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A novel asymmetrical anti-CLL-1XCD3 bispecific antibody, ABL602, induces potent CLL1-
specific antitumor activity with minimized sensitization of pro-inflammatory cytokines
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RESULT

ABL602 induces Granzyme B and Perforin in the
presence of U937 and HL-60 cell lines

INTRODUCTION RESULT

ABL602 induces much stronger T cell activation and cytotoxicity
on CLL1-positive tumor cells than MCLA-117

ABL602 induces cytokine expression in the

= Acute myeloid leukemia (AML) is a disease with high incidence of relapse that is _
presence of U937 and HL-60 cell lines

originated and maintained from leukemia stem cells (LSCs).
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target cells with ET ratio of 10:1 and ABL602 2+1 or 1+1 format. Cytotoxicity was assessed by flow cytometry after 48 h
incubation at 37°C. Two T cell donors were tested per cell line, in 2 independent experiments. R represents G4S linker.
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ABL602. EC, standard error of the mean is shown.
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compared with PBS-treated mice on day 21 (C). Tumor cells in the bone
marrow was measured by flow cytometric analysis and IHC staining (D).
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