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Misrepair using radiosensitizer and radiosensitivity under non cycling cells
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We have demonstrated whether AKT is important molecular targets to control the rad
ioresistance through the activation of phospholitated AKT compared between CD133+ and CD133- glioma tumour
cells after ionizing radiation treatment. We showed IR-induced AKT ﬁhosphorylation in CD133+ tumour cell
s than CD133- tumour cells when mirin was used. Our data suggested that the tumour cells expressing CD133
+, a maker for the stem cell, was induced the activation of AKT more than CD133- cells after radiation. F
rom this result, it may be said that CD133+cells have greater repair activation in response to DNA damage
in cellular radiosensitivity. Confluent normal cells were exposed to X-rays and heavy ions and PLDR was st
udied using FISH technique. It was found that heavy ions induce similar exchanges between PLDR and PLD con
dition, suggesting that heavy ion therapy is as effective to non-cycling cells as cycling cells.
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