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[ Abstract] The gut microbiota and their metabolites play a critical role in the maintenance of host im-
mune homeostasis. The dysbiosis and gut microbiota-derived metabolites are closely associated with the initiation
and development of multiple autoimmune diseases. Among the microbiota metabolites, short-chain fatty acids,
tryptophan and its derivatives, and bile acids are the most widely studied. In this review, the metabolic pathway
of the microbiota metabolites, their functions in the immune response and the current findings on their correla-
tion with autoimmune diseases are summarized , with the hope of revealing the role of gut microbiota-derived me-
tabolites on the pathogenesis of autoimmune diseases.
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NN NAFAERCR PE R | R4 R E WY
Ve, LU BRI &Y K8 L B Ao i
Y, TElmiE N BT = 2 Hm BRI RO, 7 AR R
XA t8h F RS il R Y
ERIT G, fefa BT . A, ey
SFWHZ IR EEAR N S5, 16 ERIRESS
t, eSSBS P M E AR MRS
fid ERTAE AR S, — BT, 51k
4 T R AR L ] RE B MO A . BEE X i
PRFIIRERT Y IR IITR A, AT S 38 R 25 LA
T RILRE  BRASABEoR, BHS5Z2m A 5
SRR VIR O AN SO I 38 M 1 A AR
WEYIAE A B RSN TP EPE T, LB IR IR2 Y7
AL,

1 BEFR#ZSESRREMRFNEE

W el I P B R B R R, X T A B
JEE PR R AT M 1 R R PR 2 R B PR A Y F 5T
ANWrHESE, ZMFENIZIETT 4 (rheumatoid arthritis,
RA) Y | RGMELBRIE (systemic lupus erythema-
tosus, SLE) 1 RAEMERE  (inflammatory bowel dis-
eases, IBD) 7! | JFURPEMRTFEIRAE % (primary biliary
cholangitis, PBC) (8] . Z R ( multiple scler-
osis, MS) ' | SR ELPEH#E 4 (ankylosing spondylitis,
AS) MO R TR LE A AE (primary Sjogren’s syn-
drome, pSS) " FIH ZE[CH% (Behcet’s disease, BD) "
S5 H B e v BB 1 I TE R S R AR R
XSt WIEZAETERRAR , FESe B R S A bR £
i SR S M G bR 1 5 B S O T SRR AR OG
i, EEIREE (Prevotella copri) | Wik ERE
( Ruminococcus gnavus ) , M & HL ( Lactobacillus
salivarius) TE RA & WIEE A F 4, HMERTL
FFATE RA G ZE00 vh i R AR 3 5 08 1% 3 2 A
S SEAER B B R MR I T R T O B
Ao DA R TR A 235 4 22 S R N R AR D) 22 5 A 1 B0 L
i, Herb g A A B A M AR A Y
AR ROk B2 3G T

2 BEEBERHTNSSREREAT

S B A AN R AU, e 2 A
/e i Vgt DINCR A EEES A GRS UR R I
B, PEHEEESE A B RSO i R A, R T
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Z Y FE AR M N WTR  (short chain fatty
acids, SCFAs) | &R L HATEY . TR,

2.1 SCFAs

2.1.1 JEREER

SCFAs FE R TREEAAEMELFWZ T E S
Kig O-HEABI R FEH, M35 SCFAs JE il
PRI AW FZ A WA . FLATRE | ST e
FRFF BB S B 2F 4 sl 36 85 1A b 19 5 ZR B /K
AW SE A WK i B b s S B B SRS 41
MGt W R B & 42 (H %) 3 Embden-Meyerhof-
Parnas &2 (75K ) RGN TN B R, V9 IR R P e i
— RINVEA RN BTG B SCFAs, o 2R, INTR
TR SCFAs & &1 95% LA I,

2.1.2 HiRe/ AL

VE R i N e i 5 e AR =z —,
SCFAs A5 1 £ 2 F AL BT RE, Hid X g 3= e o)
RER AR A 52 00 . TEEG S i, A &
L SCFAs AT ZER AN ( dendritic cell, DC) #Y
B, AN T A A FE (interleukin, L) -
23 5t I B IR 4 1 I 4 A T T 40 i PR
Ay aptel AR SE W ME % 7 T, Furusawa 2817 A
Smith %118 % B SCFAs T ¥ 45 1 Treg 40 i 1t A 1
BERITIAE, 1R 3EM I T IgA 977400 3 Thi 20
J o HA MR IIRERY TL-1012" | FERE R IIE Ak Y
CD8*T 4il il i) iC A2 s REY , R iF CDA™T 41 fifd 7=k
IL-22, HEF§IE e fads '™,

