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Research progress of the active substances and functional
mechanism of traditional Chinese medicine in the treatment of
inflammatory bowel disease
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Abstract: Inflammatory bowel disease (IBD), which mainly includes Crohn's disease and ulcerative colitis, is
a chronic intestinal inflammatory disease whose etiology is not fully understood. As its global incidence increased,
the clinical management of IBD still face multiple challenges, such as side effects, drug resistance, and high
healthcare costs, prompting the medical community to actively search for safer and more effective alternative/
complementary treatments. In this context, traditional Chinese medicine (TCM), with its holistic view and the
theory of syndrome differentiation-based treatment, demonstrates significant potential in regulating immune
responses, exerting anti-inflammatory effects, and repairing the damaged intestinal barrier through its multi-
component and multi-target characteristics. Here we reviewed the recent progresses in the application of TCM
formulae (e.g., Wumei pills, Lizhong decoction, Sishen pills, efc.) and active monomers (e.g., magnolol, ferulic
acid, chlorogenic acid, efc.) in the treatment of IBD, as well as their possible mechanisms of action, in order to
provide new therapeutic strategies for the clinical management of IBD and promote the integration between TCM
and modern science.
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RIEM R (inflammatory bowel disease, IBD) #&
—2H 973 DR A BH B8 1 2 R M 3 ARE PR,
5 56 % BUJp (Crohn's disease, CD) Al it 5 1 45 g 4
(ulcerative colitis, UC) PIFHIE AL . Horfr, CD DA% BE {4
RIENFFAE, 7T 2 R D AL AW A0TE, i & T 18l
iy A i R 65 J, o A SR BRI A AT, PR R
EIRE; UCTRZ R TS e LTS =, 21
B A, LR E R AR RIS B I {5 oy 3 2
£,

7E 20 tH 20, IBD 7£ 4k 36 BRI A RV 0 45 Hh = %
T 21 th2d DLk, Bl & B % Tl A0 B 20 H 26 78 7 46 A
WAk, IBD A 2 AE LI hr T 28 90 4 & [ IRk |
T, B EEAS A ER R . 1T 20 4F SR, A% G K HLIX
Wik & B KX 1 IBD B o TR, 1R & E X
IBD &7 Z ) 308k G K. Im IR b, H RT3 2
TBIT T R R R B EK RS L) Wl PR g%
00 ) )0 A= A ) ) S T 2 R AT A AR, X LR
W IIAFAE — 58 Je BR M, 0K BASE FH AT R R JB X
S 18 ™ L R RS AR R AL SR AN R RO #4
B RIE T SR AS R BT AR T 245 1R YR T ROA
e M B E RN EDE, I, RERTE %4 ARE
ZEUF IR TT 77 S AN IBD AUk B Z IR IR THF oK . IE4F
K, KE MR LRI FE 57 v 2578 P 5 HLAR S it
RN E B RS 7T ARG, HAfAEAR
SRR R ARG e RLRIR W TE IR T 2
5207 R BARAE IBD VR T H HIAE I Aoy AL, DA
3l IBD 50 1 Hh PG R 25 G iR )T 1HERE
1 IBD & fw#HIRHEEINR
11 HRKEZFERGHIBDHEZER

IBD Jii 8] i oK B, AT R 5 a8 4% B JvE | g ok
WA V38 PR R L AR 2 A 2 T R B ORI
WAL Z 0t B oR, IBD B #5024 5 &3 K A7 AT
K% IR 45 A 5 K AL 45 M 3R 2 (nucleotide-binding
oligomerization domain 2, NOD2). [4 41 il /) 2 -23 32 fK
(interleukin-23 receptor, IL23R) 2" 1X 6 FL K] & 5
[ g B B W S b B PR B AR AR, 249 o 9 IR A
FE120%~30%"" . TERLEAL F, BREER R (anph X
AT R AR FR M ) e i T TR R 4 R
AR T RE, I Rz 38 kAR 2 Sk A, 3T RN IR i 6 B
RElSo i R B Tl e 52 400 5 S04 w1 A PR 5 0, BOE
G S B (O TG G 1 4 B AR SOIR 48 B
B3 Toll FEAZ 44 (Toll-like receptor, TLR)/A% % 5% A -T--xB
(nuclear factor-xB, NF-xB) il % id FE 0%, K& B e
H AT ERFE IR F-a (tumor necrosis factor-o, TNF-a)+
I 41 i A % -6 (interleukin-6, TL-6) 25; @) i I 1% G )% -

A EPE T 40 M1 (helper T cell 1, Th1)/Th17 it & 1% 1k,
oW T & -y (interferon-y, IFN-y) 5 A4/ & -17A
(interleukin-17A, IL-17A) S A Ma K+, Al FEA W5 PET
A (regulatory T cell, Treg) Thy g B Fe, 3 [7) B 2 15 14
RAE WA, I b SRS ER R O [ A8 R
[1-1 (zonula occludens-1, ZO-1)] 5 P4 7 (occludin)
B T YU T o WAAS R Je B W e BT A g B
AR AT ik — B UK “ W 7 B8, T B8 A 30 B8 - T
T — 02 K S R R A A
1.2 FEERIPRT IBD By ik

fE P EEH e, IBD AT A 2R 9 “ ikt ” i R
“OIR SR Y, 1 RN A T A ) R E A
W, AN, IBD 1 R 90 5 AR AME AR
B VE BRI RIS R B YA, FAZ O AL T RS
R RV B RS, SR AR RSN S bR, R R R S
Je e, FERATHE IRV AN - R 2 B “ I Bl 2,
B Az, A, WY, RT3, B,
JE IR K, NIRRT CRE T - s ) B 2
A, AT REE W /K, BB 2 LI
N, B R, fdis KR, BT, IE A, B
Ao [E, Wy, FHE ML, 928 AHR, 46
o AT, oLk I, i S B0 g R, il R
o BTSN 11| RN % 2 e SN W 72 3 R L W
i, AR X043 5 BAR IBD 5 K 5K
E—5.
1.3 EFHEHFILHIBD AN

IR IT YR PRI IR VG, WA . PG HRIE R
B JE I, UC R4 53 2 K W e #AiE  #5g JR RS IE 55 7 A
RS, ARYEIE A AR R SN ], BT 4y L O AR,
R I8 W A8 Y AORT I R IR S I S 0 1 VS S5 X
JEVRITEY. CD b B PR ATL DL AR 9 %0, AR5 R
“TBE R 55N, BRI R BLAE R, 1R YT iR IR IR
WA IS &0 W 7 B, 32200 R F A AL I it JH
PREERIER . A, Hr BRI sR I N ARG, W 25T
AL 2 A A5 AORE S S B, AR T
SR, R, e R IT R 2 LR KRG S 4, B
SR Je NG B A JE e AL, B 2 2% R AR
iP5 R D e, £ IBD VG YT R ILH MR . 2B
F L5 IEME 799 /inflammatory bowel diseases” . “¥it 17
1 45 1 9 /ulcerative colitis” %5 4y A 9e S B 1], 73l £
[ NCBI Pubmed. Web of Science 5 CNKI 2% X ik JE ,
Xf T IBD VR YT B LA E WL b 2474, A 4E 207 5
A HT R S HEAT £50R, Dy 257897 IBD I AR N $2
—ENZS%.
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2 AT IBD ARER

