GEN-X ARGX-110, a novel monoclonal antibody targeting CD70, is a promising
immunotherapeutic for T-cell lymphoma
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ABSTRACT
CD70/TNFSF7 is a member of the TNF family, signalling through its receptor CD27/TNFRSF7. CD70 is selectively expressed by hematopoietic cell types including T-cells.

Next to a pathological role in autoimmune diseases, it is found up regulated in many cancer types. ARGX-110 is a human, afucosylated IgG1 monoclonal antibody that

in addition to blocking CD70/CD27 signalling, kills CD70-expressing cancer cells through various mechanisms including enhanced Antibody-Dependent Cell-mediated

Cytotoxicity (ADCC). In view of the restricted expression profile and absence of serious adverse events in Phase Ib trials, ARGX-110 has an excellent safety profile.
Based on CD70 expression profiling across a spectrum of T-cell ymphomas (TCL) (cutaneous (CTCL), peripheral (PTCL); N=41), in vitro and ex vivo activity studies, and
responses obtained for ARGX-110 in dose escalation and safety expansion Phase Ib studies, a clear rationale is presented to further the development of ARGX-110 in a
focused T-cell malignancy trial.
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