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Research progress on natural products from traditional Chinese medicine in
treatment of inflammatory bowel disease
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Abstract: Inflammatory bowel disease (IBD) is a non-specific intestinal inflammatory disease with unclear causes. It is thought that
genetic elements, environmental elements, immune dysfunction, imbalance of intestinal flora and impairment of intestinal mucosal
barrier function are the primary causes for the occurrence and development of IBD. The frequently used therapeutic drugs in clinic
contain aminosalicylic acids (ASA), antibiotics and corticosteroids, yet the curative ratio is inferior and the side effects are obvious.
New research suggests that the active constituents of traditional Chinese medicine (TCM) have the impact on such as adjusting immune
function, ameliorating the composition of intestinal flora and promoting the function of intestinal mucosal barrier. Therefore, it can be
used to treat IBD effectively. This article summarizes application and research advance about common natural products extracted from
TCM in the treatment or prevention of IBD, mainly containing alkaloids, polyphenols, flavonoids, terpenoids, quinones, saponins and
polysaccharides, which may contribute to comprehending more about their action mechanism for natural products of TCM in improving
IBD, offering some theoretical guidance for the further development of natural products of TCM and the therapy of IBD.
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fIEAL, J& T A ELERERENE RGE, ZRAETHF
gl Ry, I HAES B E L. B ik
JH 8 I R RE

ITAER, IBD H4 3R A FARAT R W] 2 BTt
(BT RN A LA i AT A, 7™ BRI SR 1
AR HATE Ay, SRR SRk
o MU DIRERRAS . i oA I O B Y R s
FREDIRE 2 402 IBD KA FER) T B R RM. Il PR
R TRYT IBD 259 1 EA B E KR b
BRI R AIdIR . AR, ERg)E
BHEKR . BARKRNZEL, FHith, WAWIFT IBD
R ImHLE], S48 IBD JRITRIBE AL, PR %2R
RHIRTT )7k B HE R L.

T2 NI E ARG LB B, BIHEA 28
R 7 RBEEIA, ETBIANG YT 2 Mg R
AT iz 8, JeEsk, fE4K IBD BT ik
AR, PERRR BN 2 RTE. FE A
ANIR] F1 ER 22 R 2R AL I v 25 R SR P M0iR T IBD #E4T
T RV FERERT TS, I 245 R IR AT 9
FBEANML A IR FORE S S A B A RS .
ThHEER. KEME IR RIS LZ MM, £
AN RN TR R AT R &N, fE
WA Rtz 1IBD R AEFUR R, Hk, Mg
KXW R F A W IBD ¥R T 23 A R AF1H
R A5t ASSCHO TR YT IBD B LA WL
ZIRRT, WIS 2. B, W
K. B, BEE, DHRHITSE, AP ARA
PYIGRTT 1BD I K R S —E 5%
1 YA

Ao — RAFAE T A A P S B A DL
a¥, BAZMAEYE, WH ] ek,
S ME RS AN L IE SR A= ST A ) 3h P A0 2 g s
W RN, AFEAEBENTT 1BD HHL R AL
il 7E Tl 5% K F-«B  (nuclear factor-xB, NF-
«B) S5 S, W B R, R L
B )RR, T SO S A A M b I o
1.1 /NEE

INEEBRAE T I HH R IR — i S i IR A L
ANEERIE YT B TR TS AR EOR A ]
(signal transducer and activator of transcription 1,
STAT1) 1 STAT3 [##RiL, Ml NF-«xB {5518
%, FFK 2,4,6- =HHFE KRR (2,4,6-trinitrobenzene
sulfonic acid, TNBS) -S4 & HHEME T 40

Jfi 1 (T helper cell 1, Th1) /Th17 [F{E SR
R PR R S R B 2RIk K, 8N4 g rh 4 i Y
FEEKEE 1 A (secretory immunoglobulin A, sIgA)
ik, LR R R o B EEAERPL /)N
BEf 0] LU 88 FU I B1 (protein kinase B1,
Akt1)/41 B K115 5 14 1(suppressor of cytokine
signaling 1, SOCS1) 15 ‘il i, Il p65 HIBERRAL
R RAE My ERRA A AL, T Mo My B
Wik 240 o P B 5, T Rl A SR B R R B (dextran
sulfate sodium, DSS) 53] UC /N B A 0E e 10T,
ANBERR AT U I T SRR . SRR S IR A
¥ (tryptophan catabolites, TC), Ji%77 & 234K
(arylhydrocarbon receptor, AhR) 155 i&4%, e
HRAEEH (occludin)y PG /NAEH-1 (zonula
occluden-1, ZO-1) HIFKIE, HEZHI%IE b D)
Ael e /NBERR AT DU I 5 e B BREE . BB oI
FLIR AT B AN 8 26 25 1B o = [ R 322, PRAIRAS TR
FRE . SR SEBUR I N FE, KB KIS0
AR, WM B S AR R RR A2,
Ab, /NBERSAR AT DLE I BUE I R T B2 AHOCHE T 2
(nuclear factor erythroid 2 related factor 2, Nrf2) &
1%, 'S5 P-¥EEH (P-glycoprotein, P-gp) KX,
TR ENE YT 45 M 2 A U3,
1.2 EHSW

S — PR IR IIIRIE R A0, 2w 55
Z R G RME EEEE Ry, BADUE. YU E
APt 98 55 2 P2 EE 04, 35 S 0n] DUd I B0
Nrf2 B PUEAN S, #) Janus 3 2 (Janus
kinase 2, JAK2) /STAT3 idt, TiHMBIAIER F-o
(tumor necrosis factor-o,, TNF-a). HEHMISZ-1P
(interleukin-1p, IL-1B) Al IL-6 KL, ATT4000
PH T AR DR BR 1 B 7K F, A 46 i b e 2 i g 25171,
HSWIRIT RE G N ZO-1. M4 8 [ -1(claudin-1)-
claudin-2. occludin %5853 & H R A MIERIA, FFEm
FEAFVE AR MRAIR A2 FIRE, R iE S
W& 552 DSS IR, X AT RE#S A B S A Pl A 1
FE WG K o (peroxisome proliferator activated
receptor o, PPARa) 15 5 1B B I 3E7, Li 5081
F2 3 W1 20 A] AT 50 5 /) B T R ) 26
P, BRIV EEGIN T B ATRE. AT EM
FIEFAEN AL, FEAERDKY R
AR BR BT . R B L R TR AOBLSOR B A
X, XA S NF«xB LI5S Toll #3521k 4
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(Toll-like receptor 4, TLR4) /BEFE /LA T 88
(myeloid differentiation factor 88, MyD88) [k
AN K .

1.3 SHESH (oxymatrine, OMT)

OMT & — i T S AR rp 4 B HH R () A= Pk, 7T
TR IT S 2 Bi8 200, 78 DSS 5 F10
UC /MR, OMT AJ LLIE R B BT Rho 22 (Ras
homolog gene family member A, RhoA) /Rho ¥
(Rho associated kinase, ROCK) {55 iE#, Tif
Th1/Th17 A, (27T T 4l (regulatory cells,
Treg) 1704020, OMT RefE 3 N4 i Al i is Hh 45 bt
H K EEAY B AL EE (superoxide dismutase, SOD)
1)K, 0 &8 T %046 ) B (myeloperoxidase ,
MPO). 53 M % &M (inducible nitric oxide
synthase, iINOS) FIHME & HF-2 (cyclooxygenase-2,
COX-2) MG BAE AR A4, A R AR
WU SR, Ak, OMT W] LI it BE Wi i e AL -
3-I# (phosphatidylinositol-3-kinase, PI3K) /Akt {5
TSI, FEIK DSS B34 mAL T B A
J& 2 (B-cell lymphoma 2, Bcl-2). Bel-2 2K A% )5
B (Bcl-2 asociated death promoter, Bad) A1}
PR R 4R B [IIi#-3 (cystein-asparate protease-3,
Caspase-3 ). Caspase-9 FiA, #4122, OMT
Al DL i B W TLR9/MyD88/NF-«B il i & K i
TNF-a. IL-18 F IL-6 )R ARIE, KE R % IERE
HIIERIE, Jl55 TNBS 75 5 145 g 4R,

