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Research progress on the intervention effects of Chinese medicine on microRNA regulating the signaling
pathway of ulcerative colitis
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ABSTRACT Ulcerative colitis (UC) is a chronic non-specific inflammatory disease characterized by the damage of the epithelial
barrier of the colon and the destruction of immune homeostasis. It has a long course, no recovery and high recurrence rate, and is
recognized as a difficult digestive disease. MicroRNA (miRNA) has been confirmed to be specifically or differentially expressed in
both UC patients and UC animal models, so miRNA can be used as markers for UC diagnosis or reference for treatment evaluation.
TCM therapy has a definite therapeutic effect, a wide range of effects, and minimal side effects in the treatment of UC, so this
article takes miRNA as the starting point and systematically elaborates on the mechanism of TCM regulating UC related signaling
pathways by regulating the expression of miRNA. The results show that chlorogenic acid, Anchang decoction, and Fuyang huoxue
jiedu formula can regulate the expressions of miR-155, miR-146a and miR-31-5p, etc., thereby inhibiting signal transducer and
activator of transcription (STAT) signal pathway transduction to improve UC. Limonin, ginsenoside Rh2, artesunate, etc. can
inhibit nuclear factor-kB (NF-kB) signaling pathway conduction to improve UC by regulating the expressions of miR-214, miR-
155 and miR-19a, etc. Nitidine chloride, berberine, resveratrol, etc. can regulate the expressions of miR-31, miR-146a, miR-
146b, etc., thereby inhibiting the Toll-like receptor 4 (TLR4) signaling pathway to improve UC. Mango polyphenolics, Compound
qinbai granules, and Astragalus membranaceus polysaccharides can regulate the expressions of miR-126 and miR-193a-3p, thereby

inhibiting the phosphoinositide 3-kinase/protein kinase B/mammalian target of rapamycin (PI3K/AKT/mTOR) signaling pathway to

improve UC.
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RAEFIRY, /) RNA (microRNA , miRNA ) & #% 1iF 52
12 UC B M UC BB B Yy h A A R Bl 22 R
5, UC KRS sl UC f 8 5 S FRAUM UL , miRNA f
B RS A 22 3 miRNA Al 1E R UC 2 W AR
HBYEHIGITHIS % . miRNA REl i 1S S5 5 4
SE TG 5 M (signal transducer and activator of transcrip-
tion, STAT) . #% A ¥ kB (nuclear factor kappa-B,NF-«kB) .
Toll K32 {4 4 (Toll-like receptor 4, TLR4) B ik LA 3-
/AR 1 e B/ L 2l W 7R A R R B 4R 1 (phos-
phoinositide 3-kinase/protein kinase B/mammalian target
of rapamycin, PI3K/AKT/mTOR ) {55518 1 55 1 il 2 i S
I, PR A L SR I LA R A R T i el
uct 7,

UCHERR K S A3 , 2 T A A T A M
U3 18 UC LA B e AR MG s A2 2 39 02 11 iy o oy [ T s 19
ELRMER ™, PHBRIRYT EEEXTREIRYT TR, B
B RMIER 2 25 5 IR ARG SR I R B UC
SR R IEMERT . AR, RGBT UC BIWTFEE T
WA, BIFR0e & M2, feifd 230 2k £
BEAGE UC B nER BRI R 3, BT C #) iz
AT UCHImIARIAST o BT, A3l miRNA S YIA L,
40 )34 v 2438 2 P 5 miRNA Y Rk 25 10798 55 UC A
KAF TIAHHEFIHLS] , LU UC IR AR PR RS
1 miRNASUCHIXH

miRNA | VZAA7E T EAZ A, Rkl b m BEOR ST
FRIE 2 B RNA , 755 s /K F- ] 12 B TR 2 5 40 i 1) 0
b B85 T AVE IR SRR . miRNA7E UC P i 5+
W RIK S S5 A AR HILE B DA DG, I UC S T
' miR-146b-5p MY IA L IEH AR i 2.72 4% UC JR 45
J 20 21 v miR-124-3p (Y 3R 3K K P 80E # A FE K, miR-
215 YR IKKFEIEH ATHES . {HmiRNA 1£ UC %
Az R SR T AR TBIL R i R 58 4 B , w5 ik —20 0
RS

