AT9283, a Potent Inhibitor of BCR-Abl T315l, is Active in CML Models
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= Treatment of several in vivo models of imatinib resistant CML EED aTeZES Coll M) = In certain cases, as indicated in Table 3, the dominant phenotype E Dosed twice daily i.p. for 5 days followed by 2 days break. Repeated four times
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Table 3: Activity of AT9283 in a panel of Ph+ human CML cell lines.

= Human CML cell lines were exposed to AT9283 for 72h. Cell viability
was determined using an Alamar Blue™ assay

function and AT9283 is a potent Jak inhibitor.

= The interplay and contribution of these three activities of AT9283 in a
BCR-AbI background could be a powerful means of tackling CML and
warrants further investigation.

At 12.5mg/kg regressions were observed and 50% of the mice in this
dose group remained tumour free out to 90 days, 78 days after
administration of the final dose of AT9283.
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