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Research progress on the interaction between gut microbiota and
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[ Abstract]  Inflammatory bowel disease (IBD) is a chronic intestinal disorder characterized by an immune response
to factors in the intestinal environment. Dysregulation of the gut microflora (GM) may lead to inflammation. Studies
suggest that fecal microbiota transplantation, probiotics, prebiotics, and dietary treatments may reshape the GM and treat
the disease. MicroRNAs (miRNAs) participate in physiological processes, including cell development, proliferation, and
apoptosis. Additionally, miRNAs are important for inflammatory processes and play a role in regulating pro- and anti-
inflammatory pathways. MiRNA profiles may serve as diagnostic and prognostic markers for IBD. The relationship between
miRNAs and GM has not been fully elucidated, and recent studies have demonstrated their roles in regulating GM and
inducing ecological dysbiosis. In turn, GM regulates miRNA expression and improves intestinal homeostasis. It is important
to continue exploring this relationship. Therefore, the purpose of this review is to analyze the relationship between gut

microbiota and miRNAs in IBD and identify possible precision-targeted therapies for IBD.
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RAEME 9K (inflammatory bowel disease, IBD)
S PP AR SRR 1 52 R P 1 3 S E MR , £
57L% B (Crohn’ s disease, CD) A5 Jz 4 45 i 46
(ulcerative colitis, UC) " | FeBr it wos , RO AL
£ 130 J7 NSBA IBD, HTY F RO AT 0. 2%
H A, X5 T IBD 3697 B AR T M ERAIE 7 e R A5 5
e R 2 it i 300 S 7™ A 1) 45 Ry, B 48 A 4 JC 28 [ it
DAtk D3 AT: B U BURIIA BIOKG BRI ZH 2L i ek
HRE AN A, DRSS 45 W (colorectal
cancer, CRC) & JEMH RGN ZER . CRC & XU
5 RRAE TG 2y 10 55 22 I IA) YRR T R R A
FP AT CRC S5 IBD B H ST M LB
ik 10%

H1 T IBD H3s RIBIL ] 1 AS 58 42 T 48 |, 3 1Ay
38 e, A BE ANER B R W g OE BB (et
microflora, GM ) 2% i 45 AH 3¢, 5% & 3K, 78 IBD &
e AR b AR T I IR 2 AR i I T T % 1 o
FEH R ENECE, T3 GM KA, GM AT HE/E N 1BD
Rl A P pn ) A, IR T S R A
(fecal microbiota transplantation, FMT) | #5425 | %5 42
TSR AR FE P, B/ RNA (microRNA,
miRNA ) 2T AR 58 IS AE bR i, DF9E 3R
Bl miRNA 25 1 IBD HYRFHLE] , CAE ALY
PRAYIAIAYT A, miRNA FJAEZ X 43 UC F1 CD
AT TR BR T Bl IR0 16 sl 1 IR 97 B Y
ARSI Z A 38 TT RE R AR B 7™ B R B A
RAERTUG AR RY7 . GM I miRNA 3 24 3 4F 5
R SE B, T FRAATTZE IBD TPidfE R 5 C R, g
4y IBD FF & BAT &4 0T i 1412 7 T 5 AL )34
Jr . B, AR gE R B R Y BT A 56 GM A
miRNA 7 IBD #H B A BYBF5E AR, iz 4 ok ok
WFFEHT AR — 2L LA

1 FEEESRESEER

1.1 BFiEEEERR

Wi BT A B 7B H 2 1000 ZFh 40 e , Ho iy
% GM 328 T B Ml B Al A K2 90% & TR EE
BT VAT R T T, GM 4L Y A 5 AN TR) b XY
AR IR R A G, 18 st A B T
IRREHEYRE T 5 o OM HRILE SR IREE
GM 7= A 1 — e 4y o ) Sy NS S it T % BT e,

GM 25 Z Wi Ak, 7 A8 I ik 500 L BE AR D R
(short chain fatty cids, SCFAs) , NN R, T R Fl &
MR, BE2h NARBERE . SCFAs S0 i b Rz 40 i () 36 5 |
I3 PR A 2k 0T 75 S A0 L N AR R AL, B2
M iy T G M e iR
1.2 GM RiFFEEFE X IBD

o TECRG TR Rk GML 5 R bk B2 2 8003 1, B
IESRAE SO, I 8 4ok H AR AR Y IR 2R Al e
TR I 23 T05 75, AR Sepe RO i 10
2l I (intestinal epithelial cells, IEC) J24ERF7iEFAS
M5y 2 — , % % 2 (tight junctions, T)) &3
BERYHREE BT o TIs 57 T b e 200 A J5E Tt g B 30
EEEAISBY TEC, I 4H M L 3h 2 1 AYLER 25 F1 R
ZRARSCHE , I 19 B e . Tls Wi 2
RETEE & S I 17 308 308 25 1 38 A, DA i 2 L 2 1
SR KA

