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APPENDIX A 

 

RAW DATA FOR RNAi SCREEN 

 

This appendix lists the 74 genome maintenance genes identified in the RNAi 

screen (Table 1), and contains oligonucleotide-specific information from which the 

graphs in Chapter IV were generated.  The quantitation of γH2AX foci, the viability 

ratios and sensitivity indices from the HU viability assay, and the quantitation of mitotic 

cells from the HU recovery assay are listed in Tables 2, 4, and 5, respectively.  This 

appendix also identifies the genome maintenance genes with tumor suppressor activity in 

Table 3.  
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