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Abstract

Inflammatory bowel disease (IBD) is a digestive system disorder characterized by recurrent chronic
intestinal inflammation, with a complex pathogenesis that remains not fully understood. In recent
years, significant progress has been made in IBD research. This paper reviews the relevant research
advances in the pathogenesis of IBD from the perspectives of genetic factors, environmental factors,
immune factors, and gut microbiota.
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b
1. B=

RAEPEN IR (Inflammatory Bowel Disease, IBD) £ 45k — HL /& — AN BRI 1) T A ORAE I R, R 3R FF 4k
BT [2]. € A AR RAEFNS I O RRE, 32 A4 58 % U (Crohn’s Disease, CD)F1ist 7 1145 7
% (Ulcerative Colitis, UC). F IR & B 2 (RIA AR . BNl ACRE A =1 B BT o FH A o, J Rk T HER
(4 BRI 148 [3]-[5]. O ZWHTITIHA T IBD Wi HEAR A TE R B 167 AR BB & A
FEER)S ARG, 45 R 1BD HRAT AR 3 AN W [F 5K 205, T L i) £ 1) BRI Ak 2> f R [4]-
[7]. HAl, 1BD MR FALH] A, X2 FEEERMER RN —. HE 75~100 451 5 U kT
BARHAR LAK, — RFUHTHIE F 1EAEIZ B 18 7 12500 T 5 1R 3 2005 BRI AR PO F2 (8] W 9T R BH[9]-[12], 4
ISR R 2 AR 3R SRR ERE YR R A HAL R R & D7 #2517 IBD MR A . AR
SEA40 T BRI STt e, AWIER TR 1BD 1R HLE] .

2. BEEESE 1BD WEERHRE

WANZ IK T 1BD Mk 22 e AigAE: 2 Btk i Fidm s, ANENBELE IBD RIRZ . Im R I IR
HE RS T HATAE 23 2 57 . Molodecky Z8[13]0 I 75 H4F 1BD A7 i 2= SCHRIEAT 255 0, RILALSEI
PN BRI UC i R 270 5 19.2/10 75 6.3/10 3+ 24.3/10 J3; CD (i KI5 M43 5] 4 20.2/10
Ji. 5.0/10 Ji. 12.7/10 Ji. ZREWTEHTEFK IBD KRR EEETETEE. B4, AUR[L4K
IBD [ HA KT, CD S0 BURIIG 1) & 99 % 30%~58%, 1l UC ¥y 10%~15%. IBD & —2%
o TR P 08 AR 5 5 3@ e /=7 5 £5[15]

BEE 7 AR AR R AL A BRI ROER 8, XTIBE R RAE 1BD R AL i 2R A O A Rk fe
Frank [16]#1 Anderson [17]55 it 4 LRI AH RS A 0 A, RO HE T 47 M5 UC G 71 45 CD Mk
() 55 L DR B A, FLHE 1L-23 BB RL 01 . NK2 MG 5%k K1 SMAD3. ZMI1Z1 % 28 4~ UC A1 CD 3%
BT 2. 2012 4F Jostins S£[18]7E IBD BAEHESL B S L4 € T 163 NG al, H A F 110 4
5 CD M UC Gy BV EHAH ¢ . 2015 4, Liu ZE[19]1E §i M OB 70 il b3 4 50 HY 38 AN Zy lik ez £, {8 1IBD
Gy REPERL SR E] 200 A . 2017 4, MAPBKZE[20]¥ i T —FhEr FOAS Ak B AL, s B4t S IBD
WEFLAIBA 2 60000 /MRS 1 iy 25 P R R R, A A s HE T 94 AN A BRI A SC R FU4RIE 1) 1BD AH K
PEALA, K 5 BE AT B B AR AT T AORS . H AT, EXT 1BD MR SCIE DR K L A IR 2 S M)
WL E BN R LN : (1) Sy AH KA : 4 Toll #3244 (Toll-like Receptors, TLRs) Z 3 A |
WREH AT A 75 FER . IL-23 AR A5 [21] [22]: (2) EWEARSCIERE: 1 ATG16L1 J:E . IRGM L[ .
ULK1 £5[23]; (3) AQMHAHICTED : 0 NS AMEH =W R — BEB /K il 1 S8 404N IE R R 1 1 JE .
AR AR I HE K 25 [24]
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3. REEESS IBD WELERIHR

e R AL AHE 1BD 75 IV 212 1 5007 B B B K08 JRARFAIE 22— [25] A DA R A2 2 RE M o 0
MU A EZ R R 2 —[26]. HAT, AT RZEFRESS I1BD (1K AE 2\ G2 4 i A 40 i D57 79 >
Ji T RETT

