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1) Hydroxyurea treatment induced cell death in several cancer cell lines. The effect of siRNA of the
target protein X on the cell death differed among cell lines. In some cases, knockdown of X inhibited
cell death.

2) It was known that protein Y binds to protein X. We showed that X-derived polypeptide containing
two Y protein binding domains could bind to target protein Y, although the polypeptide containing
three Y protein binding domains bound to Y with much higher affinity.
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