PUARHIF FEUE S, H 259697 IBD A BT 4 I 715
P8 U T Jigp 00 A A AP A2 R i 8 4 ) AR A S
LAY RIEGA BN (B 1),

o ROS: MDA, g
MPO g A

o Antioxidants: %’%. §
SOD; GSH; CAT *

o Pathways:
Keap1/Nrf2/HO-1;
Ferroptosis

Figure 1 Summary of the mechanism of traditional Chinese

medicine in treating IBD. IBD: Inflammatory bowel disease;
MyD88: Myeloid differentiation primary response gene 88; PPAR-y:
Peroxisome proliferator-activated receptor p; HIF-1: Hypoxia-
inducible factor 1; NF-«B: Nuclear factor-«B; MAPK: Mitogen-
activated protein kinase; PI3K: Phosphatidylinositol 3-kinase;
AKT: Protein kinase B; MDA: Malondialdehyde; MPO:
Myeloperoxidase; SOD: Superoxide dismutase; GSH: Glutathione;
CAT: Catalase; Nrf2: Nuclear factor erythroid 2-related factor 2;
HO-1: Heme oxygenase-1; Keapl: Kelch-like ECH-associated
protein 1; IDO1: Indoleamine 2,3-dioxygenase 1; Th17: T helper
17 cell; Treg: Regulatory T cell; ZO-1: Zonula occludens-1;
MLCK: Myosin light chain kinase; MLC: Myosin light chain.
Created in https://BioRender.com

21 HFHEFMAR
211 5ih

(R i g Wk, SR EZ, XEA
R, H R 5 M VA BT A TEAR
BOANS BN T2 10 R4 R, HRELE
FHRTEAA TR =, “ P 5l DA AL 77, FERIEF, BUR
Jita, S ERAS L, VA=A, PR R 2 2057 il
FUIR B R R, S5 AT 7R UC . 5 s A AR 25 I R A
JT 9T R, BN A T IBD FE #ES 2R IE 1)
‘]ﬁ\ﬁ[ﬂ-w]o

BUACHT 782 BA, 1 4 A T 3o 22 FlbL i R 1 A
ARG FUE ALY TR g P B s R R

W . AT R VR T R DT CATL ) 22 1) 1 IF)
RN ES, T B # S E S AR 2 B KB,
R YL A IR s S RT3 A T TNF-a, IL-8 L IL-
17 5 1IL-4 S5/ 35 G BE D e, JF 8 1 8 35 i 1
T OS5 W T8 2 RECT; FLIR, B0 I TR oy /N B
T T 7 i T8 TR AR F R R AR S N B, AR
V) fie % 38 i 4 ) Kelch £ 3 S &N e AH K B E 1
(Kelch-like ECH-associated protein 1, Keapl)/4#% % 3 [Al
¥ E2 # 5% Bl 7 2 (nuclear factor erythroid 2-related
factor 2, Nrf2)/NF-«B 15 5 @ i # il 4 6 5 & Ak B
PICY, [R] B /N BE B AT 8 15 1 38 B A 5 Th17/Treg 11,
&5 i be b, 2 i S RS Ak, BRI &
fR) 2 A B RE O T T 5 R R VS L R T
(5'-adenosine monophosphate-activated protein kinase,
AMPK)/Mj L, 5 9 75 1 % 2 4 8 H (mammalian target
of rapamycin, mTOR) i 2% {2 i [ W™, T 1645 44 &
TR 3 L 5 2% T I TNF-a IL-6 FITIL-15 25412 % [A]
TR, A IL-10 55450 4 PR 1 26 58 S5 AL 1 ok o 38
Y o T R B S A T A8 L S TN L E R IO A
Z B FEAER, LR T 5 AR YT UC 12538
SHER
212 EZH

B A WD, BERR T R R 2 A
FE R 7 B R AT H B KR AR R, B
BGF bR, Fr bR 2 T, TR IR AT R,
R BN ZE P B IR . %) 2 T UCTE
BN K M I AR IR 9T, W PRATE 70 3 W) L AT 45 25 D5 3
P9 TS % 26t AR I A58 S5 RE AR

PLACHI 7T 3R B, 355 i vl i B 8 At
YA S i T T A 4 B R TR 2 R L
RAEAEF . Wu S50 38 o F R OE R B2 84 (dextran
sulfate sodium, DSS) % 51 UC /N AR R R IU, 355517
CIpGEOREECE=REANA OS5 &7 A s lil = i (iR S
L 44 B A A T 4 [acyl-coenzyme A (CoA) synthetase
long-chain family member 4, ACSL4] &1, FiRAMH
ki SH ALY B 4 (glutathione peroxidase 4, GPX4). £k &
[ 5 5% 1 (ferritin heavy polypeptide 1, FTH1) J Jit &
BR/4T 24 R 10 [ % 3z B 1 W Jo AR KR 7 R IR 11
(solute carrier family 7 member 11, SLC7A11) [¥] ik,
AN T 0 AR 1, SE BRI RO . T A 2 R A
A REFPIRICR TRV, W5 77 35 1) 32 205 1%
BT B A R 1 S A B AR A,
Zhang P L 588 1 456, £ 5T HK 1 [H]
Iy 18 568 7 2%, 1% B B I DSS Ab FE ) UC /) BB A
R I, DSS ] T FUH R T S, A8 S R A PR
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A I PR AR 2R L, B G 2 U R L /R 25 U TR
RPN BRI, PR a- BRIHER 5 B-BUIHER K1, I
M UL BOE G & B AR ERAE VT IR 32 4 1 Rk B B X 2 4K
(farnesoid X receptor, FXR), 13t Ty #1011l &5 17 26 st v /2 5%
Rl 72 2, kiR i 9RE « LR, AT Z R AT 2 ]
) 3 28 OR AR bk B2 48 i o AE T 3244 3 (death recptor 3,
DR3) {5 5 i, 98/ DR3 L H R H W IL-17A %
ik, BEAR p38 Fl p6S B B ER X /K1, FE 1 717 25 A i
gy, O B R R A RE, R R HE R i TE B
TRAEFPY. 5 4h, Wang S552 ) I, 7645 %0 H Li/DSS
FHEFMUCAHRKE /D REGMAE AT, REA KR
F 45 ¥ 4 7 (epidermal growth factor-like domain
multiple 7, EGFL7) 2 & R IAMRAS, 11 A7 25 1F ol A R f%
fIC & e 40 Jf o EGFL7 W3R, 930/b 28 i 20 Jfd £ 45 11
MR, B E R, seAh, H R &R
B LA BRI R R ORI AR Y, TR R E 2
B 53 0 e A it B T A 2 TR B . X S8 E VE o) T8
TP 28 B PR PU A AL TR T 45 5 2 B P R AR
R, JLFRIM R T 3571097 UC B 25 300 5t B: it .
2.1.3 EHH

HApzH HER), BEAS T2 AR KH
T ABRZGA AL, IR E R IE RIS . IARER
KR IEAECRE R P AR R PO (2 w7, &
TS R 8 g . g 2 T 1BD
SRR S R TEUE IR TT, IR R 7T R B AT B 2
G 9R RS Bt S IR

WA, 3 b7 w] 3 1 Y mTOR/BS R AL A% B
A 85 1 S6 3 1 (phosphorylated ribosomal protein S6
kinase 1, p-S6K1) ™, £f 4 P J& (rapidly accelerated
fibrosarcoma, Raf)/22 3 Jif i 4b 8 I BES (mitogen-
activated protein kinase kinase, MAPKK, or MEK)/4 /il
A 5 I 15 B (extracellular signal-regulated kinase,
ERK) P, Keap1/Nrf2/#1i % 1t [ M. JC #F (antioxidant
response element, ARE)"* %5 {5 538 %, Jak 4% )17 3 i %6
iE S, BOGE EA R . T AS T2 AARER
BAHBIFR R . A FEFER S NS R
B AP SBUEA S 155 22 J7 T 6 IBD G 213A
JTER . T2 1 6-32 By T 38 ik PR AR 2k 07 7 F0 lig Jog od
AL SR AT 2R FE T8, R B H0 ) NF-xB A% #46L, T
NF-«B {5 5 il i, Wi RS E R AR &
) AR P TR T A 3 a4 NF-xB /i3 LK 2R 1 42
P4 (myosin light chain kinase, MLCK)-filf B2 1k L BR 25
[ #: %% (phosphorylated myosin light chain, pMLC) 17
oI %Ok M 5 Tl b B B B D e, A i ol o
AMPK/T Bk 5 B 8 9% B F 1 (silent information

regulator 1, SIRT1)/3e S8 A4 1 T A< 164 5 W) i 2 44 o i
0% Bl 7 - 1o (peroxisome proliferator-activated receptor
gamma coactivator-1a, PGC-1a) 8 1% 2 3% 28 b {4 1)
e, TR UC™ . 3 6 5% P pf 2 ol ik 22 41 A5\ 22 08 1%
(B [F AR FH L MBS T4 L S s T L R RS AR
Z AN J7 T 3% (A R T B R R EOE R R
AR PIE Ve
214 BL%

