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The strategy of modulation for epigenetics against ischemic spinal
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WFFER S OMEEE (353C) : We investigated whether inhibition of histon-deacetylation (HDAC)
can exert neuroprotective effect against delayed paraplegia after spinal cord ischemia in
mice. Treatment groups were divided into 3 groups in corresponding to duration of HDAC
treatment (7 days before, 3 days before, and 1 day before spinal cord ischemia). Saline
treatment was defined as control group. As a result from our experiments, any animal
treated with inhibition of HDAC could not show significantly improve neurological outcome
1n comparison with control group. Histopathological and immunohistopathological analysis
also failed to show any differences among all groups. According to our data, modulation of
HDAC is unlikely to be associated with delayed neurological degeneration in spinal ventral
horn in mice spinal cord ischemic model.
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