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miRNA 842 NF-xB & % T H ik 7% 1 4 19 £ 4a £
BERPEGHMEAF R H LA

EmW, IFRTT, OARAN, RS, REXS, FRE

(1. FARTP BEZG R — IR 2R bE BE AT 2100235 2. PHPEZE R — Mg BEBe BT 530000;
3. BRI P RES & EBE BRI 519000)

W OE.xmnaEmERFT A mEREEER N, K HELE W XA KB E (ulcerative colitis related
colorectal cancer, UCRCC) 232 F L LR AN HBRLEM X EFZ R THELRE, LA AT A5
KIE RS RS AR, RAFRR TR A, NF-kB B B2 5 -F LRI G 4 Jo B o 8 9 % 4m Bl 38 & 3T
B AR EBAF me A T ER R F, EFRAIF E S AL ST UCRCC A 4E A ALE T 4k 5 40 X Fe i B4
MR A Ko an L T AR X, b B 25945 UCRCC 89 2 F AU 5 miRNA 842 NF-«B @ 3% A £ AR X M, ¥
A L3t miRNA 842 NF-«B i % F 3 UCRCC Z_ 18] % & & [E 25 69 4F A 34T 4234

X%$#817 :miRNA NF-«kBi@#% UCRCC TEZ

doi: 10.11842/wst.20210508003 P H 5 k5 R2-03 LARAFIRAL: A

Wiz 25 1 % (ulcerative colitis, UC) 2 —F 45 UL
(4 B PR SRE , L DG SHEBR 19 2 i 18 S5 52 48 P AR
5 R R REE IR AT |8 385 R 14 0 LA K g 3 785 R I ) g
FEAk. FEIER N RE R AR IGIE B, EA I
JES K WML R 4R 0 S O T 2
I3 3 6 B i A 8 M RRE S, A BT 1) 45 i 3 R
I KB T A MBI AR (IR - )R8 iy & A Bl
& UC I KW R 84 T &, 45 W R AR G 45 W
(colitis—associated cancer, CAC) B B & Pk KW ¥ 19 /&
IR 4-10 15", UC #H 54 45 17 988 (ulcerative colitis
related colorectal cancer, UCRCC) i & i S8l 52 15 4F |-
THEFT, fEARIE , UC B3 30 4R 5 5% 7% UCRCC Y
KRR IR 18% , X AR UC B #H FE T 1Y 8 2 i
P 55 UCRCC AR S 19 FE B M 3R 32 A7 S M AF-i iof
O TSY 8NN 7B IR AN S VRPN 7 e R N &k
JEE AR A P A5 AH 5C1 h BEIRYT 5t T 45 T A AR
SR8 FA D N T JRAE SN, G A IR 2R VAR I A

A% B H:2021-05-08
5w B #1:2022-04-10

FI T % UCRCC HLIH 73 A W1, miRNA Ji 43 NF-
B {5 553 0 VAT S DA F 28 AL 3 UCRCC 19 7
T F . A SCHE miRNA P 52 NF-«B {5 5 i B 5
UCRCC R Hh2h T HUAE I B S R ik R it —
AR AR o

1 miRNA ZIRHEERREXETHLELRE
HLEI B 3T

microRNA (miRNA ) J&—Z&IE 4 RNA , Xt 5052 2
HLE) % BTGRP AR Y 2 A K g A e e
AR AT AR, 2008 4F, Wu 25 N RN £ T
miRNA 75 55 M o v s ik o Bl S Ok B2 1 oF
FE R BAE R AE M I I BB v ARORE 1) o 26l s A 4 vp 5
W AFTEZ T microRNA F23k 5 51,

TR B miRNA 2 5 T WA K (7R85
PR, miRNA C 3 Wi Bk 22 B i 19912 W F0 s AR

R B RAFEALET S @ ER B (81660795) :miR-146a HIZH B 45 X K KD B M A S TR Z A FTRIEAR, A wAFFR,
* ok GBI IR, B AR A TR, ZRRR G R R TS
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YIFRIC ST T, miRNA 78 22 FhoRM: ogg 529 1) & A ke
WO S R Sl AT A5 B A T
FESE LG e R Y] o AT 155 412, 76 il yeg 441 it J&)
W T =B R A B B L3S LT AR AE A
miRNA F Ik 75 15N

