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Abstract

Ulcerative colitis (UC) is a chronic and non-specific inflammation of the intestines with an unknown
cause. The disease often presents as recurring attacks, making it difficult to cure. It is important to
note that UC can progress into intestinal malignancy, and long-term chronic inflammation increases
this risk. The NF-xB pathway plays a crucial role in promoting cell proliferation and invasion of tu-
mor cells and vascular endothelial cells while inhibiting cell apoptosis, thereby influencing the tu-
mor microenvironment. Numerous clinical and animal experiments have shown that traditional
Chinese medicine interventions targeting the NF-xB signaling pathway can effectively reduce in-
flammation, promote intestinal mucosa repair, and restore ecological balance of the gut microbiota
for optimal therapeutic outcomes in treating ulcerative colitis. This article reviews the NF-xB-re-
lated pathways and the intervention mechanism of traditional Chinese medicine in order to provide
reference for clinical treatment of ulcerative colitis.
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1. 3]

B VRS W 2 (UC) & —Ff 32 22 38 e &5 B W AL J RIS T 2 (08 P e S P Pl 6 Ve, i AR SR
THEM, HMERIEATRE, 2 RESEMETREBERE, M™HEIRLEEW, kKR LFEERICHIRE.
JE R B R R A SRR o FOCBEIA 1Y 2 38 s B (08 1 4 0 5| S W B AR E e s P 388 o DA S i b
B DhREFRAR[1] . FERER AR R AE MG E S, AR I8V R FRILE . SRR,
A F UC (k000 2 B B R AT e DR 3G . Fo, PERR A B3R UC B R i T A BRI KF,
HoRjE ik 505/10 3, FEEIE 286/10 Fi[2]. fEMWIM, A e I E 52 HA(L72/10 J5), HoEsE
(30.87/10 73), A BonFE UC MIRFEFRA(LL.6/10 1) [3], REFKE T ML & KRR 57
T3 Rk B AR LA TERAR K, (HRREAER RPN DR, HEgEDORME B RSB,
N2 @At ek, FRIE UC [k Z J B B2 i Pudi g K, fEoRsk, FREN I e 48 n it uc
o pE s BT BRI A SR 0 H 25 3 Ik i = fug 4]

BN, UC BRAITE RS, SRR B B I AERThRE A O, UC [ BRI BN AR IR AR 5L,
PRELR AR A S B . WSRO, RN R R EONIRA, ARG 4 . EE DL
B RO E, REAMEERE SR M . ZMHUARE A, HERH, HAREEZEAME, AT
[5]. itk 4h I 9 Hh R 297 & SR WL (2017)) K5t VE 8 i R o AR IR #GIE . SERHURIIE . B S
MRZIE . FERGEIAIE . FACRREIE . MR PHARAE. BRI BiE 7 2, 5alRAA 2. AkEm. &%
FIAREG DR, JREZ AT R PR L& IO BE4 A U a7 [6]. HERZTEiR
J7 UC A E AR, R w2y 285, BIVER D RRE S, I H T ARYER 21k,
PHIEWRR, v DU R E SRR IR T T R

][l
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2. NF-xB B4R

T NF-xB 2 —Fh 5 Ak, WA ps0 Ml p65 MR &9 H i W [7]. 76 IEH &0
. NF-xB EEA TAMRIgnim s, E¥aERxEE, Fohe 56t E A «B (1kBa. 1kBB Al 1xBe) ¥
RE G B PR32 B AMEPEY) T (A LPS) B A 28 40 B IR F-(W1 TNF-as 1L-18) PRI, 40 s EAH .
ARG, 5 S AR B AT b, 4E M5 T DABERR AL 1B G (1K), SR JE B0 1 1K 3 — 2D ik
IxB IR Ik, 1xB MM RIEBE R G KA, ARG5S NF-«B ME S HAEZ RIS T M7,
MBS 1 NF-xB MR 24z b . fE4IRZ T, NF-xB 555 DNA FHI4E A, ARG 1Rt an i ¢
R, ADoK B R R N A (ELE TNF-a. IL-18 #1 alL-6), MIMEHERAE[8]. NF-«xB 253N S THL
P2 TR S B B I RRE SONE, 5 2 M S Sl R O, B WA TLR4/MyD88/NF-xB. PI3K/AKt/NF-xB.
MAPK/NF-kB. STAT3/NF-xB Z&iliig. i@k AAEE 2 LG ST, XEAEA R s ]k
PRGBS M VER . MOfT,  EARDUEA— AN IS S8 T LA SRR, s 52
AME 5B A

