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The regulatory effects of DNA methylation on Crohn’s disease
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Abstract: Crohn’s disease (CD) is a heterogeneous group of multicausal intestinal disease that is characterized by
chronic and frequently recurrence, which could further lead to the pathological symptoms of gut inflammation and
intestinal mucosal injury. In this process, CD significantly affects the DNA methylation patterns of genes related to
intestinal mucosal morphology and inflammatory response in intestinal mucosa, as well, modulates the methylation
of inflammatory genes in hemocytes. These methylation alterations will further affect the expression of
corresponding genes, and activate the pathological reactions of CD. This means that DNA methylation is a potential
molecular marker of CD diagnosis and treatment. In this review, we summarize and discuss the correlation between
CD and DNA methylation, as well as the potential medicinal value of DNA methylation in CD diagnosis.
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