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[ Abstract]

includes: DNA damage and its repair inhibition, change the oxygen content in tumor cells, control cell

The study of molecular mechanism of tumor radiosensitizer at home and abroad

cycle, induct cell apoptosis correlative gene and so on. Different radiosensitizing agents play its effort in

different ways. The study of molecule mechanism will provide academic basis for discovering new

radiosensitizing agents which with higher sensitizing effort.
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[ Abstract]

Review the pathogenesis of radiation brain injury and ion irradiation and the change of immune system then

Radiation brain injury is a severe complication of the pate tumour after radiotherapy.

conclude the change of immune system that radiation brain injury can cause.
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