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In this study, we analyzed the biological effects of heavy ion irradiation
on CDKN2A mutant cancer cells (MCF7), which are the causative genes of radiation resistance, and
their effects on the mechanism of cell death induction. MCF7 is resistant to X-ray and gamma
irradiation. On the other hand, it was clarified that heavy ion irradiation induce apoptosis and
cellular senescence by inducing activation of the complex DNA damage response signal ATR, thereby
maintaining a stable high expression of p53 of MCF7 and promoting iIncreased expression of p2l.
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