Hk&5z B OHFERD, 7 Ak o
TE B AWRZG R, IR IR R E, BIERECR ERT
R IERER R WIEEGRIEKH i — 01
R IHE AR R 2 ), 3 TR TR A 4
J 38 03455 1 2% P SO R IR AR Bk Sm )iz
T UCHE 3G T, 16 IBD AR ERIER, Ik R
BT 70 2 Y L AT 25 50 MR LIRS A R Mk i 5
E%[&”c

AR ST R 7, 3k 5595 w] il B 28 H A R0
(EF=N 7BER S SN E R3] AN 7B R S
WML RN . MRAGHEE R, hhE
GG FEEEER S O kSR T REARZENIIR
YEH, nlaE S G 8 AR BK 52 44 43-NOD FF 52 1k #4
B 45 M 3 A 2% B2 1 3 (NOD-like receptor pyrin
domain containing 3, NLRP3) 15 5 i % [/ IL-6 . TNF-a
SR %8 DR - 2R IR, (R I Be 08 1R T 1 3 T R A 2H A
ZFEVE, B B AR IR B BT B I /) BE
CHIE B A R AF B A A g R Th Rt 3
T ) B O L AR % 1 S i 1E B R D RE, DR
R S RE S T 2R R 3 R 2R R PR AR T e A
il TLR4/NF-xB 1 22 ¢ Ji 3% 1k & [ ¥ 8 (mitogen-
activated protein kinase, MAPK) 15 ‘5 I8 ¥ (1175 4L, 175
AU R BOR 98 0E B, AT 38 UC SEARTY . axX e i
P53 8 I B 28 G B Y T B B R RN R A SR T
G A EER, I T R A E T Z -2
-2 R () B AR TR A
215 BIiRZEF

FIREEZRE AR, HER S mE
B4 R 25 WO AT R, VR B AR RN, il A T K BH R AR
P RE SR AR R FIRE o R % R ) i % 07 18 T H
TR IT BRSPS I v S 2 BT AR R L7

LA 702 B, B AR A3 17 vl o 1R 5 A A SR
IR 28 RE S5 I < 15 i 260 B T 48T 45 22 P A%, R4
TR i 18 B B\ 5GE 28 VR T, e DSS 5 3 1)
NG AR R Wang SR I B AR 25 3% 17 1T B A
Yt fr, N B (malondialdehyde, MDA) 7K, JF:
i 47 GPX4.SLCTA11.ACSL4 S B T- M K R (A R
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1K, IS AR P T s bR 5 B T RE B ARG, S 4
0o B MR 3% 8 ] A O i A A P el A G TR )
PG 2 A y (peroxisome proliferator-activated receptor y,
PPAR-y) 55, FEARAE 1 b IO S R £h 7K1, AT By 1k 78
TE S50 11 K B AT 11 1) R 2R K, e uctl

bR 7 v &R 2R R AE TR AE AN, W R I 2
e 75 R 7= AL B R 23 T W BLAE IBD HR T R 4%
FEHEBAEM . B T sk 2E TR S I K R
T8 BF 5 450 1 AR A F 5 v, Lian S804 b 24 5 iR 42 F 42
3 EI K 7 F B ARVE R (PLR-RS) X K B #4745 24,
RILHT] B4 I BB B R ARIK, ARSI
TR, 1B R TE B b e Bk . RIS, PLR-RS £ fiE
U A, R R mE NS R R
KRB R E KRR & O R A R, TR ECUE )
LR, LI 7 iE B R B
2.1.6 HA7

t R V6 YT IBD 22 85 718 B 45 2 26 R B AT
Zyiz DU RS, T ARYE IBD B8 35 AN [ = I PR UE B R
TEIEH . WS AR (M B R ERAFR )™,
HAZ RE BRI A GET R
RERE VH B 10 BR 2520 1, A 23 AU 208 1B TE I 1E
H, #8772 T 1BD [ R I8 25E 1R 9707, AT 2535
(HHEGETANE - R - RIVIE R ED), HTE R
ZEVRBCEAAT VY R AR AR RO R 2
R, BR B A T BRI AOE IhR, fE R R B
HEREJ7 iR T e Bt 2 3207, 3 T 1BD K i
PAE PRI, DU AL (B CGUER TEZRD), AR
W 558 LR R AR 2 2 B, 32 9R TR BE AR
T SE S 7Y R T 1BD 2% A BA B BH R IR BV 9T
AT CGE RS R e = 1R, R AR AR
P IR R, Bk O R S RS i B E A L
T RAEAT T I YT S T RE T R T A
2 FL ] AH OGBS,
22 PHBEEREDHR

o 24 B R SR T 2 R 24 R BB ) i A,
FoR o B VR LI AR OB I . K EWT TR, 2 Fh
o 24 B il 7y R E T RT SORE K L B S D e L4
i) S8 A N W A2 52 M6 o B R T i 0 TR R AR 2 g
1, RAEXT IBD HIIRITIEH -
22,1 KRR

KHNRENE R RBAFAER — KW KIEEY
i, 2 BA RS, TEAFANRE FEREKS
ARBERFEEFL ., WL, KRB GVl
il 9 R 7 7 A, RSP R AE T, AR IBD IR YT R %5
HEAEH

22.1.1 EAMER  EAN R AN EEE G, B
A VH 2 VEUE UB S 2 R 2 BAE Y. SRR, R
KM AT ] TNF-o [ 334, 38 33 %) NF-«B #1 PPAR-y i
AR, A RO IL-18 R IL-12 5472 28 IR /K P,
Shen ZE™I7E DSS 75 3 1 /)N B 45 i ALY b R IR, JEEAR
Py W 38 5iR 25 Jigg 4H 23 R B E R 1 ZO-1 H occludin
2k, di 35 B0 /) B 25 0 R 46 i K T 4 R S5
AR, BEARI I 15 S AR 4, ZARLE i P F . JF AN L
if R R KL B SHERE —AAR S
(inducible nitric oxide synthase, iNOS). — %&£ & (nitric
oxide, NO). it A fL /i (diamine oxidase, DAO). ¥ 4
L2 (cyclooxygenase-2, COX-2). TNF 4 Ji H 7= 4=
B M, 0 Bt M TE A R IBOME SR SR, BR3P i &
JEECO, b A, — Tk T s 2 B¥ (lipopolysaccharide,
LPS) 55 A MCIILAE K B (R BF F 57, JE AN 38 W]
A D5 B 388 T B 7R, PR AT M b e 20 i A a3 B 4
TR, 0 i 18 1 B AE B Al o s, 7 AR B IR
BRI

22.1.2 FEREE BIZEIR) 2 AFAE T 2 MM, AR
RAF PR AE T, AT 32 2 PR A& A 208 PR 7 7= AP A
FLA W, BT 2R R T e 1 BH T 4508 B A BLAE
[ (thioredoxin interacting protein, TXNIP)/NLRP3 {5 =
AR, N IL-6IL-12 85 RORE K 77K ~F-, FF sl 2 4 i 17
T M 2 8 A 2 Bt K &£ B (cysteine aspartate specific
protease, caspase)-1 fll caspase-3 H13 ik, M ] A%
T8 DL A B A ML T, R R UC KR aE 4
TEEE i RO AR R T, 4l 4> i T DSS Rl 7= A= K
9 PE 4 (reactive oxygen species, ROS), 5| & % 14 N
BT 5 2 DNA #1437, 45147 DNA ] i 5 5 4 iR -l 1
2 & B (cyclic GMP-AMP synthase, cGAS)- T #L &
F A i 4 K] T+ (stimulator of interferon genes, STING)
G K — RIS, SR R B 7R B K, I %
i o Xiao SEUNIE R by g — o SRR S B BT 2R R (PC-FA)
2K BURL, U8 /> DNA 51 I & % T 1 cGAS. STING
FIB, PR 9 BR 73l B4 [R) A 38 15 G 28 R AT, P 2K
GRfRAE . LA, Bl BR R E ) d i R T 25 i A 4 b i
AL T, A A P B AL B (superoxide dismutase,
SOD). it & L A (catalase, CAT) %5 /K °F, I % S 4k
L, Shen S5PVIE e 8, 7 P B R s B 00 44
(FAEb) %} DSS i F IBD /)™ il 15 1t JEL B2 18] [ 140 H A
S 2 TN RAE TR AT HGn RA oe 5 B S AT
FHXS = B2, S i B0 1 4 J S T A A5 R 5 T e