3. NF-xB X {E5SHEE%
3.1. TLR4/MyD88/NF-xB

TLR4 (Toll FEAZAR 4) & — i1 98 i Al G S B 1 85 RS SR ol 52 4, J 3l 98 0E I B2 PR 1) 11 [9]
[10]. EN MyD88/NF-xB 15 5 # (I G H iR 1, 28 REAH MR+ vl 3#0E TLR4 JF Ll TLR4 [3RIX,
e A MyD88(fEFE /b K -1~ 88) MK f¥115 5 1B BRWHUE NF-.B, M5 3l S 5E I SAE S N, Bl = %8
FREEHE IL-18 1L-6 TNF-o Z5 2 P2 S A0 M R -1 R BE B 0 7S B R 6 5%, 3 RS RE A R R il B
T, B4 FE LA B B RN N REAIE (1 4 B SO0E IR SRS AE o B [l BELIBT TLR4 R mT DAHIHI 8 E[11] [12]

MR T (RTFERMFRTD hoeF & EAXLP)IEE “Ia/N LA BAHE, M50, KEAML,
NEsR IS, BCRRIMRI, BRTUSE, ARBRE, VRS, BrRRgE” . R XLP R AR EE
BA W AT UC, (HE LG a5 EAMRIAE, XUk S UCHEIRIEF ML, A EE T
R B XLP AT LLE 2 AL 4H] TLR4/MyD88/NF-«B 15 5i8i%, 5 DSS 4AHLL, XLP 4454t
TLR4. MYDS88 fil p-NF-xB [{]32iA 8 & FFK[13], X5 FIESL T XLP Bz KA 7 TLR4, Mifi
O T 5 R RRE IR LTS o 7 Wei Ge [13]7E H 5256 v 2 I P 4 ok, ] LR 25 #7141 TLR4. MyD88.
TRAF6. TAB2 Fll NF-xBp65 & [ IS, UESE DY # A% TLRA/NF-xB 15 = % 14 il 76 FH

HHZ AR AR IR [ 141 MBI T 23 B AT B K — ol R SR S MEIRR A W0, AT BIF 9 S s 24 AR A mT 0 o)
TLR4/MyD88/NF-B {5 Fid i, % DSS #5345 % BA R 1EH, @did Fifghn R % ETI)E A K
PRV HEARIR A0 M7 WA b 2 1 RAE B i BB Th g, I HL 30 & 77 & 24 MR AAH L FP IS 7506 TLR4. MyD88
A1 p-p65 FrIFII T A 5 o JE AN [15] 2 th B 24 JE AN g sy, AT I kD 2OREE 5 R R IE R
H ek e e, B R UC BB, Nan Wang [15](0RF R 45 3 2o JEANG B FIK T DSS i S
) UC /MBI R 40 7 TNF-a. IL6. IL1S8 A1 IFN-y, ‘Eif_ i PPAR-y 135, T TLR4-NF-xB
T, XERIEY, JEAMRLE UC /N R R R B RAER, IS ENLH S PPAR-y-TLR4-
NF-xB 15 ‘5 I8 B (0 0% . FUF-[16] 7] 235 FEAIK DSS 753 (45 % 28 /1N BB 15 Bl R 2L (DA V47
WK AR, RS A SRR, I 2@ T TLRA/NF-«B/NLRP3 B2, I Hit
AT DAY AR UC P 8500 i A ) B B R A o