(1) T 4t S Fe et R -7

TESRIEME e S i R, T AR AT Re I R AE S8 Rl R B T M (Th 40 i) Fif
FIPE T 40 (Treg 4 )2 18] () A5 4 FT R . Th 4iffenl 20 46h Thi, Th2 K1 Thi7 ZEA, 7350 A A F i
YIHL R T, T E-y (IFN-y). AN E-4 (IL-4). A0 R-17 (IL-17)%., HET, Thi7 # N & IBD
1 E BRI R [27]0 IL-17 &R EaRAG AT S8 R I )% R AMREE T, IL-17 B Th17 44,
IFHE SRR 4E A TR ARA RIS Z AR (ROR) pt #55, IL-17 4HM0 PN 7 KR 5 6 Mst, IL-17A, IL-
17B, IL-17C, IL-17D, IL-17E #1 IL-17F [28]. IBD H#& A b f77E K& Th17 40iigiE, KA 4t
FEIRIL-17 F1 Th17 AHSCHH M R 5 I 40 Bl & R R o 4 2388 n[29]-[31] . Leppkes S£[32] &3 IL-17A FlI
IL-17F 7E I1BD #E RK A R i R 21 1 1B /B R, IL-17A R IL-17F k= 0] 5 25 PR 20 1) M AR B .
A ARSI SE IL-8. 1L-17 7E UC B AR b e vh gk HHSRIA /KT 545 1 4 i 7™ AR 5 1EAH
K[33]. Raza SF[34TRFFLUESL, {5t9m P45 I 28 Fa A o I 1A ™ A2 P 5 R0 3 A/ ) L SR A A L 43 WA 11 1L-17 K
SRR, (BAE 5 B RO R G L R RUABL, R Th7 18 2 FhRA A 96 hE P s vt AR R - e 4h,
Efd e NBEAIEL, 1BD &3 MiE TR IL-17 A1 IL-23 /KPR TH i, IS /KPS 0000 ™ S AR B AR 4L [a)
FHOG, AT LLFAE ML 1BD 35 S (1 AR Pbr E 4 [35]-[38] -

(2) B 4tiff o H A a1

B 42 BERIR I 2 Be T 40M, MU AMNEAS S0 B 40M 5,  nr e e A e 28 40 i IR 7 B
PURAIMIN 7, S50 R TR AIE RN, Ktk B 40 7E 20 MR (0 Ao Pt R FE EEAE A . A
B 4iifiu(Regulatory B cells, Bregs)& B 40 —F, GHE—4 75 A F st B i sE, HAEA
ANE R AR D) RERFIE[39]. AR FL[A01EAHIER] TR H Bregs Y H4HM/ 2-10 (IL-10)7EHPHIA F B H
G R R RO . RIETT, SREBUE A % UC B CD19"CD25'CD71'CD73 Bregs K
H T BRI IL-10 4} WARE /7, 1T CDA*CD25*T 4 st 5 338 i E0AH X A [41] . AR R, Mo Rk
gEdie /A 1L-10 1) B 4HHIE I B RS 1L-10 AH I 98 RE G S BRI 15 TCRoo it bk 1 /)N GRS 14 25
7 % B FE[42]. FIBEAT L, P24 1L-10 F Bregs 1432 5 IBD (&ML .