1.4 HAHTERL

B E AR AR S sy 2 —, B
AR PUTES FT B B 2 BRI, HHUR
V6T AT DL i BH By 22 24 55 AL B B (mitogen-
activated protein kinase, MAPK) {5 5# g%, #t
AN IL-8 (I3RIE, 59 N4 Ml SW480 Al HT-
29 ZHALH ) JEORE S B2 o SHARBRYE T 8 i BH i R
FHIH|E A (inhibitor kB-a, IkB-a) /NF-xB {5 5i#
%, #] ILs. TNF-a.. COX-2 Fl iNOS [t FE&KIX,
£ Caspase-1 FIFiE, FfrI LK% TNBS 5%
] ZO-1+ claudin-1. occludin KL PIFFAL, HH|40
MO T, DR bR A, SRS %24, Hu
S ROTRIEFL K LB BB P B 2 R TR X 24K
(pregnane X receptor, PXR) HIIELEFEN7FFE T
71, AT LAFE mRNA R A UK E7 S 40 (K e
P450 (cytochrome P450 enzyme system, CYP450)
() CYP3A4 FEDRIFRIE, 3 11 0 97 B 465 1 A o

2 ZBEpK

ZWRYI EE Iy TR IR B K
My ZRM R OIR2E, BAPUEN. Qs Mg
YRR, KREWTIRY], MRSV ImIE R
RERAHFTER, AT R > 2 A SR 11 75
WEEZMgAR, WA A HCE, PR IREURE
XS FLE, B RS 7R, SO 51 R
B A R .
21 ZEEZER

L FE L TR ZE PR AU 2 1 2K 1)
i, BATR. PUREE. PULRSEEYFIETER. 2
B R IE L 0] TLR4/MyD88/NF-kB LA} p38 MAPK
G5 IEM, T TNF-o. IL-6. IL-17. IL-23, &/
Hh MR 4H B (neutrophils, NEUT) FRIE, o4
Th1/Th2 [F1E, fEER SR (dendritic cell, DC)
A IL-10, 5175 F 7040 B 47 Ccluster of differentiation
4%, CD4") CD25" SIRK#e kA ¥ (forkhead box,
Fox) p3* Treg M54k, 875 Treg/Th17 ~F{f, {£ UC
BT PR EEAE B2, 2] DLE I RN
KB T REBAR R R A 24K (mouse EGF-
like module-containing mucin-like hormone receptor-
like 1, F4/80) *CDI11b"iNOS* E W4t i fry L 5] 434
I CD163*. CD206" EMEAHNLAI P17 b, A 250 15
g5 1 2 /N My A My ELRAN i R AR AT i 331, 32
TR AT LAH T DSS 531 KON i i 1t 46U
FEE AL E A B MBI, /b Caspase-1. IL-
1B 2 8 T2 M K B ki 88 F (apoptosis-associated
speck-like protein containing a caspase recruitment
domain foci, ASC) ik, BEMHNHIH%H R4S &5
AL I FE 2 A B 2 3 (nucleotide-binding
oligomerisation domain-like receptor protein 3 ,
NLRP3) RAUEMAERIEGE, i NLRP3 K1 /ME
PG AR B b, 2R AR R EA
BEMTER, ATl T DSS RS 45
bR AR R, B N R, D
WA A0 B R R K 38T
22 BESE

HR P I AFAE T & R IR 55 2 i
YT, BASUE. AN, PO RN S 2 i
ZIHAE RO, FE NG5 Bl Caco-2 4HfiiiH, B3
PR LAE IR TIL-18 FIH N IL-11 fRIA s
TNF-o 753 1 #ER7 . 7E DSS 7 51 UC B8/ R
AP RT LA PIBK/AK 1553845, I8/ i
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BN EAKEF A (vascular endothelial growth
factor A, VEGFA) 3L, T TNF-a. y-Tk
R IL-6 S R FTKF, AR gi 2R, |
P RERAYT W] AR 5N RNA-31 (microRNA-
31, miR-31), 4 Foxp3* T ZH i &, FEAK IL-
17°T UML), JE ShIBAE I Treg LR N,
F IR TNBS 755 145 7 2 AER-40), (9 227 I ] LA
W Wnt (5 SR ANz R
% H 1 (small ubiquitin-like modifier protein 1,
SUMO1) Al B-IEHME [ (B-catenin) [FJFRIEM], 71
Jo 3 AR R T, AR I T DA B A AT T
(%, (R REENR TR (short chain fatty acids,
SCFAs) WM, 0T ERAI /KT, A il i ik
B RNFRKFEOL, L Fi R R D) Be L, B2 e
CIRSSGBuRyi SN LN P YA BN S S T ke 4=
2 &Y Beclin 1 MGE MK EARE 3B
( microtubule-associatedprotein light chain 3B,
LC3B) e, Myl bR anpe |k, o W
PIMIE KL AR DL, BETTHE N ZO-1 occludin 1%
&, JREE R L R A7 12
23 FHEER

PRIy XARAT 25T, R NP B EAT R R
W2 mEs sy, BAZRAEERR, "THT2
TP RV TT 143, P Bz 15y BE 0% 18 3 BH I MAPK/4H il
A T H BEE Cextracellular regulated protein
kinases, ERK) /p38 {5 5%, feit UC /N4l
HZrh Fox ik, FRARYE IR ZARAH AN L2 AA vt
(retinoic acid receptor-related orphan receptor yt,
RORyt) WKL, T Treg M54k, [RIEHIH] Th17
RIS, AERPHLIA R, JFmb IL-17 S5 R
PR3- F 70, R BTl B AE S R340, 7E TNF-a
7RG e CW-2 giffartr, PRy AT DLREAR
TNF-a % T 1 NFxB K& y-FHLZEFE T K STATI 1)
ST, FK INOS HIZRik, RIEHTRAE WL,
WEAh, PHEZEE R LR C BB 2R 5244 Dectin-1/
NF-«B i&1% 5 TLR2. TLR4 ZHEWFEMEM, MEH
TS BR B IR GRS S5 o SORE I8 BRI AR, I8 SR
P 2 B H) JONE S N1 146,
24 RIFER

RIS — MAFAE T B MY . FOR T I IR
KA, hETRSIMHER LN B R, H
AIR TURTE BUEMCRHURRFERT . S5EIR ]
Lod i #] TLR4 /¥ PI3K/Akt #1 NF-kB i&

&, i MPO Bk /KF, B> DSS 7 T
il 9 KNG 2 W51 RAW264.7 4l NEUT
AR R 28 PR 1 R B 147490 2t J IR mT A
SODI1. dE AN (catalase, CAT) MIFKIE, &
DN I RO I AR A R YRR SR S A
B0, ek, g R IR A 8 R 40 ) I 20 2 I AU - 1
(heme oxygenase-1, HO-1).Bcl-2 3% X & 1 (Bcl-
2 associated X protein, Bax). Caspase-8 1 Caspase-
9 fryFeIk, DAFRIER AR DI 77 2080 55 40 M 3 T i) ok
A, SRR I T SD K BRI S LR AR AR
W PP IR R A7 R R I E R, S
T B BR A L FLIRAT B AR R B A, AT BRI
HEHNRZ HEKT, {2 SCFAs AR, ST iR
BRI, R4S o B RS A5 £ 149521
2.5 RBRFE

TR TR MR EKAEIAEY), | 247
FETZMOKRAEY T, BEHR. fiE. Hii
BRI, i IR W] LLA Rl TNBS 7531
UC 1 p-IkBa 1 p-NF-kB {1315, & 3E 1 IL-4 Al
IL-10 ff17KF, B R IL-6. IL-12+ IL-17. IL-23,
A 4 KK F--B (transforming growth factor-p, TGF-
B 1 TNF-a Kk, ZZfif UC HIZRE R MBS, &
B RGE W] LME RN — R RO piE e, 22 Bl
DSS i3/ Nrf2 S H R I L IR IR -
EIPETE TR ¥ #2 % (uridine diphosphate- glucuronosyl
transferase, UDP-GT) FIfiE %A 1L 14 )5l NADH 1
(NADH quinone oxidoreductase 1, NQO1) [FJFiE7K
-, FRREAZHZH MPO LK iNOS. COX-2 (i
PRI, Yl b R RN 75055) . M T8 PR
HARRE, &ETRIGT W EE g msmoKkL &
PO AR BRI, PRIRE SR, /> DSS
FRHAICAET] T BREE) FEREFT 3 ] ik
BREARL B M BRD &80 AR E R, £
UC H¥RTT A5 4 B AR R,
2.6 JLEE

