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Molecular _mechanisms of crosstalk between DNA-damage response and signal
transduction
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We found that Mig-6, an internal inhibitor of EGFR,is phosphorylated
accompanied by EGF stimulation but also UV-irradiation. The results suggest that there is a
crosstalk between EGF-signaling and DNA-damage response. Next, we found that HBO1l,a histone
acetyltransferase, phosphorylated Ser50/Ser53 of HBO1 by ATR after UV irradiation. HBOl is
ubiquitylated by CUL4-DDB1/DDB2 and degraded 6h after UV-irradiation. Moreover, we found that HBO1l
participated in nucleotide excision repair(NAR). UV-DNA-damege induced phosphorylation of HBO1l
promoted acetylation of histone H3 to induce structural change of chromatin in the damaged sites.
These results suggested that the HBOl-mediated chromatin conformational change promoted recruitment
of NER-related factors to enhanced the NER.
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