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PALH S S-SR SE AN < R - 3
PR XU DIAH G f 9% 5 o 2 A i 0 BR
RERRINE =52/ B W10 o AN - W
(regulatory T cell, Treg) ZIHESZTH A [HA fe i 4 i
AR, SBURRH TR ER, IR B
B dfis & E AL I, eGP (reactive oxygen
species, ROS) . ifiPEZ (reactive nitrogen species,
RNS) Azpft "™, 534h, idhk ROS/RNS A HE—24
WitZ A F-xB (nuclear factor kappa-B, NF-kB) 5§
RAE(F Il [a] A% -2 2 A
(nuclear factor erythroid 2-related factor 2, Nrf2) 4§
Pt A A B A AL w2 o R e W B Ak
dismutase, SOD ). i & b & B
(catalase, CAT) ., &Mt H ALK (glutathione, GSH) |
N % (malondialdehyde, MDA) . S¥i%A 1L AE

( superoxide
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(total antioxidant capacity, T-AOC) 2§ AH & &R %
M, TERL G- RAE-FALRIE” BHEARER

Ji i TR A 2K AL K Sht i M 9 K e il o —
RIZR, SEWa R R 2 AR S BENR 2 (short-chain
fatty acids, SCFAs) . &R, MRS A4
O, BRI B B S AR A . SCFAs AT
3 Treg ANATNAE, JEHIH] NF-xB, NOD 52 & #4
HEELE A EHE A 3 (NOD-like receptor family
pyrin domain-containing 3, NLRP3) % fiE /) 1A 1%
7 AR W S Y F IR 2R (anyl
hydrocarbon receptor, AhR) ARk, HI 55 R F &
USRI AL S TR R B X 2K
(farnesoid X receptor, FXR) /G & HMEIEIT IR
&5 (G protein-coupled bile acid receptor 5, TGRS)
Fof S, WEHR, FUATEMN; HER,
HEN A RE I e X A e R E AR 7k s i
R, L5 DRR, R RAE-SEALNEC fhS
TR -1E LA Bl R A AT A% O i B
%, WK1,

® ROSRNSIH@F~4%&

© BENF-xBIllEE LS FF
o IPENREERDBIAR RS
o WCHIME;

e
G- AT BB S

B 1 SRmESE R ORI IR 3 YL

2 HEGEMEMSET “RR-RE-FLNET

2.1 FEE MR RBRRR SR )
PREIE S - SRAE - AN T B R 4
Wage, Horb, Mt R BAREER Y | bigk . Préafe
SENEEY W A A 1 R R R A
(cyclic GMP-AMP synthase, c¢GAS) /T4t & F K
B3 % H  (stimulator of interferon genes, STING )
fe S, R M2/ M1 AP 5 [ A4
C-X-C motif # fb I ¥ B & 8 ( C-X-C motif
chemokine ligand 8, CXCL8) /C-X-C #aik N F 57
& 1/2 (C-X-C chemokine receptor 1/2, CXCR1/2)
ol B, FEAR NF-xB., R IRFE I F  (tumor
necrosis factor, TNF) -a. H 4 & ( interleukin,
IL) -1B. TH#LE (interferon, IFN) -B S N
154

I H I R 4 A 3k LSRR BT IR B i R 5
R e 2% )3l ok P R AE B R - 3 (sirtuin
3, SIRT3) /Mt H BR 1% 1 25 H ¥ B8 ( adenosine
monophosphate-activated protein kinase, AMPK) /%5
EZHEEH ( mechanistic target of rapamycin,
mTOR) HIFEACH Bt T 400 17 (T helper 17
cells, Th17) /Treg L{HF1 CD8 FH I T Ik B 41 ffg
(CD8-positive T lymphocyte, CD8"T) ], F &
CD4 [HM: T #REL 4l ( CD4-positive T lymphocyte,
CD4'T) Hufl, s T kLA feie o, dedste
REFARO R AT BN Nef2/0 2T R A A -1
(heme oxygenase-1, HO-1) #RJ4E {5 5 i i & ¥ 5t
RGP, REPIE Y& Z AR
W1, KRR | RENEAR ., AEYR A 45
)RR )l PR e b, T ARk, B AL 25 R 5E
[naE A BRI KR (T B ) s 1
MAREEY (HTARRER) | MR T}
THYMaAER | REE SR ERGR T,
L3 i PRI A S A3t 1A 280