JLHF S A RIRAAE T Z M A2 )
T EZEH, REETILEREE TRE
(epigallocatechin gallate, EGCG) 7& LAY 2 1) E 2%
gy, BAPE. PR, PUEEME, TR SRR
IBDB7), EGCG ] LAt 4] /s SR 45 41 43 TL-6.4
HAZMM L E -1 ( monocyte chemoattractant
protein-1, MCP-1). IL-1p+ IL-8 fil TNF-a {14 3
BEAIG MPO BTG, I8 T 4H AT B0 4 i 1) 32
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FRFE, SRfilniE 2% ER, EGCG et s /N gs
R PrE EE /T (total antioxidant capacity, T-AOC)
J i & SOD (total-SOD, T-SOD). CAT [f15RiA,
FEAR TN REI/KF, 982 DSS i 3 HI % 3 A AR
PR, (RIS Jalis b 5 i b M ) T A B pey e A,
TGk b AN R T, BGCG Ay L@ i 4 ]
TLR4. MyD88 Fl NF-xB &, P& UC KR ImE
FRIL-2 A y-T-H0E, B0 IL-4 A1 IL-10 K- (3K
&, Bk y-THRFE 20 CD4T T 44464 Thi
A, WA Th1/Th2 P, (Etiah e
HERBEL, Jrsh, EGCG nJ LA~ SCFAs 14
WHCE, FRARR R R, (e OMRER . T ERER A
NIRRT A2, RIS I R
3 EhE3E

sl — M ERY T S EFE B EAAE S
RKeikwtb e, BEAPUEMARE. SR, BiE
ALY 7k 5 2 Mg EAE Y, BEFLRE, 2R
RSP REREFNH] NF-«B 45 2015 5 10 B 11V
&, FEd Nef2 /- I PUE A R IEOR A, 391 SOD
At H KL A YIEE (glutathione peroxidase, GSH-
Px) SFEPUEALER R, b A SR £ 0 98 hE
IR, TR A2 B G T ) e 4k
31 BEH

TS T ARS8 245 505 1) TR AR TR SR L A
B A102, BT P NF-«B 1 PI3K/Akt {5
SIEES, Wb IL-6. IL-1B Al TNF-o IR, 380
IL-10 FI7KF, BERSE UC MZmHZH CAT.
SOD 1 GSH-Px fJi 4, ] TNBS 757G P4
P K 3GN, - 43 ) S0E B8 I 28 A0 B
T 163641, B B REAE AT R [ Wk 4 1 % 400
[l (macrophage migration inhibitory factor, MIF)
Wik, W EMAAThRE, (23t CD4". CD29*
Y IIEBE, T Thl17/Treg P47, @it EiRTE
WA 4 (interferon regulatory factor 4, IRF4)
MRIEIK, T ERAR S N BRI RER T
M, BEWRAN, Z2ffai s REeSoT, s AT LUl
iL R Caspase-3. Caspase-9. Bax A T-AHR AT
litf& (factor related apoptosis ligand, FasL) FJFIE/K
-, fidk Bel-2 (IERIE, A Ty, g
&G E B BE Th e 771, B AT LAl R miR-
191a [7KF, 300 occludin, ZO-1 FIFE -2 1%
i, D TNF-a SRR BN R TEC-6 4HfiiiE
B, EHRE I TE AT B A0 25 B B 1) 5 B (06,681,

Zhu SEOVRF F e I 2 554 AT DU I B AR B 1 [T A0
AT TR, b &N TR R IF
JE, FR BT REMPIREE. P IREBANET
R (PR EE g, 390 T BRI /K-, 15 SCFAs X
W, 2 TNBS %31 UC IBTE W HER I .
32 KEEHR

RBEZRZ—MEMRNEY, AT ZFE
Y, BAEBUR. PR, DU . PUAINELE
FHLO90, oA o 25 28 T UL Nef2 {55508,
gElpH 2 HO-1. NQOI1. SOD. CAT [fj#ik, R
WA ZEERK, I aRbt AR RE T, $0H] p-
STAT1. p-JAKI ik, #EiFHWT NF-xB @12 1%
S, EFEPEIK COX-2. iINOS. IL-8 K& & Mg —
AME, MM DSS 75 T 1 seia i &6 26 7071,
KRB PHNT Sre FIVRIX 2 8 S 20 1L B IR i
(Src homology 2 domain-containing protein tyrosine
phosphatase 1, SHP-1) ] STAT3 {5 < it#%, H#4inkH
JIMH & ZO-1. claudin-1. % & & (polyclonal
antibody to occludin, OCLN) HJFRIEK>F, E W
b R BRBE R DRI AR R B E ARSI DSS 7521
gl A MAPK Bl (MAPK kinase, MEK)
H1ERK BRI, FFAIK 5-F2 (4% (5-hydroxytryptamine,
5-HT) A% #E 1Ll (tryptophan hydroxylase,
TPH-1) MIERIEML, Li FUOHF R AR EF R LA
B UC KR E AR Z FE eI, AR
RIMIEIATFE T IRE M T BRI m, &
BER AT B M F 2D, X325 DNA 25,
KR IR R I (1) AR %
33 NEREER

NG SRR e — PR ORIRTEEN,  REREHIH] — LA
R LSS B AR R, HAPUR . Pl MRCREESE
TERUS, TENRZ BES S0 RAW264.7 % FE4HHH,
/NG 5EZ AT DUE I M TLR4 1 MyD88 1 i,
/> TNF-o 1 IL-6 FIRIE KT RIEHT>0, 1E
N2 % THP-1 40 o R /N BB i B e i v
NG E R A LUEEGE AR, fE3E Nrf2/NQO1 55
AR B, IH] NLRP3 48 1t /IMA RS, ATk
DAFAR R R P IIF=AE07, Ak, NG RER AT LARE
fik Caspase-3. MPO. iNOS. COX-2 FlA —EE KK
-, 4] TNF 353 B4 M T2 I8 b AR, 2
ORI UC REARUS,
34 8=

Wtg 25 2 NGS5 2] FAE A Hh S B 2 P 2
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A1), BEAEDKIETE. PrE. PR ATUESEE
U9, 7E DSS 5 F /NS S g % , Btlg T
DL I (2 /N B e s g B ) N A e A, #& IL-
10. TGF-B HJ7KF, ] IL-1B+ IL-6 fZEK AN Thi .
Th17 4%, #h0 CD25 Foxp3* Treg I LL A,
YK Th17/Treg V47, AT G )R8, g 3R
AT LA > —E AR A, PR MPO T —
(15 &, 10 SOD 5 GSH-Px [IRiIA, E45 K
hiE R IEPUEALE R, X AT R85 M1 R RE % 40
NF-xB fl STAT1 i&4k LA Nrf2 /T[] HO-1 FRik
SKAMHIR J AT 1) 7= A=A SRI81-820 5 2 i b e o
BEThEE T, MtZ T LA N claudin-1+ occludin [f]
Fak, WM bR SRR e R0 A, Wt
FOE R LAd s 1Y 0k 2 w98 B R 1A, kb
WO « AR A F R LLE], SEnyur g . i
R AN o BARH, st i T PR B 83T,
35 MHEHE