O T 3 e 5 5C 43 7 85 5 ( pathogen-
associated molecular patterns, PAMPs) ‘5 2 1H 51 32
WHHEAEH], 51 & HULAR 56 K S S, AT 463403 s
RN, Bow T o B AR K S BIORS I RR 2 AE HE T 5
M AILA R a4 SR A F T se 48 4k, A 1T 1BD Y
KA JRARE N I I AR i SRR GM R
I, (A5 52 BE B RUUAT B s A0, JF A A T i AT
FURG B/ 4= 28 KW FF B (adherent-invasive E. coli,
ATEC) B85, ¥ & TBD itk i Ak, ATEC R
AN A P48 2 -y (interferon-y , IFN-y) /™ S AU {5
I ok Bk R A S O R 2%, kT BEL 1k BT A AR
I 200 S T LAE W A L P A 5 Al R BT T O
IR IE S RE 2 B G e — 2 ek A SRR E an
PR AR B R IR G 5T, e T A0 R A R A, R LA
PR AE ERIEL, BIAn, SUFF B 7™ Az 00 5 i 1
SR A5 40 ( nature killer, NK ) F38%8 I Bj 11162
R R > R E R I, IBD B AR 1
B S A, 2 8 s = R B AR I, S8 S 0 T
FHE R BRI, IR TE S IBD R % 1)
HAOG, B 7= A 1 — Bl RR ik 2 BB B A R
Sokol %527 3@ 17 P A1 552 58t IE S, 12 TR 3 Ao 4 0
FEIREE 1 T RE RS BB 2% I 7 — kB ( nuclear factor-«B,
NF-kB) T8 (RO A Iilfl\%—g( interleukin-8 ,I1L-8) ia
AL PR SPLR T 1L-10 436, R, 2% HiA
AIRERLH IBD 36T H A W R R i >
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SE P AL E5H 43 AT E B CD AN UC 18 R
KA T EERAL, O 25 R Y X Fh AR L A
BUAE IBD A8 U N PR 7 P T 3 A (o U A
W AT B R 2 AT T8 3 PO AR T 55 ) | il 5 1
W R R (0T R A W IR AIEC R R
FFE ( Fusobacterium nucleatum ,Fn) %) 170 Ak
IBD 2 20 v R E A 0 v 2t & A 28 Ak,
SCFAs Bl JE R AT A8 ) € IR A Qs ) 38 1 2%
P, AR 28 4 o 2 ) 5 AR 25 AL R ALK A
BE HEREI I RS RS I G R

HETFE R Z REETHIEME SRR,
X T s B R, BEAE GM SR
0. 1% ,H 2 HAE N8 T R G KB FIE ) w4
EHEREREEM, IRV, IBD BE N wE
PIRER S R A I | R P P/ BE A LU ARG
PP PR TR B BT RRAI 11 (A Bk B B = e
T RE R IR B O — B 4 T, WF9T 3R B X R R
P28 1 90 FIARLXE AR PR JR Y T W V5 Atk S IR T
AEM o 98 1 NF-«B 1 22 2 5 1% 46 8 e
( mitogen-activated protein kinase , MAPK) 15 53 1%,
IR R A IL-18 IREBOT B IR AR K5 e A=
£ A ¥ - B ( transforming growth factor B, TGF-B)
ST IR TN AR LS 7 B RN /N [ B = Racbtes? N .|
YRRy — i S50 B, LM RE 20 43 (68 SR WE B - 3R
BE) 5 PAMPs FHE A AT A2 #E Th17 504k, I3
IR AR F 1L-17 1L-22 4336, Atarashi % UE
WY P 6 R T B v B 1 /N BRU5 s 181 = Th7
B, WFFEUERT, CARDY Hl Dectin-1 S K XU 235
PE5 IBD 52K, S 50 HE MR e, S
@IETE CD B h R AR, fI Bl i CARDY 51k
Joil 9 RE N, A 3E e g 0 Y R, LT GM
A AT BE R T5 R W 1 R AT SR A2 —