2.2 AymE B, A S R YR
Ji 3 R I AR S N2 | AR R AE I 1S s T AUk
B AR A ) 2 7 i B B S RE . o, /N BEBRZE ST
2R PURAL R, S R b AR BTz 42
PO, fEE i 0 NF-kB. Janus 3% B ( janus
kinase, JAK) /{555 S 5% 3G KN 1 ('signal
transducer and activator of transcription, STAT) %%
BR ARG T, IR E AN ) M2 B AR, O
AN Treg 40 o Eb 5], I EERRA, & o] 1]
TNF-a, IL-6 S53R35, T im PR ST A AL 05 1
fELIA I, X6 TR0 A0 ( enteric
glial cells, EGCs) #im, W H 5505 kn b
4 (intestinal epithelial cells, IECs) A9 5 AH1E
I, A SFRARERON S 5 A S T T 1 ]
EHTE B ( protein kinase B, Akt) /mTOR 'ER=2
Y B AT AP, JRI ] NLRP3 351k,
WG - RAE AT, WUR BB, R
WA S I 50T Th R B, (B AR
JEAR AR 1 22 S5 [l AT R ) FL i AR . H i,
Hg/NEERRAR T AR 48 8] 72 5T 40 R IR A A
FISCILE B ) kB 9T RO G 2 3 e
PE L SR MBI T A BRI TR

2.3 FHE ROk, RASHER HAREEE Mok
U . B TRRE, TEBH IS RGBT T2
KR, WEZHE, IREZ0E . SOl 2 HSF T i b
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[« fogse-RAE-SA AN Tl & 4 T TR .
Fovpr, SR 20 T d A S0 T 40 e 2 AR b B
A Ig. ITIM Z5#J3 (T cell immunoreceptor with Ig
and ITIM domains, TIGIT) //rk#& 155 (cluster of
differentiation 155, CD155) WY {5 & i f%, 87
mTh17/mTreg AUV, 2IESRAEERRE, JFalfEit
SRR, K IC1Z B 40 ( memory B cells,
MBCs) V- fif e FC 0 BE 43 A, g 57 K TR A g2 AR
AU AT BR B R KCE, M Toll £ 32 14
(Toll-like receptor, TLR) /NF-«kB 155 il {5 1k,
FEAT TNF-o, IL-6 253635, ZBARAMLins™ ; 7
22 T A 133/ 1 4 A -1 A2 ARKE 1
(IL-1 receptor-like 1, ST2) oS, A AR K 4n
TR I 5 Th17/ Treg F-45, &A% 1L-5. 1L-13
SRR N TKF-, TEEREE B A, R R AT
BB 2 T ARG IS K S T N A T
HE— DR, JTFRETE A RO H] TLR4/ BERE 51 IA
¥ 88 (myeloid differentiation factor 88, MyD88) /
NF-«B {553 #, BGGLEmHse ; Srs 2 p
il 22 24 )50 1k 8 H BB ( mitogen-activated
protein kinase, MAPK) /NF-kB {5 5 il %, Tk &
Th17/Treg V-4, FEA% 1L-6. TNF-a K-, 1651
BRERINRE ), ORI bR [ B R A
F R eoh, ZREfESUE R0 R iE S
TAREZ A I R, Hs HAE RIS ARHE T B E 85,
o2 FLHAE T B R, AR SCAL R wF 5T $2 it

