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Abstract

Inflammatory bowel disease (IBD) is a group of diseases characterized primarily by chronic non-
specific inflammation of the intestines and is closely associated with intestinal microbial imbalance.
The largest microbial ecosystem in the human body is the gut microbiota, which includes a variety
of microorganisms such as bacteria, fungi, and viruses. It participates in nutrient metabolism, im-
mune regulation, and the protection of the intestinal barrier, thereby ensuring intestinal homeo-
stasis. In recent years, the development of multi-omics technologies has enhanced our understand-
ing of the specific changes in the composition, function, and metabolites of the gut microbiota in IBD
patients. These changes, in turn, influence the occurrence and progression of IBD by regulating in-
nate immunity, adaptive immunity, and the neuro-immune-microbiota axis. This article systematically
reviews the imbalance characteristics of the gut microbiota (bacteria, fungi, viruses) in IBD patients,
elaborates on the microbiota-mediated mechanisms of IBD pathogenesis, and summarizes the pro-
gress of related targeted therapy research, providing a theoretical basis for precise diagnosis and
treatment of IBD.

Keywords

Gut Microbiota, Inflammatory Bowel Disease, Ulcerative Colitis, Crohn’s Disease, Immune
Regulation, Intestinal Barrier, Pathogenesis

Copyright © 2026 by author(s) and Hans Publishers Inc.
This work is licensed under the Creative Commons Attribution International License (CC BY 4.0).
http://creativecommons.org/licenses/by/4.0/

1. 5|8

9 E P 77 (inflammatory bowel disease, IBD) 45 5t 55 14 45 17 &% (ulcerative colitis, UC) bt &' & 5
(Crohn’s disease, CD)PFIE AL, AERAZIZFIA, EMH TIAEZKERI I A E[1]. 1BD 1)
JRR A M AR TE A TG, BT AR RS 2 etk . R . s R aL =F LEER2], B
T8 PR AP S 18 3 g 2 [ R, AR AR () R AR R e 3 R HESE I [3]. fEME IR
AT, WMEEFAE X RSV, S5 a4 K. MR IDTTR(SCFAS) AL i R4 &
FEAHEHT DA S S e A0 i) e A AR B A% IBD SR WA sd Bdb . AEREIG 2 . R 2 FEE T %
TR A R TR AL, X PR AT I IS 2 P ORARBIR T IiEAaas, ISR T8 RAE . (H H Ai%O - IHE
T XECRE AR IS IBD KA, G2 HERES RN T EH RN RER. WEHAZ
AR HT,  AITRE T TR 7 A R SR IR R sk =, A R R e . FS b, R
5 IBD #REFFARSIAMEA, TRAFE SR PR FPB IR IR, 305 BB 0 nT AR S an 3l DR 2 i R S e = 6L
Mz BERRAG, TARAETE G X itk — P s E AR, HEVSEBURREIEEMNA mE T . A
GG I TR O SE, MR BERBTRE s . AW IR IRIGIT AR =AY, AT A 45 i il
A5 IBD 52 %, A E R L S IBD RIERIE SR RGN, NG S TR AL A

2. IBD BEFEE R AV K FHHE

JiE R 4152 — N HAE (S 90%LA ) FH(0.01%~0.1%) I 25 A1 B S 41 i) B 2 A E Bk
R T EEENFE . ZHFSERARKNA, IBD AHCHE B S wrp R 9L, JFH.
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L2 W] SRR 2L B AT e A2 DR T BERAEATT o (ELXT T AT AR AR PR AR A, 89 75 IX 0 B A SR R O P 5 4k e 1
R (EER): SRS FRAE SO AR B R AR AT A R, T B A 1 B S e B B i s 4k 1k
RN i T8 S 5 BU TE A B (LS. pH B EIRIRES) SR SG, B vE R R A 1
N, HAR B IFARBIR IS R, A2 IR RAERE R -

2.1. HEEERISBEHE

JY 3 1A 200 T A TR A B S LR 2[5, A BT N A N S BE TR T T RMDUAF B8 1] 5 S LR 90%.
IBD 535 1) i 3 20 B R O A AE ] R I S5 A 8, ELAR R AR N IR ME R, 3840 R RIE TS 3 I 4k R M2k
W KAEPRZ ORI, 78 IBD I TR R REY AR A a6 RE R 35080, T
TR ST 1 SRS R A o e W M 22 (6] ORI B SRR 1 X B RE AR SRRV SR, R B R A I 4R
HIRERZ .

