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Abstract

Inflammatory Bowel Disease (IBD) is a disease involving complex pathological processes such as
intestinal immune disorders, inflammatory cell infiltration, intestinal mucosal barrier destruction,
intestinal inflammatory cells and cytokine aggregation. In recent years, the incidence rate has in-
creased significantly worldwide and caused a huge burden of disease. Inmune response, including
congenital immune response and adaptive immune response, plays a vital role in regulating human
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health and disease. Similarly, in the onset of IBD, its inflammatory cells and cytokines also play an
extremely important regulatory role. This article reviews the research progress of IBD immune re-
sponse and regulatory mechanism in recent years, with a view to providing new ideas and strategies
for the research and treatment of IBD.
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1. 53|

FAE 1 97 (Inflammatory Bowel Disease, IBD)& —F B i 1214 2 fE M » fEHE FE N, A FERK
M. JbEM—R EREE, 1BD FUEREIEE BF, SmiihF 2025 4, AR AU Rm 2
3000 /i A[1]. FH A 21 e FFih, 1BD #\ v/ imiiidT i B i s < —[2], 15K IA B 5 S0 45
H(>0.3%), [ 1990 4, IBD ££ 74 77 H 5 B R H o2 g BT ah R 0, (EAETE PN AEPHATRS 580 (18 24
Tl A SR AR R0 SR I TN (4E B 2 B AR + 14.9%) [2] [3]. T E 1BD AR IRE BT, R
] R R R AR T AR KF, HOERA IS, HEEEEH 1BD E&5 AHEREZHNEK.
FEFRIE, IBD 7253 M LA Lo M i B ik, HLAR AR NI R 26 B i 4]

RAEVENR IR SRS B . BtmtEai KR5S, w % BiEHE R IORmE . B, NI X
gz, B R DAL PG K AT X 3. AL Z R, StmtEdm R R A, W LLESSY
e 3R oy 25 I BN . 5 D R GV R DU R R E3E E . B REVE SR LSS I R IR 2R i,
T2 M 45 98 (1 S S AN BR T-RE R ARG RS N =, AR R AR s 975K [5]. HET, 1BD I DI IR
RHLES AN BIRE, H OS5 R AL 5Bk . FiE i E e, HAh RS N 2 B & %% [ LK
PERGJEALA R ITHER, RAERMNAE IBD AIGHLE] EIE &2 0%, KREF AR IBD & —F 45
SN, HL AR B RS PERF SR R SR . MR IR N A TE R, Tl RGUEB B VS W
# (Ulcerative Colitis, UC) A& Ji AL A 2 B B4 FH o X 2R MR T [N 5 IBD R e 22 1A (11 2R o

2. RIERM
21 ERMRBENE

S RN e N SURRAE AR S M S e BT, A HE Bl 3 (R e 53 P G e DR R A 3 A8 I A o A A
YIRS SR BT FE A T 1) e RNE[6] o ALHE SR S B AR (R PR AT . EREAE . B IR AE) . S R A
FER TR 57 (IL-1+ TNF FIBAEEIER) ARG BRI Th RE . PUER B 155 . o R gu g oy “ 28— Ik
L7 A, S NARIEIR B e 2 I e B A, S TS S B R B RE AL [T, T BRGSO N)
H—IER 2. ENRAIEARIIEE) . Bk R ERRRIEARSERE ), FEDRAFERMGRAR. 25
RMER R I TEERPUR . AT BRI A, i R A AR AR R o RGBT R AT . W SOIR G
T R BRI T AR B S KA RE N e RSt VR i AN 1 2H ) S R B S2 A
IL-1 SR R il IL-1 2R fil R o R ARE, 7Ee R & S HA7[8]. TNF. IL-18 F IL-18 &5/
RV 4 6 DR SR R 20 R 0 PR N AR O SR A, R TBCA BRI S e R . TR R
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(Intestinal Mucosal Barrier, IMB) &4 /17 [t 9 ¥ J5t S5 LA A PR EEAHRE B9, AERFHL A4 N FREEAS € RO 4548 5 D BE
Mg —4k, BAURBERR . L Brk . e bRk, VBRI, S5 ImIman 3 R BL[9]. Jokh e (v B e s A A
RMIERIE N T ERIER, HrA I 7IE A 500 280, kAL ik 4 101 AN =1 7iE A &
AT KRR R AN BRERAL, BB AR R R R R E . SIREARA)Z
(A BRE I, 7E 3l R th 4% EE R T [10]

