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Elucidation of the pathology of early brain injury after subarachnoid hemorrhage
focusing on epilepsy
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Recently, nonconvulsive seizures have become known as a poor prognostic
factor for subarachnoid hemorrhage (SAH) after cerebral aneurysmal rupture. In basic research, brain
damage peculiar to SAH, called early brain injury, is considered important as a poor prognostic
factor. We recently reported that one of the matricellular proteins, tenascin-C (TNC), was highly
expressed in the brain after SAH and caused neuronal apoptosis. Neuronal apoptosis is thought to be
important both in early brain injury after SAH and in the acquisition of epileptogenicity. In this
study, thus we clarified the relationships among neuronal apoptosis, TNC upregulation, and
non-convulsive seizures using SAH model mice.
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