TEB B /K, IBD BFEHER W EA WA i, HIERVES 4 RYERIFIFAE: CD B h SRR w
(F. prausnitzii). % KT (R. gnavus)FIHT AR L BEFRAK[7], 1R AAE CD B o IR ay kil 2], HA
PR E CD RABERMR, HPAER TR RIET R 4R mEfRss, o EKIERM: T
AR B RE M S5 2 B0 B IS BE Y B8, BE IBD B AR, (R R I 5 S i
REREE R IEMS, RAERAIG, WpiB SN UK T i BB ORI & IR 5 238 5% 1 B0 i1
BTSRRI, SR A RE N RIE TS SR AR R . UC B RBUUBAT B &« LR 1 )& 55
A i gD (SRR R, TORER IR AT A I 21, KR AT B - 75 58 R S5 B0 1 =F BE T i (AR R R, Bl
FAEINEE T 35) (8]0 AEAFER AL, 1BD i T8 I RF S A7 75 W2 R Ik e 5ty Gt S0 v R 2H A% i
RN, SRATCHIRRNE, Xt PIRR SRR R R W R AR, R 2 KR E
Ty MG SIEINE SR R R — 0 200, Mgk Rk .

2.2. AERENKSBEIE

FLEAE N TE A B A G 7, HAE IBD I (B B 2 2006, H IR BT B e o
1) FAE N SR AR R RS R A, RIS A4 S RE A B — IO . e N il S DA 1 1] AN4E
FTHITRNE, SEREE. BaHE R WE9]; M IBD B il B 20 2 A T HLa 380w
FAFFE[10].CD B3, AEEIRE(C. albicans)~ By (1R & 3 B 2 2 F 57, T BRIPI R BEER (S. cerevisiae)
FRERC, HAESERE SRR B RS SR UC B NRIUN TR TF K, 1T
ITEBEET R, SURTERE R 2k B a7 3

REEUEYE o, o0 2 U BB RO A C HH AR 8 B T e SR WE DU K V- Thm s AR s vl 22 I ARE
REBCRTE A AR, H 59500 ) B OC, BELRIE Sl H B 1 5 R R AR i RIEZ /T, BT
SRR MR, & IBD KA R —. AEGERE[11]2& IBD AHXHEE R ARZOBURE, Him4d
IS PR MR v BRI b R BRRs, B80S NF-«B X MAPK #AEIBEE, mibRizigRmmidZERN G,
e e ek, M BRAE T B R ARR R AEH . B, RAEFREE A e A SRR
MINGEE, Wi bR S, HE T E SR b A, H AR R MO SR R N A KRR T
25t TE I A S M SR T — 9 0E AR — LB — 20 Y B — SORE IR (PR IEER, G ) BT B B U
Tk M S I ) T

2.3. FRER BRI EHE
PE I 2 AL (R AR B 1A AR BE) 7 IBD AP A A I SR SB[ 12] . FAXIR BRI H 2N
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JE AR, TG TR R AR A 22 g 9 S RN 1 2R R S I 4k R PR IE B . il ST KL, IBD R giE
P ER A 5 R NATAE 3 2 5[ 13]: CD B 75 H (Caudovirales) T ¥ = 28 ME B8 78 1 03 5 B 55 H A%
T BT T, T UC 38 R AR 3 T U 2 A8 5O SE D W B[ 14] o 400 L0 IR S, 345 T 23 /8 4% ATG16L1
RAS/NER S, Al E AR 52 A4 (PRR s )i 2% (1 7 0 0, 7 R R 2 R i iE sk e, 1 K
B 7S IBD B B9 T KBk