22 BENMRENE

TN G B SRR S I e N, R BRI HE AL JE UK S AR AL . 8 BE .
RIFMN LR . A3 B AN SRR RIZER T AN SRR %E. 25 1BD KESRE K40 %%
FEAHE Thl, Th2 LUK Th17 M [11], HA Thl N2 EE R AELE CD, 1 Th2 BM&F R ERAAE UC, K
I (RN B 4 ) A 5 AR IR G928 R 7E 4R K51 32 A I AR M 2 AR AP R 35 R H

3. RERMS IBD WAL R
3.1. EBiaMEB

X B R TR R RS IBD [ R AR AT IR B ANEBR . IERWIEOLN, B AN T R
SRR RO 32 BRI, AT TR G ol i e P B P e s o 4 W T sk A P 20 R i B2 B AL R R s b, 2
SEUIE R JORE RN, A 5] & 1BD [12].

e R B AT B R4 L AE 1BD B AR B AR, T rh R 2 A 4 3 5 i A
VIR AS 2 S R 561 32 2 R Al A 2 R AR RS ik DA S AT 48 I I Tm) 470 98 IR RE IV % 8 %2 401, 225 1BD
R JE[13].

(1) R4 i

Ph R i O e S S IR S — B B e, — D7 D, PR R 48 B Rl - (IL-1, IL-6, TNF-a) EfL A
T(CCL 8, CXCL 10, MIP-2) LA J2 4= K: Kl T-(GM-CSF, G-CSF) £ kf 5245 [14], @it HWAEH . b i
P4 (Reactive Oxygen Species, ROS) =4 2 5 AE Wit 4 .

IBD JiARd A, A kg i 3 S R R R SERUEYD, RN RAE B AL TE R . T
T, BT ARBERAEDDAL, A R4 i 3 8 R TR P R A A R R & BRI E R A E (A0 AR 25 D1 FlYH
IBER ELRFH LAY AE 3G R 5 IR I . 5 Bh4E el bR iR e vk o A P bn 4 i 4 FH () A
JRIEIE IS 1L-23-1L-17A-G-CSF HifiE i3t 9 E [ B[ 15], 24 1BD A A P 20 it 1) 7 22 P AR SR At 1 mT e Al
Bk 7 AR F R AR F SR ARSI A, rh R 0 B T AT AN B A MR BIE(NETS), B B B IR
iR RS Yt i (DNA + 8 ) L RCBURLANE, s S0 P B (MPO) A Hh P s 4 ff s 14 il
(NE), AJ ‘3 Z5 20 B b R AR B8 AR ik 21 23 451493 [ 16] -

Fan FY 25 \[17]F 2017 4FUESE 7L R R PRl . 45 bRz ani. B, T ke g &5
T PER UM IR IE AN IG5, AR TR RIER R, X IBD Fad. Kk, HrHoRig s By = A (40 i K7
SEAE |BD [ATUERY BT iR R B, 2% 1BD ik it 7%

(2) Emigtp

BRI B A 4 70 F U0 TNF-a. IL-18. 1L-6 Al S A — A A A BE(INOS) Y 513Kk . 1BD H47
551 Ly-6C high SAZ AR 1 TLR2 A1 NOD2, B3 hiixd 48 B (14 Bose v He ok FE A4 2 26 S 4t
Jiz B M 1L-10Ra FY B = ml ek IL-23 /=4, 1L-23 #E1f i S Thi7 A1 ILC3 Ui IL-22. 1L-22
BOE IEC RIAPIWIK, HS PR gnpsise, (it 1BD. ok, BRI TGF-p1. ZgH A K
K- (CTGF) Al e 21 4 4 vt A4 2 1 (FAP) R i LA 44 i N S R ik, S 8UmE R e 5
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TR EE[18].

Spalinger MR %5 A\ [1911E 52 JAK #1i]71) Tofacitinib 38 is 1F ¥ 1) %5 85 2 5% 85 (A 548 R 4 1F W 4 i A/
8¢ IEC 1 PTPN2 E 2RI 241 pife TRk STAT3 {5 51 FE J& IL-6 F1 1L-22 433k, WmI9s/b 45174 46 Bk
UM, 2 IETEAE REE TR B RG,  J BRAR AR BR8] S kE (Dextran Sulfate Sodium Salt, DSS)45 i 4 5 8t , 18
i b R ani - ERAN R AR EAE R, BN bR BRI S B . Liu X 58 A [20]4E 2023 4EESE 241 5
RE AT RAESS it TREML FIAE T ARG H W s ik, DA LPS/atp 753 B S 1% e 4 i
(bmdm)£ET>, M L EREGR AR T AT Thi7/Treg PR RS I % . Rt, BV &=
YR F-7E 1BD 2 R ad A2 BE ol R BRI, TR R AR AT, W 24 1 e Y T D RE AR VR AT A
SR 1BD HEFR BOREIR A HTHE