B RAAE T Hoh, AT BRAREENE . SRR
W, ANMUBEE AP HRIFET- 521K 3 (death receptor
3, DR3) fF5- i1y 3 BEA MDA (type 3
innate lymphoid cells, 1LC3) 17, M35 17 B¢ f 2
fE, AT A o 2 3 1 42 (cell division
cycle protein 42, CDC42) /c-Jun N KUt E (c-
Jun N-terminal kinase, JNK) {551 #, &1k
N RAE AT IAMEEBLZ T, B
WA Ragl ™ /N RIS, RWIHAE A
MR T3 O P e AR G5 22 B Al i A 45 JAKL/
STAT3/# M N F 1 5 M &l K T ( suppressor of
SOCS )., #f & B W W 1
( sphingosine kinase 1, SphK1) /NF-«kB {55 [,
PR T 20 B ARSI 4 ) S Y TR, [ I BR
SCH R, R AR T AT T M A
i 4¢ 5B A PR % A 2 R P9 e s 0, o o IR
HA W P BE AT S 45 i B Rk () ) T, A IS
B HEPR T RS YR ILR- R TR WK S T
Aok EER Y, KRB AES IR . A, &
S5t B B AR5, SEBURE G TE S M R AE
WO, W, AT & BTk, b
R RS HETRE 22 B A PR IR T Tt o M 45 1 % e B i
e, (HEZEOHCHERAUSE R T “ By 28R
AT , R RETR AT HE A Z 0] B JZ2 9O0C 28 S HAE
SFEERSZ R BOAE P P L R OR AR I Rr P S AL)
R EARME” RIS

cytokine signaling,

THHAA . PRI ARG PR 55 R, S B fR] B RE AR
2.4 FAe RAYIE WZEAUrE BhEEEE R BINm RGEHERNAIT AL,
PE-SRE-EALN B, TEBHZ VRSS2 T b HWE 1L,

F1 HEFERSET “RB-RE-FALKE MR RBEERRIERIE
GHER EF S (m’?if R et $i 4o 1 BoRAIER ik
w2 M #E BALB/c /MR, 5.10.30  ¢GAS/STING,  Hlifil M1 #fk, ¥k B A% TNF-o, IL-17A, Ft & SOD, CAT, [22-24,28]

C57BL/6 /MR,

ARBEZE BALB/c /ML,
C57BL/6 /N
mTOR

MBS NEERR CSTBL/6 /MR,

SD KB 1,

CXCL8/CXCR1/2 & M1/M2

25.50,100 NF-kB, Nrf2/HO- ¥k & MI/M2 ¢ [ TNF-a. IL-6. IL- F} & SOD ., CAT,
MAPK, JAK/ i, 4 J0 Treg 4l

IL-18. IL-6. NF-«kB. GSH % 1, W& %
IFN-B /K 3, FF & IL- ROS MDA 7K
10 7K

12.5.25,50 NF-kB, Nrf2/HO- [§ ik Th17/Treg FEAK TNF-a, IL-6, IL- F+#& SOD T-AOC [25-27,29]
1 .SIRT3/AMPK/ [t {§ fl CD8* T

