POWERED BY
genQway's
PRECLINICAL MODELS

Novel FcyR humanized mouse models enabling efficacy and PK/PD of therapeutic antibodies
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Background: Therapeutic antibodies have revolutionized treatment of cancer. Enhanced activity of therapeutic IgG can be achieved by the modulation of Fc binding to Fcy receptors (FcyR) which will modulate the Fc-effector function triggered upon crosslinking
target effector cells by the therapeutic antibodies.

We report here a novel mouse model expressing humanized FcRI, FcyRIIA, FcyRIIB, FcyRIIIA and FcyRIIIB, instead of the mouse versions. This model was intercrossed with the previously described hSA/hFcRn mouse model (Viuff et al., 2016), which has
shown to improve translatability of PK assessment of therapeutics with extended half-life via FcRn recycling and/or hSA binding.
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