3.2. FEME

15 IBD [FEEER B, i Fh I 9O ) N2 AW n ., SR E R A SRR EE .. X —
B B f ik DR 2 T B RSB AR TR B L BRI IR 3 RN 2 I B i [21] 55 o

(1) BAERE

Go A SR 5 8A% 2 A A 2GS R B9 55E . NOD2 R B W2 i Thfe . 8t #eE E
Wik R, TV B bR JE A A A A s T R R PR M AR R, TR M I R 2 R AR
22 Hasd I SORAE AL, AT iR RE e e RGRIE . AL, IBD S5 A SCTT W (SpA) 1 5y Btk Ar
SECATAT HA PR “3L” T2, IBD Al SpA Z IR 4K 22 Hi 52 5y IR DR o — B0 . axX 5 HA IR
BT LG, ELFEERE, HH D05z — i B R A —E. Wolfgang H 55 A\ [22]7F 2012 4= AL 4%
KU, U TNF 2590 280 1BD BEWAREHAAAL, XFIMRAT S IL-23R A K, FERHT IL-12/IL-
23 PUIIBITH B BRI, U IL-17A ST ERE W Wit sy, Rkt Feist AL K 2R 52 1BD R
RIS TR AT M

(2) HEHE

WEZIHENES IBD FIREME. HIAANZLHA . BEFLUME IR AR bR 2554 dy F S0 DL
JLE JF IS/ 1BD PR fElR R . 55— IBD MR =255y, Bk sl Ath s 2 7T BAek
AT 2 P i TR RO 7 180 H o A G 928 S5 7, 18 R B 1) 5B B KR R 5 1BD RS 4R B Jie 2% D) SR B 7 1BD
RAEM— NELEfR RS, 5SmSR — /MR A R F [23] 0 FREEDR 2340 1 5% 98 R P 1 0 0
B 2R A 1) 52 2 M

(3) I H

PSR (DC) FIE Pt %6 Rl -F CD103 + cDC2 fgfE =4 FoxP3 + Treg 4l & & T 75 AL R (RA) »
W FLE0Y TR 0 B 2R (I (mTOR) @ 858 ¢DC2 H IL-10 ({77 ALk Tl miE fa &S i . a2k
MTOR {55145, WZBHK cDC2 F=/E 1L-10, F306F DSS 1755 145 W 9 BUBCIE I N, RS I 1) 98 0
M AWINE . HAVHTRY, CD B#FH K RAEMIERIENGH R DC KL J —Lht 4 K141 CD103 +
CD11b + c¢DC HI=FJF B E[FK[24]. BbAlh, DC Kk CDA0 B 2 I % K ¥ IL-6 A1 1L-12, BATE
MBI IBD B MR & A TS B IR GK E28 B (1) pDC, 774 Thl 4 K 7-(1L-6+ IL-8 F1 TNF-
o), MITEB IR SR « FEIX PSR, Bil DC af LUREBCA M40 Mo [R5~ 4n 1L-12. 1L-6 A1 1L-18, J7E
fpb &S AF Thi B2, 1BD (A AL TR ERE4T MR DC SR MRE A 24 B S i #8251 . b4k,
DC MY T IEBATE I1BD R i e SCE A H , 34 i Hh oe 2 SR (CD) Rl 5t 927 M 45 19 98 (UC) JE 3 14 43 A
RV REMI 2 57