VT R A N ) R S S5 7K R S L) B T
FWELFA A, SEUGAE B A R PR A P98 BT,
PUEL NS A Y s R, — R TR IR
IBD [ 3025 . i i HrT LUs S i SOD. GSH-
Px (&, MR B MPO 7K, 145
AR RIERN, o3 TNBS %5145 17 4 (19
HRAS Y8586, [ERE, 1E LIRSS A A,
Al Bz R] DA E I IG5 N 0A 4 A B ( xanthine
oxidase, XO) Fl—E &M & &, FHEIMmTEF FLER
Wil (lactate dehydrogenase, LDH) FIHPERERR
(alkaline phosphatase, ALP) FRik/K-FIBEHN, P&
2R AL, Bk DNA #5587 b4,
FEVTT UC /)N SR W18 B A7 T, A B 1 RS PR
BERR . PETIER 25 HhAT B S5 00 o B E B2, B AT
W~ T AT ], BGE DSS W3R miE WK
VST, X VB FEALHI R FUR I, Al AT A
DSS 53 PPARy, #iffi] NF-kB. MAPK &1% K&
NLRP3 ZE/MARISLE, W5 ZO-1 fFIABS), 4
b Rl B AT RE A — A AE B B DSS 15 S 1N R
UC SR I RN A W) o
4 mEA

MR 3 I B AR RSB H A 2 e 2
BRI 0 B . s i SRR,
LRI, — el R A PIRES BT T 40
B, WL FK Th1/Th17 {6, K& Th17/Treg “F-1fi,
WA R R T 1 o0, BRSO R N, ¥R

JT RIEADFNERR , IX 5 NF-xB. STAT 255 5l %
IRTA R
4.1 HHHE

AU A& — P B EERHE ) A AT 4R ) B
i RO AL B 1000, AT 3 Bk ) A 5 1 U
fill TNBS 5% UC /MR &5 %+ IL-2. IL-1B. TNF-
o Ml y-FH R M 7174, B IL-10 %
KT, AR S I R, AT 24 R] LLE I 4 1)
JAK/STAT {5518, BN IL-12 (7K
DC # i MHC-II fl CD86 {1k, ] DC ¥k
e, FRED IL-17 434, i Foxp3. IL-10
R, (el 4 HE T 402 7316 9 CD4*CD25" Foxp3™
Treg 4iiffl, &% DC /rF#) Th17/Treg ~F#*2. ~j
25 Al LB A NF-«B Al STAT3 gk, W3
B I M R M ORL 4 M AH OGO b B ISR 1
(chemotactic ligand 11, CCL11). CCL24 #1 CCL26
(17K, b Fi Py g I PR R 40 B R #% 3 ok
# UC BPREARP . 7R 5 il i BF AL b, AT
e BELIBT P BE I — K (muramyl dipeptide, MDP) /
MR G F KL M 2 (nucleotide binding
oligomerization domain containing 2, NOD2) i&1%,
BEMI AN NF-xB p65 HIHZ% 25 7, 4 InARHR 40 i 1) £k
&, WEAMMRE SN, TIHERERE. BIEEM
R B AR XS = B, 0800 B0 B TE i 4 2 Hp )R
A, X DSS S K8 — e iR T
04, thsh, fENRZ S S 1 Caco-2 40, A2y
HIE R EOE Nrf2/HO-1 15 53i&1%, KK claudin-5.
occludin B EHE AMRIA, BKHIE EEH
I RS,
4.2 EFEMARS (andrographolide, Andro)

Andro F2& %F o IR 32 B E R 3 100) i TR A,
Andro 7EHT R AN G2 15 77 1 AT LLE R BGE AMP
MR F B H BB ( AMP-activated protein kinase,
AMPK) #&4%, ki FHIEr NF-xB Al p38 MAPK 155
g, > —E AR, FEIK INOS A COX-2
ERIE, i3 DSS 55 A 45 1 2 5ERE7 . Andro
A LU T STAT3 {5 5342, F#{IK TNBS #5211
gh il 9/ RS AN g5 I 23 TL-23 TIL-17 Fl y-T
MEKIKTF, FHE CDA 4 Thl/Th17 {8, {2t
Th2 FIPLH B, Jhah, Andro MH] DL FH
Wi IL-4R/STAT6 {5 5@, W IL4/1L-13 5 IL-
4R IR LA, WH MPO JEPERT TNF-o 194
W, oSSR 5 S 1) UC RERPO,



FEH 2023FE5H $54% B 108 Chinese Traditional and Herbal Drugs 2023 May Vol. 54 No. 10

* 3355

43 TELBEEZE (triptolide, TPL)

TPL & MWE AR SR —F —n N e, A
Z P AR PR 000 TPL W DLE 4] 1L-107 ()
/N R &5 7 b i b TNF-o/ TNFR2 15 53842, Ji2> Thl
U T2 4, i TNF-a. y-T40& . IL-12 M1
IL-23 [ RIE BRI, i ] 1L-6/STAT3 8 % /%
IL-23/IL-17 %1, Uk 55 Th17 {98 g Ri101-1021,
TPL A] LUl i 0% Nrf2/HO-1 155 eIk [ o7, #]
W52 M5l 4 (phosphodiesterase 4, PDE4) /Akt/
NF-xB {5 5%, /0020555 0 B R i i
PEAMAE G 35 M A SRR 2R -1 Carginase-
1, ARG-1) WFRIE, [RINF 525 FEAK My A3 B 40
[A-F IL-1p. IL-6. MCP-1 fil CXCL10 f/K>F, it
TN ERELn oLy My Y, A i 22 4 )
RAW264.7 ELGRA LK) SE0E S R1031, 5 T [ 47 J= B
%41l (lamina propria monocytes, LPMC) FJF TS,
TPL A] LLE %5 S LPMC # SOCS3 EHAKIA, I
F#AEC STAT3 #E[7] Bel-2 FIE 41\ B 40 A itk B985 (A 1
2-x1 (recombinant human B-cell leukemia/lymphoma-
xl, BelxD) [F5RL, # A GIEK LP-CD4 41 i
T4 7 & B AL VR 15 7, TPL YA JT vl 3 4o
R~ IR BRI LR R IR B, s 4 0 6 3 A B
W RE . BUREEE AT ERLel, Rk piE i
AEVIRERIKS, OG5 R ) 2 D 0S],
4.4 FERER

RE ST A2 M I I B SR A LA B K SRR R
IR =i Ao, Re S a] LARIHI g bR
YA EELR AR NF-xB fl MAPK {5 5@ 5 113
i, PRIC TNBS 353/ R 457 98 DL TG 22 Bl
FI A AEGEM T TNF-a. IL-1B. COX-2 Fll iNOS )
WEIKA, JRAR JEE e 1071091 g SRR TT DL i 4|
+ RSN (sodium dodecyl sulfate, SDS) 55
(f) JAK/STAT 0% A K c-Jun B2 38 A Ui B C c-Jun N-
terminal kinase, JNK) K5 5# S, [HibMgE 4000
(intestinal stem cells, I1SC) HJid EHasEA 1k, I E
W CAT. T-SOD ML, DARFCLm M b 2 )
A, GRfR R0, REIRERYA YT IA AT AR
R E R VE 8 B, SN B T IR=E R, S
JE T RRAR R, S 0e) T2 4 M 1) 92 T R 400 B R 1) 3R
ik, XARES REARIRIGIT IS MAPK. IL-6/STAT3.
AMPK/FoxO il PI3K {55l 45 <11,
5 PR

RSV T RNTEEA &Y, &R, FH

SV HEMPEYER Sy o ARIEAFPILE, 2N
KW Z5ME FEERFIEERSS, BA 2N
PEO2, H AT, X TR ST IBD WAL
A, B R SR AL RO T, X S
AR AR R K 7K, ek S AL A 96 R4 IR
HA K.
5.1 KHEER

KBRS R o R K B K S U
PERERR, |2 AFAE T S rp 2 081, R AT LR
1 I 4 B ) NF-xB AT NLRP3 4E /MR 15 1,
FEEE Nrf2/HO-1/NQO1 i&4%, #1#| NADPH %1k
fitt 2 (NADPH-oxidase 2, NOX2) WIEf#&iLFI 5
£, T IL-6. IL-1B+ TNF-a. iNOS Fl COX-2 ]
BEHRILKF, SFRD AR AER, FHITE
IR, AT EVEARME RPN My 2P R
PERT My REVEAL, ol 240 4 23 E 4t i 1)
R, BEEER UC /N BRI JE e R204-116] KB IR
ATDEINFLIR AT B PR AT iR B, PR AT
WG EOR B ], SO B T P I AR,
T 0 BT A 2 TR ST o K B R m DL IEE et 3 b LB AT
W R, (R T g1 I VER AR, PR R 1
K, B claudin-1. E-45%5 & (E-
cadherin) [IRIBFFIR M) 0, FRARHEEIE N,
Pk 53 I 1 (1) B B Ty R 151,
52 & A