1.3 AT GM £f% IBD

H AT C A K a7 i ok s T+ s 1 25 4=
JC g 2B B FMT R 38 15 i s AR S, X TBD (1Y
KRS BRI 1
1.3.1 RETHm

T RYBIFE I, kT 220 8 /K B I B A A T
GM ¥ 11, & 2 WiE WUE W K 8% 77 /E SFCASs,
PRI 2 TR 8 A A RIS 7, DT o 5 M 1t e AR
B EREE AN FE SCFAs 7T LA S5 BrUA Al 1)
AT A TR A R I R R S R A T M SR T
AL BE T, O 1 n AE R B0 RE 0T SR,

Limketkai 28 A8 9FAl T 40 10, 4085 £F 2 A%
Kl KA G R & BREE IR DL RS TR 45
XY G2 i w0 IBD S8 AR i | TR R ok sl
Wt AVE T, A I 258 I T Xt €D fiTUC /Y
SN AN AT S 2 ST
1.3.2 25w

WE 98 R W] 45 A4 TR AT 5 3 UC 906 2 i, 232
VSL#3 (—Fh 25 4= IR G 9 ) 167 19 8 2 i 83k
42.99%") Mar 21O ES2 VSL#3 A s /b 5 i 4
SUBOIAH S I T BE R ZREPE . DEAh, Wang 2604 %
PRIt S VSL#3 8 BRAR UC AH G MrRg AR /) A i
Jed AT, - RAAR S i 21 2 v g SR FE B F — o (tumor
necrosis factor-o, TNF-o) Fl 1L-6 /K-, BeA 5-2
IR ), B2 85 T I Rl R 3L R AT B R LIS A TR
FHE,
1.3.3 23400

KW 5T UE B 22 Fh 25 A= oo ol A o i 3 il p
SUECFE B 3 5, FEML A AT g 5 0B AT B R 25 4
TCHIRCRIE A T IR I TR
KA K T S5 RARME Y P Liao 4514 512
5 FE U P 0 (ISR SR 22 i T 40 R WH AR R 4 ( dextran
sulfate sodium, DSS) 755 /)N B 1955 B A0 28 0 2 BHL1E
DSS 15 S 45 RS IO 2 FURD TT B & B 1k
T BEBEAZ 300, A8/ T ORGSR TR £ B IBAh, IR IR
IRISAE B T 28 42 JC IR, Wilson 251 3585954 T
FFEARFREZLRE XS 17 236G sl UC B3 45 1 R AE
FAREI i 15 0 A 2 30 A o5 A i SR RN ™
AR A, HEAE KA PR AL,
1.3.4 FMT

FMT J&— 5 2497 15, 16 1BD 697 T o i
JI (. Caldeira ZE1/SIEB] FMT £ UC F1 CD Y1l
PR LR fift RN 25 I B4 25 Ak | AR IR PR 2 i %643 1 o0
37%H1 53. 8% ., WLAMIFSRIA &I FMT & HH THiE
R 254008 AT B M R IR YT, L AR IR T
82 ERRMERR TS A 1Y UC A B8 R

H R AT 4876 IBD Fp J8E 2 15 5 | B B 2k
PR B A AR A e T kA e TR
T A RE T I M PR X R & |

2 RIEMMBHE miRNA

miRNA J& — 21 /)y B9 B 4% E 26 B RNA | #2 [m)
mRNA A9 37 —AE B2 X I8 35 B [H 32 ik TR (R S 3%
SR A oA A T T T R AR
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A~ miRNA AJ LU 5 50E Fl mRNA |, 45 5E 9 mRNA J7
FIATRERE JLFD miRNA $ ), L, miRNA 25 7
T 30% W EE PR i 3R A IR 3 B B g
PR J& IBD ' miRNA () SCHE D fig J2 A Bh 78
KRS A S e fa 8 . 76 IBD M2 Wi 51897
H, miRNA ¥R AR CTER .
2.1 miRNA KM IBD By A S