Efferth T 55 A\[26]7E 2021 4F1UF 5275 i 2 a0 i B s B 4 5 NF-«B 25 & k411 NF-«xB. &
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R SILATAEYI AT A NF-eb W R I, Wndi e 7 R 7R G g% 52 A, R4 G g% 4 1k
TR WA R . BS9SRI S S5PUE RS B ZER, DA 1BD DL HAh 2E R H &
G F . Yuan SN %5 N[27]17F 2023 HEiESE TR (NA)E L #f] NF-xB 15 5 i B o 28 5 K1 1 43
W, AN hEREThRE, RIS TR, MIRITE UC IR A s R R I/EH - Shimizu M %5 A [28]
15 2017 4 302 Ty U 2% Jir PR R e 2 T 3 e VR0 e s DXL 1 Foxp-3 SR T 1 14 T 448 it my 000 ) fi 3 440 B )
FNE, BAPRIEM. LiZ % N[29]7F 2018 A I 28 & m] 1Y 0 fh i v o 22 P9 1 1 R0 00 = 1 1 A X
FPE, 0 O W TE A G 0 i B b A L S 5 TNF-oc FRIVRBE, AT 350 R 4t Rt 475 1 i 3 ¢
i, FCAMHIRIR] DA R AR B S R, PRI, B SR MR (DC)E S R Ty vh R BB, HAAH
LR, PTRRAR AT BL, HIHI 2REAE G OCEEME S I8k, g UC IR A fEiE e . Hh 2755
REEMVE AT RERCATRTT I EZ MR 1BD 25 (BRI 7 77 1

3.3. EMEME

TERAEE LR, IBD MR i RE < BAT SRR BB VRT3 BIZRME . X — B BEBLE] T e & s R
SR EIRIANT . MBI E UL B SR G RIE R .

(1) PRS0 A T

ALY S 5 e OB, CEFFWRPT R 54 il AP R U R e AC 4 R B 4, 15 S0k 2 4 )
SRS N . CD8+. ILA7+ T ZHPRAIT B A% (M)ZH I LL K2 & Bl 37 5L 190 48 MK A 3 P i ki B i &, 7E
UC S IL-17AIF. IL-23R FIAH M EEYE . JLRIBEAISLINHIFE Y . LB mE T nAChR/ERK &A% {2 it
R 4T R ) 1L-10 P43 AT 25035 45 7 9% - BT TNF 597 BA FoyR At i) 7 038 i 1 B4R 1L-10 1)
PR, R L M AR A AR Ak O BE HAR PR CD206+ . 1L-10 {55 (25 BEFH T FH IE T CD206+iH
WERAMEAIES, KT IBD 1 CD4+CD45Rb & T A A thiy TNF JAI7 AT RO . w78
H 4518 NPT TNF 78R YT I 2088 J7 T 007 2 E B T BN R 1 IL-10 5 5165, MX, BiEEr
AR P A AR US4 i 2 AR ECM R BR AR A1 4R R 40 SR IR i 38 21 44k o B SR B v] 5
Tk AR TEODR 40 B ) G2 T e R 45 46 [30]

Yao X &5 \[3L]{E 2014 4FAESE IL-6 HUARVE % B hi Al BHIT IL-6 5 HARME Sl ERAHL &, itk
I A S AT 9B GG, ARt — D GG 1L-6 BRI SRR YT, TEIRYT RAETE E B Rk
PEPIF W1 IBD Hal A R g% REHEAT B IR B AT . A N [32]4E 2023 £FIE S A S s $E
Vil Ry B iE U BE R, Dk S RE AN AL, TG TE AR IL-17 15 S8, 4% UC. Bk, i
YA WA AR SR M S5 A LA R T AR ARl S 5 R R G E BT R AR I 1E SOE,
4% 1BD [PEIR B A 2233k fg

(2) MBRMEMARKE

IBD KT, MiEmMEMHS R RS, % RN SRR, FHiE N RS
THE E A GE R 2 I G R, XL AR 06 R 52 B i B LA ) S - AR T FH 1 52
FriE - je 40 KA AR 2R B B2 AR (PRRs), 4 TLRs A8 R A AE 4090 JE AR M 55 4 T A X (PAMPs), fid &k 4
NAETIEES, FSIEERENE, 4ERmEfas. Bl A RRIEEE LA A BUE R, R
[ bR E[33] . {H IBD B3 il A E AR, 2RI, A Rimil, FAEBUREIEIMN. SRR
75 |BD B g W FEFE B TF, HAERT 1 M8 2 HE(LPS)# TLR4 R, it FEEGS TLRA {5 5@ %, B TNF-
o~ 1L-6 SFERAER T, GIRIE R RN, MR GiEFaAs, H#3) IBD K. Wi vRe & ILmE 2 aayt
J%(Microbial Bile Acid, BA)fR Ul =¥ 518 EAHEAE R, FHdid AN K BA Z A4 (S 515 S 2 5 Bh4E
FrimiBafazs. WpEtt e & A YlE 1 B2 (Microbial Bile Acid, BAYCI P24 516 FARHAE M, @it
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AFEE) BA ZARMANAE 54 FIB R ERIERS . WEMEYH S R R KM SCEEIEER,
#:3) 1IBD . IR —HUE], AT R R IERCE A . D 1F G K SRR T SR .

