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Abstract

Inflammatory bowel disease (IBD) is a complex disease characterized by persistent chronic in-
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flammation and periodic flare-ups in the intestinal tract, and its detailed pathogenesis has not
been elucidated so far, despite an increasing number of related studies. In recent years, the role of
the gut-brain axis in the pathogenesis of IBD has received widespread attention. The gut-brain
axis refers to a bidirectional communication system consisting of the central nervous system and
the gut, which is important for maintaining health. Research has shown that changes in the levels
of the gut microbiome and its metabolites in IBD patients may, through affecting intestinal im-
mune response and barrier function, further influence the central nervous system and participate
in regulating the mood and behavioral patterns of patients. Emotions, as an important trigger for
IBD, and a certain degree of emotional changes may exacerbate inflammation in the colon by acti-
vating the hypothalamo-pituitary-adrenal axis (HPA axis) and the autonomic nervous system.
Therefore, regulating the balance of intestinal flora or taking psychological intervention measures
may help improve the clinical symptoms of IBD. This article summarizes the role of the gut-brain
axis in IBD and its research progress.
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1. BY

FAE M 7 (inflammatory bowel disease, IBD)J& — i LA 518 538 A 3 (1018 M 55 R AE (158, LI
KRB R[] BEE BRI LR ATE AP S, UC AR, BREN KBS, Xa54ERE
773 B SR I R B 56, thah, JLE R AR ET F, Wb aiEm 7 e e,
SR T TZROE2] [3] [4]. BRIEIR b B K BRI A . R R S JR SR BT R 24
DK AR 56 25 ) SORE . RARIEIR . AERP ARG, (B G St TR ILRIER, (AT REIEA
EHTATABFB]. Bk, ETHANES, FREGRIHRMERGT FRIUEE.,

2. Bf - BRSO E AR

J¥ — P e A e — 1 v BE 2R I £ B W RN R RX A 22 R i (central nervous system, CNS)H4) i AL ] J8
MARGE[6]. CNS BLAHEKMANEEE, L F iy - BTk - B _EIRHAP) IR M ARG S A R 5t
HATIEAS, RIS HIE &R D6, WRIERES). WA s RM[7]. B BEEHHE KL 212
Fl| 5 AZANE TORNPNZE B 5 40 M T 4 AR AR TR 58 AN KI”, IX SR A R T i 4 R S (enteric
nervous system, ENS), ‘E A TLE 718 Nt 5 5 CNS B 5] TAE, 52036 AL R SE AR T E[8] . 1L Ab,
Wi NTEAE 3.8%10"° NI, LLAOW R B SS AR AR, SO MERRTE 2 B AR 10 A AP R B o
HEMEHE], #— PR RIGE Y AAE RS REEEN, ICRe@E &L N Rl Rg . R S
ek BEAER R, AR A A RRER S AR AL HEDIRAS, Bk, Mg - I —i
& DB EATA B W AR AR N BB - T - e [6] [7], X — BRI IRAT T AL R G S Bk
fi B IA) Bk R AR TR AR, A nT BRI 1R IT T RE— AN B & A2 .

3. B3 - [ S IBD ZENXR
IBD FALE—Ft R IR T B s 5, hT A% IBD BEE kR A1 %A5[9], AEBAN
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IBD 5fify - i 2 [AAAE SRR, K, €50 - iz [\ o8 5 H a2 I E AL B8R, 78 IBD
MR AR, il AR I ARG = B K A BE D g, 384 AT Red i - ik A AT CNS, il 55k
FRIEE— RPN L, BLAh, OB MR KRS RS thaE B iy - k. HPA B, A :wa
RGN ENS RGHER T, BOAmEFEDRe. ALEE R, sUERIEZs). 2k, REEke
BEF[10], FERMe—ASBNETEI, INRIRAE RO A RE . DRIL, PRAEIFT T - IRt — X i 4 P AL A B
PIR NG, CUT R RIS 2 5 . a8 A=) AU 0 R 8 . 8 e AL T f2mifig - 1
b, ETRRZ I O 3 R SR ITAUA -