2213 RREEE AR T @ WRAEE D R,
HA PO A2 5 AT MR 45 22 07 T 25 P T
T3 W AT R BB, Chen Z5M4 I8, 78 5L At H AR
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RN 1000 mg-kg™ £R IR, AT A s b IE W W A
K /N RE R 20 M 4 &, 39 0% 25 -1 (claudin-1) RIA,
R 2 Al JORE 7K, FLHLR FT BE 55 TLR4/NF-«B
= W B DL & R Nref2/Ufl 41 & N A B -1 (heme
oxygenase-1, HO-1) {5 ‘5 il I A K. @A —P
RIS Ji R T IR S A S 5 i T %0 A 4 A Y
o Tl 38 4540, I E A4 AMEERY bty [ 4 1l R T UL I 3-
P 1 (phosphatidylinositol 3-kinase, PI3K)/45 [ ¥ I B
(protein kinase B, AKT) 5 NF-xB #1157 o (inhibitor of
nuclear factor-xBa, IkBa)/NF-«B 15 5 il #%. 3 4h,
Zeng ZEUONHIE 5 & B, A LPS/if H = B 2 (adenosine
triphosphate, ATP) H ¥ [¥] RAW264.7 4fl s LA 2 DSS 5
S 4 o WA W H K R, BN RNA-155
(microRNA 155, miR-155) i % i& 7] 035 NF-xB % i
5T E B I A R E T RUE I R R
5, M4 T 405 IR v] {8 miR-155 1) 3 1A 7] & 4 i 4 B
%, B35 SR . b Ak, 2 I BRIE g d i ek % S A0 B A
PO ek 240 O A IR AR IR W T b R A A,
BRIEKF.

222 WR%

RN ZAAET & KXED T, 2 K38
BT S SR ) G O, JE TR IE AL
. MR AR, AT LAy 2R S5 3 B A
M4 F . KEM IR, BRI GWd@ i #2585
5 I B AR TR T i B R R DR A i 3 R R T R A
Z ML, /£ IBD G T R R FEEA
2221 KEFR KEZRNZMERHEYWEHRER
BRI E RN G, MR YNy, BR T
% PUE ) A 4E A0 S5 D AU KB R T I O O
UC /NI PPAR-y {5 518 6, W 15 464 DU R AR L 26
] P 5 2R A P S SR A B R A T It g T A L v g
L R AR S AR I RR, D S RE A 5 AR, AR R R
RLAR p-S4k, 7525 W b 5 20 i v ) 3 R S 558, 0 St
PEREE A . V5N PPAR-y I sh 57, K3 & ] #1
iNOS I NF-xB p65 (1) ik, FEAK 2 0E Bl 1 7K ~F, [F] )
P /D RN IR Y. INOS 19 ERIA R W IR AT ek b
NO /T B AR, ORI 78 At ™ [F, oK
TR RE NS G N i h A R R AR R, A BT R
FE BRI, R E R KRB I W]
SR R b 2 T RS R, B BB W TE R R R
P05 Ty 2 1 58
2222 KEER KERIVE M KTEEY) PR U
H R SR TRV 5T, B B8 P A TR 1 i 3 o A A
EH . KRBT mT DA 3 E W20 i A M1 AL (28 LTS
7 E I 41 B, classically activated macrophages) {f¢ % 74

o) M2 0 (B AR 7Y B W 41 B, alternatively activated
macrophages) Il 2¢ B4l Ak, - il i Ak 8 A 3 1 R
S i 1) Y 9 ERAE RIS, A IR 28 S50 9 A i A A 7E
DSS i 5 117N L 45 g 26 BB o ) Zhou S5 74 R I K 3%
T T Ik 4 1 A 5% BT B ER AL, ] NLRP3 48 /Mg
(PTG, BEAR TL-18 55 95 R 7 20 Wb, k3% 48 R R R
KF RN A 38 i 1A Y NF-B 38 %, ## MLCK [ £ ik
JERR AL, #0i) ZO-1 I B HE RN 56 3%, R4 gy b i 40 g
B U8 7E DSS 75 T 1 45 W 28 /N R B p, W 2607
R TR T T ok R T I T e A A R ) s e N
WA AR, K 2 R Ak B T 38 I LR AT B KT, 5 o R
VIREE I D IR IR P AR, 2 TE R AR 55, AT 98 4
KRR HHIEH -

2223 BEMR [ RN BERER RS
YR, RAA YU PR AR S EH . Madani
SEUOVEE -5 bR s W Ak B A5 380 (1 I 66 JEE % /) BB A o
KRB, F R AT DL I P NF-«B 1S 5 S K -1
(hypoxia inducible factor-1, HIF-1) 15 5 i # , Jik />
TNF-a.IL-18IL-6 %5 % it K117 A=, 1) Venkataraman
S R LT NF-,cB (1 300 i) o Y5 F I % PPAR-y %%
SR T BIB0E . R, B BLER 7R AE i o h AL A
B S NI - S S b g E W L 7R C R
SERENE, RY W iE BB D Re . b AN, AEFURI, |
LGS A 0 e O AR TR SRR A YR T BR R S R I UC
b I 25 B BRI O v P R, FLMLAIBR Rk Ah, i
F% G caspase-3 4 %% BH 14 TH AR & 4> b, A 75 40 B 7
1‘:/%_(:\‘[11210

2224 FASENA FHSHUA 2SS i s
WHERCr, BA PR PR DU RCR 855 2 Fh 2
FAER . Zhu %60 AR FHR, DL 6~8 Ji e I
P C57BL/6J /N B &5 I A S UM FE AR, B 72 P S B TTA %)
UC{EH, RIS} 2 1A kb AT DL i A5 24 fif i A 24
el P ARG H U8 - 22 R - 5 R AT 6 2R DU I R
U J R - R AR IR - A R A S AR gE g, B
TN IR I S AR BV o AN 4 T 4 S BE 4G, e,
Wang 23538 1 2 B TTA 3 v] 5 230 &) i L e 40
% No.6 (intestinal epithelioid cell line No.6, IEC-6) H
BRAET. . BRAE TN IE —F Bk W ROS F4H A i i it
FACIL R AR B Y 2 A AL TR 2, W 2 5 IBD KK
JWALH: UC 5 CD R S 8%iE b R 40 i GPX4 7%
A ARG R T Joit o S A0 19 I, 1 GPX4 72 GPX 51k Hh e
— BRI ok RN 2 I ) g o S M I R L . ST S
i TLA JU) ] 38 3 _F i GPX4.SLC7A11 Al miR-17-92 %%
BRBET R N R R, I R RAS S B B R T
3 (RAS-selective lethal 3, RSL3) i 5 [ IEC-6 4H fitl £k
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FETZ, KAEXTIBD R IT /R M Y. Ak, P12 A it
Al REJE IR 2ORE BT OK P B B g IE B B
Bl PSR A AR R AR, 0 TE R OAE, R B i E
4% o
223 HEEE%E

