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Dynamics of TIP60 histone acetyltransferase complex in DNA damage
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WFFER R OBE R (F3C) : Dynamics of TIP60 histone acetyltransferase complex in DNA
damage response

To elucidate the role of the TIP60 histone acetyltransferase complex in DNA damage
response, we analyzed the component of TIP60 complex by MS analysis. We identified
the p120 bromodomain protein in the TIP60 complex. We found that p120 binds the
acetylated histone H2AX in vitro and is required for the recruitment of UBC13 to
damaged chromatin.
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