFEHLEFEIRIRE (Prevotella histi-
cola) TEF5 4 5 B HLA-DQS /)N B b @7 H il 4
R R AR 8 s 7™ SRR B RO VE R L e — TR AL
KUE X IR R v, BESE 2F AT IR (Bacillus coag-
ulans) PIUEE RA EIGARAIR , w3 B3 A ISP
FHREAL C MR KD (H A T8 ik S R 2
B S 2 B TE P R E SR R, H R RA
], B R R BEANIR] | T i oA bk D) e 22 e B L A
DB AT, JFICE G AN 35 AR T

f B TEANRR BN IRSE AL, (R PR R il 25 4E
WY g, ok o A T A2 2 25 28 TR A K 5™
A2 SCFAs 24, WK FLME . RAEERK, LR
WA 304 5 A e 3 5 B TS A T 280 B b B 4
YD RER, BT 25 A A XU AT I FLERAT R,
RS A0 R 740 TL-1, 1L-6, MEIRIER F o TR
HEVE TP A0 T TL- 10 7= A, A R T R E I
R AR LR T O B MRS Ik R LA
R PSR B A IR A Y 25 R T A 1
RUBE PR B 1 C kBN, fpaam stk &
e FURE AR 1 &2 A 235 28 0 B 0 KU LY
AR R R 96 Y S R I I 9T B R 25 A D0 X HIL A
RAEREERA 5, PR AR, S ERKEIRIT
sERTY R R N, B AT R R B 5 AT
B,

FMT J&R e 3 1 2T 25 A ) (L dE s
FRAAR) FEHE 25 52 5 LUK S H 38 B A W ) 22 38 4
MERE, EPMHEMESRENRE, deEhiHEEE
P, HARA RA FIARJE G R B H B FMT J5 95
SRS Bl R B A A B T, EAE — TR B AL
TR AR, FMT I 2 /R X 4 o 56 35 R 1
SRR e A Bt AR JE I FMT #Y
WHRALE B I, I W A TfiE . 8 &, FMT
AT AR DL R TR A3 i RS PPA S35 4 R o8 3 . AHAL
T FMT, AREMEEE A SR A, WA
FRAYTERE, nTHLEE FMT fF7E 08 2 AN E i 5 2
FASCR RS, H AR 18] 3 B RE AR R K 2 5,
R R AR BRI S, anfa
Al 2 TR T AR MG T Rtk — 2B A 9T

TR R B8 TR R B AL IR, %o B TR 14 4 A B
R A EZ M, &SRR R R ik e 5 S
FORBE VAR & RN, P IR B E SR
HERNAR AR R, T 52 = PUAF 18 1) 3 B T AR R
WAL R, ELE A BT BB A S R
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R, BB A T BR%E SCFAs ZKFY )
MAEMRAEH, A8 TekE RA BWHRIENE, I
A, FEERRA TR B RELFFE (Lactobacillus mu-
rinus) BEMIEHE Th17 AHHIBEHE, JIEE Th17 4RI
B B, DA M TR T A R R R i R R Y
faF, MALEEZR A ATIRELE A R, fRHFFLRITE
Py, AR R N R IR A RAE ) B A
PEVE R A LR B W] A0 5 P QLT B 3G s N Sy o, 1
JNSCFAsT IS A S g4, MAAHEEST,
hEZAAERIIE T, B X — SR TR
A, REVRITECT BUH RGURIT I E I,

4 NEERE

M T RSN E U 2E 5, IO IR ANG )T T
B 5, SEHBPTTASRAME, EHA R E
R I BT T IR ARSE A B e P o &
TRILT | i BT e P2 BN 245 90 197 2 14 S B L RO
BT T B R R AR EEME, IE WS A
By G VEPR BB ST i A TR AP B B, Rk B i
WA NIRRT, e mat e EA
BLIE bk RSN AT RE AT, AT i 18 A 1 B B
PEVELIN e e I e A P Y S AT RS T8 T
5 1 B G B P I PR R 9 S IR R HL X 245 5 A
SR, IS S LA T ST AL TR S A
PN TH, A B R Tl AR A TR | AR i
iR TUT S, RESLRMACBE LI FRL,
HBF TSR H bR
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