Targeting the oxidized form of macrophage migration inhibitory factor (oxMIF)

with antibody ON203 activates the tumor microenvironment
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0 Introduction

Activation of the immunosuppressive tumor microenvironment (TMEs) can enhance
immunotherapy response rates in solid cancers. One of the key TME regulators is the
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G Methods

We determined the antitumorigenic and TME-modifying potential of the novel
oxMIF-specific antibody ON203 in preclinical models including a xenograft mouse
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Tumor Cell Killing & Effector Cell Activation
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3D primary human cancer models capture the full heterogeneity of individual
tumors enabling a more accurate understanding of therapeutic response
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4 out of 5 CRC tumoroids responded with tumor cell killing (TCK) and
TCK correlates with effector cell activation
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° ON203 supported macrophage activation and repolarization to the anti-tumor M1-like phenotype via the upregulation
of CD16 and HLA-DR, which was confirmed by unbiased multi-parameter cluster analysis

v" These findings point to ON203 having a high potential for enhancing efficacy in combination with angiogenesis and checkpoint-inhibitors © downioad poster

ON203 reduces proliferation and intravasation of tumor cells as well
as vascularization, thereby reducing metastases

ON203 exerts significant tumor suppression upon treatment
and maintains a durable effect after treatment ends
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