3.1. FRISHMARRASHES - Brdd

WHCR I, 1E IBD &3, ARRAIALR & R Zm T — AR, X RO BRSSO v fe 5 1 1E 4
iE ELEAE OC[11] [12] [13] [14]. JAIE 4SAEAN ENS DyRERAG MR T 1718 b fe i s 80, (645 98 5 K 7 Al
ENE R TN - MBERE, X EeWy 5 T AR 0 i fix 5f b e v, JERS58 CNS 1% issh, 18
OO AR A TR A B 2 R A — AR A, — D R e R ) K A A ) S A IR AS [12] [15].
Kornelsen J 25 NI 5C R B, S Bt IR EL, UC B35 102 AN R DX K B AR R B K, 3X o UC &
W - Wt AR AR AR BRI T UEAR[16]. BRAh, SR PERR RN (dextran Sulfate Sodium, DSS) 5 S (1945 W %6
i BN R G R A 5%, IF BAEA R X SOREA AR I LR E 1 2 e, IR E R
5 ORI X 3R 5 i I (] B S AH OG5 [17], Jiang T &8 NI FE it — RS 1TIX— W, AATT R IAEZE g %
PRI, BRal g X IR IESL, N Fe R 55 1% DX S p 22 Toad A 2 8, VS AR e iR 55 1%
PRZETCREIE I 0T HPA il B S 2RO 1z, DASEEE | R AR [18]. [Rlith, i BT - i
HRIRIT BN T 1BD B R RS AR R E A BEE Y, JEH@Ed SR EE. M. £
SRS DAE— @ R R BRI R

3.2. FEREMREENH~ISE - ikt

JYr T A A DR e FCARU i i i - Rl T K, R TE AT TS AA RN RE I [19]. BT
TR, MIEMAEES TN R ST N R ERRE B OREEER, TR/ RIS B L, [F
RO EINARAER , (U I b 70 o 20 T B S RE A, P RO 3 1 A B AT N RORE[ 7]
[20], Taft TH % ANF ik B EF-2001 7t DSS /N RBIRY,  wT DL I B 1 ANk 5 v 1 28 8 R 7 St 2 s>
If Bl NF-«B p65/XIAP ALK TR /N B HARAT Jy,  HI IR IR 5 I i S A= P s 1235 1BD &
H PO EDRES B ABRAIEM[20]. tb4h, MBI R A RN ITER . -2 TR BE Rt
CUIE IS iz - i b AR TR [6] [7] [21] - I RZZ MR UC JE A0 H T BRIV IV ) 38 0 ok A P 20 e 5% o3
PR TIRERES T HRITR Ak A s A N OS2 R R I 22 R RIA[7]. TR EL . B2
#h TR ER S5 A R A B G 0T TR T LA g 0 5 i B ) claudin-5 AT occludin F PP AR, AT R i I fii
BEbE e B, BHIEAS D Z AR IIE AN NAR[T] [21]0 43 ZRRAE — i A 1R Ao 28 1 7 A0 e 203 )51
AMYAER T ENS, b2l s m CNS, ik, 22052 73 A K T e mT LASE e Jig 18 R K i () 1 8
PR RBI[6]. R SRR T CNS 1 ENS B BN E L, DRt e S LA = /KT 1 2k
PR ] REIE BORE PORAS IS, T i T Sk A D 7 e IR AR B AR b R PR B RE A, DR
TE AR YRE T EVZ R A o] LUE S 1BD i F2 Hr (1 X — MR R [22] [23]. X SSiEHE 3R 1 7R
VAT R TE AR B FARE P I B, X6 TSR 1BD ik R A R R A BRI B TR
BT RO

DOI: 10.12677/acm.2024.1451719 2554 I IR = =23t e


https://doi.org/10.12677/acm.2024.1451719

EE BT

3.3. REMZSH - Wk

o - W K SRR RS > 2 H B R G, WAERGEE, H O EIE AT LU e
S 25 1BD MIRAERFE24]. BIFURIL, e 8 M IR E e w] U IERR BE iR 28 K48 1BD H A,
FIELTORE Fie i 228 B 41 T X o 0 S R £ I RE Bk — A 22 338 SRR A48 178 98 A A T [24] o PR P B0k 2 o 2 B
K FEREBBAC A AT LA - i AL ST R OB, XA ZZ % 1BD EFH il JORE, 87T Bl
5 AT SR (15 25 15 [24] [25] [26] [27]. 38 1 88 [/ F kA w22 sl ORI s PR 5 1BD 1l R
TR TR ST ), T AR —RR A 1 AR BY T BUR TR, BE— B IR TR IR IR R ANG
TTRCR

4. RE

Pk, A E R YT R AR A L RO AE 2 DL R S A 2R RS W] DA RO A
Tl - Wik, AT 1BD S8 IR RAEIR F 52T 858 AT IR i - i1 Dy 1BD 838 iR T #E
REBLH ER BT A ANHT 5. AW, RR R SRR A AT HE VR FOR R HAT BRE Je 2 et ROK
T7F 7 ) 2 e IS TECLE ST A 1 2 IR B3R 97 R BE SRR TR, AR i KA A IR 28 - B
NEEARIAL, EIEEE ), BIFEAA 09 1BD S SR A I MAL A 4T iR, DU B S 47 1
T RCR
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