P2 1A £ MNETEEHEYFTZ 52 B R
PERC T FHZR 11 2 — A R0 PXR SN,
LS NATGIT (125 1 9 /) B RE 8 38 1 0% PXR,
%55 NF-xB 18 5#'F, FNHZHAEALH INOS,
MCP. IL-1B. TNF-o fl MPO [} 33k, N bt
JREIKE, P S I 2R SR A B R B, 3 B
3 TNBS 5 FH/NREE 2118100, thhh, P2
1A AEIE I Y NEUT F5CE R T Seae 45 1 7%,
BARKUEI AT BE AT B E Ta 53 BRSSP A 4
YA AT, BHIE C-X-C JEFF bR 1324k 115
S NEBUT fERI2, 28 &, FHSE . BA %0
/INERISREVESS 7 5 198 7
6 BEL

B RRAMREEEEET, 2AS. WK,
=S W REAREY P E B RS, B2
RETRAER IR i, JTHE5MERIE
R HITH AL R Gk, ZIHT R, 2R
A ) G2 AR 32 AR Tp e T T B R A
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Dhie, %% M EVRANMRAIRTL, PRE TR AE R
DR ()P4, 3 i o) P o8 i S I, W S I
R IIRE -
6.1 ASEFH

ANZBHRMANS B, 22, RS
FRER I [ BESR =E B 02, AS B R RAS
AL R 2 — o E R G 28 41 i T s A 4
MR FRIA T, NS B R BHBT TLR IR 55
WS R a5 5k 71 8 A RIE YA R A SOCS, 11
il PI3K/Akt &2 1% S /1 STAT & A ME4L, 5
JEHLHE R T 40/ (follicular helper T cells, Tth) /Treg
Y ST 123), NS B Ry AT DLBE ) I 5
A KN K F-B  (neurite outgrowth inhibitor-B,
Nogo-B) /RhoA {5 il g%, #W57 My Al My B
WG £ i () Al AL L g, JFi@ it TLR4 (55 J@ %, ki
NLRP12 ()%, 0] IL-1p F1 TNF-a, #E—251K
PR 7 ML & R 7P, Z8ff DSS 313K
B g iy g 1241251, thAh, NS Rg 1GIT AT LA
VHTTHOT B FLBRTA . Y89 1B BR RN 2] BR B R AH XS
FIE, UCEEmR DR 2T, A
RICURI % S 6 P 45 1 46 (R PR 11231
62 =tEBFH

R R =R T AR AR ZE PR
TRy, ATLLFHTVRITRE IR« Bk L
Z PRI, =R IRYT ARSI AH G Hb PR AR
PI3K Al Akt FIBERR KT, $0H] PI3K/Akt I,
HhnIL-10 ERIE, 2EFEC DSS #5518 SD KR
i 2 CD11b F4/80 bRic 1) B M 41 B 1) ¥ 43
tt, 55 BRI R AL PR ) CD206" My ELIR
AL, AT I 738 S0E fe SE0271, = R A
il p38 MAPK Al TLR/NF-xB 555 Sig4%,
= WEEIL (Pam3-Cys-Ser-Lys4, Pam3CSK4) % 5
RAW264.7 9 JiE A0 J e i — 8 AL &R 7K & TNF-a
IL-6 Fll MCP-1 HJRIE, Ff P A MPO ()i
P, BN IE 4 CAT. SOD IRk E, 22k
i 18 B A S A 5028, =B B A AT E B0 Bel-2.
Bcl-3 fFKiA, Fiff Caspase-3 1 Bax fJEIiEA/KF,
PR IE bR (g T s N2, BhAbh, R E I
EHUMUR RSB T7 =GR n] DOm i hn gt g
FifEZH 29 ZO-1. claudin-1 Fl occludin B3R I1A, 4%
filk P 2R B o %) 453 451271
63 EEHREIV

I IV 2 ERHE o B S U R AR

BAFRESY, HA SN PUE LRI
P D RESSEAE FH U2, 35 1 TV R U R i NF-«xB
S, BIKIEZ RS S AL ImHL CCD-
18Co 40 TNF-a. IL-B Al IL-6 [RIF=AE130, fE-H
Bifi >R U5 E W2 41 i (bone marrow derived macrophages.,
BMDM) 1, 255 I IVEE B I8 #] STATT HI¥
TEETY STAT3 15 546 F, B0 Mo B E g4 iy
Fr & CD206. JLT il 3 #£73F (chitinase 3-like
molecule, Yml). TGF-B &L, #HIfE %M M,
B4 fu b &4 INOS. IL-6 A IL-1B HEE, [
EC M A M E A8, 8 1 T 0 24 e )y R 1310,
Jiang S5U32050F 57 32 B 38 B FHEF TV ] DAXS I = R
NREFI & &, 3 B-catenin HIAZ B 67, Ik b
YNARIEAE, 3% TNBS 75 SRS A 2 18R,
051 claudin-5+ occludin FIFEME, 4245 AR R
PR . 5 b, HEHEFIVAIEERZ IBD 1—Ff
HETEIRIT 245
7 BEEL

ZHEE PR W RARTE Ry 2 —, B
SRR, WHiEAN . WA IS, K
Hmsk. SR ZAEwiEE, 58 IBD [
TEVRIT AT A2 B2 ) SGVED 3 BT R SEIG AT T 3%
B, ZRERAA P 38 NG 25 B AT SCFAs [17=2E
K VHEETE N Z R E S, JEREE IR
Be, (R BUR A TR, I AR
A, REbUEER T, BRI R,
1M 24 IBD /)N SRS o 1 i 98 R S
71 BEZHE

TR 2 A I B B R B ECHE R 1) 1 2 R
gy, TEPURAL. DU WA R ThRE. Bk
S5 T R PR BB E R U4, 258 £ i i ) NF-
KB 58S, T TNF-a. IL-1B. IL-6. IL-17 ]
FIAF MPO &Mk, it CD4" T 4iffif T-bet
GATA-3 [f5R15, M1 GATA-3/T-bet {8, {2t
T 4HM A Th2 $15 AR B AL AR 351301 B %
B AT DL 5 IS 06/ TLR/NF-B 13 530K, 5 35 PR AT
UC /NERES A 23— B A A K
g TNF-0. 1L-6 fI3RIE, 3850 TGF-B1 /KF
S SOD. 2B H AKIEYE, T P Z A4 fla
Zi43F-1 C(intercellular cell adhesion molecule-1,
ICAM-1) [3i% 1, 98/> NEUT IR IEAT iNOS &k
I /N R AR P (1) JE B N G H B LB A B
WA RIS EAE, G2 JORE B BRZS 371381, it
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Gb, B Z WL LU W45 4 4t NLRP3 .