ZAWFFTIE S miR-21 .miR-223 7 UC & UCRCC
BE M AL i b & &8, H miR-223 7H & 2
& 5 RAREFH AR R IMLTT , C— S 2 [ ¥ E ™

WEFE 4 W], 76 UCRCC &%, il T UC 1y 5
SERAE N, FECmiR-21 FIAIE i, 718 Z 5 5 v
HE—2 N B b R A T/ A W R T g — 2
WK T Ml A A i AR (T & AR AR, 2016 48
Shi®' 5 7E Gut BF5E 48 H - miR-21 15 JI7 %5 I v iy 2 38
i : UCRCC >UC >HH AL AIRE > TE R 08, RT
I 2F 5 22 IH miR—21 AT DL i b 835 20 4 A8 K 1)
Fe5, T A B 9 0 kA, T UC R 45
B SR A . miR=21 BN A E UVl — 4~ 56
SRR, 7E UC S rh , miR—-21 K35 T4 Al 52
T Y R AE B 5 1 miR-21 ik bR ] {45 38 b
37 PRGN, P 7k T R B A IR, DT 2 — 25 i R
JiE 1) S

X 58 2 B, miRNA-200b 26 ik /K °F 5
UCRCC & & B2 A5, 72 UCRCC H' miRNA-200b
FE3K T 1H , miRNA-200b 3 i # AKT2 B9 ik, s —
A 4 9 T NF-kB/IL-6/STAT3 33X — 2% B 52 )/
N & AR A

XS 1 %k /N BLUCRCC S B 5T I, let—7
YE R — iU RNA {5 5 38 #% [L-6/STAT3 /EH T 1)
c—Myc H19 55 J5 987 5 R iy aok B2 3R 3k DA K Tet—7a 41709 25
PRI 3k A B AT , ol 45200 if 3k B3 184 5 11 7 A UCRCC.,

JEEEH T 5T 26 W, 78 1L-6 /STAT3 {5 518 HAF )
T ,miR-181b 7£ /N i UCRCC H 5 i3 kR A

XU BT 2 B, miR—139—5p AEAE I 3 4 il {12
AT (W IL-6 .\ TNF-a ,COX2 FI MIP2 %) ) £ ik , #1l
il R 5E 1Y & A AN K R 3R de 4 B AIK UCRCC 1Y &

miRNA Ji# UCRCC 1 AL 35 22 28 o I 45
SAE R FIKF- | 18 B i B 38 A 1 & AR R . AR
H AT KB 0F58 S5 R T miRNA SR AER FZ A R,
HAT BRI (S 58 B 0 1L-6/STAT3 , = B AETEH B 1S
SR AR A BT BIRAWESE R — SR T
fia) ] A2 TP A Al

2 NF-xBEEEMGHELEHXEXEELELRE
BB 3T

NF-kB (Nuclear factor—-«B) J&— ) Z W) BE A% 55
SR % Z2 At i R 8 B PR R A K PR
K HARJEEAE L, v 3l 3B kB AV a5 R A R
S5 G IR AR DG TR 7 5f  iE T 2 5 2 9 0E F
G REMIA T, NF-B 164k 5 HLAA P8 7 s A 56 3%
DRI SRV, T 75 200 B 7 35 o i B i 5 A A
NF-kB 300G , AT A2 F 48 M 1 19 B (1 TNF-cx
COX=2 IL~-1.IL-8 LA K 240 Jfi 4 356 Joit b3 figk it <5 241 i P2
T, M 5 TS 5 0T DLIE [ AR HE NF-kB i
b, TRk 0 S P SR mT B S 356 0 e g ) A B 7 i
Jei 20 2110 h Y 3R IR R R Y ik — 2P R
JE L MRS R W, SORE I s A I UCRCC i
H W IE NF-kB f7E 7 TG AL S, 50 15 1 3l 1
7 v S AR

TNF-a  IL-6 A] DLl i NF—«kB KA A5 53 BR 7E
UC W) R & A B 722 o B2 b & #EAE FH, TL-6.
TNF-o i 33 84075 NF-xB STAT1 STAT3 255l B A2 ik 2%
Jii 98 A ML A 3R 9 5 R RS 1L~ 17 A R R S0 PIBKY
AKT/NF-«B 15 5 18 [ {12 i7F 25 i 98 40 i (%) 38 4% A i
O PR PR AR Y TNF—o i 3t DA 3 W/35 43 W 7
35 TNF-Rp55 A H.VE H AT 3076 NF-B o 9 2 1%
-, 518 )1z W25 I 2R D TTT 75 5 25 I 9 & AEMY
NF-«B 15 5 i [ 9% 1 )8 #1 3L [ PCNA Fl Bel-xL 7=
Wy, DT S 200 i 358 G RN 1 R T #F UCRCC H & 4%
HEAE™,