3.2. PI3K/AKt/NF-xB
AR ULEE 3 WS (PISK)/EE H LS B (AKL)/1%#: 35 [RF(NF)-xB 15 5 18 % /& il 28 9iE S 37 A 5 Bl %
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2 WRRAERNL SG5E . ST TRI[L7], 1238 B 5 9 R S N K Jig R S o i 1Y) 4 o 0547 70 4 B8 2 () Bk
F[18]. PI3K J2& UL Tlf A ot Ve 1) 2 Bl , 0 I 7 0 D LA V% P R B I TS JULRE — B R (PIP3) - Akt
e MEE ], N S pH ZiMik PIP3 454G 5 R B MM b, VR Akt T DUOBGE NF-
kB, TKE NF-xB HIF&363E M, JAsh BRI 5%, BN 1IL-6. 1L-15. TNF-o S50 R4 K7 1 7= A4 [19]-
[21]. AWFFUEIES ) b R A JE T/ 40 i PISK MRS PR A2 S E, AR T Jo AR ) 2 il R o B 1) 451 55 2
UC RIR I EBHLHI . —, kb e 57 b () 2 7 75 B2 i L R 4, $ef) b 57 40 B 25 Fi897 UC B e i 2
[22] [23], KKk, PI3K. Akt fil NF-«xB SR ATERIVE T HE A

2577 NS H18] (RSBDP)Z H B R YT 772 “ I it A1 N FH T 1 PR () 284 7 741) . WF L3R H,
RSBDP EAHi4 « UG AR & & 1R, 7 EIRIR L O 2 N T B s wi, FE, RSBDP i@
R IL-1. 1L-6 TNF-a AT IFN-y K40 2,4,6- =43 KR (TNBS) % S K R4 45 LRSS ik
occludin. claudin-5 f1 ZO-1 mRNA & [ 3Rik; PR S5 EHEAS W LB S . Zhen Ye 2481
UC KRR AYE g2 A\ S 025 BT i85 6 PIBKIAKYNF-B 15 53 B 0], sk b 4 RE PR T IR i, 1 1
THHOCH ¥ Bax Bel-2 M3k, 4ERFpiafa S MmERAF . 5%5%(25] HQD w] L@ 1] PI3K-Akt-
HIF-1o #1 NF-xB 18 #% 035 2% | DSS W45 2 /N BRIE EigAz, o503% 7 DAL, WE T 45K,
HOGE T b R ani B R, HQD YA T J5 2ORE A 15 1 RNA (MRNA)RIEKF-BEAG, AiE e ae 2
P FIRE

HZg Lk AT 2 (DHA) [2612& — R & B RATAEY, w2 HE—ZLPUEs, W7\ i &K DSS
T M PIBK. AKT. IKK. IxBa Fil NF-xB (p65)H B2ttt = 75 44 P Ak 4030 1 UL T 8 3 B 35 ks, &
BT PISK/IAKT F1 NF-xB 15 5B BA MR E . AR PF) [2712 WAAT 2R IR B R AR sy, B
BERPRA G TR, E—TFFE . PF Al iiE T4 (SC) S8 11k, LAk UC il
FRREAREE, B TR ERN(DSS)E SR, o T kSR, PF T ISC 1)
BLHIAE IR S22 @ i 1] PIBK-AKT-mTOR {5 51& S, FEARSL, PR AMNEGEE T TNF-a iS4 1
RBEWAEL, W HAERIN T 5 1SCs 2R FA A 9 1 2L KR 3R A i Rk

