CLN-619, a clinical-stage MICA/B-specific IgG1 antibody which restores the MICA/B-NKG2D axis requires Fc
function for potent anti-tumor activity
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Background Results
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Features of CLN-619 surface expression was measured by flow cytometry.

 CLN-619 is a humanized 1gG1 monoclonal antibody that specifically binds Figure 5: CLN-619 Mediates ADCP Figure 6: CLN-619 Enhances Binding of MICA to NKG2D Figure 7: CLN-619 Induction of Immune-Mediated Tumor Cell
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Uptake of target cells by effector cells was measured by flow MICA binding to NKG2D expressing NK cells was measured by flow cytometry. CLN-619 was pre-incubated with TR P DR Pt of two donors.
cytometry. eFluor450-labeled effector donor cells were co-incubated recombinant MICA (rMICA) followed by incubation with NK cells. NK cells were either A) untreated or B) pre- Antibody concentration (ug/mL)
Figure 1: CLN-619 Multiple Modes of Action with eFluor670-labeled target cells (E:T ratio of 1:1) in the presence of blocked with anti-NKG2D antibody. (Mean % SD, N=2). Control samples were not treated with CLN-619.

CLN-619 or CLN-619 Fc-silenced antibodies for 1 hour. The percent of

viable, double stained CD14+ cells was measured by flow cytometry. .
Conclusions

Figure 8: Efﬁcacy of CLN-619 Depends Upon a Functional Fc-Domain = CLN-619 prevents prOteOIVtiC release of membrane bound MlCA/MlCB from tumor cells
resulting in increased cell surface expression of MICA/MICB.
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