Greten 5152 16 2 B UCRCC /) BR 45 i b i vp
NF-kB F3k R, 38 40 i) NF-wB 3l i ] 5 5 10 AR
J 18 9 i K eggd Ak

gk AN FL UCRCC A AL S 56 25 S 6 B - 25 5%
ZH/NELEE I TLR4 \NF-kB p65 5 11 # ik 5 , BF 57 42
7 TLR4 \NF—«B p65 A 45 UC W JE 1 , 1l TLR4 \NF-
kB p65 . B—catenin ., STAT3 £ [} H A5 53 fg W = 5
UCRCC Wy &R et 72

NF-«B {5 538 [ 1 006 S 0E R, {2 i 240 ff 34
B AR T, DL AR i AR S UC 3 — 2L ik
UCRCC, gl il UCRCC 19 s 16 1k o 04
NF-kB {5 538 B4 7F UCRCC itk — 4 % & B X H:
R R ] L [ R - 4 LR Y5 NF—-w B 3 % B i
TR ANTEHE— L RAW
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F1 9 miRNA S 5FTREGEEG B X ETHLE

miRNA A A AL ?%

LAk
miR21 1 @ miR-21 T — EAIL-6.11L-18 . TNF-a—i 7#& NF-kB il % 23t X9 A 4, FH KL A MR E; (23]

@ miR-21T > TFHGCASS, A ily K meg Rk FHR KX mBLEAMEE;

miR-200b | miR-200b | —»AKT2¥& &1 T —#t 7% NF-«B B3 1L-6 .STAT3 Lt K a9 X &, FH K mE L AMmEE; [24]
miR-233 T miR-233 1 —#p 4] ¥ mRNAc CLDN8— il IL-6.I1L—1B . TNF-a—#t & NF-«B i % 88t Ky a9 & 4, FH KR L AT, (48]
miR-204 |  miR—-204 | —4Z#k S100A9 F ik —igk & NF-«B il 84 , 4T3k 25 i K AR 55 1k 25 1) %% 4m L3 74 AR 3 JLAZ 2 4545, [50]
miR-155T miR-155 1 »FOXO0a | —# & NF-cB @ % A2t K Eeg X A&, FH KX ERLEAHEL; [52]
miR-19a1  miR-19a T >TNF-a i 5% & 3 T ik #E NF-kBi#@#% 23t X EM A A, FREERLEAMBEL; [54]

3 NF-kB{ESiEH 5 miRNA

FHE S BT 5E 2 ] miRNAs 5 UC AE7EAH e, 3
43 miRNAs 76 UC [ & i B e 1) 7 F 22/, ]
5 NF-« Bl % 5200 i b Bz B e T RE B 11 B s S

i 1 B 5 6 B miR-21 1] g i 4 ok A e I 1
IL- 1 B.IL-6 . TNF-a £ 5 UC %) R i & 4= J i A8 o
P o 38T B AR miR—-21 235 DT 40 ] S A 2] b 83 11 14
Ji™, Shalkami"BF 57 3 WITE A AT S H, 1L-6 32 1435
12 fish 2 WURR R -2 04 7= A, FE 0F A i A KA 5 436
5] % STAT3, /-5 miR-214 5% 5% 34 AKT 354k, i85
NF-kB, 51 & 5 fINHFEE 0 RAE R

¥ iz 25 o WF 55 /) B UCRCC B 7 45 7R miR-
223 1] 3@ 1 3 1 ¥ mRNAc CLDNS 4% /& TNF-« ) 35
ik T A6 NF-kB {5 538 S 5 /0 B 18 26510 98 A

Feng 5% A\ & B miR-126 A LAJE NF-« B i , 11
NF—k B 18 H 385006 -5 i 14 & B A e S I R

2R O 1 KRR S oY I, SAA3 38 1 T
miR-204 3 ik B 12 #E S100A9 F ik , B TH NF-kB {5 5
i L JH SAA3 F ik, DL IE B OE 25 IR Ok fE 1F
UCRCC 20 i35 A i AR 85475

miR — 155 /& & - E B 2 B0 /E FH A miRNA,
PRI A BR A < B P/ RNATSY S #F9E W], UCRCC
it miR-155 NS b B A A9 FOXOa, AT
WS NF—-kB {5538 [, £ 2F 90 1 2355, XEXL
IR 5E 6 B miRNA-200b 3% 7K % 5 UCRCC % 4=
% B 5 1M 5€ , UCRCC " miRNA-200b 2 35 F ¥ ,
AKT2 06 H T Ui NF-«B 5 530 1, DI ™= A5 90E
7 14 9 25, miRNA—-200b #2 [m] #1l il AKT2 (1) &35 ,
T3] R AE PR 7 NF—k B/IL-6/STAT3 1% — K S -

miR—19a 7 9 P4 17 9% 1] UCRCC /4 % Ji i 72 v i
FNFEEAMER SRl TNF-o 5 586 11 3 0805 45 1% h