17, 123 1L-13, IL-3 3 1, KAk MDA
AN ), TH s KO, TS TL-10 KF AP S RRTE M4
CD4* T 41 e

[30-32]
18.1L-17 .IL-12 . TFN-y GSH.,HO-1 i ¥,

STAT EGCs-IECs- fE Lt f, 3 48 K, FHE 1L-10 K- B& & ROS, MDA

il

AL S BALB/c /ML,
SIPNH

40.,80,100 Aky/mTOR NLRP3 #4757 B 4fl i I

EGCs-1ECs- % %% K-

YA EAE
[ TNF-o IL-1B8 1L- T} GSH i 4,

6 . NF-kB 7K ¥, J = F#{Ik ROS 7KF
IL-10 IL-35 ik

[33-34]
FEV-A5 , ik 4
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" R hillh g . S e L -
e S A I "Jf,l) EEILE S BLAAES] P LrE itk
mg-kg
LW WIEZHE BALB/c /b . 100,200,400 TIGIT/CDIS5 A8EE P45 niTh17/miTreg P& AKX TNF-o, TL-6, TL- Ft 5 SOD i, [36-38]
C57BL/6 /MR, %/TLR4/NF-kB, “PA, & MBCs 17 IL-2, IL-23 7K %, Rk MPO. MDA
LR P T 110 K- KF
HREZHE  C57BL/6 /NEL, 5,100,200 TL-33/ST2 TLR4/ fHIIERANMINE FEAR TNF-o IL-33 \IL- {ERRMBIEH A [39-42]
SD KB, Wistar MyD88/NF-«B 1k, ¥k & Th17/ 5, IL-13, 1L-6, TL-12
NG Treg S fhi K
HNEL M C5TBL/6 /MRl 50,100,200 MAPK/NF-kB R Th17/Treg B TNF-o, IL-6, IL- {EBRFEIEA M, [43-44]
- 18.1L-17A IL-1B . IFN- # & ¥1 2 7 A
vy K, TH R0
K
HoAth A5 C57BL/6 /MR, 25.50.100 DR3.CDC42/JNK K& TL.C3 WA B K TNF-a, TL-17A, FF & HO-1, SOD  [45-46]
Ragl ™~ /b K. S35, M40 T-6 \IL-1B 7K TG 1, A% MDA
SD KR AT K
E#HE  BALB/c /MR, 100,200  JAKI/STATY/SOCS, i M2 FMEAN F#{IK TNF-o IL-1B . IL- P& ROS /KF  [47-48,50]
C57BL/6 /MR SphK1/NF-kB J B A, 98 6.1L-8 IL-17A KT

mTh/mTfh 28 fitd

3 PHFERWERSET “MEY-BELRET
3.1 FEWE WEMBLR, DUEHR, BRESF
eEYld s Y- B By
[l R3S, IRIT ARSI A . UM R AT
VAT RS, SEINREE R A T, e
AR 2 B2, JF D IE AT B8 1) AR X 3 52 5 T
&, PR S W SCFAs 7K SEP°Y . SCFAs #] 7 &
miRNA-10a-5p 3 15, # l %% A5 M UL B 3-0% il
( phosphatidylinositol 3-kinase, PI3K) /Akt {55 i#
B, W RAEIHE R R, B T RE-SCFAs-
PI3K-Akt” PLRAFZHH, DGR GHRZIR
BT IR ORI, A A a e,
HAEP A B I AE , T H-m -3-FH | 5|k LR
AR, ATAES ARR BLARIOE ARR f55
W, fepk 1L-22 73, JF4E+F ILC3/ILCT 1,
SRR IIRE ; FARRERIA T QAR BRE
DABAE OO BT IR . S AR Qi K
S, BT IS o SR W AR G B S Ry
( peroxisome proliferator-activated receptor gamma,
PPARy) {553, SRACERIEARIE ™ &% LAk,
T2 Ry 4 A VR A A L R R K
FREMBUZYEL R, BHEVEAAAE 22 5
AIRE S BRI AL SRR AT G, R, TR
o B BEAT G BB, DU R A 45 e el
RPN, SRR HEA T3, Sy
TEBUZ IS A B — 00T

3.2 AMpaE OB/ N BER REE A P
AW-fE BT B, TEBUE RS ARG TR
156

FEE AR, Zhang 250 L 90, 25 A Rl A 42 T Bl
T TR A AR R, 0 R A I R S O TR AR
1o AR T s A0 1 ik B 25 0 T i B
LA AW (inducible nitric oxide synthase, iNOS),
WAL E WEIR A, (EHERIFIIRR E, SFE R
FAE Ak, T2 AR AR A RO T I R R AR, TR
RIGFEBENRTE AR TK -, P45 Bl W46 4 1
IR 4, IR FEPURAE S /N BEmE
I SCFAs P2 AR T, M Bow E G5, =
BEMAER, EMAEYRBE M (fecal microbiota
transplantation, FMT) SZEGFEB, /NEER it ml £
15 SCFAs /K, FEAKIE Z M (lipopolysaccharide,
LPS) 7K, i NF-kB (5580 . B3 EHE
Rk, W bR aE >, BLAMA B AR ik FLR
R BIRIEER, TR RGN RRAKTF A
TR AN AN RE B3 ] b Bz 4 Mo 1, 6 B UK
FXR/TGRS {5 5% S IH 5 Bz sh Mm il s g,
W BRTRE-IHYTAR-FXR-TGRS ™ {538 I J& 1 97 1k
L AIGTT BT R, ZR LRTIR, AW
CIBEEUEZ WYSS kA b NS N AWE IR 7/ I €5 7RI €
B S etads, [HEREE LI 25 Wt iy it P ik 2
AT TG, FMT 3% S8 5256 n] Oy e 428 4k G B4R
o ARMFFERINGRIEETT RN T, AT
E-WUEYEAENLE], S R IR G YTE Bz T4