HIE R S0 B AR A RIRAFAE I FR 5 2 1y 28
&, A EENBHEEFRLE ), Pl G
s TR T i AR S T G SR e . PR S
(W, 2.1.2) AF, R4 A Wik A 45 T AR LE IBD ¥R YT
ORI T ARCRHITE T
2231 BREFE HWRENAGTFRIEGM B EE
FRAT Z—, RFRJpe  9E v IR I 55 5 5 R 5 0 AR
145 45 35 e B AR A 4 T Tao 51V 7E DSS 5 &
(1) 45 117 98 /N BRABE T 5 LPS 5 3 1 M1 5 05 41 Jfd 98 i 52
B BRI, SRR AT I R IE D (B1iNOS L IL-6)
FPLHFER [A0F5 = LB 1 (arginase-1, Arg-1)] RIEAR
1k, BEE mTOR & &4 115 5 3 RUFI R 4 & 2 1 e B
A OC R R, B AL AE NS SR (major
histocompatibility complex, MHC) I A1 MHC 1T 28 %
IR, IR AL B4 i ) M2 RS ARAL, B 8 i g
Z & A0 50 2 1 (Akkermansia muciniphila, Amuc) 5
WD Amuc-2172 8 F 5 10 B WAL M1 AR AL, A
M 2% . oAk, a5 B R R IE, B &L s e
ffEARR 40 e 3% 2, i b 1 %6 85 1 2 (mucin2, Muc?2)
Gr TRV, SR A i R B, BELRS 4 T S FAR )
XF i b Bz W AR L, E S0 73 WA PR () N 30 41 1) 5 £ R
FH 2 240 B P ot B S8 5, s/ D 6 B 1 e BE YRR, 4ERR R
TZE T REN . B R DR R 4R A, AR 28 T e o i
TNF. HIF-1.1L-17. PI3K-AKT. Nrf2/Keapl % {5 5 i
B, AR RRE KT 5 AR, £ & 12 T TUIBD A
JrUB R R 2 4b, Zhong S5 E B AR 3L R 8 @
IRkl L AR B ARG, T O b R A R T R
H R 2IE N, TRy i Bk .
2232 MHEZHE Al RCHE 2 AE IR S S OK A
SR TR ALY, 9 ) 0 B2 W ARG ot 4 B
M= A, BA P BORIP R S5 TR TR, Ml
24 PPAR-y #2071, T il i PPAR-y 305 #11) NF-xB
(35 AL, AT 0 1 — JR 51 980 i B2 7 2,4,6- =1
HEIRMH TR (2,4,6-trinitrobenzenesulfonic acid, TNBS) 5
SHIUC /N AR, Hilt e 1 0T 58 25 42 5 SOD V& it 1
Jik (glutathione, GSH) Al CAT 7K *F, %1% MDA F1 %6 i
A ALK, 1G9 45 i H 2R PR RE T, IR %
JEUT AE OR3P i A B B 5 T, Al R AR I INOS
COX-2 3£k, L1 ZO-1 Al occludin (1135, 4t 517
18 b Bz B B D e hil B IR Be R /N SR T JEBE T )/

FUAT B8 TR EL A3, PR AIC AR T B 1) 250 i, o 4 i 1 T
XFIBD R IT 7 AEAE U,
224 BEH

R E V)2 — R 7 I SR e A s R
PGP, AR 53 I 0 oo AN 3, mT 23 9 B L A
el = AR AR, R ST Dl
U] 2 RE A 5T A SRR IR RAEAS T % BT
A LS AR P AR B RAE T, BRAT AT (W 2.1.2)
b, FEORTR L 78 O N IR 55 BR LR IBD R YT oA
TEAE
2.2.4.1 SPERER ORI S L ol 1 3 EIE R AL
oy, NI =W RNE Y, PR B S T T B A
i FAE MY, Hu 28T /NS A6 706 7% 4 (cluster
of differentiation 4, CD4) BH 4 T 40 i f& 41 7 (L S2 36 5
TNBS i 3 1/ B 45 i AR BIE FE 4R 7, 55 SUR R 7T
PLE #2 5 PSR S 5 Sre [R1JR 2 45 #4381 & A R &
IR % FR ¥ 2 (Src homology 2 domain-containing protein
tyrosine phosphatase 2, SHP2) £ 4, J& # A& 4 {55 18
FEVR TS JONE S N R B . IR R I AR
HIFTR R, 4ERF SHP2 W% 115 [7] I 55 38 R BRIL w] 845
TG S E R 3 (signal transducer and activator
of transcription 3, STAT3) Z: i 2 4., FH Wr STAT3 15 5
Wk, 0] Thl7 408704k, J8ob IL-17 554 % 4H i R 5
Gy, PR RN SN o T U BR R AT A NF-«B
MAPK 3t B [0 3800 , 6k 2D 12 % 40 i B - 20 TNF-a.
IL-181L-6 [ 77 AR 120 3 43 55 3R R AT A 4 mT 41 |
INOS A1 COX-2 %5 g (3% 1%, Jalsb> 2 AE A 5 ) A2 1, 7
AEPLR RS, A, Zhang I 2% 55 IR BR 9K
UKL (OA NPs), iIF ] 2 7] B I% LPS 1 3#1) RAW264.7
2T 0 P 0L A4S B FEL A 36 S 20 i SR AL A4, 1R I OA
NPs 7] ji# it 34 5% 75 3% F1 i B (enhanced permeability
and retention, EPR) 2 N, & %CHE [n) 45 B 45 9 (X 8%, 78
IBD A7 B A AP 71
2242 FLEARE FOENMSFOETEAN
By, ik WERRAE Y, BRAPIR R B
i 3 B R A 25 FEAE AT Kim SO T LPS 5 3 1Y
5105 41 B 46 R 1 8L 5 DSS 15 5 14 /)N R 45 i 4% 455 2
FUR I, 20 T P IR T 8 e O B 4 A i AMPK
I %, $0H] NF-xBMAPK J2 H B (5 5 i@ %, T~
R IR T KT, I LPS i85 5 1 98 0E S B, TE Ak A T
A DAAH R A, o5 0N SRR R 45 g 2ORE R, RIEIR T AR
Mo UCHEH LB BB H, IL-23/IL-17 i xF UC (1)
AP T e A B LRSI, T 2803 N I RN I TL-23/1L-17
B, A IL-17 VTNF-a 5542 2 20 J P 7 7K1, RN 2%
i 3k 45 i ¢ /N R 25 i B AE Z . 53 4, Guan



VFORRAR YRYT SORE TR A v 2 245 20 R A AL et © 2951 -

SRR, 2 i 1 R B S BT, LPS 2 i N S
TLRA/§EFE 73 46 W) 9% S )% % [K] 88 (myeloid differentia-
tion primary response gene 88, MyD88)/NF-«B {5 5 i#
¥, 5R T 90, T = AR B 28 40 B R S n
HEE W% FOENBEES TS TLR4 5
MyD88 ik, I % JH I 28 iE F1 0T Jizg T8 4 A 1 Jom Jail 4
R, IR 45 % o BRILZ b, 5703 N B 7R A i it
WA 78w G0 JEBE B K, S E] S A A
KL W0E Nrf2/HO-1 15 53 6, 4] 4k vyt 4%
ERAE, P R A e, 2 o 1 o
225 HEAE

YR — R EBRENNED, T2 THEY .
A . AR EE R AR, T4y gl WS L R S L it
IR FEan R MRS . B TR R A BT B AL
RPN PR | 2 iy 1 BF IR A 22 J7 1 4 IBD

