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Research progress in the pathogenesis of inflammatory bowel disease
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[ Abstract]  Inflammatory bowel disease (IBD) is a global idiopathic disease involving the ileum, rectum, and
colon. The early clinical symptoms of IBD include abdominal discomfort, diarrhea, hematochezia, fever, fatigue, and
weight loss. The diagnosis of IBD is based on a comprehensive evaluation of relevant clinical manifestations, endoscopic
examination result, and histopathological characteristics of tissue specimens. Biological agents, oral corticosteroids,
salicylic acid, and surgery are the main conventional treatments for IBD. Considerable progress has recently been made in
elucidating the pathogenesis of IBD. In clinical practice, complex interactions among genetic susceptibility, environmental
factors, and the intestinal mucosal barrier are thought to lead to abnormal oxidative stress, autophagy, and a mucosal
immune response. This paper briefly summarizes and expounds research progress into genetic and environmental factors,
intestinal mucosal barrier function, oxidative stress, autophagy dysfunction, and the adaptive immune response, to provide

a basis for further research and the development of treatment method and improvements in clinical efficacy.
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Figure 1 Excessive ROS aggravates intestinal inflammation
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NI R AELRAEF 1 Th17 24042 3k B 18 4% i
(& A, Treg 20 BLAN ] i 1B 92 5iE . Th17/Treg 4H s

JAM 520 IBD & A kN & X APl =
B2 H T Mz M55 SRS A R iR
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IR A BR 25 8L 10 4 e XL 7 90 95 25 e 3K 1 3
A, 100 IBD J2 40 A P 7 38 [ fil = BRI e 5 1Y) 4
J TE IBD H3E 45 I 3 I b B8 O 4G T 1 15 7K SF 1Y
IL-1B 1 IL-18 1 #2713 | IL-6 H1 TNF 75 48 4
OV PR SEM, 1L-6 &—f 28040 A8+,
REASIOG 25 I b Bz 40 M v (4 1 5 7 5 RN e S i
[A - (signal transduction and activator of transcription,
STAT) , I 5 H AN M2k —ETE IBD & gt f v
N, TNF eSS IL-18 IL-6 Fl IL-23 By ik
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TNF 0] 3 A7 1A 14 L 375 e B S 1> 5 fe e
NHEA G, IBD 5 i3 th Y 1L-17 F 1L-23 /K7 2
FETRE I KT 5 B g 7 AR R S ) A
5, AT DUFAE e 1BD 3% shik g L Wb ik gyt
(£1),
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B 2 i 2 - Ok R 1Y) 22 e T 40, ALK &
HNEAT R B AR5, AT A 4R A A M R
SR AN -, S 5 0 T R E RN, 8T
P B 4 (regulatory B cells, Bregs) J&— 28 A] LI
il G O 2B 430 TL-10 F B A0 B, TL-10 A9
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WWIT IR IR ST b 3 Sy, (BB A s A B
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I IL-10 2 3F T 40 M 5% 16y Treg 400, I 42 i
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F 1 IBD FZGUMA TR A
Table 1 Main cytokine targets of IBD

FEAMHE T VEFIBLAT YERIBLH
Main cytokines Action site Action mechanism
MR A% 2201 Jo b Bz A % STAT3 A EHT I By 8 Rl B e ek KB 52
1L-220119] TIECs Activation of STAT3 promotes antimicrobial defense and barrier integrity and repair
H A % 611 1o b K 4 i W STAT, £ 34 57 5 ) 5 R 23
1L-61120] IECs Activate STAT, promote barrier function mucus secretion
M % 1701212 Jon 1 e A PR FEHUTE KT WA TEC B8 3 eI i B e 7
IL-17L121-122] IECs Enhancing antimicrobial peptide secretion and IEC tight junction formation and proliferation
H A% 230> o b K 4 e IR i i D B 2 S A A R AR 9 i R
[L-2311%3] 1ECs Host communities that limit pathogenic attachment and clearance of bacterial pathogens
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SRS PUARINE UC RN, Sk b5 R B, DSS
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