NF-kB {5538 Bk 2L BRI (R 1) .

miRNA W57 NF-wB {5 538 [ , {2 7 S i 98 0E A
T 1 B, AT B UC #E — 2 4k b UCRCC,
UCRCC #F— 2 1 & J& . 31X — 20 I o A FH A, (H
miRNA J& 38 1 B3 0817 NF-«B 15 5 18 J 34 2 i
1 e g A4t L R ) R AT R 2R A AR

4 HETFHMNF-«BESBEBEZMRGEEHRERX
ETHERARKR

iR 22K UC B UCRCC #RE IR T &8 T “ SR " “ K
SRS "I I AR SO B DR 2R AT AR N 3 AL LA
B 5 A R IREE AR TR LR, T AR
Wi o XBXUFEPIRFF R B, B 0 v S 1 T AT LR R
i S, A5 435 i 20 27 P 42 78 miRNA-200b ) 22 14 7K
S, INIMTFERYF UCRCC HRa] LIGR E s /EH o mn x>
ffF 5% 2% B 9/ V5 225 1 UCRCC LI vl AE 5 1
TGF-B1.SMAD4 #lI ] TNF-a & #11 1] NF-kB {5 51 %
(TG AL o B 50 ) B R B E B LA e R R
SRS T TR B T ) S A A AR PR Rk BT
NF-kB p65 R b iy k™, T 57 % AT 24
il 3 Nef2/ARE 5 5 30 B 40 i NF-wB 36 ¥, 1A
ZCHb AP AR UCRCC. £ ML= B 3 10 i 98 4 )+
1Y IR, S 38 1 0 i TLR4/MAPKS {5 5 38 #% , -0 i
HF U NF-wB A5 B 1976 Ak, T E &2 453473 19 1 1
BHIE , G2 it B i AR AE 1 N, LA LR BTR Y7 UCRCC (1)
YER . WFFEIESES, B AR %14 17 W FL25 30y sl U C
()3 — 5 R S 30 3 4 ) NF—« B 1553 B 52 IR A
A I A 00 55 AR 25 34 37 ] B AU ) NF— kB A5 53 [ 15 £
T UCRCC. g I 7 #4346 1 75 ml BB 3l 3k I NF-
kB ¥ 53% [ 1 5 o Y NF-kBp50 B35, TS
Rz AR T DR R T Y R RE SN A& T
J5# B DT 2% i UCRCC AR o &2 J 1t B il 7] R A1
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S5l 20 R AE T B # 3k, i UCRCC 1Y RAE L
JO7, 23 e PR SR AN B AR S R T, BELT TLR-
4/NF-kB {5 53l P AL R S Y o 2800 B D0 ™
Al LA UC /)N BB %6 15 2 20 v Caspase—8 5 11 1l
miRNA-21 {3 B ik , I HE D0 H g i g 1
A BE PR T, BHL LR 3 RS2 10 9 E S5 3 B0 7E A
PERRAR I % A e o MEAR AL TR Hh 225 2o TG NTF—
kB FI NLRP3 {55 18 5 110 42 40 i A7, DA o 410 6 /)
L 45 UCRCC 19 & 2k o 3% B 20 ke ol 1B 1k
UCRCC 1) &A=, Sl 3 1 ikl > B BA P SR A, i 2>
i 22 0 08 B 0, 3 30 AR AR 0T 33 v P o VR, AT 17
il TLR4/NF—k B {55 5-38 [ ok A 45A/EH

B 25397 UCRCC M BB R, HATiF R K £
M\ NF-kB {5538 [ 8 15 25 1~ .miRNA J8 15 25 [
TR T5 015 T, RIEATF AP R Y . H
BURFSE T 25 8 7 il ) AR 2 s i B 2 Oy
il 790 2 A o R I AT o — i