— TR G I T B A1) | e O s SR Bl I
IO A 2% 32 2 M 8 7% UC Hi % miR-16, miR-21 |
miR-23a . miR-24 miR-29a miR-126 . miR-195 # let-
76 5 ZE WA, M miR-192  miR-375 F1 miR-422b Jif
BB SE AR WHR A T £ A miRNA # &
P, Wang %" % B IBD £ 2 4 1ML miR-223 7K SF
BEFE, H5EWIENERIEMX, i, 54
HRRLITRE 2R A C B ER (A H, miR-223 7 CD &
G T AR TG B A SE P, Cordes 257 A
5% 7R, IBD i miR-320a /K5 N B T 5% 15 50
JEBYIAHSC N B T AR AR A AR B
W1, (BT miRNA A2 W TR Z 07, 55 % &
miRNA XJ IBD f{ 45 5 ¢ | IR B 41— 28 miRNA 5
HoAE S AE G, Bl miR-21 AYAE UC B i3
The i HAE CRC Ay R
2.2 miRNA 3187 & Rz il

TR UC BT, Morilla 2505 7 %1 4) b5 24 [
FEIEY T IC RN R T R BT 15 b 5 2 [ )
FHOCH) miRNA, 6 B 5 3 5k F) 5 B bt S AH 56 1Y
miRNA 4 Pl 5 20460 2 SO ARG ) miRNA |, M T 58 ]
T miRNA 1B IBD A9 5O B0 X7 A, e
A, Heier %50 1 57 36 I AE 122 52 Uk JE A 00 R R
PBAYLVAYT I IBD L, miR-146a, miR-320a F
miR-146b YR PRI 2585 H100 T B, T RS AR AE 1
FNFE A DG, miR-486 XK JE A 14 5 ;AT 368 5. 2 1)
Ak TR S SR B ERAT I TG
2.3 miRNA FIBERL A K3k IBD HIiEITEE =

5% & P — 26 miRNA 5 — 263t i ] T8 97
IBD 25 /E AR [F A R AE IR A2, LS, miR-
29 ] REAR TL-23 7K T 1L12/23 Hidk (126 5
PO EH TR hEREE DY miR-126 il
TR A A AR B A - 1 B A M P R A
FELF R BRE , DT 20 F 200 5 4, X 5 4k 2 Bk s bt
R PSS SR B T R EL 40 (helper T lymphocytes,
Th) # A6 EK adB7 KHEPLRAERNLEIAHF, 55T H
TYRYF R E R IBDP ) miR-155 B 42240 [ 40

MR 715 S 3l B F 1 P85 Janus 34§ (janus
kinase , JAK) {5 58 i , %H [ H 55+ UC (97 Y
FEARB R 5940, B 00 AR 56 E B 11 AR
SEHSNT 7/( signal transduction molecule 7,
Smad7) iz X A% R v M CD R E 1Y I R 5E
AP, Tsujimura 451 18 9% ik R 46 8% JK A — miR-
497a-5p H G5 W98 K 3k &R G L 3 R TGF-B/
Smad {55538 [ A0 35 P K 52 235 P Rt B 1Y) L Bz 45 48 3
WmERAE, UL EOFFE R miRNA BAARYT
IBD 19587 77 (1BD 1Y 3% miRNA F2 A FAE 23 L
1), A, Moein 251V if [ W] T 45 Fh miRNA 2
B Y 0C 5 LA K IBD A ALl B i S g L], B 3 ik
PEFITH IR A ( dendritic cells, DC) W2 g |
P20 L NK 20 BELR T 240 Jf B AR AE SO, AR T 2R
F B RS W 5% B DL R R s R T B A TR R
B, miRNA 7ERAEFIE N T 9AEH R 1BD 3677
Mok T RIBT LA, B A0 miRNA AL Fl miRNA 5
PR, miRNA ORI OCSEAMH] miRNA f« Ff5-[X”
ABHLIT R 9705 20 3 5 (i miRNA $5471
FIPKIZ ] miRNA i 23513 B0 mRNA 245 DI fE
ZH . miRNA LY 0] LUK &R 5 S0 1 E 34 5
(1 miRNA K380/ ORI, i FH miRNA 5457 F
BHUERAEAE BB o Rk, Ak A IT R 2
HRA T f# 1BD A9 miRNA 3% | B HAE 1BD S4E firh
R B e

3 REMFFS miRNA 5 GM HHEEEH

PLAFK , miRNA 515 3 5 GM (1A B A FH ik
Mz B E AL, T BN SRR B AR, X LR 5 R
B miRNA 25 GM R3] R AR A R I i vl
Fad T LAJEST miRNA A3k, T ek A8 i 18 P9 A
7§[8,68—69J N (lzl 1)

