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Abstract

Crohn’s Disease (CD) is a chronic relapsing intestinal inflammatory disease with a complex patho-
genesis involving the interaction of multiple factors such as genetics, environment, and immunity.
In recent years, with the development of omics technologies such as genomics, epigenetics, prote-
omics, and metabolomics, significant progress has been made in the research on the pathogenesis
of CD. Genome-wide association studies (GWAS) have identified multiple susceptibility genes asso-
ciated with CD, such as NOD2 and IL23R. These genes are involved in multiple biological processes,
including immune response, intestinal barrier function, and microbiome regulation. In addition,
environmental factors such as diet, smoking, and lifestyle also play a crucial role in the occurrence
and development of CD. The abnormal response of the immune system, including dysfunction of
immune cells, uncontrolled release of inflammatory mediators, and the involvement of auto-im-
mune mechanisms, is the core link in the pathogenesis of CD. This article provides a systematic over-
view of the current research status of the pathogenesis of Crohn’s disease.
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1 HIE

2. % U (Crohn’s Disease, CD) & &A1 177 (IBD) ) E 2R 22—, DATHALTE A8 S R M R AE A T2
FRHE. WRHEZAMEE, CD I ZOAEMENG AL T B AL AE [l i AR S AN 2 il v, RIANES:. BERRL 5
Bl B B BEVERFAE . 155 Bk B 45 5 A SV A B OO S IS W AR e[ 1] . AT4EK, CD BRAT W
W R R R 2 BT, JF HAIRFERIZHTERA2]. CD KNI I8Y5 . AR S A
Ji%E, WEPME T BE ARG, SEHE LFKENE SR TR AL, B, IRARIUILRORN
I BRI R s FR TS A PR i T LA B R

CD HPRAIE 2%, Kb AR e . ITEERINTFIRM], CD MIAm ALY Mgtk 2y bk . 34
SRR 5 R D RERRAG 2 (B R AR o Bk B ke CD RUE SRR3R, 2 R A 4 SR IR 7T
(GWAS) KBS 240 /> 5 CD AHR AL KU AL G, (HIXEEAL R 1 AN F 30%F) A9 KU [3] [4]
RRUPAEE A CD MBI R EE CRIEM, JTHRAE “Puirfe” A7 sUH i 8 L 5t
T, CD MR SRR R ETF[5]. MR R m e iE i S5 ARi 7 2K (Un o) A i i
EMRF AL . WE TR, R W] LA R TE A A, AT 52N G 8 S AT JERE S N [5] - 5,
AR B T EUE M AR AL, TIXEEAR S CD IUAEIRANR B R DIAHSC[6] . BhAh,
BRGNS RN CO AR MU K ZE AR 7y, I AR e B S I AT g 5 B3l 4L 2R R 45 5 A g 1k
RIE[7].

£rERNIR, CD RUAIRBLSR 2 N AR ISR, IRAIR A% . ARBTG5 224 R 2 S LA
HAEH, ABIT3ATHE AR CD HIRHLE], IR KIS 2GS 3 18 (1) B
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2. CD &= HlBIRM IR
2.1. ®BEEZEE CD hiER

211 BEESBRMEMR

WK, CD MRS 2R 1) 5 BB A OG . ITaEsk, @i 4R 40 R 7L (GWAS), &
ZRHIHZ AN CD M 5L N, 45 NOD2 Al IL23R 5L [N (12 A5 1E[8] [9]. IXUEHENM K Fuis
SRSEL i B T R S AE A T S AN I AR . BN, 1L-23 {5 S R R AR R v 5 CD
HIRIFEDISE, X — RPN R VAT I T3S, S a) T (—FRl 1L-1223p40 FEH7) 3t A
TIRIT R EEER) CD [10]. UbAk, BEFCIE KIS IR 22451, 1 IL-6 ZE A/ rs1800795 2 451%, 5 CD
(% A AR A7 AE B M S [11] . ARFEFP R ABESF, 1L-6 JE[H rs1800795 £ &5 CD i MUK IR A7 4E
ZESt, XARIL T R SIRETR R X CD RIS E R, RN 1 s 5 B TE CD i B M,
HNAMRATETT R T AE I AR B

