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[Abstract] Based on the intestinal barrier, this article summarizes the mechanisms of traditional Chinese
medicine (TCM) in treating ulcerative colitis (UC), aiming to provide more insights for clinical management. TCM
can protect the integrity of the intestinal barrier and reduce inflammatory damage to the colon by promoting
the proliferation, migration, and repair of intestinal epithelial cells; regulating the expression and function of
tight junction proteins; alleviating oxidative stress; promoting mucin (MUC) expression; enhancing goblet cell activity;
and increasing the thickness and continuity of mucus secretion. Furthermore, TCM treats UC by reducing the
Th17/Treg ratio, promoting the conversion of pro—inflammatory macrophages (M1) to pro—resolving macrophages
(M2), inhibiting inflammatory pathways such as NF-kB, JAK-STAT, and NLRP3, and modulating the gut
microbiota and its metabolites, thereby regulating host intestinal inflammation and mucosal immunity.

[Keywords] ulcerative colitis; intestinal barrier; mechanism of action; traditional Chinese medicine; review

BS54 (ulcerative colitis, UC ) J&=— i L iz 18 it i 2SS E W UCKIIG R R BB I 9 BT, FR A A
AT AT 012 P | S5 A2 1 B e i R P ) R M B a2, H: [ F2 B2 Ay 4 BHEIR, N2 0 B ARRGR 2 AR UCHRRE 2
SRR, EEAE TN ORGSR b T ] R AL L ARG, 20234 F £BRUCERE LI ]50007 , HERF

* A AR B T R E EFHECK AR B (182102311146) ;7 d1 4 P E 253K R A4+ A B (2022ZYBJ16)
ABEEE LR, B A EAEET RS & AP ES SRR
140



2026 3 A %325 %34  March.2026 Vol.32 No.3

*+ & s 518

TEAWT RS Horb FEh I ENBESEE A, UCHI AR A E R 52y
SRR E TR UCKRHILEI R A%, HRTHIFSE R I, s e p
AR 22 ST S e A I T 5 Bl 4 U8 PR S E , X
A BEAUCAI Y B R K9,

FI R R L 2590 h AR K s AR B ASTR 2 |
A=W R G R R, R B E R R UC, (R 2k
FNRIAE T TaD AT ME LAt 3T {4 29697 T /A
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AL, BRA SRR 5 ) BT HEA 3 AR A BRI I E
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3.1 PR R An i HHE# B (licoflavone B,LB)J&
— MR A AR R TSR B  ZHANG JAERE
Tk A PN S A BB T LAt s 400 ) 285 g A O ke AR A B
S B 1 2 B 1 1 AP LB 34 e axt BHL BT 22 24 [0 A AR 1
(mitogen—activated protein kinase , MAPK )il % & #1/ Y7 UC
THIE, IR RITFEHANAI T UCZ P T A M &R 1%
i AFRE P L5, ARG L% 2 D1 FU Y PA
WF5E A LIS 5 4R Y e R A BRI X e/ N BAT
W AR T RICR o 1L 52 3 4 ) RIS o 86 B AT Ak L 9/
F M9 -2(B—cell lymphoma-2,Bcl-2)/BCL2-Associated X[
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Il b B AR AN B R B, DR 2 Il AU SE B, I AT
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FTUC/IN B L3892 T AR AR S h S AR i , EAT 15 1L B %
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FERIEY 1 (Ras-related C3 botulinum toxin substrate 1,Racl)
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receptor 4, TLR4)/#%HF«B(nuclear factor kappa—B,NF-kB)/
IEALAE-2(cyclooxygenase—2 , COX-2 )5 5l 2, B AR A 12
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during transfection proto—oncogene, RET) i, ik H Az 4k
RET, 7201 5 4N RERL A , G P HEGR B, AT 2 UCPY
[ b= Je (R R A R B B T AR R 22 (interleukin-22,,
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Yo, BRI NRI S -ERE IR, BA s S 1 i
SHA J YAEUIRFFFE & B, DF AT LL_E 3 S e d il /s B 375 Fn i
T AR RSER T~ (tumor necrosis factor—or, TNF-a) vy
T4t 2 (interferon—y, IFN—y ) IL-6 FITL-1B F) & &t , 454 Bh
PETZAHMLL(T helper cell 1,ThD)ARBIPETAHII2(T helper cell 2,
Th2 ) 24 0 R 2 I P, 488 oo i 286 5 o 14 3 325 14 [
if, DF i A 3 4o 6 75 MAPK/NF - B 5 5 3 5% 0/ B o e
5 R S e A /I BU b B 200 ML 08 T 0 i v i 3 1 N A
P, TR R I B 40405 o TR H A IV 2 — MO B G 4
B KRR STIAN L LAFSBESE R B B IV AE I 19
5 T M SR 25 M (signal transducer and activator of
transcription, STAT){F S , #H i & ELWE A0 (macrophage 1,
M 1) IFAE AR T 1R F WA (macrophage2 , M2) Y7 A= , B4
WU I IS TAT A5 5 388 i BELIAT 15 06 41 A M Ak, ook
RSB 7 A SR EL VAR M2 AL, R R A
Pl F7K o 75 5 3518 (artesunates , ARS ) J&—FP 5 5 R ATA 19
A A N  DAHURR ) A i S B T T AR, 2
BRI IRPUEIRTT IR OYIN S JAFHINE 58 & BLARS 7l 38
S B TAIAE17(T helper cell 17,Th17)/J8 T PETAIM
(regulatory T cell, Treg) A=A, $ =5 25 1% thM2/M 1 E BE4T
JRUAS A B, I 5 5 3ok 2 6 e A0 AR DG 4 48 i PR 1 4,
SR Z R 1 (arginase—1 , Arg—1 ) FITL-1093R35 . [A] B ARS AJ
g5 5 7 — A L 2 A 8 (inducible nitric oxide synthase,
iNOS) \TL~1B IL-6 FITNF—a 55 AH AR RAR GBI 235 , AT
YR GRS , Gt DSSTE YU C AN ARS AT 1Y A5 4 i
# (endoplasmic reticulum stress, ERS) , fE M e fa S PR AL .
CEN L FAFIFSE A B, £l 5 ST LA S 2 B DSSF T 1)
NG A AR A T R R R AR A, AP R TN~ TL-18