RIERITER
2251 NEERE MBI HESR S ERELEY

Bk, Dy e EMRE, BA PR PUREA DU S 2 M2 BE
Y, £ IBD (G 7 H A B i . Bt s
Yo B2 TSN A, /N BERRIL v] I i 2 Rl & 425 IBD
FEAEVRITAE R . filiZE 9 S (selenoprotein S, SelS) /& —
i A, e — LA L TR TR, M= 2
SHAIE A2 . Qian 2R IE /N BE AT 2 F
i DSS 15 3 i N IE W 25 b Bz 40 i v SelS mRNA Al
R, WD i g KA /N BERRR AT
1 TNBS 5 S 19 45 i % /) Bl INOS. COX-2 45
mRNA % J&, # il NF-xB Fl TLR-4 [¥] # % , 3% i
UL [FI I, /N BEG AT ) NLRP3 I T2 AH S s i 2R
I (apoptosis-associated speck-like protein containing a
CARD, ASC) FIBT )Y 2 Bt K 41 (cleaved caspase-1)
L RAENAAE G E B ARIA, B35 PRS2 Fh e 2 40
[K -7 41 TNF-o IL-6 17K, gk 28 RE" Y, i ob, — Tk
T DSS 5 3 1 45 i R K SRR 55 N 45 HL 1 i e 40 L
(Caco-2 ZHIJiil) 5 2 A5 1Y (R BIF 938 AT, /N BB PT A ek
5 45 7% 5| RS B i TE T R R R L, T T TE A SR IR
R TRAU =W & il ik, ik — 00 05 & I8 524K,
EE M BBt A an b, /N BERRGE W] i
¥ 3 o 22 152 I 4 L — b i 0 i — 5 A A ELAE L,
S DS /N BRI B T AR
2252 EHEW E S NERHEYE S BT IR
FEPDI, & T EGRE S . HEAT S, WS A A LR
Fe g HE R, X UC R Z e T E M, g
PR IR, WS A 28 /MR YT IBD HUIE AR 4L
i, %5 CHRNA7.DRD1.CHRNA4.SLC6A3.GRMS
&, X UG AT BE L P 200 M I A - S2 A HLAE R LR

ol B 5 fieh 55 16 26 A 5%, FHE ]S SORE PR 1 H 958 IR B S
AR Sun ZEUOE TR B, S ST 1
iK% /A = 32 B 3R 28 B1 (nucleosomal high mobility
group box-1, HMGB1)/NLRP3/caspase-1 15 5 i i fH %
R DR Sk, e/ D 2 2% A0 IR 1 1 7 A R RE
[ 1N, 7 2 B 5 AT 9 Rk ) B E B, AT R IR IL-6 %
1k ] STAT3 BEBR 1L 5 20E Rl 1~ 73 Wk I $& TH i A4k
Bl P, T k2 28 0 40 1] 04k RS 2. DSS
75T 1 45 2% /D AR BB ST 8RR, 8 S 00n] 3 in CD4”
YK HE#E K F P3 (forkhead box P3, Foxp3)'/CD4'IL-
17A 0 B () B AR, 15 Treg/Th17 20 Mo P-4, 3041 28 5
L v 2R Al 2 I A R R A
FIE TR AEDEETR 2 e, G N i 5@ AH R 3
SEIRAT, ORY W BT R, 5 A RED

2253 |NESHE  FESHE N ERIEEY
G IR AR, B R IR Y
SAEM . WEFR Y], EALE 20l i % PI3K/
AKTIEH, N Th17 f1 Th13 5504k, M0 2858 A
T B 4y it 5 A0 e U T AR SO W] A
T B A7 ¢ I L 52 1A yt (retinoic acid receptor-related
orphan receptor yt, RORyt) fl FOXP3 (13K IA, it — D4
£ Th17/Treg 41 fi T~ 7, W45 2 RE"Y), #8 UC Kk R T 7
H, BRAETD 5 ROGE S M Bk, S A SR AT R T
IL-181L-6+ — % fL % & i 2 (nitric oxide synthase 2,
NOS2) %5 5 B FE T F1 98 E AH ¢ 1) ¢ B 5k DRURI 2R 1, 4
TF GSH /K1 I 2535 40 B S Ri AR 4 47, AT IR Bk At T
XoT 24 B Tl 25 A PR 453 40, FEL BT 8 ShE RN R B8 T I AH LA
HEAE MY, B GSH Ak, Ak 8 2 5L 7] FE K DSS 5
45 1 %/ A N MDA RITNO K-, 2 SOD 454t
A S PENSY, [R] S S L TT 3 58 UC /) B 2
Ji7 28 FES 4401 0 ) W, PR ARG A ROS KPS, 3 — 25 il %
FAC IR BRIk 2 Ab, A S8 nT 0 45 P 2
i NOD2 & i EERIE, [EAR TNF-a 73U, 45
RIS IE, TRAF B B

22,54 HARIEEL  HARCER SA B B, B
EPHCE T B NS, 2 HTIRT B R E
IS R IR 2 5 . BT R B, SRR 22 X 2
& (pregnane X receptor, PXR) ¥ zh 7, AT i5 5 41 i 4
% P450 3A4 i (cytochrome P450 3A4, CYP3A4) %
ik, I8 i #0#1 NF-xB A5 BIAR 28 R, 348 28 E 7K
S, o503 4 W AR AT A BB A T AR AR e i I I R
753 1) TLR4 /518 2 E B, 987> TNF-a IL-1855 %8
i A 5 R Y ad ik U T B A L A - (B
lymphocyte stimulator factor-a, BLyS-a)/NF-«B {5 5 il
2%, BB 7R 7T 400 1] TNF-o. COX-2.iNOS . caspase-1
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It R IE, AT Ok 3 R R E 2 5 W0 claudin-1.
occludin fl ZO-1 (1 K 1A, 1& 5 i 18 b B>, Sk R
Ui, BHAR AT A R 45 i 2% (1) 993 BEAN 2 2R %38 4k, [
1R 55 K B 40 0, DA K L H I R A0 B IR T AR T 4
o3 IBD',
2.2.6 ZHESL

ZFERYI BT 104~ LL b 50 43 1 38 0 bl B
MK EE R G, ARATZIM FER S Z—
AR, 2P AR R A i, wT i
P VB R AERE I N AR S SN IBD 7 AR VR YT
&-ﬁ%[lGl]o
2261 HEEZHE HEZHEAESHNAANTZ
—, AR FCUE S B AT e T IE RS SR
HE R AE 55 AE Y, Shen ORI, K £
B AT e I AR 3t 1 R B C-p2 3Rk, #I#) NLRP3 . cleaved
caspase-1 fll gasdermin D F N 3 45 M3 R L 25 ig 12, B
Wran AT, B 5240 B H 2. /£ DSS 531
UC /) A B FT RSL3 H 3B Caco-2 4 i v, 28 1 2 b
AJ 38 L i 4% Nrf2/HO-1 15 5 3 #% 47 PTGS2.FTH1
FUFTL S5k AU T AH DG BE A, #ih) Bk Bt 2, OR3P 1l 1 4
Jle, 534k, Deng VR I, BB 2 HE Al I 42
AR AR 1 SR 4E KR 1012 B 41 2 (memory B cells, MBCs)
WO, 2 MBCs MV~ 17, 3 1 4 FF AR S i Aa 4,
SRR LE A 2 3510 . IS TLR4/NF-«B - Janus 3/ 2
(Janus kinase 2, JAK2)/STAT3 %5 {5 5 il %, &
RORyt. Foxp3 555 s K 17K, 36 2 W58 ml oG8 &
E R B FE 433, I 35 Th17/Treg #0117, 4
PEFR AR Huo SV 3 i 2 W dEAT B RS B 70 1
JiUE /N T 10 kDa 1 2 W52 73, I R B4 43 v 8 3% %
I I35 R0 &5 B 2H 23 R 98 hE [R 1 K, 38 AT E A f ik
AW AE A AR O A S T A G B, B N R 4 R DT R K
F, S B iE B RE R E . Zhang SRR 8 TS £ BE
AT SE NPT B 115 OB B AR = B, PR R RE R ]
FEXF = FE, 3G9/ B S 2 D g 38 2 0L AT T+ s UC
KRG R EKE T8 &8, BIRE KR T4
i, i occludin, ZO-1 25 A K IA K, (g 4t Jig 18 26
JEAEE I,
2.2.6.2 HMIICEHEE AR 2B MR 1 R B R AR
WK, v TR T I E AT @i 1eS
rRNA W7 A3, M4 22 4 v] G 20 2 UC /N B 38 ik
W2 K%, DubosiellaLactobacillus 2545 % B A X 3
B 5 A HER WA E R S IR B /K 2 IR O, A H IR
L5 0t S IE R U PT E G B AR 2 Ak S, Rk i 1E b
RS2 G 1A AR, 3 5 3 b bR Dy et Y. Ak,
Wang "B 5 3% B 4 A 2 BE AT 4E B T STAT1 #A

