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To investigate the roles of the UVSSA gene in TG-NER mechanism, we firstly searched for functionally
important domains of the UVSSA protein. We mutated conserved amino acid residues of the UVSSA protein
and screened for the mutants that lacked TC-NER activity as well as the ubiquitination of stalled RNA
polymerase Ilo after UV DNA damage. For this purpose, we developed a comprehensive assay system for
measuring DNA repair activity and cytotoxic effects of DNA damaging reagents. We have successfully
improved the time for the assays. Using this new assay system, we have identified various UVSSA
functional ly inactive mutants; we observed some of the UVSSA mutants can not properly ubiquitinate RNA
polllo in TC-NER reaction. Further studies will elucidate the different clinical features, i.e.
premature aging in GCockayne syndrome and mild photo sensitivity in UV-sensitive syndrome