3.3. MAPK/NF-xB

MAPK & —K 2% - HaAREDME, ERZ 2B M. BE. RN E
P RUS RS B0, S SR BHMRAZ N, 1558 R G R g% k3R 2 MR ER - MAPK
BHEAFEREE: LB sME S5 (ERK) . c-Jun 25 R i EE(INK). P38 2% J5iE{k K
1 ¥ (038 MAPK) . MAPK #1234 & [ F i, 40 P38. ERK A1 INK, TLR4 thili%i%i&1%[28], TLR4
H0oE MyD88, MyD88 il TAKL, FfiJ5, P38. ERK Al INK # TAKL i#uf, TAKL #uGEA 1 (AP-1),
IXRRER (A AR AR 28 40 B IR T I 7= AR RN JORE FI R 30 [29] . BRI B, MKPL /£ MAKP &4 F (i
A7, RS /)N B JR) SR 4 B A0 TR O A S SIS 5, AT DN EE 28 SE A28 B 40 4%, MKPL 52 S i) ) [a] H2
13 MAKP [RIE/D, ST I NI 2055, NF-xB & MKPL {5 518 % S 2 1) R G S 7, 2 RER
BB S N7 F B — 3R [30] [31]. PRIk, 45 NF-xB 1 MAPK 15 53 R i A Ay 421 I i 48 5 A W 51 1 6
IT AW o

2R TT: ERRAEZ[32]5E H UC I “Bp#aum 7 SUl, YONASIRE “BpvER” . GISIiE b
iz DSS ¥ 31 UC KEZEAT T, 45 R BRI A8 R M5 MAPKINF-«B 15 5 I8 B (135 A0 S AH 5 R
PR A, BRI AR 28 1 200 i X1 - P e SR ORTRR TR, 4] S8 S AR 9E S« Y uan-yuan We [30] &K I~ 2477 (SY D)
BT AR FEAIC NF-«B P65 Al P38 ik, MM RKIEPIIAIEIEM, SYD iEF#MIK T caspase-1 i& 1%, #iii
NLRP3 (235, M0 7 AT,
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2 k. 2SR (AAC) [331E L HMH] MAPK/NF-./STAT3 15 Sl % DSS #5517 Bl k7
P4 % . AAC AMIBESNH] MPO BEAN R MELIMI IR 7 (s B IL-6+ po IL-LTA)ISTE 40 lh, F 281 A i
(o B IL-B)HILERIE, i HIiBREINH] p38MAPK. ERK. IJNK HJBRRIL, MK NF-«xB. JK2 [IEEE
ke TFOENBRBAR T A GO EER N AERYER T, LATAEY) CX-10 (FH %8 O3 W BE & U AL 5 R),
HAMRRMPRIER, HHF7 KL CX-10 7] FA{K NF-xBp65 (1%L, R T p38 2224 JFik1k & [ ikl
(MAPK). ERK Fl INK HJa%1k, Rtk CX-10 Al i@id ] NF-+B Al MAPK il 2% [13#0%, 4% DSS 755
flI7NE I UC. Lin Xiong [35]HF 7t T AR EI(EEAR)ME L I MAPK/NF-xB {5 5 fE/R N 4hxt DSS Ff
SR R TR /ER, 455 EEAR W] B AMHI 45 MAPK 1 NF-xB 15 5@ B BBk, M
T JERE SN, RA i B Jo it

3.4. STAT3/NF-xB

STAT Xk, RUESESMEFBIEED, &t DNA &6 Rk E AR, HaEW 8GRk
5 FI(SH2. SHI)RE 5 & A MF IR L ER R IR MK BL 25 A o STAT3 245/l ILIG—2%, RS2 7E 40
Ji 53 v LG V& 1 T AR AE[36], STAT 0 S FH s 20 BRI 1Y) JAK S SR A R [37] - WG AL I3 R 8 1
STAT3 #smA, e Nz P Re TR IL R e 5%, S 59U, 20 o Ak i 55 00 RV I 8 A il
GAYEERE, X R IL-1. 1L-6 R [E RS 3, STAT3. P65 Al p300 #1251k Bhix —id 2.
NF-«xB Il STAT3 Z [AfFE Z FE L, REEFEILE) STAT3 7] EEHUX NF-«xB Al 1kB-a TEHE &
IkB-o NI E S RelA JEE AW, L FHERF S, STAT3 5k NF-xB 136 M IR 8 3 40 o i%
WEF5[38]; 34, NF-xB fl STAT3 AR REERE AV, ILFEEM T HEFE AN E )7 XK, 3LFE
WA A R R 3% [39] [40]

