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Injury to the central nervous system (CNS) causes severe neurological dysfunction. Protection of the
neuronal function is required for inhibition of disruption of neuronal network. Vascular dysfunction
is a promising feature of many CNS disorders and is considered to contribute disease progression. In
this study, we investigated the histological changes of neuronal tissue and vasculature under the
pathophysiological CNS. We found that vascular disruption induced by deposition of phospholipid
metabolite coincides with demyelination in the adult spinal cord. This result indicates that the
disruption of vascular barrier is involved in oligodendrocyte death.