STAT6 {5 5 1t %, il i ¥ fil] STAT1 W ER ft., BHAS M1
38 200 L T o 3 B AR INO'S 7K, (7] i 38 5 {12 1 STAT6
T 2 A, 3 M2 B 50 48 A 20 b 3 i K bR it &2 A
Arg-1 7K, MR 98 9k o A AT 22 % 38 mT 4100 )
TNF-a % 5 ] p-IxkBa 5 NF-«B p65 (0%, /0> K 5E
DR 7R e, 40 1) 2 5 T2 2% 20 i IR -- 1) Caco-2 41 i
H MLCK £ [ £ IA [ I fTMLC B g1k, 1%
T8 B P T RE B AU, M AT 2 Bl IR BE B I3 1L-6 Al
135 Ag 5 L E AL bR &Y MDA /K7, THE LT CAT %
P, deE SR
2263 DWHEHE LS ATASERNA
By 2 —, W TSR O L mT i T iyl R, P uc s —
JE BT R Ning S5VORE 58 R B, 5 U5 10 2 B
TE O W 18 B B R 15 1738 Y IR AR AS [ [RI BN, T 4R RE
W 3 P AR B R R i I TR KT, (3 45 Y R B 4t e
BISE AN 234k, FERE I e BREE 1 A (3R, dE T id
Go S5 I T T 0 W A . T 1A A 2 OE AT R A IL-6-
JAK-STAT3 5 5 il i o A5 5 A% 8 R 4, #01H) 1L-6 (1)
B H 5 Z kg4, JF B B T i STAT3 %Kik, FH I
TL-6 8 T A8 1 J5 2 2808077 B 5 00 22 8 ehH 55 0
BR 2 A0 R A PR TR A 7 AR MR ZE R, o TR R ORI
A 5 TLR4.IL-15. STAT3 %% 10 4> UC #H 5% ¥ /5 % %,
Z R R YT UC. 4N 5 o i 2 b5 7T g i i 45 & TLR4
FEAM G HBOE, WD R i MyD88 Al NF-xB 25 X 4 2 19
BB, PR AR A RE A Jo3 A0 40 i IR R L, Rk B K E IR
RN AN, Dai SR IE B 1k U 2 0 BT 5 0 i
JE A i B BRE A &, BRI IE D DR .
Feng 21"V I 1 U B 22 10 L AT 26 A4 Jo e, ml e ik
FLER A USR5 20 B AR K, M 2500 B 5 I
R RAEL N, 8 It U 4 i T T AR P R O R T 9 R B 9 1
TR,
2264 BEARZHE HARWHTHEIITEESRDEK
WS, ARZ PN HE FEL BRIy 2 —. Yang EUEE
T8 v O A € — DU BT AT B TR B S I FH R X
UC /R TE FEASHBEAT AR AL 25 0 #T, REL A AR Z Blm]
IS YA o- P PR AR A5 B, o/ RARI 3L, 9A
JT7 IBD; RN, FIARZ B A] il it~ Wnt/B-catenin {5
5 M E (1, 7 Th17/Treg P15, B K TNF-a.IL-6.
IL-18 564 R K 77K 7, 18 5 52 401 )l 1 36 ™. 721
TR E A T T, R 2 BE R RN TR B A AT B
AERE = B, 3/ 20 /N AT B PR 28 B AT B8 S5 A T
XFUC P2 A 1897 RUR .
227 BEHE

SR 2R B T RIRE b R s A ML
MMM RED, —ANS EREEY I £ E R
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gy . WERRWY, BHA AP RIER, 1TFE S
5, 5T IBD 7 5 B &5 5 AE S5 408 B IR 9T R
2271 AEBEEHE ASH—FKEWNFLY, o7 KEh
LS. ANSBEHRASHEBEEERYZ —, N—K
HW oy, (EIE R T FL AR B A T 2T
U, Tang UL R, NS B Re 1S FXR
55 g, HORUF 0 SHP B2 BH 1E NF-xB 548, M
M7 40 i) IL-18 TNF-a 55 %8 i K 7 3R 3k, k42 RGE -
Zhong Z S BN 2 21 Rgl 7687 Th1/Th2/Th17 48
i <P 687 £ R0 B, TR g T AR /0N R4 P 6 BB R T T
40 i J2 H: CD4/CD8 W Hf 434., 9/ 1042 T 48 i fo HAIE
oAb, O T AN MRS, I8 G % A 15 J ik 28
RN Bk, 75 DSS i 5 1/ AR A o miR-125a-5p
W R IR IE PRAR, 11 A\ 2 B Rh2 w] {F H R & H T
miR-125a-5p I ¥L A 45 5457 7 % 22 F 1 (specific protein 1,
SP1), il SP1 Rk, Hb 1 410 ) 2k FE T, M1 2% i 5%
REUS, Sy — e NS 2 W Rb 1 AT E i 9 7 40 g A
15 5 W 5 B R 4% Rho K%/ GTP BE(5 = 18 %, 2
B EEEEERE, BEHERRERGE" . NS82
]I T 2 5% ROEAH OGS Sl %, W NF-xB.p38
MAPK .ERK/MEK %, i 15 # 2¢ 2 S A5 5 % 34, o403 %
i KU PR B AR S T T, NS R IR e
0 & 2E B AE G 3 B, R T R BE B AT B T B A, R
R e TS, Liu R R BN 2 2 B AR
WIS B AFA Y K AT 38 o iz 36 LR AT B8 AN 5 2 B
i, W R B LR AT I 1 B R IR, B
7% ADR-CYPIAL @ ¥, i 1L-22 RIEFF T R IES
ALY SR N =R 2 N S i BV AR LA &
IR A i 1 2H AU

2272 ZtBFHF “tLEFHFL2=LEZEIEEK
gy . WHFLRE, =L ] B PR DSS i T 1 45
7% /N B AR 1B ¥ (IxB kinase, IKK) a/f IxBa 1 p65
FR A R AL 7K ST, BELAS NF-,cB 155 5388 4% (10 3500, el 20 40
AH O FE DR % 53, [ I n] 38 3ok 9 45 MAPK (5 5l i,
i COX-2 FiNOS FI ik, | 285 &k "™, =1 =
75 n] I #1) STAT /0] W fiz 2,3 -XUI 4 1 (indole-
amine 2,3-dioxygenase 1, IDO1) i# %, /> Treg 41 i 1)
a4k, TS sk /L G 24 i ) R 2R, 9 G O B
D IL-18 56412 9 20 i [R5 1) 23 WA .- Zhang 551 i B
=tLRFREERS 2 =L BRI ATEGE PXR, k
W A0 R P AR U OC B 5k ) CYP3ATLL UGTI1AL.
MDR la %5 %3k /K, 32100 45 F5 718 b 57 B og 8 1
Yu Z5EUHE I 45 B R = -6 R R JR AR EGE Wt/
B-catenin {5 5 18 I, Pk & 4 DSS T~ ¥ B s 1 58 A+
i ffg A 5% F£ IR 1) mRNA 7K °F, 40 41 i i 1 & A3 DI

(cyclin D)\ E &2 &R EE F A1) G 5 A MBS
(leucine-rich repeat-containing G-protein coupled receptor
5, Lgr5) &5, MM i2E Lgrs 40 i 7 A4 1 iz i =5 5, 2%
fit DSS S I/NER M % . =L ] DL i i
W R, BN o R AR, DA EE, 4R liE
WAERYT, EEBHEER, 2= LR T EBNHIER
TS A R A B A R 75 1, AT 3 A e flE I A
B3RS i SECIE R (0 A0S 25 B, AT 9% IBD™
228 HEp