2.1.2. HxEEBNIHEESHLH

CD WIRIBEHLEN I e 2 A LK R DhBE S o IR USSR AN S 5 G I BE, T4 5 78 B e ) e Bk
YIS, Flin, NOD2 &K A8 4 A A 2 S BO i A M R A5 R ae 71 B, b 51 R =
I 2 AE N [12]. ATGL6L1 Fl IRGM 2 [K 5 H B B2 UIAH G, X eI DR (148 53 ] S8 E W TR &L,
T 51 P S A ) R A AR 2 98 i [1.3] [14] - b 4b, HoAth 5 CD AH S I £ RIE B3 4F TNF-a. 1L-10.CARD15
&, BN S E RREFE T I SRR G iR S FR[15] [16]. WFFLRIL, Al
2L RS CD it 5y AR G, e e HOTRAE M 0 mT e e i 15 i 3 S8 S B s I e s Pk e [17]. H
BIFIBR AR B, JERI SR 3 2 MAZE S A MAH EAE L, R0, H AR T LeAH BAE A 0 B g 7 7l
Hl, CARAFEHER - BREEHAXT CD Al AR DTk, 3 g — IR AT . IR AN BRI Le L (K] (1) 1)
R S FLAE CD H A E ML, o T A8 6 T Skms B B2 S,

2.13. RIEREMSIBREERN

WATR I TR W, CD B B B 1 S AR . CD [ 11— 2o i 1B XUR: 568 38 vy T3l T,
[ B T — EUCR R IA 50%, 1M S B FAUN 10% 447, IX#E7s CD BAG #e s i is A& Wi i [18] [19].
SR, TE—LLRF 5T, CD 100 S I HH 52 A IRt AR A o, 048 P R 1) 22 B (RS A% S5 IR B DR SR (A AR -
FIRREVER ORI, FLe 5K CD AR T3 T HAR K E, 31X LS K RE n] fedfs iy i oE 18 1%
BRI RGERE. HElA N, CD WREE 245 Bk R 5 IR 5E R 2 A0 TR S 80 M R R S it e
[20]. [EIF, FMEAL=HLHIT DNA HE4L, HEHBIEWR TS S CD MM E[21]. XA
A B AL B LU b, A G RR R A, AT — DM R - 8 BAEFTE CD &
R EAAR . RRPPA T USRI 2 HSHR, AW RGeS MBS E S RWEBALRHE DL i
TWAEVIBEVR L, MR - BREE - A A EAE R %%, BRANIRFT CD IIRJEHLEL, M CD st
A AN LA TR AL SRS Y R AR 4R

2.2. MEFEFEX CD HIFZ M

221 RRIREHEMEYRE

TR HE CD RGN s R A O, IR R GiE i . R, RE
(19 4L T A 35 SRR BB A A P (0 2 R R AR, AT S M B 1) e IRONE . I, AP IR B g
WG 2R A ARG, T e 7 R b B AT R S BRI, 36 51 Kk 80 R R [22] [23].
o £ AR T I 7 AR S B MR 0 R (SCFAS) SR 4k R i 1 T 2E W B (R R S R it B e T R [24] . Bbah, —i
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R ST R BT B A 41 A 56 T BE 2 CD 1R 0 [25] [26] - CD B I HE Wl S A= M0 1 2 FEAE T B,
I AR RE B E IR S R TR S PEAR SCIER . 52 % R HERR Y £ (CDED) & 7 /b e oI BE e K IO AK L Al
G IR Xt B TEAR A AR e B S IS i E 5 I FA) A7 T S A1 - CDED Ly EEN (AT R0E ARt
BA BRUEE, AR, SCREF T LB R M S Z AT Re M 4ERF[27]. BRI, B E
45k, R CDED, W REA BT WPz CD MA s 5k FE[28]. ST, ANFIBEFEXT TR & I R
3B S E R RE T2 CD i 1 BAR NI AR FE A7 AE 22 57 o ROR T T R S 2 v i & AmvEAL IR AL
IHRAN R B I BT CD A A DTk, il e SRS R B T TSI SR A4

