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Abstract

The small intestine is an important site of digestion and absorption for the body, receiving nutrients
through the intestinal epithelium (IEC), which mediates the internal and external environment of
the intestine and is an important component of the immune barrier of the body, and its presence
keeps the interior of the intestine in a homeostatic state. Inflammatory bowel disease (IBD) is a
chronic non-specific inflammatory disease of the intestinal tract. Because the etiology of IBD has
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not been clearly elucidated and the pathogenesis is complex and diverse, the effectiveness of tra-
ditional treatment is limited, with many side effects, and it is difficult to be cured, which decreases
the quality of life of patients and brings a great burden to patients, their families and the society.
The prevailing view is that it is related to the intestinal microenvironment and immune imbalance,
and this review aims to provide an overview of the role played by microbial regulation of the in-
testinal epithelium in IBD.
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KERBFEY], 1BD BE K 7E B w2 ee b, F85E Firmicutes /b FIASTEAT 1R 1Y
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IBD A I AL 1 AIVE L o BeAh, — BRI 5t R WA L T2, 76 IBD (103 Sh I SUBRT 8 535 020 [4],
XWPEIR T B A R G B R A O, i HSBm A %, h4MIFFiIES: NOD2/CARD15,
IL-23R Al ATG16L1 i £& 671 7 il b B S 2 1 2L (R R AR SRAF = 19 0 1BD A= AR [5] - 24Ul T NOD2 1]
DA ik PR i A1 B e A A B A 5K SR TR il 280, GX 46 55 1BD AH % 14 25 R 498 11 B AT DA$ i 400 1 e A= P 4
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1.3. mEMEYRILE
75 1BD AW AL RIBE T h, AR O R, (HER TR EE S, BiERSE R R T

DOI: 10.12677/acm.2023.1351107 7918 Il R 125 23k i


https://doi.org/10.12677/acm.2023.1351107
http://creativecommons.org/licenses/by/4.0/

R kR

B RAERI R o S FE R B ALk, fEANRIGIERN P R E RN, AR, ®
TR AT DA ) R D 7 A A P RE IR [9], 7] ARt A 7l SR 22 10 31 U 36 W) R s A T LA 5
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G55 JE A A P L B T B R 1  . SOCEI, AR BT DU 1ECs AW R B 2%, 9
LT DA 3o 76 15 b B 20 L 5905 S5 3 4 e LR AN R B R, SRS, RIS T L
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FRET . HP R BRI R A 2l AR, EAR U IE R AR  RERORUR, A5 B L e AR e
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(17, WLEMET IEC HIRTT JNEN4 2 1BD ¥aY7 DGR, JUIH 2 1ECs i X iz 18 i A 4 i 8 775 %
Jor 1 BB R AR B D, Horp—8 25 AR B IBD HIIRYT AR LA RINH . fEARKIL
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