SCFAs T2l LI 3 FrE AL 842 i 3 40 Y
Tige: (1) fEATE N i, SCFAs
T RRE S R 2 Y e D R A A AL R 1L 1R
HERBEE, (A0 — R FR G P2k AR T A AR 0 T A 11
P, IR A, fEiETE Y CD8TT 4
MEficiZERE > . (2) VENECOREE 6 £ G-HE I
BXZAK (G protein-coupled receptor, GPCR, = E flf%
GPR43. GPR41 Fl GRP109A) {5 5 i #. 1 4,
SCFAsPISE L GPRA3 {23k Th1 4 2 43I 1L- 10
(3) #0240 &E A % £ Bt # (histone deacetylase,
HDAC) M fi 32 5k A ) #3512 SCFAs 7T i &
Treg 20 A= I8 5 H D) g, — J7 T8 i 77  HDAC
et A 03 LBk, i FOXP3 £ik; B —
WG GPR43 Z AR TL- 10 BT S Treg 4l
HagE T SCFAs MRS CDA™T 4 A [E A5 ¢ ik
ELANAE AR 1L-22, HALH i i 0 i M R 1 GPR41
ZARIFM ] HDAC {2 i 75 & 42 32 1K (aryl hydrocarbon
receptor, AhR) FIHAE % FF la (hypoxia-inducible
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factor la, HIFla) H9FEIKI2
2.1.3 SCFAs 5 H B e thyen

SCFAs #i#fti85 RA, SLE, MS, pSS. IBD %%
it B e M0 R R AE G

WFoE 20, THRAE RA B 1 RA A AL/ EL Y
FEMEREA T S R RRAR, AT T RS Tl o s
AR V4% Breg A0MI LI RE , F Ifi 28 fift 56T S RER >
SCFAs T 2% fift Z2 Fp RA AL /1N LI 95 95 7™ o 72 3
ALFE B 5 5 1 X5 K (collagen-induced arthritis,
CIA) PRI % F M9 5645 & (antigen-induced ar-
thritis, ATA) |

SLE M EFMEREA T | SCFAs &1 5 1718 T RE 4
HREISE T, #E TOLL #3224k 7 KW SLE /)N LR A
AR oI ABUTH AL TE RS B SCRAs, AT 0] 2 AP LT
WAK, JFgE R R A [ SCFAs 7E SLE /&
R AR A ELA R AP Y5 S 2 (0 SRRl R PRI
JLIGIERA

UEAERE - M T 1) R A B 28 R G R R
FOFE FAASOR #sz B AL, Wil B RFAC I = e i 2 &R
45 F B BE PR MS 1 & 1 AR T A
o, 7E MS HBEIRIN, 774 SCFAs B ZFh i 8 1 BE &
AR, XTI RE A B e A S R (experi-
mental autoimmune encephalomyelitis, EAE) £ 3/)N
T INERIG YT AT 4R 55 W 18 R 38 Treg 20 5, A %)
PURVER, A RUEMPRAER ™ o bR 500 8 Jm)
Ab, SCFAsHY RN i AT 4 fift 28 K p 22 R 48, Jl i
GPR43 AR /N 2 B B A i (h X 28 R e
I WA ) AR RE

TE pSS AT, IMEAE= A T BRI I 1 T % 1t
RABED  BAMFFIEN, Wil w e A TIRA
ATAE R F i R, & nT VR FHR &R, 38 o 8 4%
Treg AN & IEHLRAEF Y, 7E pSS hi o 2 B A7 7E
AL BB 16 75 2ER S rh I IR IR AR

FAERI AT s /R, IBD SR R N i 3 T R
RIFTF=4) SCFAs & AL Tl st A, HAET
200 AR 5 40 1 A g 0 A TR R A B BR BR B ( dextran
sulfate sodium, DSS) SR BRI, SCFAs ¥7]
W R A T E RN B, SCFAs 32 KBk
NI I &% 5 P, IR UEW] SCFAs Xf IBD B A
By ER
2.2 BRBREMTED
2.2.1 JBER”E