(3) FAZFTWELH M

PG Ak 240 5 4 R B SR AN ) A7 7E T I AR R LA AR il [ 2, B 2R Thee, s
TURGURAEA . IERBURM. PRGN R e RE b BR BRI RE . ARk, A BE AR U] EL R AN B AR
FRAMELS 5 T IBD [IRA[43]-[47]. i B0 20 BB O A DR 3 R A ] s M DR 1 B T4 RR 40
L, M2 LR EAES, (S HTE AR (48] [49]. AR B4 A AN [R] 58 B K ik
A FIGIA T, A5 A ML 2 (4 dLBE) A M2 R (B AR B B R A A2 AL [50]-[52] . SR 1T F Bt 5 A
BERIAW R, BRIy ML BUFT M2 B, TR B G A P Y T S RE SRS R AR P
AT DR BG4, — B E R0 MRt e i, I A IR 48 4 M DRI - AT 2% 40 M BRL - T O 257, e 5l R
Aok 1BD [52].

AR, B SR A ML 12 4 B R B BT JE 38 5 68 ) e 1) — R R IR PS4 240, BTE R B ek
N 515 T 2 R P R RV E I (53] B SODRAM M ¥ pRBCIR S R H Th B, AR SR 40 il vl i@ ik
I MHC 11 F3LHI3# 5> T CD40, B7-1 fil B7-2 Ja 2 G B N, T AN B EAEY: LA 1A SR 4l B i S bt
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R S ST 57 AT 24038 1BD (1) 0 R RE[45]
4. BENEVMERSS IBD ML ERitR

NAESGERAED R — N RNES RS, WHEAMEEEZN 1.0 x 101, Hid 1000 F#[54] [55].
BRI REE o AR RE S E R M A T A AL, ELDUSEER ] UM R AR
TEH NE[56]. ARSHEMNTS, s SE TMAEREES KRG TR L EX R 15 1AM
AP B SR EAE IR, T T A R W SRR N SR R AR AN s BRI K B [57]. TEMERE
FRAE N, s Bl A A ) 2 B G o 22 PR (5 T 1 DR T 1) R o 22 E B M v (R T 1 1 TR
WA E TR [58]. Wil e e A (2 REbE . 25 . BRI R) S S H R RN LI, N
1M 51 KA S E[59] [60]. 1BD &35 Wi N AE B A28 S 235 5 1R ANBEARE, R ERE R
SRARTE 1BD [ A0 WL R 56 S BAE FH[61]-[63] -

AN, AT T IR N R T bR (58] o TEME RN, JEBE B | VR B T 1A i T i
A PIER) 90%, T ARTE TR 11U o /D% [58] o BBRIE JE oA . KA« o 75 41 IQ B A B QR 2 A T 1
I IE R E AR T ) 3 B [58]. FEVU R EZER(ERERE T BT AT BT TR T ),
TG T B ANARE [ AR TR A 1T I B AR KR e A R R AR WA 2 - 1BD B3 I T 3R B,
JEEEG 1A 8D, AR 1 2 [64]. SECIBD A B 113k B AR K A DML Al it o A B [65]

EMETRIRE R, AR T TRAR S g N2 IBD [ —AMFIEMEAR E[66]. 5 BEG IR LA L,
IBD & (BLHE UC Hl CD)H Bt 35 12 28 M KT AT 8 B 19 N [66]-[68] - AF s == PRI B4 1 S ZEAH AR,