SARTT TP BIHLERIE ST 5 R

3.3 %k ZWESS AT 898 A R
PR 5K R IFE i SCFAs 2B i, 4
Fre il s . HIEZWEREA RGOS 457 2/ N BUA
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FERIN, R &R Il R, fedt s R A
S-JH H R 2 R ARG Ve 8, JF ] y-2 58 T 1R
R, I RIS R KBt s E1EHYY . 5%
W5 B R 2 W 32 Ea A 2 7E SCRAs Az, T Ui
R Wi TR 2 & 2 (free fatty acid receptor 2,
FFAR2) . FFAR3 ik, #Fii#lfil NLRP3 i5 1k &
HEHAN MBS 3 (histone deacetylase 3, HDAC3)
WM, R RN A RE N A A AT R
ﬁl}%{&%ﬁ%ﬂ'*ﬁﬁng, VY Th17/Treg S Ay
BERR G T I RE L IR A P A
Bk, (EG0HT B — & SRR 1 BTA% e LA
HER—BCEFIE E T S 1, ™ ) 2 i IR A Ak
PR, ST 3T 25 5 D RE CHR PR IE AL SR ms , %
Bor TR . BB AL RRIE S SCFAs e
HERE I SE B LE IR PEAN, AT B THESh 24
HORLAR D 1R 25 W e, il PRSI B A n] 5
etz

3.4 HAe EydE RS [RRE AL i 9
“TUEY-fE A B, oS I R E A E
R, BCE TP, Wy vl (e dEFLAF R . XU

FRERJE S5 25 R 0 28, 410 o) o R S B0 R R
Ko, IR AR 3 2o 4 e BB AT B S LT i A
FRE, (RPN TR e R e ek, AR
MR AR, WBARJORE H I N TLC3 Hefil ! )5 m i
PEVEFLRRAT B A, WK AR . i SRR S5 K
PR ER K, HE S FXR/TGRS B, o0E
RS IH R AE  , Hk S B TR E R 2
BRJE 5 0 BRI X R, R iF SCFAs AR,
TS FFAR2 3244, il NLRP3 i1k, iR
ERAES ) ASREH Rgl Al e BIZERB, AT
R, BomaERRMEY AR, IS AHR 5
SaE i, MG R S R L RS, BE B
e ZEERTR, B BAS A, HhT
WAL A R, AR Y- AR
bR Z R, HARSEAE T REMRE W IR ERR S ik
IS8, A AR R A i S D AN
KRR, B R 43-B8 B -1 3 1) 0 DR SR IR AR 43 7 R
B ARATIREMNIX —NTEMLS, LIS L]
el R AL
L& 2,