UC & & 45 I 41 21 STAT 5 5 3 i # 5¢ H +
STAT3 ., 4fi Jfd Xl 15 5 9 il # 1 (suppressor of cytokine
signaling 1,SOCS1) .SOCS3 . [ 4 fifi 4 & 6 (interleukin-
6,1L-6) Y 1k /K15, DAL, 41 i) STAT {5 7 1 [ g
0 UC i BURFAE , S S E B ™ AHICHIFIE A 3,
AT NF-kB {5 5l B AR O B UC B/ R 25 7 2H 41
(1 8 BV E U S SN, A OCHIFSE A B, TLRA AR %
iH % PI3K/AKT/mTOR 5 538 #% L2 UC K i) G HEAS
T IE A0 R T AR W R UC R R R B 1
£, Mk, STAT , NF-kB, TLR4, PI3K/AKT/mTOR
{5530 [ T RE 2 Bl 7 UC Y S 5 % . miR-214-3p 7F
UC 3 T T4, 3 5 42 #F miR-214-3p 1 2 3k w] 411 il
STAT6 , STAT3 Y ik , FE M8 F245 14 48, iX 3 W] miR-
214-3p n] GEIM i V8 #25 STAT {5 5 i & ¥ 2438 UC 14k
A", miR-155, miR-146a , miR-19b 1 fi 43 51 3 i 14
1% NF- kB, TLR4, PI3K/AKT/mTOR 5 5 18 % i 3%
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UC! ™, I, % - RERE R M UC A 515 538 I 7 N
MMivAY7 UC A miRNA A B E X,
2  HZ5iE T E#E miRNA BE UC I1ERALE

UC LA G5 Rk A | B 205 30 £ 2
PRI, 76 P B P g U Jm kIR < VS ™ e i R\
EjubE. NS RANIEN E N EEZ T, G
43 AT AT miRNA ()R035 UC, Li " 7E 4 i &
BEARL/IN B P 9T &k B, N2 21 RT4 AT 3 2o 410 ] miR-
144-3p (A FRIR 12 5 240 i PR o83 A FE I F o (tumor
necrosis factor-a, TNF-a) \IL-1B )23k , M I 44 % 18
RN, BEMEE UC, A S 241 Rh2 fig ik 2 238 UC H A
/NER I I B B0 5 1 B e B, B 28 Rl - miR-
214 R IKSF- , BRI ek UC™ . SIRTHh 25 8 i/
B AT 38 A A HE UC AL/ B miR-103a-3p (4235, ]
YR AE T, T CE I B A A, /N BERGA R
A miR-155-5p 35, 15 M1 E Wi ik fb , it
825 B 00 &A™ B EE Y 2 B0 R i A I o
FEFR AT 2 s UC AU K BRUAY iz A4 A2 40 L o I i 2%
iE 240 52 V0 A R AR 45 , O EL T v B 4 it 9k EL 9T -2 (B-
cell lymphoma-2,Bcl-2) \miR-143 [ 3K /K, B Bel-
2 #5¢ X 3 H (Bcl-2 related X protein, Bax) | Bt K 2 A it
3(caspase-3) I FRIA K-, P 7m0 df (E R ] B Al a2
H miR-143 (Y38, P06 40 B 12, s uc™ s
AT, 2 A SE A R A miRINA S T 5 480 S 40
WA T A58 UC, I 4F K, 2578 8% miRNA 1 il
UC HH A5 538 I A9 07 T B R, 22800 Sy
STAT .NF-kB.TLR4 ., PI3K/AKT/mTOR %515 51/ % , &
F b, XTI T AN -
2.1 IFHISTATES@EES

