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4. This trial demonstrated that repetitive low-dose decitabine is well tolerated when combined with
carboplatin (Fang et al., Cancer, 2010) and has biological (i.e., DNA-hypomethylating) as well as clinical
activity (Matel, et al., Cancer Research, in press). These results support the concept that therapies
targeting epigenetic changes can be employed for clinical benefit in EOC.
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5. SGI-110 (Astex Pharmaceuticals, Inc) is a DNA hypomethylating agent with demonstrated activity in
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6. As a decitabine-deoxyguanosine dinucleotide, SGI-110 has been shown to be less prone to deamination
by cytidine deaminase and could have advantages over decitabine, such as better stability, less toxicity

and a more convenient and less frequent SQ administration. N
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