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[Abstract]  Epigenetics refers to a steady change in the level of gene expression caused by non-DNA sequence changes.
Microbes can modulate host inflammation through epigenetic pathways to evade or expend immune responses. As an impor-

tant part of human microbes, oral bacteria also have various epigenetic regulation mechanisms to affect host inflammatory

responses. This article reviews the common pathways of epigenetic regulation in microbe infection and the regulation of host

http://www.hxkqyxzz.net ©583e

epigenetics by using oral microbes to provide a reference for the study of epigenetic-related mechanisms in oral diseases.
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