FZIR B LA R AR IE: AtgloL1 25 IBD 53 R AN, 76 & H B 2 R B A7 7
VR EE I Sy BT, LR A e A P BB 1 AR RN 2 R (PRRs S, il e R S KL,
BT S B R R A, PR B TR 50 S RO B T e 3KEh IBD RAERIGAEIRZE 2 —[15]. 11
Wk TR A R PR AN U] 22 S 4k Rt SR W B A D B 1 R, LRV LA Vo 20 v TR e P A O
4 IBD A H AN SR R M R (G s k> . A E I 2 ) 5, MR OSSRV R R AR
R P 2 B A0 5 ) 508 —— S0 ) A A 2 T 1 W B A = P T v, A [ 1) A PR R A T P PR, X
PR IR ARG AR SR 2, A A2 0 o 240 v T A 2 U 1 R R R MR R 3R

i 7 B AT R 4 A B B - RN 2 G N S 5 IBD R e W TR R T 3 e A v A A R
PR SRR, T LA U BRI I T e e A, R SRE R TR IbAh, R EE AL AR A ] R RS
IBD VY7 ROCR, BN TG 7 B2 (¥ TE A s B4

3. FIEE# TS IBD & HHLF

Jo3E A SR R O R A S R e TG G L BT B BE D RE S A2 - G - AR BE[16], TR TR
HERIR - JOREWS - BERSI 05 7 (BRI, EIX R b, JEUR PR R R A 2 il RO R B A,
T JEAE 5 T AR 4K A 1 B A S AR 2 5 I TRORAZAB A G B , — 35 3L IR HES)) IBD M Sk e ek 0 e

3.1. PIEEXREREEEL

SR AP PO B AR YIRS BB 2k, JLIhRE R 2 IBD R IIRSIR &, IR R
RAR SRR SR G AL IR LR TR, S S5 1 4k P B A O R D s gk — 2 i i S e U . NI AR
FLUESE, NOD2. NCF4. LRRK2. CARD9 % IBD 5 & [K45 5 S R A AHIC[17], dx S5 PR A8 3 i 7
e Bl A AR W R A BB O A, DR B R SR T 5 S IR SRE s 1T ATG16L1 25 H WA 5C 5 B [ 11
RAF, 2 EHHIS9TE F AR LR B ARRE 71, NIRRT T ISR S i St T st AL A o

JE A0 B A I Toll #E 52 AR (TLR2/4)IE R4 5P T i (Treg) 4= pk[ 18], 1fi IBD & TLR {55
B, FEPTR R SS: CX3CR1+ BAZATWEAH M AT 755 IL-22 70, (Rt R s, IR
BRI F BB E R T, IR SRR RREE .

909 75 U] B A S R e 25 L I B Al A DR 1, AL R R T A4 Pl id P 28 4% 0 PRRs 3 BRI 26 R A -
WUYET . R T B S EALE BB OUEE RNA, AT RLRs ZKE M RIG-1. MDAS 15, 45648
FAATR #5155 E A(MAVS) 5 #0% TBK1-IRF3 Al IKK-NF-«B %, %5 18T E. IL-18. TNF-a %%
TR FREIG RN, PR AT B TLR3 . TLR7/8 254 & 524k, HE— 2B TR SARGH M R 34035 RS,
RS ERIAND  FRAL BRI e R . [ WREBRAE 2 IBD SRk % i R OCHEFA 1T ATG16L1 JE AR
Ao SEOE KA BT B TS L T PUBR IR WA b AR 1 B R A P ) B A 86 73197 [20], B EEL 22
2, ZRAR 2 T EUKLR P B A% R TGV T B A, 3 RLRs G PR BEI0S , TR “ 8L B -
TREAZIR B - SE R TTHE” BVEIEIR, 1 Atgl6L1 2828 /N UG 1w 3 5, W2/ 1 PRRs
ESAE S SR EE S, RPN, e AR ERE - R - EEERIR B
EESCEE T
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Mz, S

HH RS 5 R e s B OSBRI 8 R BOE RAE/ME, {22 IL-18. IL-18 R & K1
FEI[21], 11 Debaryomyces hansenii 545 af 3. B [ 22 W) 388 1<t 4016 98 E /MATRTE , SR 2 5E; CARDY &
BRI 3 B TR Ao e OB LR, AR S o M 55 18 0T LT I BRAE /1(23], SR B BEIGE, #Eim
WUE FRE . o

