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Study on oxidative stress and glial activation explaining

demyelination in the central nervous system induced by alternative to freons
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WFFER RO (F£30) : Exposure to 1-bromopropane (1BP) induced oxidative stress as well
as activating astrocyte and microglia in the cerebellum of rats. Exposure to 1BP also
promoted carbonylation of various proteins including triosephosphateisomerase (TPI),
decreased TPI activity and increased advanced glycation endproduct. The study suggested
oxidative stress might be involved in toxicity of 1BP to the central nervous system.
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