SE YR I A TETE /NG N BT FE A TR A,
H.5% ~10% RSB R AT HEAZS, B wiE o #

Fedl, Rl A T AR N s SRR R IR R
ARG, B2, mI ., SRALE WS, OERRE
T RAERENUAN S 5T 2, 72 AR EE
WS FandeE R B3, SRR, msive, Mk iR
504 — #% H R ( nicotinamide adenine dinucleotide,
NAD) %, CERRTEA A E w AT 20 A R A
WEte, EEASE. RIREARER (YW RIREAR
RIRMR . NAD 4§) | MIERERE (Y RINER) ., S
HE A AR R R (7 e, mIbe s )
4 PR R TPHIIRAHHE
2.2.2 ZhEe/HLH

R AT AR E R AR T4 b X 20K
(pregnane X receptor, PXR) =% AhR, ¥#¥: /%18
M EeGHRPEUife, AR 7ERBEAIR T2 Kk,
TV T i S I It HZ X CDA™T 4 i iy 3 45 b B
FEAE 5l S AT A= W) vl 847 Treg A1 Th17 2 fifd
Srfk, I Th17 Z0A I I E Treg 4l M5 16" . BF5E
BRI, BHERFATE (Lactobacillus reuter:) FEHHY
N5 AT A Wy vl A2 E i 18 B 2 [R] CD4™ T 40 Ml 5% 4k
CD4"CD8" XUBHE b K2 itk LA, AR T 445 i 18
TR,
2.2.3  EHERKIATEY S A B RN

Ao £ W, GRS RAL MS,
IBD 259 B ) I

Pongratz 2577 R H, RA HUH L6 09 (6 & TR &
FEARHE 5 5 5 1 3 E S 2R X TR 1 A A O
P, gl 3- S AT % ff AR R 5 5 1Y DG T 4 5 E
RIS |- 3- Y RIS Wik- 3- 2T ] i 0 K S
21 A 43D A0 R AT 200 R | W e LAY A= T REAE
RA H HA R

OHER N A RS S T -, 5
MS BIRAETER VIR, 76 MS SBRFHRN, IR ARR
AR ERIEAL, X EAE B/ b 78 6 2R
TR Hmsie  3-FRRENGIVRERARER | 3-M5IWRINTR . M3l
-3-HEEAES, /NEUPAR B2 R GESAEAFEIEIR

IBD S8 ZEF (8 2R S| Wk TR & BEREAIR, R
JREMR S ETHE Y Z 4k AhR [ FATE IBD B H
WAL TR, W2 ARR M3 HERRAL . 7F DSS
BRI R SRR ARR /NSRBI T A A
JoiBE 4 9, Tl ARR Bsh )G )Y e Al W 2%
FER
2.3 RETHER
2.3.1 BRI

BT PR BT 1 B0, RDR TR LUH [ i
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WERHEIFIE & R, 72N i g & e iR BT
PEIRPELTAE SR . W) GBI FR A& i R v o 17 b
W25, FRENWAAFRNZRE. S0REHEA
wAE, 75% MR R L 2R IR FR R AS A A, 2
Wk 8 W E R R ( chenodeoxycholic acid, CDCA) %,
JHPR (cholic acid, CA) o HAMFRRZ DS MR
1, LY CDCA, 95% I Z IHTH R £ 12l
B, P8R mATIE, FeAR 5% BIRRTERR AR
TEMIE AR T i B Al | Rk AR L 55
—RINRBL P RGBT IR, H AR i AL L] H iy
PSTERT ST, PR 5 e A 5 AU GE R 2 it S
2 ( deoxycholic acid, DCA) F141 JHER ( lithocholic
acid, LCA) ™7,
2.3.2 e/ Bl

LR o e o NI e SR S I U7 [ A N
(farnesoid X receptor, FXR) I G #& H {H B R 52
& 1 (G-protein-coupled bile acid receptor 1, GPBARI,
IFR TGRS) KHEIIRE, MRS & R W A 5
PXR, 4SS b2 1R DL B 4k R D 2 RS54

