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abstract

Homologous recombination repair (HR) contributes repair of DNA
damages. The activity of HR determines sensitivity to several
anti—-cancer agents including PARP inhibitors. We previously
developed a new method named ASHRA to measure the HR activity. ASHRA
can evaluate cellular HR activity quantitatively. In ASHRA, plasmid
vectors for measurements are introduced into sample cells. Thus,
difference of vector introduction efficiency can affect the

measured values. To apply ASHRA to clinical sample, we should remove




the effect of differences between samples from the measurement of
ASHRA. In this study, we analyzed several cellular phenotypes
affecting ASHRA measurement to develop a new protocol to evaluate

the HR activity.
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