PER LI, BLFE bR BRRRE IR R PURE ORI 28 M 40 M DR 7 A R I, DLROR SR A P AN 5 e 4
13 P B [66] -

IBD ¥ J e € AR T T8 T 1P A0 FE RGBS 28 M A 1« e T TR e AT B8 R0 25 i BT [64] 0 5 i Rt HE 4.
HEL, Walker Z5[69]4 B 1BD & R EVIREE 5k 2 M BUE BEG 1] o5 LU/l i fDORF i o EE A i)
I RZRE, FH 400 B IERN 1E 5 6 B (A e M VS AN S AR Z R S48 X, 1BD B il L
WO B AR B D T IR NBE, AT B AV BOE S AR 2 . Bull Z[70] @B FLAE CD & [l in i g
RIENLEEURE M. paratuberculosis 2B . Berg Z[711HT 7SR I 1BD 5 2 X MEM B 8% G ARG 55 IE 7
NBEE, Kang S5[72]0 &k LI A JEARTE CD B Il i A= Y B3 . Kleessen 5[73]81 FH 9%
PCJFN AR, BRI G R, 76 83% 1) UC 35 45 i B IS bs A A7 76 41 o 5 45 i B I 1A%
IS . Macfarlane S&[7410F 78 K B UC HE35 B OSUBEAT B 2GR 20 0 IE W RREH Y 1/30, H UC B
SUBCFF B A4 B 5 I 5 6 IR 4L JR A B 2 A H . Barnich Z5[75]7E CD 53 [l izt 43 Bt — R AE S I 9F12
NI E R AR R, RIZ B RAE CD B35 IR 04 5235 i T IR X BB 2H . Martinez S5 [76]34 & 3L
SRR UC B B P AR R B 2 R AR e, B S R e K T AT M N B
AR, UC Hd kil B 138 2 (6 R £hi4 S5 AR T 1R [64] -

FAMEW TR, W bR A i ) R B R T R R AR N RS I B R Th e, T
JaiEdE e, S HA I T 2 & UL R [77]. 248 bR IS BRI, B O 25 M) SORE IO (1 B
FEUHIE R R A . W bRz BB T B8 (0 52 R #1980 1) K AE [ 78]

5. MEERSS IBD WAL KIHR

TvAb)E A& e E 2 IBD B T s R, Mtk A s, SiRer. WE. 5
PEFA G AT LYYl A ) 2 R 5 T REIE L R U B BRI et igt At S I R AR I SORE, R
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IBD [79].

TERR &7, OF 2 T AR T AR & K25 1BD.CD Fl UC kA= Ktk e 2 1] ¥ 2¢ & [80]-[85],
B EH AT B AT S ORER . H4h, 78 2019 4F— Tk THE K& H 2 5 IBD % RLiikth & T —Leik
IR [86] o 1% Horf JURP R & AR AE JIE bR B (W C- S B8R 1) J7 T B A Bt s8R, G R | & [87] [88].
PR AIRA[87] MR (891 A RN B 1 = CA[90]. UhAh, B 7R IR SR it B oA 5 UC i
H C- IR /KT FBEAHDE[87]. Ml BT B MR St 502 28 40 i X7 /D A O [87] . iF UC
A, G = 00 R B N B B S I 27 4E B AR I BOK A S IR B C- OB B R AR [8T].

AN, TR 1BD A AN B KR R 2 2 —[91] o WROHH L e 5 0 gy 8 2B O e R AS B 7, {HL 22 T
Tt 90 2 BHWRORA 5 SR MR R R AE DG o WRBRDIR S 1 2 5w i T A A e, A B IROMR A A A e, SR BE TR
IR A T B 0, A R ISR B TR R . S Ak, IR 2 CD XU R ER [92]. 8
W HOR R PR O 180 N T AR 5% 2816 v P X L8 T e 22 o o) SR T S 2 400kl 3510 1 75 SR 38 m DA & 5 1BD
FIRIIFAR[92]-[94]. 1L 5y N 5 WHRT CD [IREMAHIC[95]. 4R, WS UC Z IR R Ao, BRI
AT SAREF AL, UC AR EAR[96]. Ak, MRTWIEZ ) UC ™ B2 B L IK[97], UC &3
TR J 18 5 S 1S R A OR[97] . BN 2438 5%t CD R8BI 20 A7 7, 10 RO e i AR %o 2 2 B A
BT A RM[98]. Sk, FEWKHLIX CD A1 UC JATIRFWE 7L H[99], WRUAHAZ CD HIRE R Z, =
BN S UC MR

6. &g

LR Lk, RAEVERR(1BD) R — R Hig i . ik il A M0 AN PR 5555 22 b DR EAH LA 51 A (0
AR . 1BD KRS R IEIE RIS R JORE L e S N 2R IR LR RO M A i) e B id . WF 7T 1BD I
TR TIRA B B A B A A S AT s AR . B N 5 DAL Ak
AW RS SRR . XA BN B IS W IR ORI REHESD T AR T SR AOTT A, s ERE
VRN SR

SE
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