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Abstract LILRB4 Blocking Antibody Shows Activity in In Vitro Models LILRB4 Blocking Antibody Shows Activity in AML Patient-Derived

2 3 Xenografts (PDX) and Additive Activity with Chemotherapy In Vivo

Targeted Therapy
Antibody-Dependent Cell-Mediated
Cytotoxicity & Phagocytosis

Immune checkpoint blockade therapy has been successful in treating certain types of cancers but has not
shown clinical benefits for treating leukemia. This observation suggests that leukemia exploits unigue
escape mechanisms. Certain immune inhibitory receptors that are expressed by normal immune cells are
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therapeutic strategies for treating monocytic AML. ree potential mechanisms of actions demonstrated in vitro. showed additive activity with chemo-combo.
Results _ _ _ _ LILRB4 is a Compelling Target for Depleting Biologics
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. . . . : . . - Xpression is Restricte
LILRB4 Expression is Restricted in Normal Cells and Upregulated in AML and Increases T-Cell Activation In Vivo
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' roof-of-concept data of LILRB4 CAR-T in vitro and in vivo.
. . . . . Subcutaneous-introduced AML cells led to reduced tumor size upon blockade of LILRB4, either by
Anti-LILRB4 AntlbOdy has Three Potential Modes of Action in AML blocking antibodies or through gene knock-out, in immune-competent models (syngeneic mice or Summary
human PBMC reconstituted mice), and accompanied by T-cell activation.
Target expression is highly restricted and elevated on  LILRB4 !s an immune-inhibitory receptor _expressed on monocytes, dendritic cells and macrophages
AML blasts compared to normal monocytes, facilitating LILRB4 Blocking Antibody Impedes Engraftment of AML Blasts In Vivo * LILRBA41s upregulated on some monocytic AML blasts
the clearance of blasts through ADCC and ADCP : : :  When expressed on AML cells, LILRB4 suppresses T cell activity and also supports tumor infiltration into
LILRB4 Blocking Antibody Prolongs Survival and tissues and organs. Mechanistically, a signaling pathway involving APOE, LILRB4, SHP-2, NF-kB, uPAR,
| T o | Delays Engraftment of THP-1 Blasts and ARG1 in AML cells is required for both functions of LILRB4. (see Schematic on the left).
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