22.2. WAE CD £EM

WATIR AR FC R, WL CD (S R R 3. WHE AR T A S, &4 CD XU &3 1
Jn[29] [30]. WEARTTIE T Z A HLAEIGERE CD MR A, BN AREN BRI BRI B . s i
ADBEE[31] [32]. BEAh, WRAETTE S H HENA R, SRS BIEA DNA $iffh. AT 525 PR
CD MIRRNE IR K2, s iommE[33]. ik, MUEm 2k CD B fila BB s —.

223 EFEFAENERE

AT RS B R 7E CD MRS RIEP R RAE EEEH . 7R, S0, IO R AR
AN REEYIE CD XK InAH JCIK[34]-[36] . MU (144 & 40k T 2o CD B AV R AN TS [37]. Uk
Gb, —SEIRER RN RIS Y. AR RS TRES S CD R FE[38] [39]. 4N, JiE
PiA: (i A F T S B IE BRI, N CD M RRIRL[40]. 2, FRRRAEREMAETE ST, A
EINBERFE, W AR CD B H R L.

23 RERGHNFERMN

2.3.1. ®EMMEATHEER

CD IR IR SHUA T RGN 5 N VIS, WEFRIL, CD 3 1 B4 G AL N 1 S e 40 i
IHRESIAFAE ZRAL[A1] o MR PR AR S DR 200 i S5 Bt i S22 330 0 PR K P s ol 26 2 (R A R Bk e 71 R %, 3K
994 JER DA RS ORT 90 SR M [42] o WA AR T A7 7E 22 A U3 52 A (PRRs), 1 Toll #3244 (TLRs)
NOD #£3ZfA(NLRs). fEIEW AEFRIAEE R, X EeSZ A nf U i T8 AR P B R o TR, R Bl e IS,
TERRW AR SRT, fE CD B, W TR s R R JR M, X B2 A (1 Ak B D e P RE H LS
o i, FECHLR RAR R B S 3L TLRs 15 5l i OCBE 7r 2R 0, (645 B4 i JC 28 ROR T i iE ik
AW, ITTTASRE B B B e N2, 5 B0 5 B TE TS P R A E IR A S Ri[43] . At EE4H i
UL R AN R 70 TNF-on IL-18 25382, PTG PR 74 1L-10 2 3hisk /b, itk — 28 i) 1 90 )
Ni[43].

AN, CD H3&1 Thl A Thi7 guftb sy, wivEidt T 400 (Treq) BB A ThAE DRSS, (esk 7 id
(1 99 S E[44] [45]- Thl 4HHE 73 IFN-y 540 R 7, ol E VR 40 FI e Mo 850k T 4P, 51223850 -
T Thi7 A e F= A4 IL-17 1L-22 55, $8 55 A ki i i = 48 5E[46]. Thl. Th17 A Treg 4 A [i]
AEE MM BT I R . ThL7 40 53 () 1L-17 mI#4] Treg AU TNRE, M HTCIEE BORIE S i
YER; 10 Treg 4 434K 1L-10 JUeT$06] Thi7 08000 74k, 80> IL-17 S50 R AN N 17~ 4 . £ CD
B, XMCPERITR, FEUE R N REE4T]
2.3.2. RENROBHSET

CD MR AFUR AR A 22 Fh 90E A5 IR e i R TS5 TR o i3 81 2w I i 1Y) e 4 Ml 2 b 4
JL AT DL A A AR T, B8 TNF-as IL-18 F1IL-6, SXUSPH PRI R T A0 RIS v I F S 4R
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Wi5[48]. HA, TNF-o il AR g L 5 5 e o 84 0 i i mam vE, Mo 2 8 A P 4er 4 At 03 i [49] » 1L-23
M3 Tha7 g0tk M2 IL-17 B74E, 76 CD 18 28 REBERE b R 35 s A I [9] .