Caspase-1 Fl ASC [J3I&, MImBH 1E NLRP3 %/
PREEAG, TR IL-18 Il IL-1B (FRIE, R
DSS i3IS i SAE S N3 G HEFER M, /£ DSS
755 1A S50 P 25 P 96 A GSH-Px4 411177 RSL3 7l
f) Caco-2 4H i FIRLRL 33 7E 2 AE 06 A AT 51 JiR
=W E W) & ME-2 (prostaglandin endoperoxide
synthase-2, PTGS-2). #kEEHEEE (ferritin heavy
chain, FTH) VANEREREZEE (ferritin light chain,
FTL) SRR T RIE I Rk, #Em ek 1,
XA RES Nrf2/HO-1 AR T4 S0,

72 %K A B % ¥E ( Dendrobium officinale
polysaccharides, DOPS)

DOPS e FHEM S A I Z By, B
Iz ZG R D4, DOPS JRYTREBS G G B
RICSZAR, LR AR DCHET 20 B IL-10 2k K
*F, F#{% Caspase-1. IL-6. TNF-a. y-T#%E. IL-
18 Al IL-1p HIZKF, [AR R B-#kIEEA 1 (-
arrestin 1) [3EH7KF, FHBT NLRP3 15 5@, &
I DSS 54 2% S S04, G I TNF-
o {55, DOPS A LU N Nrf2. Kelch £ ECH
MHREH 1 (Kelch like ECH associated protein 1,
Keapl). HO-1 I NQOI [ZRIE, &M &K=
AR B, IR N R &S I A S Btk
SOD. GSH-Px [if{E, & 2 5 m i iim e+,
4k, DOPS W] LLidid ERSSHE . FLERHF B AR
HERE I ELH, RN — e R B LI/ T i )
[E, BeEEim RN RImERAEYRR Z e, JRE
RIS b SCFAs B 2E, 39N QR ERAN T R #h
17K A ZO-1+ occludin fIFRIE, FEEI7IE L B2
WENE, PRI IE br bR D ael 44l
7.3 BARZHE

FIARZHER AR EEE ST, BA SRR
TIEPEDSL, BRI, BARZHHEIT R PR R %
Y AT, 45 TNF-a. IL-1B. IL-18 Fl IL-23 (KR
K, @ T RAR AHGALZ AR C. Foxp3.
IL-17a. TGF-pl Al IL-10 7£ 45 i 41 23 dr ik
%, RS DSS F RIS 2 /N R R B 45
JRAEH ) Th17/Treg ~Pfif, JFREFRE ZO-1.
occludin 2%, X 7] GEHL IR T IL-6/STAT3 {5 58
B AR A1) R 22 WE AT LA 0T b AT LR
MIEEHI, TR BT e S B BIFFE . 40T
TR~ PR AT B SR SO B S A e B AL R, T

B R A SCFAs RIRE 1 Mg - A fig il
WAV S F5 AR AR IR AR R T,
KFATT UC BRI,
74 MIEZHE

Fc 2 Hl e Mok 7 1) 32 B M R4y, TERE 2 0
TS 11 RAW264.7 21 28 SE A58 v, g d 22 B as ik
I TLR4/NF-kB 4%, F#{% IL-6 1 TNF-o {5
KK, HIH— AR S A K iNOS ()
mRNA Rk, BEPR. FrEIMERIS, #Miid
ZHERENSIE L INE] NF-xB S HIVLERE (5
i (myosin light chain kinase, MLCK) -JLEREH
%% (myosin light chain, MLC) 15 S, 0|
&K KT IL-8. IL-6. ICAM-1. MCP-1 [{]43 ik,
140 occludin. ZO-3. claudin-1 £ HHIFRIE, FEK
Caco-2 MMM &A@ E M, WEE LK HIME
(transepithelial resistance, TER), #ETiJk% TNF-a
753 1) T i o o Ty R B g 1490,
75 HMKFEHE

FLR T2 BE & TR0 R AN 5 G2 1 B 2L
Yy A, EEES IR E R SR, BEER
K& el 230 MPO. 7 B II7K°F )2 TNF-o., IL-
17, IL-13. IL-6 3Rk, & H AR, SOD. IL-
4 F y-TRERIKT, WY EREREE
MZ RN, WNOmR. IR, TR SCFAs 1K
S, B UC /MR IIZE I 2OREIRTS,
7.6 SIRELHE

SHRACZ B SRR R EE RSy, AT LA
ARHE UC /N IB B sIgA 153wk, 55 5 SRR
40 (natural killer cell, NK) FI4HjaEtE T ke
ZHfE (cytotoxic T lymphocyte, CTL) HI4H =14,
855 UC /N ERBEAE IR L 4R B 8 T, Sl s 1 1 X
BB FLERAT B 5 KT B S I BR B AR X G A3,
YK BB R 2 R, 78— e REE R 22 DSS 5]
FEL I i T g 1
8 HESRE

IBD & — {1 PR o A B i 4 Ji7 3 8 ik 14 5
HmRERK B9 [ 2 RAE WG IR 5 IR T 259
A S-FHIKIE MR L e 55, (HIE R B
HEBHEE —Z AR TFR, FEARR
FEVITEIRYT IBD AU TR KMt Re, R
SRPEHIAT LIS R0 ] IBD IR K g, BB R
i AR, ORI AR . il 1 B, HRER
SREHINT IBD (U8 5L 3 EE AR AR AT S )
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Xg —9 SRR e B
NEF-xB oL B i )y
MAPK | e ® o ® e ) e © ° o _ & (/slgA .
;’:% JAK/STAT o WHEANG ok | / ° v - ° ® e o ®
i / , ° ®
n ARGl | R P e | [ i el e
g L J/»/ \
J MDP/NOD2
ﬁ 18 3 = @ X b 1 i it
#£ | RhoA/Rock Y
% °
Wi Wat \
g'? REIER
5% IGSTATS | | oo eeee_e PRI - - - 3 P - - - s b LR
BL
il NLRP3 A Beell 1‘
AMPK ; Tho k bc ) SOD | ’
) LN v : B L AR “'t(
e ML TR ’/ \ \ Treg wo | 1O | i
v v Thr (Thi7).— ity W 7 ULH
5= ; | .
IL-12 ARG-1 ¥ ‘ — ) q
IL-18 TGF-p L4  yFikz IL-17 GIEARIL S
IL-1B Yml IL-13 I-12 IL23 T
1
1 FHRARYIETT IBD R KNS

Fig.1 Relevant mechanism of natural products from

Ae PUgs. DAL I B TE s R DL R R
P B IhRE . X 5 ARV R 1R
IL-4. TL-10 ZEH1 8 K7 17K-F, > IL-18. TNF-
oy y-FHE L IL-17 FRRE FRRE, WS
Th1/Th2. Th17/Treg (¥ LLBI J AT, 55 B M0 4
WAHBRATREAK My ZE, FE{IK MPO. A=
. INOS. COX-2 Witk —4 A EPEEN
o EEAE R, SN BEH K. SOD. CAT 7K, 1
5% TC. SCFAs HACHT, o578 i i wi B 00 22 F v A
FF B, VAT BE ORI DLT R I AT, BG R
EERAMFEARNRE, IKE W bR RS ERER T

traditional Chinese medicine in treatment of IBD

B, R iE b4 rEiE A k. B T Rk
YEF AN, — e rh 25 R AR W0 aik B AT DLsd i 15 5
Wik A A S, Sl b B 4B R, S i ek b
Bax. FasL W3RI&, EiRPUAT-HEA (40 Bel-3.
Bel-2) H7K-F, f A T, 2EimA R0 m g
JBEBE B B, XA RE S TLR/MyD88/NF-xB .
NLRP3. JAK/STAT3. p38 MAPK. PI3K/Akt.
Keap1/Nrf2/HO-1 %5 2 2545 5 10 B 1 1 715 J &5l %
Z I A AR A K AEMIE . 22K, sk,
W BRI, B RG24 R AR R %

IBD fI1EFHALHI LR 1,

x1 PHRASTHIEE IBD

Table 1 Regulation of IBD by natural products of traditional Chinese medicine

el TR I AN AR R AE T SCHR
W9, /NEEBS, TNBS #5 BALB/c /)N R k) NF-«B {55388, Thl. Thi7 408tLfi), Th2 tefilr,  9-13

DSS #% C5TBL/6 /MREA. L HAESH 1§12 Aktl/SOCSI/NF-«B {55

RAW264.7 4 fE A
DSS %3 SD KA. Caco2 4l
DSS %% SD KA
DSS #F SD K UC #i%Y

slgA KA1
B, W MM,

Wl ADR, B ERACHN, occludin, ZO-1 Fik1
P Nrf2 3
FEIRE. BB, FLERFTTA . Py 2 IR, ZAT

B2, P-gp Fikt

T R )
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gE1
3 WY SO S/ R A TEFIL SCHk
LY ESW HT29 4/, DSS #% C57BL/6 /bR BOE Nef2 248, TNF-o. IL-1B. IL-6 ik 15-18
DSS #l# NCM460 41 e 7l 0 JAK2/STAT3 {5518, 15 A0 T AR R

%

i

E S

T BBy

DSS %5 C57BL/6 /M UC #EH!