5 Wig

UCRCC & i UC #E—25 & SR iy 45 sy , Hos BRAIL il
WA S, HATdZ A8 TT 259 . 16 UC e F
R, FB 4 miRNA A] 3% NF-«B {5538 i, i fi
HE SR AE P F R, AS W7 10 15 3 L 190 i o 0 R e
LFECT ANIAIIGE A (G - ) - &k, B
RAGBIFZE F B, v 1= 24 0 3 o R 4 353 miRNA 7K F

KT 10 NF-kB 5 53 i, 15 2]k 2D 58 5 PR A9 Rl
WA 2% fiff UC 19 i 18 9 5 2, 72 3l [n] UCRCC Y 3 —
AR, A B BT SR AR AR A I =2 Ak - i 3 rh
P& 25 9845 miRNA 7K F, T 11 NF-«B {5 5 38 #% ik #1) 2%
fift UCRCC MY FE 8 /0 ; @ v = 25 4 A 4545 5 3l K
T, G 2k 1425 TLR4/MAPKS {5 53 % (1 3k , 34
il T U NF—kB A5 538 B (0 350G o, o5 5 m i 2
EH A 2 AR E B Ao 38 ] Y G M
Ktk —2 TRARIGE

FEVR AL T TR FE T, ©E 5584 miRNA
FER B UC (95 55 1 Ji rb e 2] ) 45 2 0E 1 B9 4E
38 3 H BE 24 R A NF-«B {5 538 B 22 i K Bl UC R E
Feikeo,

REAEBFSE 32 2558 i miRNA \NF-«B {5 53 #§ 43 T
TRV H G RAE 7 19 /R T2 fif UCRCC. AL
miRNA FI NF-«B {5538 [} W J7 1 2538 T UCRCC A
FABLEL , X5 L2858 UCRCC ML A $E 18] IR 7 5 53
% K B T — S E M. B SRS
FE BT R 25 0] BH IR UCRCC ik — 25 &
HL 2 BB AR 4g 1Y i) B L A LB, D 5G F miRNA 845
NF-kB {55538 [ i 21 98] 45 580 P 33X — Z K s o, A
PEATAR U A 3 S o Je 2R MF 98 UCRCC MLER K 24
Yrif 7 UCRCCAE I, AT DA 3k — G 05K i i & F
miRNA J8#% NF-«B i #1151 UCRCC ¥ i A 842 15t 97
PELE I 9% A 9 78 1) A JEL B R AR A
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Advance in the Role of miRNA Regulation of NF-kB Signaling Pathway in Affecting Carcinogenesis in

Abstract:

Ulcerative Colitis and Research Progress of Intervention of Traditional Chinese Medicine

Liu Jiali', Sun Pingliang®, Xiao Tuanyou’, Wang Rong’, Chen Nuge’, Li Zhonghai’
(1. The First Affiliated Hospital of Nanjing University of Chinese Medicine,Nangjing 210023, China;
2. The First Affiliated Hospital of Guangxt University of Chinese Medicine, Nanning 530000, China;
3. Zhuhai Hospital of Integrated Chinese and Western Medicine, Zhuhai 519000, China)

Ulcerative Colitis is a common chronic intestinal inflammatory disease. Ulcerative colitis—associated

carcinogenesis (UCRCC) has been increasing yearly, and become an important cause of death in patients with ulcerative

colitis. At present, there is still lack of effective treatment methods. Its mainly occurrence related to inflammatory

stimulation and mediates the continuous and chronic inflammation of the intestinal mucosa, which ultimately leads to the
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occurrence of dysplasia (low—grade)—carcinogenesis. The NF—kB signaling pathway is an important factor in inducing
the proliferation, migration, invasion and inhibition of cell apoptosis of tumor cells and vascular endothelial cells. In
recent years, it has been discovered that miRNA regulation of the NF-kB signaling pathway plays an important role in
the occurrence and development of ulcerative colitis—related carcinogenesis. Traditional Chinese medicine has
significant clinical efficacy in treating ulcerative colitis—related carcinogenesis. The mechanism of action of Chinese
medicine may be related to anti-inflammatory and antioxidant activities. Inhibition of inflammatory cytokines is related
to the molecular mechanism of Chinese medicine regulating ulcerative colitis—related carcinogenesis and miRNA
regulation of NF-«kB signaling pathway. This article reviews the advance in the role of miRNA regulation of NF-«kB
signaling pathway in affecting carcinogenesis in ulcerative colitis and Research Progress of Intervention of Traditional
Chinese Medicine.

Keywords: miRNA, NF-kB signaling pathway, UCRCC, Chinese herbal medicine
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