TL—655 2 4 240 PR - 19 22 3 o JLAIL i o] B 24 ] ik 24 v
TR Th17/Treg 20 ALY T BERE AT , 410 42 4 48 it R 7 i 2
FIFRA , RIS B B o/ NEE R — i A Fh 2383 A
Sy ESAS R 1 AL e, FLA BB R RS 1SR o /N BER T 3 ok
Wt/B—iE I [ ( B—catenin {7 538 i, 3 INTIFHOCHE 2%
KRUMRAP I 1 Br b [l /INRERGA W] LA 5 Th1 7/ Treg «
ILCILC3HI A 18 52 Wl i , I S0 SN, M A9
Y% BRRRIRY T UCR,
332 ERAEGTEE  RAELSUCHZOHLE], TINF-B
PR UCKR RS R S 5 RE I 1) 5 258 B 18 T
(Neohesperidin, NEO ) /& —Fl — S #ENIAb 59, BB D% |
PrEA FURSEEHJU T YSRESE &L, NEORT LA i 1)
HHIMAPK/NF-kBf5 538 8% , FEARSAE A R T 7K F , eIk iE
B, T MRDSSIE F A UC i S —Fh i A 258 24,
0 K] PR A A 7 2 S BB B 45 47 . ZHAO X
LEIF ST S IR, R H R R I A AR T DA 3 1 R TLR4/NF—
KB 5 30 1% 0 TG BHL 1 i 3 21 20 A TR kB ) 2 P o
(inhibitor of nuclear factor kBa,IkBa) ) T ¥4, BH KT NF-«B
P65 IEAZ LT, M IL-6 IL-8 FI TNF—o S5 42 YE 4 i
PR 14 430, ok 2 8 S8 A0 R S S B, e 3 06 A2 S 28
AR

NODFEZ IR 25 H BAH SE B 1 3(NOD-like receptor
family pyrin domain containing 3,NLRP3) %4 /MATE I iE F
AT AE kb AZ 2056 1, RS BE & S e R
TR st A S R TP 2 ) RS R AR ) T R
(Rt 22 o IR0 I8 2SI 5 2 B P B 22 v S 1 41 N F -k B/
NLRP3/IE K 2 11 1 (Caspase—1) 155 18 I 305 , FEKMPO .
IL-1B TNF—o 25 SAE K 75 12, BESR TI R 2R 2k, i il uc
B B2 M 20 8 R E TN % itk W o e 4B 405 o A P S22 59
e, Herp 3R i 1 A 2 BEREIRMPO \TL-1B . TNF-o Y /E
LN R RE AT c MA RS R IS AR 1 T Rl 1
INHINLRP3 2 AE /MAAH OG5 538 1 (NLRP3/IL-18) I
WD IL-1B A5, Ty T1 74 BRTE AL , B ARIL-17 /0335, A
M DSSTE TF: 191825 1 4 v ) SRE 98 0E N

