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Acetylation network via TIP60 complex focusing on damaged chromatin dynamics
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We investigated how damaged chromatin dynamics via histone H2AX acetylation
by TIP60 histone acetyltransferase complex affects the activation of DNA damage signaling via
H2AX-phosphorylation. We found that both acetylation and phosphorylation of H2AX after induction of
DNA damage are not required for the initial recruitment of NBS1 to DNA damage sites but for the
maintenance of NBS1 at DNA damage sites in different ways. Our findings demonstrate that the
phosphorylation of H2AX function as an anchor to maintain NBS1 at DNA damage sites whereas, the
acetylation of H2AX by TIP60 complex has an important role to prevent the spreading of NBS1
signaling to undamaged regions.
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