3.1 miRNA FATHFERENEAR

1B miRNA 5 5 7R ) 2E 28 st A v 2L [
eIk, A TP AEAE R/ RNA (OIEE S miRNA AHAL,
{HEARAE FIBLR M ATERE . WP R, K75 miRNA
AN SRR EN, VAT OM LR,
WA B AEAE K, B30 miR-515-5p Fl miR-1226-5p 4351l
fEHET Fn MR IAATF R A AE KT 4h, miR-30 d-
S5p AT SRR 1 B S R B -2 FLE i A PR Y
Feik , TR 1 33 b 48 TR A i 1 P S RS 4
AR AR LR B S FT B — R A
76 IBD & &k M miRNA ) 5 % £ k& ¥
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® 1 IBD P E% miRNA 76 Al KA IR
Table 1 Main miRNA involved in inflammatory
bowel disease patients

W/ RNA RAEPE I AR Ak R
miRNA IBD Target
. il NOD2
miR-10a f Inhibit NOD2
. T ZHff 7
miR-16 et T-cell sub-types
LRI uet T 40 T
T-cell sub-types
miR-23a uct /
miR-24 uct /
B NOD2
miR-29 ]){;fe]ijjlﬁffi/lllijl;’j‘/i-z?) Thrff;i activation
of NOD2
miR-29a uct /
miR-30c¢ uct /
miR-124 cpt AHR
miR-126 1 VCAM-1
miR-130a 1 /
miR-146a 1 TNF-a
miR-146b 1 TNF-«
miR-149-3p 1 Th17
miR-155 uct SOCS1
miR-192 uc | MIP-2a
miR-195 uc?t /
miR-223 1 Claudin-8
miR-320a 1 TNF-a
) M KLF-5
miR-375 el Inhibit KLFS
miR-422h uc | /
miR-486 1 /
Let-7f 1 T AR
T-cell sub-types
miR-497a ! TGF-B/Smad
miR-574a-5p uc | CARD3
miR-924 1 Th17

T KLFS 2800 B A H T 55 MIP-2cu : 15 AL 400 86 Ik ; NOD2 - A% 82
LG TEREEI 2;S0CS1 AL A 77 5 1 % 1 MHI K F; AHR ;55
FRER2 A VCAM-1: LB AN 23 15 CARD3 . &5 2 i R & T 5%
LM 35 T 3 LA,

Note. KLF5, Krupp factor 5. MIP-2a, Macrophage inhibitory peptide.
NOD2, Nucleotide-binding oligomeric domain 2. SOCS1, Cytokine
signaling 1 inhibitor. AHR, Aryl-hydrocarbon receptor. VCAM-1,
Vascular cell adhesion molecule 1. CARD3, Caspase recruitment

domain-containing protein 3. 1, Increased. | , Decreased.

M) P, K F TR DT B 22 R T 55 AR Y 2 A O
£ Johnston %5 7 SIERH miR-21 () FK 126 GM
PP IE RAE . #ibR miR-21 W LATRBTZ5 A R
0543 D R 2 ABLAT A 1 ik 0 AR 7 42 JEE R R R A R
ZEMOAT B A BN, DL AN, Feng %57 WF 53 b 3 i
miR-149-3p 62 /N ERER B GM 22 1, 7 7t H]
DSS 175 5 BT sk W i 18 S0 . PRt R D s e
miRNA 5200 GM J3 A, 3 K5 1 1 T AR A 3R KR

J7iE M A miRNA 3 ZR IR T 1ECs Fl 5 55 4
Jit AR B R Ae] R A B 2 AN (EV) J&—
Tl R R, P DA 400 R A 400 R Rl 3 4 A ok
L BN EV (<200 nm) SR SR H—Ff IE
EVs (% 83 (4 H BT, JI§ BT, DNA | miRNA F1 H Ath
RNA) AT o A=A | Rie 58 s R il 5 45 34 42 i 4
JRLR S, 2 T 2 5 R A AR ) D RE Y L AN IR Y
RN Z A T miRNA , miRNA i o 5 — s
IR S8 Bkl o8 2 wvirkeal |l AU L A (T2 B
PEFIT* A6 IBD ot AN miRNA 7 52 41 fifd
(4N DC T 240}t T 058 448 B ) =2 ] 28 4 O 9 15 1)
fig, NI FRH IBD i S RS0, M IA miR-223
W UE T) 8 A R BB AR F 1BD i
RS PR, HEWE miRNA (440 i 4h 35 /8 miRNA)
U0, 28 PR X FP AT AT, AT R4S 2 R R R Y R
RUCER, EMSZ M CM 1 FE AR, SR, miRNA
Xof 5 PRI % A 1 8 4 ] 5 o) 48 TR 2E K AT RE RO T
miRNA $I ) 36 5 A D REO . BbAh, SRR miRNA
A RE T DU BT R 40 PR 0 R 2k, 38 1A 1 Bk
Y RE A SUE 0T iR oy s, A2 £
FERGUM GM Z e Ay B 477 (H H R4 B 5T 45
WAETEFIL,

