The DNA replication checkpoint inhibitors, ATRN-1051 (WEE1i) and ATRN-119 (ATRI),

are potentially well-tolerated and effective cancer treatments
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Abstract 2. ATRN-1051 does not substantially off-target PLK1, PLK2 or PLK3
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suggest that ATRN-1051 admin. at the dose and schedule shown has a low

In vitro kinase assays
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