ON203: A new antibody targeting the oxidized form of macrophage migration inhibitory factor

demonstrates antitumorigenic activity in preclinical models
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first generation IgGl anti-oxMIF antibody (mAb), imalumab, was investigated in Phase 1
(NCT01765790) and Phase 2 studies, in patients with CRC (NCT02448810) and ovarian cancers
(NCT02540356) revealing that imalumab was well tolerated and showed signs of efficacy .
However, these studies were terminated prematurely .
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mAb concentration (nM) mAb concentration (M) MCP- L6 dlfé?t antitumorigenic effect.s of th?. anti .oxMIF antibody .ON203 (i) by block.lng the. biologic function of ox.MIF thereby r.educmg.tumor cell
proliferation and angiogenesis and (ii) by immunomodulation of the tumor microenvironment. In the upcoming Phase 1 trial we will evaluate
In-vitro efficacy is increased up to 10-fold for ON203 compared to C0008, but no unspecific cytokine release is observed ON203’s safety, tolerability, pharmacokinetics, and pharmacodynamics in patients with solid tumors. ON203 bears a high potential as a
standalone therapy or in rational combinations with immune checkpoint inhibitors or antiangiogenic agents in the treatment of solid tumors.
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