miRNA 2 5 3L [RIJR 2 R AN A0 o 40 P HE B
AT g 3E 2 HoAth 7] 2 7 S e A= 25 0 08 ) s
1 &1 BT BK (antimicrobial peptide, AMP ) 3 5 3k
B CM, Hip a-FiH1 % 5( a-defensin5 , HD-5) &
MR i FEE A AMP, HD-5 F R E T 7% K40
JifL, %k N2 3 B R LA R R B
AR N PN S e ot 7k R 1 S0 6
miR-124 Fl miR-924 1145 HD-5 %35 . Salzman
S IS /N B #63k HD-5 5 2 L 20 1Y
WL A AR A2 fk, b, miR-124 76 75 1
CD WA ZHZ H M, Zhao 2517 JE 52 miR-124 @1t
P 55 B ke 32 PR RS 02 9 20 i BXL 1 1) 7= A DT 75
FRAE , IFAEHE— 2P S5 R W] F 4 miR-124 W] 27 fif
2SS R . LR AR T G A 52 i i i
PRAEFRAS 0] 42 52 W B B A AL, = 0K, miRNA Xt
GM (1) 42 55 [B) 42 8 45 1 o R W, 75 22— 20
WFFE EAT 2 18]l 1.
3.2 BEEEE miRNA RixzHER

Dalmasso 255" F /N Bl GM & #8 G /) B
Ja ik 7R 16 miRNA 338 K, i bk B 15 &
miRNA [ 33k PR B B e A i 4 2 AR Ak [] i 3 B
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- &
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l 9T
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¢ /b Decreased

X [ Blockade
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Figure 1

GM A B L B9 78 3 miRNA 2638 3k 8 45 36 [H 3k
ik, BEEWFICIRAZERE KB miRNA 0] L Y8 40 5
TG 5 IR S 1 R AE I, Zhou %1 fF 5%
I/ IN B BE VR 00 4 B R e 2 R T S, miRNA
FikjE XK ER miR-155 miR-146a , miR-125a-3p/5p
A miR-149 7EEY 5 8% FiH, 1AM, Nguyen %1%
5 R AIEC Wﬂaﬁﬁd\ﬁ miRNA 23k Fl e 8
FNE AL ) 2 i ik 6 NF-xB 42 L9 T 41 i A0
IEC 1 miR-30c F1 miR-130a B 7K V-, 7 I PR 5
W R I H AR BT FMT 3248 3 B A8 A s 2808
miRNA &Ik 5 GM 4 MAFTE 35 AH e R I FMT
V50 GM AR F AR LB T il miRNA 35,
AT T 0 2 5 R AE i B2 1 #8435 miRNA (miR-
143 .miR-150 .miR-155 .miR-223 Fll miR-375) Yk & %
IEH K G T RAE RN IR E i ™ . f
WU A it I 4 A6 TR AT DA miRNA K3k i
T OM, HET 2 M RAE, B WFIT R 25 4 T 4
$E B 1 R W BL #l, R W AT I Nissle 1917
( Escherichia coli Nissle 1917 ,EcN) FAFE 25 4= B, X}
NIRERREA 365, RAMLEE R EeN Al 1
éﬂﬂﬂ@%ﬂﬁaﬁ;élﬂﬂ@tfﬂ miR-146a M3RIK G T84 -
KA g B AR R T A 1A IL-8 Y Rk, iR

Interaction mechanism between microRNAs and gut microbiota in inflammatory bowel disease

T A MR A IR £ D R A B T A
BERR , BA — IR SMNIF ST 35 A T R 2 L
FFE GG ( Lactobacillus rhamnosus GG, LGG ) s Jill 2|
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