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In this study, we analyzed the neuropathological changes in cerebrovascular diseases
and focused on the biomarker dynamics in order to understand a proper cause of death.
Under ischemic conditions, we observed retrograde neurodegeneration, dendritic atrophy,
and somatic swelling. Neuronal viability and respiration activity were significantly
decreased in a dependent manner. These observations indicate that hypoxic conditions such
as in ischemia, exacerbates the brain activity and the organelle function, especially
in the mitochondria in which the morphology changed in the altered fixative conditions.
These results demonstrate that observing the mitochondrial morphological changes in
relation to the cause of death (e.g., sub— and acute death) would be a useful forensic
diagnosis biomarker.
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