SOCS J& STAT 15 5 1l 4% 1) T U 8 o, 38 2o 7 ) 4
STAT {5 5 i S 5 i e 3 58 A 1- b A B 7
SOCS1 7 UC 8 #& 45 i 41 20 B & R 98, 1 10 Bk
SOCS 1 KR ] {1 7 5 ik PR 7RI, 28 11 N 2 i 3 A RE™ s
31223k SOCS3 AT #I 4l STAT3 W a 4k , k1M 3% UC i il
St B, R 2 W L B AN M0 Gk D R T e i 4
Th17/Treg A , &Mk miR-155 . STAT3 32 ik /K -, #E i
W UC AL/ N I B 0™ & iz he A i el
UC BRI R BRI B AR, Dk 2 45 B B R s, IF T e 4%
Jig 4 41 miR-146a, SOCS3 , Janus 4 fiff 2 (Janus kinase
2,JAK2) W B2 ft STAT3 (p-STAT3) . STAT3 fiY & ik 7K
S R N T RE SR R U miR-146a ()R 1K, HE
JAK/STAT/SOCS3 {55 i , #E i e 3% UC™" . K PHIE I
i 75 7 BB 0 I UC B/ IN BRL5 i 2 20 08 (] 5 /K e
RIYEB L, FEREKAAE N FF1 miR-31-5p , STAT3 [ %34
KA, T 55 SOCS3 B IR K-, B3 4k BH I 1l A 75 77 ]
B2 3H A1 ) miR-31-5p (435 , P STAT {551 j 4%
S HEmER AR UCT, mbe] WL SRR R L AR BT
1ML f#% 55 7 7] 38 355 9% 425 miRNA 1 miR-155 . miR-146a Fl
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miR-31-5p A 35, I STAT {5 5 Bk S, I T i 4%
SE ARG , W0 %38 JRE RN, FE T G UC,
2.2 IMEINF-«BIESEKES

NF-kB {5510 [ P82 E SN 1) S 5 {553 i
FEUC Kt Je b A EEAEH . NF-xB7EUC ¥
Hh R Th O NF-kB {5 558 1%, fE #F 46 0 7
PR, SR E UC™, S oE &8, 7F UC &+,
miR-146a . miR-373 . miR-372 .miR-181b . miR-21 Fl miR-
214 %5 Z P miRNA #1177 i 12 2 70 il NF-«B 09852 1k
IR (B AR B2 G 2 miR-2 14 411 7] 2 B 45 %4 ) NF-kB
WERR AL, A R B AR BT RAER, AT
FFEAR UC B /N B9 16 sl 48 50 18 53405 FAIE
MR A T oKOF, 3 B A6 miR-214 35, A S B4
Rh2 -t 7 3 15 10 4] miR-2 14 4 23k 1 1 Yol 42 UC AR 7R /)
S BRI, 16 UC g b, miR-155 %35 Fi,