(3) FEHimmiEa

J¥ b Bz 44 i (Intestinal Epithelial Cell, IEC) 58 %5345, ] 97 48 iz 38 P 40 & A3 S AR AH DG 1) 7 1A, A
FENEZ HE(LPS)% . AWK, fE4 N bR HRAMI, TLRS BI4R:S-PE IR 5 #EE 8 1 30 % R F-(NF)-
kB, TN IEC 7k R 7 IL-8 FI E WA %8 14 85 1 3 (MIP3) [34], T A H % 2 45 98 JR ik LA
J CD HB#F MG . 78 1IEC HIhAEME: TLR3 MRIATER B/ 5 1 Wl [ 47 fa i B2 P e 4 22 00 J B A
M. S22, TLR(Toll-like receptors, TLR) LA Z #7722 5 4% /v 3 1) IBD K. 1EC BEFRIIRE 215 H1 56K
e KA 2 I AR ELAE R38N T 1BD Byt Rk, 1EC fi74E BOZ0M [N 7 R 3 S AN A JORE IO, X A2
—/MBTE I VR YT A

3.4. BMHE

XL, IBD WRERHE NS IERT B, X — B B mR W TE R B RS s RE AR, LA
TE D RE M IZ I R o 1K — B B )i < PR 36 PT e A0 35 000 4 B2 N R] P 2B L RRE 1R I DL AR T A 2446

(1) 4 b e

TEANE Gy S N, UC 5y IL-4. IL-5 F 1L-13 1) Th2 M AHOE, Th2 ke 4nfimid 7= 4 1L-4. 5.
13 RBEGLEAR Y EHI[35]. 10 CD M EA E EEH Thl M2, Thl kg0 oS/ 2@ T
2y (IFN-p) R 1L-2 S dz i) 593 B A ) A BAE H

Z M G LR 1BD R AR R RN EE R . W SR GE L (DCs) TR N IR S 40 i, 7€ IBD o, iz
18 DCs ft U AE YU J5 2hsh T k4, Eah R B. % DCs Uifig i, e E s,
BOS E S RN T i, 51 E R RN, AR IL-12 ZERRE(EHE Th 1 Th17 guA o1k, Il %
i o

T 7710, Thl 4504 IFN-y, BOEE MM, #IARIEAZY, IBD E&miE N Thl 4 £,
IFN-y {3t S 2 4RI, N2 9« Th17 g4yl IL-17 25, FEEh kg, 51R mEsts, HEE
AIL-17 FKSF- 55500 ™ B A2 FEAR DG . Treg 4 i n] #1692 S 82, {H IBD S35 Treg 4 i £ ik /D> 510
Res2Ai, JoiEHE Thl F0 Th17 46, S fee k. SOEMRE . MM T 400 (CTL)TE I1BD Hn] fefs
IR IE A, B IE bR, o WA i) 2 FL R I 2 51 K RS A AE[36] -

B 4= AL M BUARLE A W . PUBREEEREDTIAR(ASCA) b R 40 i R K P (ANCA) 2 H Bt
R7E IBD BFEEANIEZ, EAEBRIERS Y, BUEHIMERS, S5 KW B 400/ i) 51 B 44
ffi(Breg) e 4r it IL-10 ST K+, AN fE S ) B, Ak IBD B3 b Breg I Dy 24|, Hra
VE RIS -

EE4nifE 1IBD HFA L4 1 M1 BLAIPTL 2 ) M2 B, IBD BB g M1 BB REgn i K& R4, 4
W TNF-a 2 R AT, OKRAE, HAFWRDhRE AW, FRELHOE S SN . M2 Y B4R i 7304 1L-10 fi ik
HLUESE, (ALE 1BD FINReA L, LA ML B EREGEM (2 RAEH], SECRIERFSE.

