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Abstract

Figure 6: Treatment with *2Ac-Lintuzumab Results in Double-Stranded DNA Breaks

Figure 3: Single Agent Cytotoxicity of Venetoclax or *2°Ac-Lintuzumab
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Sensitivity

¢ Mcl-1 protein levels are downregulated following ?*°Ac-Lintuzumab treatment as measured by Western blot.

U937 64,000 Resistant
OCI-AML3 5,099 Resistant o w ¢ 22Ac-Lintuzumab treatment of cells results in a dramatic increase in double-stranded DNA breaks as measured by
MOILM-13 57,000 Sensitive _ presence of phosphorylated H2AX.
26kDar Ny = i :—‘ : - -- BCL-2
30kDa [ — BCTXT. ¢ In a xenograft model using OCI-AML3 tumors in SCID mice, a single dose of ?**Ac-Lintuzumab followed by daily
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Mcl-1 protein levels. Similar results were also obtained by an ELISA assay.