TNBS %5 BALB/c /M B

TNBS #5 SD K fRBEA

DSS %5 BALB/c /MR

3% DSS 5 BALB/c /) il fH

TNBS %5 SD kA A

SWA480 41, HT-29 41
LS174T 40l DSS %5 C5TBL/6J /)il A
DSS % 5 BALB/c /) Ui

DSS %5 BALB/c /MR
A% 5. DSS 7 BMDM 4 i 5

DSS %5 BALB/c /MR
TNF-o 3 Caco-2 4H s
DSS % 5 BALB/c /) R

TNBS % 5 BALB/c /i fi A
DSS 5 BALB/c /s il i

TNBS % 5 BALB/c /M p %!
DSS % 5 C57BL/6 /)N iR A

DSS %S CS7TBL6/T /NRAEAL, fi8 2 HE
RAW264.7 4l i Y
CW-2 40iffi. TNBS #% S BALB/c /)i

DSS %5 C57BL/6 /MR, UC #ER

Jle % B ¥ RAW264.7 40 1. DSS i &
C57BL/6 /MR, TNBS #5 BALB/c /b
Rt

DSS % § ICR /MR

DSS 5 C57BL/6 /) i A
SRR SD KR BIA

45 PPARa {5518, ZO-1. claudins. occludin %ikt, %
A2 FIAT

i) TLR4/MyD88/NF-kB {5 5@, pAHE. MHE. X
TR THACRERREE . FRBEAT B S A

1| TLR4/MyD88/NF-kB {5 5i#l#, TNF-o. IL-1p. IL-6 % 20-23
K|, BEEREARE

BT RhoA/ROCK {5 Si8#, Thi/Th17), {Eik Treg ZAMIS)
16, ABEHBK. SOD K1, MPO. iNOS. COX-2 ifitk|,
TR

i) PI3K/Akt 3&4%, Bel-2. Bel-3 %1k 1, Caspase-3. Caspase-
9%k

BELBT 1kB-o/NF-kB {5 5 ¥, ILs. TNF-a. COX-2. iNOS £ 24-26
15|, Caspase-1 %i%|, ZO-1. claudin-1. occludin K&t

FELIT MAPK f553@8, IL-8 Rik)]

60 PXR MBI, A5 CrP3a4 ENFE

) TLR4/MyD88/NF-kB. p38 MAPK 1% 538, TNF-a.
IL-6.IL-17.1L-23 ik |, BRI AN IEAEE |, 25748 Thi.
Th2 fIELH, KK Treg/Th17 K T4

T MM B RS0 R (AR AL -

S, Caspase-1. IL-1B. ASC %Kik, i NLRP3
RMEMEFEL

A b A v

IL-1py, IL-111

) PI3K/Akt {5 5385, VEGFA %k, TNF-o. y-FILZ&.
IL-6. IL-4 7KF)

miR-31 Rk |, Foxp3'T 4NMI4ET, IL-17'T 40MHLHT bt

1% Wnt {5 51&4%, 75 SUMOL. B-catenin £ik

PRI R SR ], (e SCFAs Riff, THIKTF1

fi bR R, BWRSET, LC3B Ml Beclin-1 Rik1,
occludin 1 ZO-11

BT MAPK/ERK/p38 {55 i, IL-17 S RAER T2 |
75 Treg (F4046, #0f Th17 40 M35

) NF-kB. STAT1 {5 588, IL-17. IL-6 ZRMER T,
iINOS %3k |, ¥ Treg M14Mb, 48] Th17 40 M358

7 Dectin-1/NF-xB #&4%, o3 A & Bk B4 )5 m

JI%] TLR4 /> 5 ) PI3K/Akt #1 NF-kB i&4%, MPO #ik
KL, AR |

30-35

37-42

43-46

47-52

SOD1. CAT #ik1, WM& & |, WA, SCFAs 1
i, TRAKF

HHT A5 588, Bax. Caspase-8. Caspase-9 KiA|

PR R, MERHE RS




- 3360 * F8 B 2023F58 $£54% B10H  Chinese Traditional and Herbal Drugs 2023 May Vol. 54 No. 10

gx1
gl TR SR R TEHIRLHI SCHR
Zh  BRETR TNBS ¥ 3 BALB/c /) RUAEH! %) [KkBo/NF-«B i##%, IL-4 # IL-10 /KF1, IL-6. IL-12.  53-56
IL-17, IL-23, TGF-B. TNF-a %ik|
2.5% DSS 7 BALB/c /> iU AEA! W% Nif2 4%, UDP-GT. NQO1 #ik1, MPO i&14 |, iNOS.
COX-2 Fik|
DSS #F SD KRR A MK AR B, PRI R, w
ASTERT VRN JEBERT 1 17 PR A % 2 1
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AR
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DSS %5 CSTBL/G /) 7 7= SCFAs M4, (THBHIRER. T RREAARR SR M) =4
W EE TNBS %5 SD KRBA. [EZHHASH HT- [H87 PI3K/AKt {5 5388, IL-6. IL-1p. TNF-o BJi|, IL-10 63-68
29 i /K1, ZO-1. B-catenin Kik1
TNBS 3 SD KRHA ., EL AT Ml NF«B {558, CAT, SOD. GSH-Px if?%1, Caspase-
RAW264.7 4l ffu L7 3. Caspase-9. FasL Ki%|, Bcl-2 Rikt
TNBS % 5 SD K R EER! i MIF £i&, RWEMAMIIAEE, MCP-1. CCL2. MIP-
3. CCL20 %ik|
TNBS % SD KRR {1k CD4*CD29 4 I3E5H, 1RTT Th17/Treg “Ff, JEHE4E.
A BT, occluding ZO-1 FIZEEE-2 Fikt, EEEH
VSR TR, RTEAFRITERE ], T RRE AR B
B, PIREBELHIT, AT SCFAs /¥, TRIKF1
DSS 5 CSTBL/G /) iR IRF4 %351, R Mo B E WA IR AL,
TNF-a 7 5 IEC-6 4ffifE % miR-191a 7K°F|, TNF-o %S [EC-6 iT#
ARBEF DSS % § C57BL/6 /) i A WO Nrf2 4%, HO-1, NQO1 #i&1, SOD. CAT ®£ik1, W 70-74
TR
HCT-6 2 i 2 ) JAK1/STATI {5538, COX-2. iNOS. IL-8 [I&E,
NO 45k}
TNBS %5 Wistar K i UC A ] NF-«B {5588, MPO. A ZEEKF|
TNF-a. y-THERIBL Caco-2 4l IR H BT SHP-1/STAT3 {5582, FJiET, ZO-1. claudin-1.
OCLN Fi&?
PMA il RBL-2H3 4HfHEEL, 2.5% DSS %% M MAPK {Z5id#%, 5-HT. TPH-1 %Kik
CSTBL/6 /N ARRY
DSS %5 Wistar A UC #i% WHE. PRE. TRIRFELE, BEH. BREEE]
NERE TREHAS RAW264.7 AR i) TLR4 1 MyD88, IL-1p, TNF-a, IL-6 %k 75-78
THP-1 40/ . & 86 EME AN . DSS ¥ F C57BL/6 13T AR, {2# Nif2/NQOI {55 i&4%, ] NLRP3 # {4/
NEBEEL, TNBS %% BALB/c /MBS REN, TR IR R B 1Rk
LIRS SD KRR UC #H Caspase-3+ MPO. iNOS. COX-2. P —EE/K¥|, HMkl4ni
L U= R AR
Wt DSS 5 C57BL/G /) R i IL-10. TGF-p 7K°F1, IL-17), Thl. Th17 %& |, CD4'CD25* 80-81,83
Treg tAlt, KK Th17/Treg “F-#f, claudin-1 ZKiA1
DSS #5 BALB/c /) il fE 7! IL-1B. IL-6 ik |, —HMEAEM], MPO. WM& &,

