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Elucidation of the disease mechanism of chronic pain associated with masticatory
muscle pain disorder using masticatory muscle pain disorder model animal
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In this basic research study focused on developing a treatment for
masticatory muscle pain disorder, we experimentally induced inflammation in the masseter muscles. In
addition, we aimed to try that we developed the model rats of myofascial pain syndrome. Glia have
been linked to inflammatory hyperalgesia, and it has been suggested that the activation of glia in

the spinal cord is involved in mechanisms underlying inflammatory pain, neurogenic pain,
hyperalgesia, and allodynia. We investigated the role of astrocytes in the Vc by examining
histological changes in the masseter muscle and Vc over time. When inflammation in the masticatory
muscle was induced by the administration of LPS, which is an inflammatory factor, and a 6% sodium
chloride solution, which is an infringing factor, activated microglias and astrocytes in the Vc,
even after local inflammation had subsided, which suggested a transition to chronic pain.
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