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[Abstract] Objective This paper intends to explore the role of histone demethylase KDM5C in the
development of inflammatory bowel disease (IBD). Methods The bioinformatics technology was used to
analyze the differential expression of KDM5C in the intestinal mucosa of IBD patients and normal people.

Intestinal mucosal tissue of 8 patients with ulcerative colitis (UC) and 10 patients with Crohn's disease
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(CD) were collected who underwent surgical treatment in Zhongnan Hospital of Wuhan University {from
November 2019 to September 2020. In addition, the intestinal mucosal tissue of 7 patients with colon
polyps were selected as normal controls. The real-time qPCR was used to detect the expression of
KDM5C mRNA in the intestinal mucosa tissues of each group. 2.5% dextran sodium sulfate (DSS) was
used to induce a chronic mouse colitis model, and the SPF C57BL/6 wild-type (WT) mice were randomly
divided into Control group 1 (WT mice) and Experimental group 1 (WT mice + 2. 5% DSS). 3% DSS
was used to induce acute mouse colitis model, and the SPF grade C57BL/6 WT mice and KDM5C gene
knockout (KDM5C ™/~ ) mice were divided into Control group 2, Experimental group 2 (WT mice +3%
DSS), and Experimental group 3 (KDM5C /" mice + 3% DSS). The body weight changes, activity
status, and fecal traits of each group were recorded every day, and the disease activity index (DAD) was
evaluated. After modeling, the mice were sacrificed and the colon lengths were measured. The
pathological changes of the colon tissues of each group were observed by H-E staining. The real-time
gPCR was used to detect the relative expression of TNF-«, interferony (IFN-y), IL-6, and IL-183
mRNA in colon tissues of each group. Results Compared with Control group 1, the relative expression
of KDM5C mRNA in the colon tissue of Experimental group 1 is decreased significantly (P<C0. 05).
Compared with Control group 2, the relative expression of TNF-a, IFN-y, IL-6, and II-13 mRNA in
the colon tissue of Experimental group 2 is significantly increased (P<Z0. 05). The relative expression of
the above-mentioned inflammatory factors mRNA in the colon tissue of Experimental group 3 further
increased. H-E staining shows that compared with Experimental group 2, Experimental group 3 has
more serious colonic mucosal damage. Conclusions KDM5C gene knockout can promote the expression
of inflammatory factors and aggravate DSS-induced acute mouse colitis, suggesting that KDM5C exerts
an anti-inflammatory effect, and epigenetics may participate in the occurrence and development of colitis
by regulating the expression of inflammatory factors.
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