JAKSTAT 18 8% 1A f R 1/ 2 A5 S AR S IR AW0E Thi7 40, Th17 4 HCAH 20 B 410 248 Ay 44
Bo L-23 iE4b 5 0] Thi7 e iyEtE, 1L-23R HI3 Th17 #RE =4 IL-17 (#% ECM E ),
IL-25 75 5 (49 18] 78 o T M S 3 3] Th7 e SN, 7 5 T I35 40 M R 7Y, X 45 i R AT 4 i a7 /R
CD8+. IL17 T 4HHU7E UC HiFES IL-17A/F. IL-23R. ZHAR Rt St ornStama i e .. v T 40
(FoxP3-Trl #HJfiF1 Fox3 + Treg ZHJ) & 7l M ARSI SCEEA T A 1. H Rl 7 4E IL-10 RYERF 5
JERaZS, FERpE N A AR 7 IL-10 AT TGF-B DLJ FoxP3 R4EFF A fad. A€y, T
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MRS 0N R R Treg 40 ML 4k 555 nI IR N B B SO T 4B 8L, Tl i %
JE. SXHHRAAALL, FoxP3 KFLEIGhIE CD B Treg 40fi0rh M B8R/, HiL TNF-a VG775 CD B ki
TNF-a A1 IFN-y B4R o BRtk, TNF-o 7] BELETE N1 CD B3 | Treg 4 DIRE, MiEEsh1E: UC
S Treg ARG N, X SHIHIBN T 20 B8 58 A0 4 i P57 () 7= A2 A 5R[37]

M. Ala % \[38]7E 2022 4F-1F LM AR AR IR WS 5 55 B I 52 AR (AHR)AH ELAE A, 155 T 715 48 e
34, 0 Thi7 R Thl B, P=APTR AR, Ui 25 1 28 RO AR 3 46 L Ve, PR MRa = M CD8+41 e,
FHA SR 4B S e 6% . Wu J 5 A [39]4F 2020 4RI SZ K 3 R S8 o [ 422 O A R AR i, 45 Th1/Th2 B
RIEIEPESE K . Fu Yd 55 A[40]4E 2020 4k SE[A] 78 51 41 il (Mesenchymal Stem Cells, MSCs) & 4
PEANHI T BE, Fik CX3CRL F 1L-25 FIAUT) RE Ak B i 5] 70 5 4 BT 9 5 14 i s ) 76 7 RO 3 5, 75 1BD
VAT FR R AR KT f1. Liu YJ %5 N[41]7E 2020 4E3E /N 12 N ER(PTL) T 1 25 i 20 43 b 4 26 4l it
K7 (BL4E IL-18+ TNF-a+ IL-6 A1 IL-17A)FI/KF- LR Thi7 4y b, o3& Treg/Thl7 ~F-45 i b i St
T 4H ML PR 7 1L-10, DLAERF i N AR, W] iR 45 1 RO0E « Xia X 28 A\ [42]4E 2023 “E A 58 45 SRR,
R I R 2 40 B R T )RR DL BAB IE R AT I Treg/Thl7 A6 T BB 25 M 7% /N R — MotR 7S 3L
PEBERIAMARAT . BRIk, Treg 4HMI7E4ERE B FaAS Pt A R CEEMIEM, & IBD %y iayT I E EIRIT
e, RET —MAEROEKGIT 7L, 18 1BD WITH A s E .

(2) AR I

76 B kA= AR AR TR S e ) N, RN (GRON: B 2 ) R S i BREE 1 (IG) A, e S A=
VIR 5 Bh AR5 T AN T8 A e 2 TR AR S T4

4. 1BD BfE HRMA R R R EATTHRAMRIR

A 35 R 2H S IRATE 5 L % e I 200 AN 1BD AH ORISR 1% 5 AL A, I8 R e T S I FR . AR e R
[, 1L-23/Th17 4HfiEREAE R 5 1BD & Bk % AHOC. W], UC B 1Zimek 1L-12p40 1 TL1A
) mRNA & i /KF B, UC F1 CD B35 (9 JAK2 AT IL-23R ) mRNA 58 [ Rk iy, &y st
T AP AR I R 2 351 5 IBD 5 LB R

PTGER4 J: [ R RERZIA I1IBD S &tt, H4gufdn) EP4 WA S PGE 454, S E pidfass 5 8058, Ok
BEZAMRLZEVEA S, EARRAMXPFRERAR—. GWFTIANNERES CD S, iy
b BE R RARAELE A ARG R X [ P8k e NFRAIT 7T B, ATGL6L1 B F4FE SNP 17815 IBD 5
BTG O, AR B ST TR R ANH AT

FESRPZEIRITHE A F, miR-301a 7E IBD 15 R IE(EH . IBD #4185 W R 21 b H 3R 0k
Fhi, R Thl 0 Thi7 gER2 . Mo R anPseie R i, HAESCNIRITH A . Tim-1 Al Tim-3 {5 53@
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