3.2. BEhENERERE

T N 2 1 S B TBD e SOEERFIIAZ L, B B RRE I S 80 T g th[24]. FTRK
TN 2 (I URBDR 2R, T 4k 1 B A 2 R D < HRp S 4 e 26 G 28 S B, BRI R G028 1D S i O IR S

T T L T R AR T S A B T A 17 (TH17)204K[25], THI17 423 WA IL-17. IL-23 254
iE IR 776 B 18 JORE O AR DS B A F o SR, TH17 ZUPRAE IBD A (1 F A7 AE il ——3MH] IL-17 1
BITA Y B TER, $Eax THL7 M0 DIRe v Bes2 AR ALY . A B S BRI E md i 28 O B 15
TH17 AL, w0 B B, [ B BR TR AR 9 BES 5 1F) IFNy+ CD4+ T 4 g i b fe B B,
H%EZ 5 i d i .

B A/ SR S 12 5 IBD KJ[26]: IBD HBE BN 1gGHF4IuIs £, 7% B
o B 4 ST E PR AR EEE T 4B R R 28 s T2 WA TgA TR A R AN BB B 22, R
5l bR ik, FLIREER A G SRS E N I TE 1R 28, IR 9EAE .

3.3. WUIREAIEFREThAE

Jo3E o B 4R TE RS (M A5 M), HARZE . W b B R AN R R i, R e T
BEbEDIRE e RS 5 1BD AL R R . IBD (3 (3 B AR R S RUZ 2 . MR B D e 7
W DU IR BB AR, AT 58 1 BB s BR R 271, SRRk B A 2K A R A B T 5 i T i
Mg R ZR, Il B st 5 e SR O RAE, S il s i TE oA 5 S 4 A MR AR R, it —2D
JEBRRaAs 0, TR BRBRei 0 - TERERIE - SIEINE” AIXUAEIR.

FLBENIE TR (SCFAs) [28]52 il i A= W i B AR ™1, W AR iz i b RGE R IPE . IR T RIE
IE GPR43 A2 fAfe it Treg UMM AL, IS SR, 38 5 b R 4 53 3 M D g 1BD &
HRN SCFA P A W HUE I (R TESR ), SCFA JK-F T FE, ABEA RbE s brFafads, MmN 7 &
FERAIIOE . J35b, O ER B IT™ AE S PR I 3 n] DAL HE U8 R A I S5 R iR, &
BUCBRBRAAT . WAEMINGR . SEINIRD FEBUR N .

3.4. EEWE - % - MEYH

M2E - Go - WA - ) BRI RN 50 % U« 500 1 45 1 R S JRE 1R o A0 R
IRAR(29], il B A A AR A 20 AR UK T JORE S PRI, A AR R 1 SR SRS M B A A

JUiE TR M)(SCFAs . (W IRAT A4 ) i LAZE th MVRAR A BE N tP AR R 48, TR IR P22 34 o
WPRETR (LTS 3R 22 LEI%),  HET R0 2 I i ah UL K JOE SR 5 T A 20 A (P 2 ik DRI A S JI &%) T LU L2
AR B A PASE, (R AT T . B YD1 IR R I i B e i i 2 A B A 2 TR iE R
B GE, TH0 REAE A RE EA  A PRE RT AR S i e 22 D RE AR B 15 (301 IBD 3 5 PR il s 8l 57 5 %
R, HALH AT REZ A /- M 2 S S BB S BUR, IR WO TR R B XH - ikl IBD if
JT RS- 1B ) B

4. BEEELENE IBD BT HRHR
BT ERAEMAN T P BRI K AEFEATBRRMER, BTV E BB F0 R R 52 3 AL,
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W%z,

- i

BN ZAE AR S A(EMT) [31] 28R/ 4 70[32] TR LA I 15254, 11 FMT B 2
R T .

