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abstract
Spinal cord injury causes severe and long—-lasting neurological
disability. It has been reported that histone deacetylase (HDAC)
inhibitors exert neuroprotective effects against various insults
and deficits in the central nervous system. In this study, we
assessed the effect of the class I HDAC inhibitor N-acetyldinaline
(CI-994) in a mouse model of SCI. Following SCI, mice were treated
with either DMSO (control vehicle) or CI-994, which is a
benzamide—-based HDAC inhibitor. Level of acetylated-histone H3

expression was increased in the motor cortex of CCI-994-treated




mice at 14 days after SCI. Although it did not appear to contribute
to CST axonal reorganization, intraperitoneal injection of CI-994
promoted behavioural recovery following SCI. Furthermore,
administration of CI-994 suppressed neutrophil accumulation and
neuronal loss as early as 3 days following injury. These results
suggest that HDAC inhibitors may improve functional recovery

following SCI, especially during the early stages of the disease.
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