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BACKGROUND RESULTS
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clinical responses, global DNA demethylation
assessed by LINE1 assay and baseline expression
of a panel of 7 genes (CDA, P15, P21, DNMT3B,
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» Overall peak LINE-1 demethylation in Cycle 1 was significantly higher in
responders (CR, CRi, CRp and PR) than non-responders (-31.06 £ 1.99 % in
responders compared to -21.08 + 1.45 % in non-responders, p=0.0003).

Clustering of r/r AML patients based on baseline gene expression profile

» Unsupervised clustering by baseline expression of the 7 gene panel grouped the patients into two clusters:
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— cyclin-dependent kinase inhibitor 2B (P15) — CR  =——CRi/CRp = PR NR

— cyclin-dependent kinase inhibitor 1 (P21)
—  DNA (cytosine-5)-methyltransferase 1 (DNMT1)
—  DNA (cytosine-5)-methyltransferase 3 alpha
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