4.1. FEEBEFMT)

FMT I F i e\ (1 Ji7 18 B B RS AR MR 5 B B AR S P [33], C4UERH T 4T IBD A BUF
J73. ZHRORIIRRIRIGE, £ CD B& T, % FMT 8975 4 J& IR N 3R R 58.8%, #1752
JE B R RIS R T 82.4%; UC HBE 1 4 FMRNIEN 66.7%, T 52 BN &R T 84.4%, 7 HAEH
B AR (1 R (I PR i B 8 A B T 61.7%

FMT (197 28052 30 2538 G W T8 B RERFAE R s2m . BEFedeth 17 “BRFnT 2817 #4Y, 7E Bacteroides
5 HGEE T 65.5%FIE LR, BRE I FMT B 4T i %F T Firmicutes (5 3 S HUAL I B, T 75 BHL FMT
SRS B AR (FH ET_F BUE645 9 ET_B &), A Re3R1S RIFH0IT R0, [RRT AU i 1 XU T i
7 DK “BAE” WS AR, R AR BT BEEE AT R TUA FMT [RCR, HHEEIT SRR I TH 2] T 68.7%.
T4 FMT BRA I 8 IR 3R m] Dok — B3R |7 2, ™ A R SR RSN 2.1%, Zatidr. B
ALk, 2025 £ E FMT £ 5 3EH) FEZi0 EMT I 7 5, IF B S s R E R L RT3
TR 2T AR E IR R EA3 2R HES .

42. MERESHET

a AR R UK A S b R TETRIA B BT ORCR, R R BT R LR S8 [32].
PRI R, A WIS 2l e R IRTT ) LB 70 % U A G2 M8 R AE 60%~T0% 2 8], HALHIANHE = iE
SCFA 7K1 #0ifl TH17 A Ris AT 5% . a4 70l BLUSONAT 2 8 (10 BP0 RIR, A3 A T4 o i A ZE K SR AH DL
BRI T RE, AT MG T P B AR T ER(SCFA) (2810 £ 5, (Rl RIS th AL 1 i fr 4T e fit
N BE S D50 — L5 o (R RECIR -

B A RVR T AR A Z R R T RCA PR, LR B g 535 (0 A TR R 45 LU R0 1
WIS AR FNAZIE T “HEMRR R A MELA S, R a8 R FiE A
(R AL ), ATBE AT IRCR «

4.3. TIERESNGMEEET

BEE A BAEY AR D, TR IGITECh IBD FEHERTT BI—AN# J7 A[34]. FIH CRISPR AR
Xf i AT B0E, AT MR E IR BRI AEE 2 TR /r i 2 B AK), AT URE P B
AFME . 10, G BOE 1R B T DAE i R 80R8 IL-10 S50 28 1RGN R A I 485 2
IFi) Jl A TR ) TR R R A T DR S 1 2R 800 B A T PR A2 TR A~ 887 35

UYL VAT S T — B M HERE . AMJEYE SCERA (9 i T BR A 7)) AT DL B 21 5 iy i B F T g . 410
HlJRE s IRARYT R (AN 3-0xoLCA . isoalloLCA)R] LAIR™T TH17/Treg “F1i[36], 7E 5% B & HKFi]
BNFE, NS RS AR SORE . BTIIRYT 75N IBD AR T 2 IR, IEARTEIRGRRES Y
G
5. TRRESHA

KT WHIERHS IBD MR RMACEHITG T — iR, HENRFAETZ S —=& WK, FAEL
YRS )AE 1BD W MIAEH MANERE, ST [ AR BLAE LA 25— B e R WHEA
PRI K RIE B R REAE,  H FTRHER 7 BB SR AP S0 AT, WA AT M Tt 9 Uk W 1 4 2
J& IBD (5 R T AN R 45 R s =& 1077 Wil N A A 22 53 AL AN BT RA , 7 205 B 220 A 2 BOR (R R AL L e e 4
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BEL, HHEE

AU R AT S8 70 T IR, JF HSEBURSHEVR YT s DURS BUR o2 AU 7E o T erl 7 B PR ) (= P2

(i

D5 9Y), DIREMRATIE 75 BEHOR B R
ARV T TN PR LU JUANTT T — il B gl Fr . s (ARl A 45 07 SRR W R S

i EAMLZ BB G R N “HAE - B - A% SRR, JRRE BOR K AL I (K 7 1 R 2% 5
SRR R R B B R AR B, T SEIL IBD RHS I AR SR TN DY IR FMT 877
Ti%, RMTREE. AW 7E ST E R M7 RO E . BEE DTN HEE, i E Yok
A AT RERCON 50 2 R RSO M 45 i R A2 W GBI R, JF ORS00 i ia 7 s s i@ i ke
FEAL R -
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