N N AT
oo B K% % 005 Apr4202)
. 206 - JOURNAL OF GUANGXI MEDICAL UNIVERSITY

EErEre e,

Wi o s A YL 5 M 3 vl AT LA A 0 38 s v 1) E S 0L i

W B BLBFET, R
O PHBERER 2258 — MR B Bt JLRE ) 0 ) LRGN I R 2 22 F 7 rh o0 (BEXESE EE2VR) . P9 T° - 530021)

WE  ARREAEREMEY, b i £ R 2SN R 718 A YRR th BT Fh a5 25 BB R R AR AR 4l
s T BOIE K BB AS I A AR 25 R G0, 3P i 1 41 R 1l T8 A VR 00 Jo R B G oy o A R I e R G AL O AL
Ty, B SA% ENE R SR AL 3 S A S B SR B A B BRI R R A O R A R PR L 7 X A B p R RS A 1
MR A R P DR F o s 5 Va0 e BE v el 90 B A A0 PR 2 1T R il IR i R 8 S R PR I R, I H A i s o 1
SE AL SV RS rp o IR I B 8 i T (1 I A0 B AN R 7 L L7 B R e i A 5 TR 2 R 0 3 1 R b L AT R
FHAEOAR SR (AN [R] 17 2 I AN IR i) D B e 0 o e, Ji7 e s R e 4 R [V 1 Y 90 3 P 5 e 4 T e e 38 520G
BRI X 8 5 1 R 2B R S = AR S B o (RN, I G928 SRSt T SR AR M BT O LB R A A
A R T BRSSOy AL EEAEA . Wi B0 A R R AR A 2 R g s Cn g RE M s L B A AR
RN 9 A By Wi S D R B T EEAEH o AR £508 H A 3 e A 1 SRR R s B LT B IR B AR 5
T TR AR 22 IR (MR ELATE P R LA i 093 R 1 T O O 9 B

KR il EVEANNE s e K s BT s A ELAE

RESHESR32.12  XHEHREEA X EHE:1005-930X(2025)02-0296-08

DOI: 10.16190/j.cnki.45-1211/r.2025.02.018

Advances in the interaction between intestinal macrophages and the gut microbiota in intesti-
nal diseases

YANG Xia, SU Ying, CHEN Xiuqi, SHAN Qingwen. (Department of Pediatrics, the first affiliated Hospital of
Guangxi Medical University, Nanning 530021, China; Difficult and Critical illness Center, Pediatric Clinical
Medical Research Center of Guangxi, Nanning 530021, China)

Abstract The human body harbors a vast array of microorganisms on its surface, with the intestine serving as
the primary habitat. The gut microbiota comprises thousands of species of bacteria, viruses, fungi, and protozoa,
forming a vast and dynamic microbial ecosystem, with intestinal bacteria being the most prominent component.
The intestinal mononuclear phagocyte system, as the core component of the intestinal immune system, is posi-
tioned at a critical interface between the host and the microbiome. It frequently comes into direct or indirect con-
tact with a large number of foreign antigens and plays a key role in distinguishing between food antigens and
commensal bacteria. Intestinal macrophages can differentiate from blood monocytes or originate during embry-
onic development, and localize in specific tissue niches before birth. These resident intestinal macrophages ex-
hibit significant heterogeneity due to factors such as individual development, tissue location, and functional pro-
gramming. Consequently, the macrophages display different functional phenotypes depending on their microenvi-
ronment. Among these, the gut microbiota plays a crucial role in shaping intestinal macrophages directly or indi-

rectly, thereby exerting a significant impact on the occurrence and progression of intestinal diseases. Concur-
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rently, the macrophage immune responses play an important role in shaping microbial communities and molding

the microbial ecology to favor host metabolic activities. The interaction between intestinal macrophages and the

microbiota plays a significant role in various intestinal diseases, such as inflammatory bowel disease, antibiotic-

associated colitis, and irritable bowel syndrome. This review predominantly focuses on the origin, characteristics,

and function of intestinal macrophages, while also exploring the advances regarding the interaction between mac-

rophages and the gut microbiota and their roles in the pathogenesis of intestinal diseases.
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