ZHANG X HERIF5Y % BU B RS H T IV T LS 2o BEL T
NEMEAILEL3 -4 (phosphoinositide 3-kinase, PI3K /2K F B
(protein kinase B, k)55 38 H AE , (2 2F T) 5 B2 (1 019
Fb, BEARAR R R 7K, st 3l e e g 4 3 DA T 28 it /s
W& % . S 2y BT URIR RE ROE M D it R L
2 K S B AT LA 3 B Janus B (Janus  kinase, JAK ) —
STATHH ¢ L U# 8 1 (p—JAK2 .p—STAT3 .p-STAT1 . Bel -2 1
Bax) A R W JAK-STATAR 5388 1% , Uk 4 i 18 48 A 2 1o
FE 2 I L R AR T T AEREUC/ N B B3 B 19 52
s,
34 TEHELTEEAEMFREEITUC
341 EYETHRILE  MEERERN RSB A
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PR 2R ITUCHY EZEHLH - 1L 22 B (kaempferol , Kae ) f&
— IR [ Z R 25 AR OB 9 AP AL SR . QU Y PR
T 168 TRNAZE K =538 7T 58 & I, Kaefig 52 58 A 18 7L
YRR ZREE AR B AR, QU Y PSR Kae T Hil/)N
S 2B U E M B R B DSSIA SR UC/N R, 45 SRIE S
Kae 1] LI 7 308 1325 0Bk AR U C o X AR AEsfff 5 e BAE
P AR B il 64 AR 359 0T A5 3001 i 1 R R A B EL
FN=E B o PR AT 3 5 1 LR vR 55 25 28 DR 8, b O A
THAT B R S5 B0 W 0 2 8, EEYEDSSIA T 45 1 46 /N R 2= LY
B R AR, BE AT UCHIAITER , B AR 2 i
JEIZAE I — 2 W58 B 5 th 3 CH R ATy R
I, ELA I AR R R R b 3R A T X v S 5T B
DSSIF & [ UCH Y /N U T8 i PUFF B8 1) 0 22 BE TR 1) B Sk st
A T A RERE DT B ) RBER T F B, FLAE FH 2 50 it
MR o 355370 i 0 25 U035 DS AR S B0 TR O, 189 Py
R A EREE,
342 PWEBARETY UChE L KR RTTRE S Rk
fiHE BISCFAMR I A 26 JBIT R (bile acids, BAs)fUigH%k
R AN €8 2 R A N A OG0, My A2 2 85 (lycium - barbarum
polysaccharide , LBP ) & M A AC 43 th (1 E G M o), B
AARRATTRNE IR T 85I R AR 254 T LL 7 Y25
WH9E K I, LBPREIE INDSS 15 T 1 UCKE AL/ ELSCRA FR 5 )
(W AR TS T i) & i, R LBP AT LA 58 AT 25 i
A= WISCRASTRIS A 77 A2 o L A LBP A 1T fii 38 3 18 35 i 18 A7
i DARIESORS TR 1 3 B DA B INSCRA By 7™ Az, & #E 25 2B o
LTSGR UC, 4 B RIE R 28 1) 2 4R A, F
FATF6I7 KRR Bk SR TS R B9 & BAF 2 0T LAsE ik
S SE TR Y 22 REPE R AT TR T Y T2 BE R T SCRA
PR B, P 52 DSS 5 (14 /) Uy 38 T THE 2 91, DT 2 5 80
o e R T A= ) 5 i 5 RS, 2 200 AT LU L 5 257 B As
14 7K SF- DA 2k 45 1 T8 4 8 Fa 25 R L% DSS 15 5 19 /N R UC 9,
WANG X JEFOMFIE & B AR5 7 W] ARt e A ™
Az I W AT A ) e, TRV T BRI R 2R DR € 5
TR A I AR 56 32 DR B4 = B o b o, MW A i A 7 A 3 T DA
TEAWRAL-2238H 1122, NTTHER 24U ¢/ INRIIE BB
4 REERE

UCR—FEPE R E MR RAEMERANG , LI 52 2, il
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