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Radiated-induced brain injury: advance of molecular mechanisms and neuropr-
otection strategies
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[ Abstract] The underlying mechanisms of radiated-induced brain injury (RBI) remain incompletely
clear. Pathophysiological data indicate that the development of RBI involves complex and dynamic
interactions between neurons, glia, and vascular endothelial cells within thecentral nervous system (CNS).
Radiated-induced injury in the CNS can be modulated by the therapies directed at altering steps in the
cascade of events leading to the clinical expression of normal tissue injury. Some neuroprotective strategies
are also addressed in the review.
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[ Abstract]

radiosensitivity of patients with cervical cancers before their radiotherapy. Prediction of tumor cell

It has a good application prospect to predict effeets of radiotherapy by examining

radiosensitivity according to their level of gene expression and gene therapy to reverse radio-resistance prior
to radiation on cervical cancers are heated researches on tumor therapy. The expression of some
proliferation-related  genes, apoptosis-related genes and hypoxia-related genes can inerease the
radiosensitivity of cervical cancer. Microarray technology may have more direct applications to the study of
biological pathway contributing to radiation resistance and may lead to development of alternative treatment
modalities.
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