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[ Abstract]  Irritable bowel syndtome (IBS) is one of the most common functional gastrointestinal disorders ( FGIDs )
clinically, and its pathophysiological:changes have not been fully explained.Underlying mechanisms that could lead to IBS
include genetic factors, post—infectious changes, chronic infections and disturbances in the intestinal microbiota, low—
grade mucosal inflammation,  immune activation, and altered intestinal permeability, disordered bile salt metabolism, and
abnormalities in serotoninsmetabolism. Rome IV has emphasized the significance of correlation between the occurrence of IBS and
abnormalities of neuro—gasireenterology and brain—gut interactions, with complex neuro—endocrine—immune (NEI) factors
involved, featuring the heterogeneity of IBS clinical manifestations. Based on domestic and overseas research achievement,
this article explores the relevance between the altered NEI signals and pathogenesis of IBS, which includes neural factors mainly
focusing on autonomic nervous dysfunction and visceral hypersensitivity in brain-gut and gut—brain interactions, endocrine
factorsiofeorticotropin—releasing factor (CRF) , corticosteroids and glucagon-like peptide 1 ( GLP=1) , and immune factors
of infections and dysbacteriosis, inflammation and immune activation.
[Key words ]  Irritable bowel syndrome; Gastrointestinal diseases; Brain—gut interaction; Neuropeptide Y; Neuro—
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W 5 i 25 5 F Cirritable bowel syndrome, IBS ) IR
e WBY T REME B 9% (functional gastrointestinal disorders,
FGIDs ) Z—. ZHIVKHESCh: REKRIERIESE, FEHEE
PR B SR AU, IR AR R R 5 HEE ) 5T,
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IR T 4 32 2 OHE Sl Ko s, )2 IBS AEART A 1Y
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A N N AR 25 2 AT S22 (A ELAERT X AR AR
SEATLAA XS B0 P R T O GRIE S 2 1 G % B 47 =22 (1] o
M OCHE . Xk Le R WLABS KRR Y fih Kt P REVR T A B
AR G # 2 ORI CORMID) #5885 3R - I . 1% — fili
[ 1) 38 ELA F S AT RS IBS IOARAS Rabil i, Horpidhss |
P | Gofi DRI AR B AL R IR A R AN — AR R R
Ak O RSN - i) NEL 4% 22 G0 5 o mF
5 o AR R IR A MR B S R A OO R 2 WL A IBS
TRIIAS T
L1 - Wl - 1l O 45 P X B 22 R ST (central
nervous system, CNS ) . ML ZSE (enteric nervous system,
ENS) 5 NEI %% 2 8 i) 0] EARAE FGE % . — ik, i
2 ZR G0 8 Wi s i IR 1 a3 4 J2 YR B R R AR ok S
B 551 ZUGE ENS YR EREE ;2R 2 JRUCRAL T HERTM 2
W, B AR B CNS RIENS M7 I A5 5 3 2K
JE CNS,  H I 9 45 2 b X RVE B 1 32 AR IR S5 8 AR AR AT
FKHMER, &8s, M A EMAE RS (autonomic nervous
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system, ANS) FIfHZE = PG 3 GEK R #5105 B AL 6 3
ENS skt M T B i vl .
1.2 Mi# ik Chrain—gut peptide, BGP)  7EfN — 7 5l 45 210
o S MR R £ 1 T R [ 1o L 2 ol 28088 T3 A R AU A T
B BGP./5- £ 1 % ( S-hydroxytryptamine, 5-HT) . P % Ji
(‘substance P, SP) . P& 45 2 3 K AH 56 Ik (calcitonin gene—
related peptide, CGRP ) oL AF TE PE A 26 B K (vasoactive
intestinal peptide, VIP) | H KM ZE (somatostatin, SS) . Fif
2k Y ( neuropeptide Y, NPY ) . MHEERGEER ( cholecystokinin,
CCK) % ZFh BGP AI{EFI T CNS. ENS LUK A FIMZ R 5,
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1.3 i - s s 5 Wl - I B S B iE S CNS )Y
AR o e S K W 2% L [e] 3 5 —— T il -
I s hypothalamic - pituitary — adrenal axis, HPA )
FINEM - B EME RS ( Hypothalamic — autonomic nervous
system axis, HANS) YR R R M NI R
T 15 R A A A 0 DX T (TR A % T S AR
BE (locus coeruleus, LC) ), PIK HPA BRI, 2 i
TR 33K — AR A A Sy i =2 B s Ak AR RE (T
PR ) o mz, HEANZE (interleukin, IL) . IR IRIE K
F « (tumor necrosis factor— o, TNF- o ) BT | AR
RAE, 2 AR Z T G 0] # o AL 1A e 3 3 1
T 7 49 o T A SO R L, TNF—- o BRI, TRZfEA
PR OGN [T (B VRASEHY ) o [, A ORI
TR B J5 3 AT 5 dke AR B il R A2 8 R Al 280 32 519 HANS
WE , N2 NPY B, AR IR SRR AL R AIAE ( mast
cell, MC) HETM=EARSE RAEIF BB IL-1, TL-6 Al TNF-a .
2, RAERNEJR TR 2K SP. CGRP H1 5-HT ('}
PRI ) SRABLAY , AR I TR AT 2 AR, IR TG A i
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3.1 PEERERBSRA T (corticotropin—releasing factor, CRF)
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(CRFR1, CRFR2) Ifi % ¥ 4= #L4E H], CRFR1 fil CRFR2 /&
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FEAET S5 T P (] B AR G A oA i Xl = 55 4%
( paraventricular nucleus, PVN ) . LC FIAS {4 8t 78
W2 TR BRI A ik L g R G CRBR 1 FEI R
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T AN st b ) X B D 2 O A s 4 M R T
CRF I 7 T8 5 ML M FMC 7 B A P86 I
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3.3 MM BERFERL 1 (glucagon-like peptide 1, GLP-1)
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