ERA ON104, a novel bioengineered antibody targeting oxidized Macrophage Migration

CONGRESS Inhibitory Factor (oxMIF) ameliorates experimental glomerulonephritis
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In this study we evaluated the anti-inflammatory effects ot oxMIF Significantly less crescentic glomeruli and macrophage infiltration
neutralization using antibody ON104 in a model of crescentic GN.
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severity. On day 8, kidneys were harvested for immuno-
histological examinations by HE, PAS-staining and IHC staining.

=) ON104 successfully reduces clinical signs of kidney injury and glomerular inflammation
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CONCLUSIONS

» Oxidized (ox)MIF is a promising target in GN
and chronic inflammatory diseases in general.

» Anti-oxMIF antibody ON104 has a significant
Impact on the clinical outcome in a rat model
of GN.

» Anti-oxMIF antibody ON104 significantly
reduces the number of CD68+ macrophages
in the glomeruli.

» ON104 represents a promising new treatment
option for patients with CIDs, either as
monotherapy or in combination with reduced
doses of glucocorticoids.
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