T BRI REA 1 10 1 1 41 21 miR-155 A 3k, 4 il

NF-«B {5 5 18 H , 7 i ek 56 1 38 R AE™. Qu 5™ 3 i
miR- 155 I FESS R 8 miR-155 7K - 7] F#AK IL- 18 | IL-
6 AR KT, SE 0 1 98 9 S I 5 R FH IR REBE T Tl
UC /N B 2H 28 v miR-155 11 36 1k 7K 7 B 5 JE 1%,
738 S SE R RTIR AR o PR AR, PR T R SR
il miR-155 35 , 7l NF-«B {5 5 38 #§ 5% 5 , ek
#UC, MIEMTE LB, L1 JEFRRE T I8 miR-155 ik, 41l
il NF-xB/NOD 32 A $4 8 1 45 M A D6 B 11 3 {5 3l
B M HE 1T A UC BRI R B 38 R AE™ . k%
Ve miR-19a F 335, &L IL-13 \NF-kB ik /K-,
HE T 05 UC B AL /N BRI 45 i 540, ok 6 4R i 4 e =
T PR GT R R, E iA REN R UC A B
A5 R RRAARBE IR, Vol /> 8 S 20 B30 , I Mi miR-146a
NF-kB . IL-17 \TNF-a B 5RIRKF-, $7R 4 iz ml a2 41
il miR-146a f 2235 , IMH NF-xB {5 518 B 5, Rk
F#UC, WMILA L, FrEEen 2 AN S BT Rh2 SRR 7
EBEEE  AEERE L Sk 5B 1 T 8 i PE miRNA
" miR-214 . miR-155 . miR-19a Fll miR-146a [ 335 , 1M
P NF-xB {5 38 #g % 3 , s UC,
2.3 Il TLRA(ESEKES

TLR4 {55538 2175 RE S Ny 1) T 2Lk A%, FLAE
UC I & J 575 vh HAT SR, 0] TLR4 {553 4%
S RE s UC™ 1, TLRA #5771 G818 i B# I TLR4
#6 #£ 7 1k I F 88 (myeloid differentiation factor 88,
MyD88 ) #I NF-kB )2k /K-F-, F T Th1/Th2 - , 21
JNEE UC KRR R S 4 , ix e — D 3ok | TLR4 )
A AT REZ B UC (A SR, XIBLENAEh 1 55Uk
UC 1 3 2235 miR-31 5 TLR4 5 S 5 B &, %
FH 1% # BT BR AN HE UC BB/ INBRL, 45 5 o, R
2H A1 miR-31 3 F ik 2 /N U 20 40 TLR4 \NF-«B Y %%
KK THES  Bel-2/Bax FU AR FRA ; [) st 3 1k 41 52
95 B, I miR-31 J , I I Bz 41 g 1 NF-x B\ TLR4 [
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FERACF IR AR, A e nT UL, 46 miR-31 A4 nT i)
il TLRA {5538 6, iE ks UC . SEAb 9 T -0 T 38 o
I miR-31 A4 2 1A Bl 3% UC B/ IN B &5 5 FEAR A5
INBER, | A2 7 ] 38 5 3 ] miR-31-5p Ak UC
RN BB 45 I 405 ™. miR-146b-5p HIA S W il
UC W3 A MR i, UC B35 L35 P miR-146b-5p HY
TR IE R AN m i 2.72 45", Deng ™ F5¢ & M, miR-
146b 38 33 1 il TLRA {5538 B i 5, B0l M1 E g 46 fifg
AL T8 /0 TNF-o  TL-6 25 48 ik PR 1~ (9 B0, 148 T ik
2 UCHAEUNER I B4 . Wang S 058 & 8L, UC
BRI K B 2H 21 P TLR4 . MyD88 \NF-kB ., miR-146a 7%
IKIKOETH B, I3 H IL-18 . TNF-a /K ST 5 5% JH miR-
146 #0701 FUs , A58 K B UC B 176 2l 48 B 46
JEPEA YRR , H R B B KO A $2 7R miR-
146a 7] g &3 11145 TLR4/MyD88/NF-«B {5538 % , {12
HEJE P F B, HE N UC kg . BB
Fa] 3 i B0 ] miR-146a A1 miR-146b (1) % 15 , #0 il
TLR4 . IL-18 . TNF-a [ 3k , #1203 UC BLAL K BRI
SR PR IA B A, AN, BABELH il e
1 I miR-199a-5p [ 3K , I TLR4 {5538 fE 4% 5
HETT i UC BEARL K B s i s okl WL, &
AV T B /INEE B L 12 R TR T 22 1T ] aE A A
2 miRNA "' miR-31 . miR-146a . miR-146b F1 miR-199a-
5p i, NI TLRA {553l 4% S, il UC,
2.4 % PIBK/AKT/mTOR 5 SEKES

