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Molecular mechanism of inflammatory pathology through ER stress signaling in
oral macrophages
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The oral cavity is exposed to various stresses such as wounds, thermal
stimuli, bacterial and viral infections, and contacts with foreign bodies, and often causes
refractory oral mucosal inflammation. Since oral chronic inflammation sometimes leads to the causes
of oral precancerous lesions and carcinogenesis, it is significant to elucidate the pathological
mechanism.

Recent studies focus on endoplasmic reticulum (ER) stress as a common intracellular phenomenon in

various inflammatory diseases. Therefore, in this study, from the viewpoint of ER stress signaling,

we clarify the molecular mechanisms of macrophage differentiation, activation, and apoptosis using

ghe in vitro and in vivo inflammation model experimental systems, and aim to overcome inflammatory
iseases.
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