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Elucidation of mechanisms for destruction and fixation of glia-syncytium in
demyelinating diseases by whole-genome sequencing and immunohistochemical
analysis.
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T cell receptor gene rearrangement analysis clarified preserved base
sequence specifically in patients with multiple sclerosis (MS). V3 1/Vd 2 ratio in peripheral blood
y 0 T cells correlated with the severity of MS. In pathological study, GLUT5 positive microglia
accumulated in acute demyelinating lesions of MS and neuromyelitis optica, suggesting that microglia

induce disruption of energy transportation system and result in demyelination and axonal change.
When experimental autoimmune encephalomyelitis (EAE) was induced in astroglia-specific connexin (Cx)
43-ablated mice, the clinical symptoms of EAE were alleviated. On the other hand, EAE became worse
in oligodendroglia-specific Cx47-ablated mice. These results strongly suggest that the activation
status of microglia by functional modification of connexins is deeply involved in the pathogenesis
of demyelinating diseases.
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