SOD. GSH-Px #ik1t
DSS -5 C57BL/6 /) R B2 s T g S EREEIERE Y, BORRINE . AR
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gl TR SIS TR SOk
W M TNBS % 5 Wistar  f f57 SOD. GSH-Px #it, A . MPO K| 85-88
DSS %5 CSTBL/G /) R B 4% PPARy, #I#| NF-<B. MAPK 155 i, i NLRP3 %
MRS, Y 20-1 i
LS Wistar KRR LDH. ALP %ix/KF|, XO. —4%M% ]|, > DNA i
DSS 5 CSTBL/G /)R 7 PE R SRy, ERER . RO ZHTE T
BE|, WOFFR. SR
R AHH TNBS % 5 BALB/c /i i) NF-«B {5585, MBI/ 1, IL-2. IL-1. TNF-a. 91-95
YT
TNBS % ) C57BL/6 /) i AH A i) JAK/STAT @85, IL-17 %50], Foxp3. IL-10 Rik1,
TELIHE T 40706 A Treg 400, P& Th17/Treg T
DSS #5/1 C5TBL/G6 /N AR i) NF-«B Al STAT3 {5 5%, CCL11. CCL24, CCL26 /K
|, N R R AR TR |
DSS 5K C5TBL/G6 /) R AR BT MDP/NOD2 {55 1&%%, #fH| NF-«B, ARR4AIAEET,
JREER . IR, RN ]
JRZFETE S Caco-2 4H A W& Nrf2/HO-1 {55183, claudin-5. occludint
Andro M2 HEHES RAW264.7 MMIBEAL. DSS %5 % AMPK 3872, BT NF-xB f1 p38 MAPK {55388, — 96-99
BALB/c /)i Bi% BMEER, INOS. COX-2 Fik|
TNBS % 5 C57BL/6 /N, UC #i P47 STAT3 15 53884, 1L-23. IL-17. y-TFHZKKF|, Thl A
Th17 M E ], (i Th2 $i5¢ =R
TMEES SD K RUBA BELWT IL-4R/STATG {55 id %, 4 MPO J& A1 TNF-o 73l
TPL IL-107/N CD 8! Hiik) IL-6/STAT3 f553&4%, Th17 QR F7=4 | 101-105
DSS # & IL-107 C57BL/6 /MR ER JI%] TNF-o/TNFR2 15 53872, Thl 40K 774 ], TNF-o.
y-THE, IL-12, 1023 Fik|
DSS # 5 C57BL/G /) iR B WoF Nrf2/HO-1 15 590 BT, i1 PDE4/AkUNF-kB {55
B, TR, 0] MR E AL, T MM,
IL-107" /N, CD % Bcl-2. Belxl #i&|, &S HHEMAMEET
DSS %5 C57BL/6 /)R A WA, BERE. ARFEER, 2B0R. RERS]
AE LI TNBS 5 CS7BL/6 /MR I NF-«B. MAPK f55iB%, TNF-a. IL-18. COX-2 il 107-111
iNOS ik |
SDS i 7 R aG A ] JAK/STAT. INK {55388, B ISC (it B 5 5 A0 4
1k, CAT. T-SOD Fikt, WG4
DSS %5 C57BL/6 /)5 R AH Y 45 MAPK., IL-6/STAT3. AMPK/FoxO. PI3K {5 5@, Jt
T, WA IRITRRACH, W R R A R AL R ¥
Rik

B KR M6 HEMGZ B+ ATP % S0 RAW264.7 4 #%] NF-«B {5 5@ H NLRP3 &K AE/MERNE, BE 114-116
Nrf2/HO-1/NQO1 248 IL-6. ZEAKE|, N FERN
MM, B M B R, TR BV A AR

DSS 3 CS7BL/6 /) iR A5 A FURRAT I . PR FREY, BT AL, TR A
claudin-1. E-cadherinf, ZHil7r1
FHBHERLA TNBS % 5 BALB/c /M #i % M) NF-«B {5588, iNOS. MCP. IL-1p. TNF-a. MPO 118-120
TEAKT, BB, B EA R
HepG2 4. LS174T 4f Wil PXR, 401 NF-xB {55 @

DSS %5 C57BL/6 /) 5 WA SR, bR T A, R
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BH  ABEI Ry DSS %S BALB/c /B BELIT TLR4, #%3% PTEN A1 SOCS, #ifil PI3K/Akt &%, # 123-125
W Tth/Treg 40/ ~F45
DSS %5 BALB/c /) IR #E17) Nogo/RhoA {55 @B, 177 My Al Mz EREAH ARk LL
fl, WAFE. IR, WEIRE. WEREEE
DSS % § CS7BL/6 /) i NLRP12 #i&1, IL-1p. TNF-u Eik|
=hE DSS % SD KA PEIT PI3K/AKt 5 51848, IL-10 Kik1, % M2 BEMEAIM 127-128
#tt, Bel-2. Bel-3 %ik1, Caspase-3. Bax ®Kik|, ZO-1.
claudin-1. occludint
Pam3CSK4 %S RAW264.7 4iffi. DSS A5 #EfW MAPK. TLR/NF-«B {5 5# 5%, TNF-o. IL-6 %%
C5TBL/6 /N AER |, B, MPOifitE|, CAT. SOD %Kikt
HEHHIV  JREHHA S CCD-18Co 4 T NF-kB {5 5465, TNF-u, IL-p. IL-6 ik 130-132
DSS 5 CSTBL/G 5 8), JeZH. v-TIKFE 0% STATI MBS, V8% STAT3 (558, MitrEd IL-
1) BMDM 4111 1B+ IL-6+ iNOS #i&|, Ma#5EH TGF-B. Yml, CD206 £
&, MM
TNBS 5 SD K A ATP 51, I B-catenin [¥#% 5 i, #1] claudin-5. occludin
VAR
£2 B §iES DSS % § CS7BL/6 /I A JI%) NF-xB {55388, TNF-o.. IL-1p. IL-6 Z2ik|, MPO| 135-140
TNBS %5 SD K i VA7 GATA-3/T-bet, {23 T 4HHl Th2 RAEMHAE
DNBS 5 SD K i VAT BRI Z TLR/NF-«B {5 5@, —AMWE. ABAKF,
TNF-a. IL-6 %%, TGF-pl /KK SOD. At H ke, P-
BEHZE. ICAM-1. iNOS ], /> NEUT HiZiE
DSS 5 CSTBL/G /) iR 5 NLRP3. Caspase-1. ASC #ix|, BiL NLRP3 Mgk
RSL3 Hl# 1 Caco-2 4l ffsi A % Nif2/HO-1 #2428, PTGS2. FTH. FTL|, TiBi%iH1:
DOPS DSS # 5§ BALB/c /)i FH A FELIT NLRP3 {5 5ifB%, oG G ALK, IL-10 RkK 142-144
F1, Caspase-1. IL-6+ TNF-a %%k |, P-arrestin 1 514
DSS # 5 BALB/c /> il i WS Keapl/Nrf2/HO-1 {5 5108, WEHA 4], WIEE,
SOD. GSH-Px #ik1t
DSS %5 BALB/c /) il 57! K LBRATE. BERRELBIY, BRAFH], SCFAs =
£, CEEE. TEREVKFT, ZO-1. occluding
HAZ W DSS %5 CSTBL/G /) R B TNF-0., IL-1B. IL-18 fI IL-23 %A |, W75 Th17/Treg 41H1°F 146-147
fiif, ZO-1. occludin F&ix1
2.5% DSS 5 CSTBL/G /MR iR TR AR, BEH. M2 mE], WimEmi
HEWIBEF=AE SCFAs
i RES lE 2 TR RAW264.7 41l ffu 5 JI%] TLR4/NF-kB 3842, IL-6. TNF-a %ik|, Hifl—SMLE 148-149
R4, INOS ik
TNF-o, HI# Caco-2 41l il ! #0%) NF-xB /)5 MLCK-MLC {558, 4I%iRiiEs
|, TERY, ] IL-8. IL-6. ICAM-1, MCP-1 (43
Tk TLHE  DSS ST CSTBLIG /MR TNF-q. IL-17. IL-13. IL-6 /K°F|, SOD. &Mt Hfk. IL-4 % 150
B, W ENAEDB AR, OB WR. THRAR
SCFAs?
SHILH  DSS S BALB/c /MR sIgA 7M1, NK. CTL M4tfaitEe, WEAmmT ], M 151
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