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The purpose of this project was to establish the assay that can be used to assess the
genotoxicity of chemicals. Two methods were used to assess the genotoxicity. The first
used immunostaining to reveal GammaH2ax foci, which were then counted automatically with
a machine. The number of GammaH2ax foci correlated to the number of double strand brakes
of DNA. The other method assessed the growth curve of mutant DT40s with impaired DNA repair
pathways after chemical exposure. The genotoxicity of Monochlotoacetate (MCA) was
assessed and found to cause DNA damage. Since MCA was also found to be an apoptosis
inhibitor, its carcinogenicity may be aggregated. Therefore, further assessment should

be done carefully.
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