233. BSRENHKNES

RE CD EZWHN—F B G SAEVESIR,  F S e HLE R IR T G A% — e E . EO)
CD 3 IS TRl 2T BETIAR(ASCA) L FTrh MR 4R AL LA (ANCA) SR B BB, s 3 5 %
RNLZ5[50]. BEAh, #7> CD B LAl B B e MERm sl s . SR EVEAAE RS, RIRM
FAE SR AL LR BEAFEARSCTE[S L] B B BRI IR AR AE T e RS IR B S BURTN AR
YO AT My, X I R W S 8 A S R AR S R B A LA A 9% [52] . WETERE, IiE i E i
WIS B B BB I R AR UIARSS, A AR A AT REIE I S0 S e it 32 4 AN 28R s 21 e 2t B 5
T LI OE 53] ST, H AT B & P 1E CD K P E R AR, — T, Al
e CO ARMIAEhR R, X Eedvi ] geiid PR iz i b s 20 sl S e A i 2 T (ke e L, B0
HME RGNS, SURIE RN . 53— J7 T, AT IR A B B PR R o i F 1 o 1) e B B
R, RWESESBAHRG G, H S PUR R SR R RS[54]. Bk, B 59 AE CD A T
DIEF i 5 3k — 2D AT T AN B B

24. ZIARBMREARKSE

ARk, WHFU KN CD B#F IpIE R+ miRNA RIS KA X%, %l miR-31 # miR-146a ) _F i
595 15 B 1 AH 5 [55] [56] - A 15 2H S FNAR G 4H 2 AT 7o A0 45 52 H — SRy E M AE Wb 4, an3ids TR
1 (Fecal Calprotectin)FlIfLiF A4/ 22-6 (IL-6)/KF-5 CD K tE MK [57] [58]. IXLLH MAWhs £V
RIAMINGR 7 X CD ARARHLHI IERAR, B R AE S WA MR VR T SR 4 T g, A 2
P v R T A SRR T R

FEAEDE LT MR R SRR AH . SRR R ARG R, RN &G IRRR AR, PAsE
BRI RS HEZ T . UG TR AIANARAGIATT[59]. 75 CD MIVRYT Y, RS HE R 13L& IEAE SR ARk 22 1)
FIESMN . B, AT RRA R B G N B AR 2R, KRS 7o R T
AT 3R I8 FASUEFH 25[60] [61]. UbAbh, Z993E R0~ 1B Tt CD AR 253 (4, 51 an
TPMT F NUDT15 i [K] 22 25 1 15 B M 04 2 245 ) () A R SSEAH DG, ik RIS, I ml 48 52 245 470 771 2 1) R 42 [62]
FTEST I AR 5 A PR SR R e e I SR A A AN AR b S5 A M SR P A VR T T AR, DS A B R B8 9T
%, WAL B RIEFRAIT S [63]. REHELESLE CD JRI7 T 0N A BB THT R B RO,
NI SEBANMAEAGIETT B H A5

3. &hig

JRAE CD KA HLHIANG T SRR LIS 1 B2 dt e, (HAT T % 2 Pk, CD [ BRI AN A AL i
ERE %, WG 5L, R REMREZ DN EAE, MR I[2] [64]. BL4h, CD ¥
(I PRR AR ST R SAFAE 2 MR ZE SR, DU IR IHER T RCA IR, R, aYI® 20T A8 ia
T3NS . RK CD MBS BE— DA 2 AR, IRAENTBOIR I 72 THLE], R BURIRI6 7T #E s A
EYIRREY) . AN, IEMAEMIIES CD KINIIR RWRARKM M E ST ML —, AW, FREEE
ST A T SRS A SRR YT CD RGBT B 65]. &z, R CD Wk s iE 2 sk, HAEREA
ARG HELR 7 (1K 1y CD BIBIG K TR IALIE, ARAGHT ST R3S CD 277 K- P AW T,
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