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We investigated the mechanism of acquired radio-resistance in cells after
gamma irradiation, focusing on histone modifications and protein networks via histone modifications
around DNA damage sites. In order to clarify this, we performed chromatin immunoprecipitation
(Chromatin IP) after infection 1-Scel adenovirus, which produce DNA double-strand break, in the
acquired radio-resistance HelLa/DR-GFP cells, using anti-histone H2AX acetylation, phosphorylation or

histone H4 acetylation antibodies. As a result, no remarkable change of histone modifications was
observed between the acquired radio-resistance and non-resistant HelLa/DR-GFP cells. We also analyzed
DNA repair efficiency using HeLa/DR-GFP system between these cells. As a result, DNA repair

efficiency in acquired radio-resistance HeLa/DR-GFP cells is comparable to that in non-resistant
HeLa/DR-GFP cells.
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