Z W R E YR — B RIR B R AEACHE 1),
FRIE AL 22 G AN R T 23 M IR S VB2 L R 02
HARRERSE. SWMBMEWEAT ZHEYENE, it
AL T BT A S, 76 IBD 6T A B A,
2281 ZE®E LWHREZEWA MBESEEYPHE
TR R, B BGE R TIRE B R PR SR 2
ZEAEH . WPAERY, B R AT LUOEE S Thl 5
Th2.Th17 55 Treg 2 ] {1 41 ffL ~F 15, '~ 9 IL-1.IL-17.
TNF-a F1 IFN-y S84 28 Y R 17K 1, I B R $0 % K+
TL-2 7K P, J8 5 G 28 1 705 7 AR T 2 A P A2 15 15
5 7 T, 253K & A AKTPI3K 15 IKK 25 £ Ff ik
il R 3 , 5 THD 400 661) NF-xB K17 42, B W7 NF-«B 38 B, i
2N IL-6 (1) 35 I BRI C [ B8 F /K1 23R IR
A 3 3 410 41 40 55 NF-xB . TLR4 fll MAPKs 7E N ) £ Fh
KRR SR, T AR 5 7 7K1, % IBD RA AR
7 RBORE, AE G T T, 223 K ATl g R Y Keapl -
Nrf2 4%, B0 7 WPt 8 AL BE 11, 2 i 5 W S8 AL L
Il I 22 35 3K 06 W]l o T B bk 4 i R -2 JE
(B-cell lymphoma-2, Bel2) ZZ i H P 12 85 FH 7K F il
AN B W S0 TLR {5 5 il B A% 5 45848, o8
T8 2 15 F b Ty e 20
2282 BEAE AR TIEEEEZHAS
WV, T AFE TR R AL IS T . BT ER
1 28 I T A e Y T A A - R A R
AR Gt >R 25035 1BD, — J7 11, 22 7 I 7] A5 485 17 4% /)N
B T SR TR O Rl A DR A O D RE K B A, IR TRl 5 i
RO DIRE AL, 57— J71H, H2E ) Bk nl 5 n Bk
YA SLCOAS FIL, M s 2 R AR I iR Argl 4%
RI7K -, b INOS 72 4, AT IR/ g 2 PR 1 e T8,
MR &, B2 I L AR 1R 1] VR TR 8 1) A S BE T
I8 A, D30V A BUW R, HOINA SR, 4E R
AT, BUAh, AL P R R HATT A0 4
JEEAT A F, AT A 200 i e 90 BELRT £E AN [R] B B, JF
AE [ A1 2 o &) 38 OC B 2 cyclin D1 Ml cyclin A (1]
i, PR 4 ) 53 g, o vk TBD AH K 1) 7 1 4 L 5
G A BB P B I IR WA A A I
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JIif 2 04 — 4% ¥ FR (nicotinamide adenine dinucleotide,
NAD) {8t i) SIRT1 0 71, 5 2 42 T JI U 1 i Ji 25
G A5 H HF SIRT1 R IE K, T 4 NF-xB, FH
NLRP3 % P /NMA AP, Zhang S5 70 K& 81 13 %
7 34 A3 i 0 #1) STAT3 ) O-GleNAcylation 1& 1, #fI
il JAK2/STAT3 3 ¥ 0, /> COX-2 S5 I RIK, 2%
fiff 2 SE P o Li%IeRIE, 2P I R R claudin-2
Feik, BN PR 58 R 1T Muc2 FlUE 2 R
B K, 32 iR i i b B e B
2283 FEZEY HEZWMINRMHTRIUNZMmAELE
W, AP PUAA TR Y TE A A 2 P 2 B
PEWT I, 2% 22 T ] 3041 NF-xB 0051 5 1 [, A1 NF-«B
TP, T BRI 45 B 28 K BRI A IL-18 TNF-a 55 {2
R T KF, 51 IL-4 IL-10 S 40 4 R 1 7K 208,
[6] I, 4% 2 By vl % 5 0 R I PSR B AR S, BOS
Nrf2, b8 Pi A A0 B 16 5 R 3Rk, 5 IR ROS/E 14 &
(reactive nitrogen species, RNS) /K, {35 JI7 18 4 AL B
PP 2% 2 Wy 70 TR 3 W T AR 7 A R T DT TR
Y78 b R B R GiRa e, ST 25 1 AR
JEE, O B OR B, R AE BT R AP
3 AT IBD Ak S EE

R AE SR AE h 2453A yT IBD AFF 50 538, L B Hik
W2 R, B2 PR R A i . 1, A E
J7 697 IBD BRAR BLAHIR R, G RYT 280 i, I ] A4 AR
H AN G R R B BUHEE R, LR E .. HEEIL
T2ER R PE R, 2B JE Rk B s f R £
AR RAEAE F, 2 R BRI ATYAS BB, v 5 PR AN E
Fio Hk, BEAE A 255 07 54k & 076 97 IBD AH KL
WEFH, 2 Se Xt 90 R T /K P 5 S A R OK F 1 R
SRR AT HEARCY, SR, B % IBD A C R
B0 AS Wik 20 55 SE A0 A 00 0 R, 0 A R 12 A I K
SERIE AT OB TR N B i B AR S L B RN (G Sl
PN A RS AN YRR . G IV R AR AR AR
J17 Fi il 8 21 L A L A Ty e Rk BB T A8 S B o
i), #5425 7697 IBD AH GBI IR N ST 384 T 8
B F, H 25 E 9T IBD R I A 7T S AT
BONEZ, WA A R, R R 2 O KA
(I R R 56, Sy Hh 2 58 PG [ 45 676 97 IBD 424 5
K B IE & 243

P R 24 9R T 75 IBD I R B FH 1 e PR 2 A4
TELLR 3N . 1 %6, TEHHIE R J7 1, H #7H R 2
R IBD 9 R0 AL ) AR v oK 56 42 G0 —, I R HEIE 43
RGREI A — & 5, FBOSYT 20 3 WA R,
A% FE ST BRI B8 — W HEIE b o S 0 R I B
IR B E AR R Ik, 7R 2y 2 Ve, 2

R RIS R T EARTER T 2 R Bl S
AR ZE AR RER B AT RE 51 R AN RO, e BB A5 7
A, 0 rh 2 S R LE W PR AN 2445 F I T it 3
RIS RN fe e, AE9T RO T A AR
MU — 7 T, A% G 2450 B AR sk = BUACOEIE =
SRS, I PR WA T BUT R IR, 5T
T, BUA T B 2577 280t 22 000 22 355 Bl S AE IR 22 A A
YEFFIRTT, AR B A i RAER L P B A% L N B R
B3 B2 5O R A R VPG A 2 R FE R SR BT AL
PR R R, XA — e S IR T P EE 2545 IBD &
R AR ST FF RS HE L o
R ERF LR RIE, RG22 RE
PSR, £ IBD i 7 4080 b e B B 77 . i o5
FARWIRN, RRABRINE L @2 emh gy
FIE AR Ry o FESCEEAL b, NOE RN IZ I P 2R
7 23300 R SR ) B LA AT,k — 20 i B b 236
J7 IBD (KR4 PR O JEE RRARE L 22 v BT W PRCAIT 7,
N 253R YT 1BD $ A B S (A IE S AR Tk 2
PRI RN g5 2542, 4 h 253877 IBD T /L, 85k B
WM X AR & AR 1BD 838 BE AR, 1 B T4 3)
TR 2518 [H PRlE 22 2R 6 ERRRE, AP ERABLA K
JETEN R KEN J7, T v BE 2536 7 S8 AE T AE 0T e
{E& STk VPR RR el rh 25 AR B B RS 5 S
B0 W L TP AR T S P S R A S
530 A TR E 45T IBD KRR AL L 2 5 05 A RS
SPE A EHER bt e A Ch St Ry
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