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Advances in study of cellular and molecular mechanisms of radiation-induced CNS injury
ZHANG Yan  CHEN Xiao-hua
(Institute of Radiation Medicine, Academy of Military Medical Science, Beijing 100850, China)
Abstract Understanding the mechanisms of radiation-induced CNS injury may help to develop
strategies to increase the radiation tolerance and treat CNS injury induced by radiation. The article re-
views the cellular mechanisms about neurons, oligodendrocytes, demyelination, vasculature and so on,
and the molecular mechanisms of the apoptosis signal transduction and gene expression induced by radi-
ation.
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Abstract

Dehydroepiandrosterone (DHEA) was considered to be a biologically irrelevant interme-

diate in the pathway of steroid hormones. DHEA provides one of the first avenues by which the im-

mune system can be globally regulated to increase resistance to a variety of lethal infections.The

downstream metabolites of DHEA particularly androstenediol (AED) and androstenetriol (AET )were sig-

nificantly more efficacious at preventing morbidity and mortality associated with viral and bacterial in-

fection.
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