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

with antibody ON203 activates the tumor microenvironment
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*0<0.05: **p <0.01, ON203 20mg/kg vs. vs. vehicle + Isotype IgG Four out of five CRC tumoroids responded to single agent ON203 with enhanced tumor cell killing (TCK) and immune cell activation
Days off treatment ° ON203 activated NK and NKT cells through the upregulation of Granzyme B and CD107a)
ON203 exerts significant tumor suppression upon treatment ON203 reduces proliferation and intravasation of tumor cells as well * ON203 supported macrophage activation and repolarization to the anti-tumor M1-like phenotype via the upregulation
and maintains a durable effect after treatment ends as vascularization, thereby reducing metastases of CD16 and HLA-DR, which was confirmed by unbiased multi-parameter cluster analysis
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