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damage response (DDR) proteins to DNA damage. On the other hand, some modifications of histone proteins

directly mediate the processing and regulation of DNA damage signaling and the recruitment of DDR proteins.

Here, we overview and discuss the major types of histone modifications triggered by DNA damage signals, the

exchanges of histone variants H2AX and H2A.Z with histone proteins in response to DNA damage, and the roles

and related mechanisms of histone modifications in the recruitments of DDR proteins onto the DNA damage sites.
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