2 HHEEFEEASET “MEY-BEERE” HEPEEEEEBRERIS
| EL
I I MR Feip FEFHL il
WA WEMEE C57TBL/6 /MR 5.20 FHE JERETE AN B2 [ FHmi SCFAs K F+# miR-10a-5p K P, M1 [51]
TRASTE B 1T ADUAT B8 1 DA X 1 PI3K/ Akt 15 AL FI 9
o IV, &5 I ot
WHEAZE C5TBL/6 /ML 20 FrER EEE A L B TR S-REER . N BT ARR {55 E E fRE [52]
R T i A WEFL R | LH-W WE-3- TL-22 4% Wb, 4§ TLC3/
R K S ILC1 P-4, 41041 98 AE , 34 54
¥ 5t P
HRZE  C5TBL/6 /MRl 200 FHE AR E B AP E R T 3R AR E I BN PPARy {5 5@ I, I [53]
AXF B AR A R R S R B NFxB WS 1L, B E B
Xt BE, K R RER /8 K S B
FFEE T A
AP iR CS7TBL/6 N 40,6080  Thmib TS A B ANXS R, BRACIEA DUMSER (HT FH] INOS KR AE, & [ 54-55]
FRARER TR DR SR E E, KF, A ElER
AR TR M PO K S
/NEERE CS7BL/6 /MERL 25.50.100 FHEFLERATE 2 AT Fhm SCFAs AR ] NF-«B 155 18 % A1 58 [ 56-57]
FRE, BRI AR R RROAELEMMRR . 4 5, % FXR/TGRS 321k,
AT T i A = AEREMERAKT BEg R
ZHE% HIEZPE CS7TBL/6 /MRl 200,400  THREAMATHE)E EERWEE  THen SIRTFR G A MHIR5E B M 5 [58]
AN RARBEER TR A R TERS MK O,
POESLS A% y-Z3E T FRK P
WSZW C57BL/6 /MR 300,600, TR ERELE T B2 AR FHE SCFAs K % FFAR/FFAR3 2k, [59]
1200  AHXEFERE, BEARUFT B 1T 0l NLRP3 3% Ak 198 5
AT TR 2 N, B 5 R 5 4
WELB  BALB/c /Nl 200,400 THEEREE] BAZERIHE  THES SCFAs K % FFAR2/FFAR3 24k, [60]

X A= AR AT A T T 1T
HFT I RIARRS F 2

4 ] HDAC3/NF-kB {5 5
3l %, K & Th17/Treg F
i, et A AL B, 18 2
it i
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Fiilke=s I T ) X
Hhipg A 2K B (m“{i{l) R Rk Rk YEFIHLEI ik
HAth BT C57BL/6 /M, 100 THEAUEAT R AP ER TR AR R AR R {RE TLC3 A, IR R AE, [61]
AR, RS R . BA R 3-ENE B
HEER TR E AR X R IKF
FHEE;  BALB/c/BREL 50,100 FHEFLEATHEE BUTHEE  FHE A RHER AR S FXR/FGFIS {55k, [62]
AR ARG B A R ISR K SR R 1B R
PO S
FL&RHF SD KRR 300 Fh B 2 R B v 8 & SCFAs 7K WG FFAR2 =2 {k, Ml [63]
J@ IR B AR X = NLRP3 % 1k il 48 it )2 17,
165 I 5t B
ANZIBH Rgl C57BL/6 /MR 200 FrE BRER AT R . T 3-WI TR W S AHR {5 S, M [64]

SRR A

W3- BE g m-3-
FLER ALK T

RIAE NEE I 57 B

4 HEERZE

AR S I 2R G IS 5 1 45 W R LR B
GRS I T IR, 46 A O B A Y Oy
“HPE-RAE-FALNIL BRI S <A Y-
T FILACUH B EEEL, PR R, T 2giE L
43 AT Z2 80 O ) g a0, B ok Y e AR
A IR S OE A A B AR LI BH TR, GE
BB RRESS M, W SCFAs . (VR . IHITIRES
CHAR e o I, OB 25 AR GEsE— e Tt
T BRI AR B, B O G IR Ak, 4R
1M, YRR S B EAR IR R, Bk, X
PSR EAT MR AEAE B VI OCHE, (20T ARG,
Z XU EAEMLR IR AT s R, B AL
FE R SRR AHREYI R RS
BN R E 2SS, SBEMEZR; o,
PR TR - e Z [ () P R SR A R e 2 s, £
BESRVE T AHOCHE T, MHE T IERIE, AN
BAELZHFSHRMERIRE, REEBE “RE-R
SE-EAR T RUZE -1 AR B EAE Y
SrFHLEL, fE TR b, ar T <R R
RN TR 2 U E 7, S0k TRER
W RS, LI EPRNATT s TRl R Ay,
T e NG AR TR AL I T J BEATL T HR S, R

e o N, Stz 25 5 22 G T R
(Y ELIE b

SE K.
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