W25 75 Wang Kang [41]588 0 T Ik 35 2537 6] it R 46 W 9% /N BRI TT 1V F BpL, T RATE R 72
ORI, FTEZS A R h 2 BB A A 4 STAT3. NF-KB. IL-6mRNA J77E [ 3£ 35 /K P AH LR A 40
B A%, HACRAE R i R IR TE N B 2 o Ik (1 Sk 5592 [42) 75 B 87 1R 7k P9 A1 S8 Hh 4 iF B B PR
IL-6. STAT3. NF-xB. NLRP3. IL-18. TNF-a [J3RIE, JhEELEM 00 2 AR RERE . BEM &2 (HID)
il STAT3 {5 5% &% S5, HID 45 An MM T B BRUTRURT B M40 i fe i I S PE R R AIG, B SLdds
T UC /NRIPPREAR (M E Jek 32« 1), BFAR 45 R 2 R4 Rl 7 (TNF-as IL-6+ 1L-18) FEEIL A AL P (MPO)
2.

HHZj AR Wang Qian [43]7E R 72 H UE 523 2 9 22 0 1T BRI M 45 19 2 R BRI IL-6 JKF, i
STAT3 i&feH sIL-6Ra fil gp130 A MIFRIE, i TR RmALF STAT3 F1 IL-6mRNA [FJ3iL, M
MR L W RAEIRDS, DRI AVE R 2R 2162 B (CP) [441% KB &5 R A BB /EH, Tao
JinHua 2 W5 K, S50 RIEVRE—ERE LIRE R IEE K, JEHIRITE pp65. TLR4. p-
STAT3 I p-JAK2 [JRIEK T B EFFK, 45REMH, CP AR —FhE1E IR TNBS i S04 1 4 (1 [
%o

e 25 1 98 IR FL RO I TG . SR e X, gt S AR AR B NI MR 2 —, RIS Bl 5 22 30F I
MO MSE, NOZRhFrsultE, REGHL R EEEKAR N, B82S EAZRKR
2B BAEMIE T, TAES B & KR AWK M5 . 2571 NF-«B {5 518 #%7A77 UC it
FErp, ATRARHE B B, R 2 ANIRTTEET RS, TLR4A. MAPK. STAT3. PI3K #FAELL NF-xB A RS
SZHRAT, LR R SORER TR, REE UC SR, AL, TR OGT NF-«B 5 B MRG0 1)
PAL BT TR ANk, LR A AR A ] i 1 SRE FAT ORAPVE R, i T8 BRI M1, M2 [ 3R3E
B RN JERE R 3E g AR 3 W B8 S AT F RO RE R 7, (R 0E, 5 BB R, S| 2ORE I
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R ES, Jun Sun ZE[10]RAE SE56 Hh A L5y R /R H Bl i BT TLRA/MAPK/NF-«B I ER {21 M2 A g
AR TTIR B A A 9 s BeAh, AW T YR R S s . g b R 57 e e BV IO oAl — KA,
H W D) Re B A nT A A B B ke, AT 5 BUE MR (IBD) I AE , A FRUESE, NF-xB {5 5 I8 2%
TE AT DA — DO E R, il SORE[45]. DRI, I 0] NF-xB i 2% R0 ] [ WS — R R IT T
B2, RERAEREREEAMEEN TS, 1697 UC e — B E R EE, w55 ANRIZE,
DU R 2 RRTEVRYT UC ey KIEM, RIME SRR 2k 7).

BE 3k
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