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2 cell malignancies treated with CD19-directed immunotherapies can relapse, in some
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cases due to clonal selection for reduced CD19 antigen expression or enhancement of

Immunosuppressive phenotypes. Here we demonstrate that a Guidance and Navigation ‘ ( oo . o« GNC-038
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resulting in the killing of CD19+ leukemia and lymphoma cell lines. The cytolytic functions § | 7 | observed In presence of a4-1bb domain.
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% PD-1+ and Effector polarized compartments is enhanced by GNC-038 compared to
Blinatumomab. To evaluate the contribution of each binding domain of GNC-038 in
mediating RTCC function, versions of GNC-038 were prepared, replacing each antigen
binding domain with anti-FITC binding domains. Under assay conditions using PBMC for
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