AL aE, 2023, 43(10): 1515-1522 www.life.ac.cn doi: 10.13488/j.smhx.20230225

=

=N

-
i

NF-xB& 57 % BUnk £ % RAIHLF
o, MRIEIE!, rLEH

"MREAKREMEIITER, @ 2111005 *LETAEELER(ESTREAELFS), & 201619

WE: 57 BRey KmERF A G AY . % E T -kappaB(nuclear factor-kappa B, NF-xB)% 5 %
R IRIE, RIER R EF GBS ES, LFF éiﬁa"z& ERRMWERT BREELIER

Fo FHBMEONFxBA L LIx mietefpid L miedy e RE, #tmifk KRHHFEHEME X ElF

BIOFIE R E Lo T HNF-xBAe L T BRZ M6 X AT AR T Elfrﬁé‘J%Fﬁ&%ﬁﬁ#ﬁﬁfﬁ%%

A LFNF-kBAR R &£, NF-«xBi#iidiAF B LR miatyshae. TH@mEMb. EE @i, +

PR 4 0L B T Fe AR R R 4m RO 6 AR A T L T B R B L] VA BNF-kBAE 3 5 P 45 R K P 69 4F AR T 4R K

K§EE): 2 ¥ Bam; #IAF-kappa B; Wi LR mie; THBImE; E%mfd

Mechanism of NF-kB participating in the occurrence

and development of Crohn’s disease
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Abstract: The incidence rate of Crohn’s disease is increasing in recent years. Nuclear factor-kappa B (NF-
kB) is involved in regulating immunity, inflammatory response and intestinal homeostasis. Its abnormal
activation is an important risk factor for inducing or aggravating Crohn’s disease. Abnormal activated NF-«xB
changes the functional status of immune cells and intestinal epithelial cells, and then induces chronic persistent
intestinal inflammation and damages the intestinal mucosal barrier. Understand the relationship between NF-
kB and Crohn’s disease can provide valuable ideas for the prevention and treatment of Crohn’s disease. This
paper reviews NF-kB, activation pathway of NF-kB, the mechanism that NF-kB induces Crohn’s disease by
regulating the function of intestinal epithelial cells, T helper cell differentiation, macrophage polarization,
neutrophil apoptosis and dendritic cell maturation, and the role of NF-«xB in ulcerative colitis.
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