The Primary Medical Forum EEE%i8tz £7 % 5 6 #2025 &

[

RAEEMRSHEMNESMERATHXER

Xt ZEege e

(IE AR BERE A ARIE 133000 )

E] kEWMA (IBD) ZRE LEHERRZ—, L P B (CD) fmkm sk (UC), BMZFHEFHEEL

BREWRR . 124 A1k, IBD WERBILH M AELE, FRANZH ERAM, MENBRELTE LEREDEE
BEIR, HER, MAEFARGEN, W Sk &R AL AIBD AR & oy E Ak Z 2 EN, AXEER
F, BATETIBD WA RILE, EARTREWTR G e S REURRRE TN Z BT R ER, ETHE
WA AS AR R i T S, O SRE MR A I PR IR T Fr B 4R R R AR

[ REIR ] RIEM A MEMAED; HRET;

Relationship between inflammatory bowel disease and intestinal microecology and immune regulation
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[Abstract] Inflammatory bowel disease ( IBD ), including Crohn's disease ( CD ) and ulcerative colitis ( UC ), is one of the most common

intestinal diseases, characterized by chronic immune inflammation in the gastrointestinal tract.To date, the pathogenesis of IBD
remains unclear, but it is generally believed to be caused by immune dysregulation, microbial imbalance, and dysfunction of the
intestinal epithelial barrier.In recent years, with deeper research, the role of gut microbiota imbalance and immune modulation
mechanisms in the development of IBD has gained increasing attention.In this review, we delve into the interrelationships
between inflammatory bowel disease, gut microbiota imbalance, and immune modulation mechanisms based on the

pathogenesis of IBD.We also explore treatment strategies based on gut microbiota and immune modulation, providing a

scientific basis for the clinical treatment and prevention of inflammatory bowel disease.
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