VT AR, BT PIBK/AKT/mTOR 135 5 4 Blj & UC
FIBLHIIF T BT 2 . TEANFEIRRIRER /5 3 (1) UC BAY
K2 b, 8 #R2 1L PI3K (p-PI3K) Wi l2 1k AKT (p-
AKT) B2 1k mTOR (p-mTOR ) it 2 ik 7K S W S 717
i 1 10 i) p-PISK . p-AKT ., p-mTOR [ 2 35 it 1 i ol 3
UC izt ™™, 2R 28 v/ PIBK ,LAKT .mTOR %
FIRFHE N miR-126 YK IA , B35 UC Y AAE N ; T
miR-126 5 PI3K HA7# ) C R SR 1 R 2 W vl figid o
{2 miR-126 By ik , 411 il PISK/AKT/mTOR {5 53 %
S gRmm b il R AEY . UC KRR B4, i 21 21
TGF-B Sk #% 53E K7 3 1218 /K7 B I FAIG, 4 H R 4K
JUEZ ARyt STAT3 A K- , R H miR-199a-3p 5
RYT UG, Fad 0 38 K-8 55 s BRA5 45 I 2
W%, 22 W] miR-199a-3p X UC B AT — & B4R 1E FH™
M A6 SO R I, B2 5 R BURL AT 3 A2 #F miR-199-
3p (383K , MK PI3K . AKT .mTOR /K - , # 1 I 4% UC
AR AR . W 2] 8 1 e 2F miR-193a-3p 1Y
Fi8 , B PIBK AKT A 7K1, U1 e 3% UC BRI R B
BRI IRl PE R 2l B BRI
B PE 2205 0] 3 5 5 4% miRNA ' miR-126 . miR-193a-3p
Bk , NI PISK/AKT/mTOR {5 538 B 45 5, vEii
M3 UC,
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3 Z5iE
miRNA H A7 B2 P L B O < 1R 00 8 i, 8 o

miRNA A[VE R B2 W UC M558, HLRE S s

JEEARE . B miRNA I THRIT BT iR b T 0

BrB, B R UC i R2 UG S HE AT RE , il RIG) 71 At

BRI . BB BEC T miRNA 78 UC TR Y7 Uk ) BIF 5 AH

XD, JEHE miRNA BT i 5465 5l 25 UC

B IRl . TP 2IRYT UCYF Rl AR RIAE

AN AT S 2T 2R GE UC, EEW K STAT (55

it %  NF-«B {5 538 ¥ . TLR4 {5 538 #% . PI3K/AKT/

mTOR 5 Z it %, Hr, GRIER 22117 Ak B I i 27

77 ] 3 3 4% miR-155 . miR-146a F1 miR-31-5p A # ik,

HETTAN ] STAT 15 538 J e SR % UC B R LA

Z A Rh2 SRR B  EERE kA L

0 38 3 98 2 miR-214 . miR-155 , miR-19a il miR-146a

MR35, SETTNH NF-xB {55 B4 TR M35 UC; 54k

PRI /NEERG . 2P B A R 22 Bl e i 4

miR-31.miR-146a.miR-146b FllmiR-199a-5p 123k, i

i TLRA (558 B{ e R 8 UC; v R 2 B 5

R L HE S 20 Tl 3 A 845 miR-126 \miR-193a-3p 1) 36

I8, BEMHH] PISK/AKT/mTOR {5 5l 4% SRR UC.,

miRNA VE R 4B R, wl i i 15

Ko BE D R8P BRI & A2 o B2t T AT

FARIKA 1 Joy R, 32908 5 22 50 HAT e S v v g

() miRNA FFEXERE o S5 820 o8 vl A5 B AR 15 B ™)

ER LI R I A5 T RN UC A JE ) miRNA FIHE

5 300 [ R AT O AR I, S A e PR A 5 6 AT 2L

P, I UC IR RR P iR 2%
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