WFFE R, MR RRAE KR S i vh BA i BA/E
WHRHEZ DCA Al UE Kupffer UM (& A7 T HFE
MY EWEAAEL) A2 % PR 4% (reactive oxygen species,
ROS) . WA R FI K G AR T 2 4 8 52 4% TGRS il
PKA T8 T 10 1 40 11 Jig 20 W 0 1 200 B Al 58 DY 14
HS, ISk, TGRS s BARSO i n] i it
AR M1 R M2 AR AR TR B A A
TEIE R G P A D RE T JLAE A B BN, LCA 1Y
T HE#) 2 — TsoalloLCA WIid3 % FOXP3 f) CNS3 JTF
SRR AB M T (8 3 2R AT R 400 7 A, i A2
Treg AN /AL IE 1l ; 55 — AT 4 W) 3-oxoLCA W] i i 5
RORyt H 454, Ml Th17 40M A 5016 fii i
RYARYTRRAKAS 2 4= 2R D Qﬁg’ %S RORvya* Treg 2 ity
P JEHERE I RIS RS A, ZENFIE
s v S BRI R B T RN IR R JIEL T 2 3] T i A
HFIE E R A5 T AR AR R0 e oAt A 3 B
PR T RAWAFTEIXFE RN B A T — P IFIE
2.3.3  JHVHRRYS A B RN

Hufor e 28, MR ACH ™ %5 PBC, RA,
SLE. IBD 4550 % U1 CHK

HETEERAR ™ My 7 45 45 BT - Tl A2 25 v e 4 T 2
PERT, TR ARZ PBC MO ZIlm KRB, F 48 PBC
B IR E G R BE L E R (ursodeoxycholic
acid, UDCA) JRJ7 Al BURIAFIT 4. BFFE & B, PBC
SR FEALL G RO RIS A R, BB
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FEE R AR TSR] UDCA 16975 PBC B
RFRRAG A AR, JRPEA Wil R RS R i s 0

MR, RA BCE NG . W h A IR
R Y KGR R LCA AT BKE TGRS % {4,
FE CIA hpis il sp R BB HL R AE M, 3R IR R
Rl e 2L A 1R YT RA R R0UH, (HIL7E RA
IR TP i A £ H RGO AR5 2

Xt SLE FE 7 I 375 0 28 6 0 47 B A3 4 2% 43 #r
K SLE & M5 AR e 2 R0 B0 BRI = 4 2
HA RS PIRIE SR W& MIE, SLE B¥H F M h ZFh
VIR BRI & TN, A Iame . H & m
MR, AREARRRSE Y FXR S2IR KA AE SLE B K
MRL/lpr JRAE/NRAR N R 3, FXR SZ AR sl 7 a4
HRAE /N AR PR 8 R T B 2300, R AR /DN U A
AL HTARAN

{6 BT NR T BR AR I BRI A SR /N B ]
Zf DSS E SR M R 2RI IR Z ik B A
PRI A K AR BIME R, 1N FXR Z AR50 7] INT-747
AR DSS 5 S A g2, T FXRTT /N BB AR U
F ¥ TGRS Z AR BIH) BARS01 76 T 40 S 19
RN R I A OH  ER BT B R
AT BRI =2 T RES 5 T IBD &4 .

3 INESERE

i 3 TR R 5 1 = G I 22 IRV R 2 I T A 2% 11
ORHE, Bl A A AR IR i R T 2 e
SRR KA EEEM ., B, CHEZ
FEMIE SCFAs , (AZRR S A A W) . I 1R 45 17 18 T
=25 T e D e IR 78 A 5 S etk
e R FEVE R, RIS K ek At 8 TR A ) )
RETT PRI — SRR I, MAh, R %
WAFE— 8 i SRR, R 7= 4 %) SR 52 B
AR EMELL AT AR W 4T A S DL P4
% BEE N RIS EHERNEE, Kk
WFFTK AW 2 R BE 22 | X i g AR =4 1 AR
s IR A R4 1

i T RE I R L H A i TR B, TRA
HRHE RS 510 RN ENXER, A
TR F B RIEMEEIR G IR, I AR & g
TR S W67 B B G e Mg oK i 4
HEREBY

EERME: 2R TERLKR, BEAL; HEELR
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