IL1RAP - a future target to reduce vascular
inflammation and adhesion?
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Conclusion

To evaluate the role of inhibition of the coreceptor IL1RAP with a novel IL1RAP targeting antibodies can reduce the expression of IL-1a and IL-
antibody, developed by the Swedish Biotech company Cantargia AB, in 18 induced inflammation and adhesion in endothelial cells.

vascular cells.
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inflammation is central in atherosclerosis. The atherosclerotic process hdothelial Cetls == | .|n pres.encg OF abSENCe ﬂ?ataselt Oft.
starts with endothelial activation and expression of adhesion molecules of ILTRAP binding antibodies T esions

followed by migration of leukocytes and smooth muscle cells, progression
and ultimately stenosis or thrombosis.
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The IL-1 family of cytokines is central and expression of IL-1a and IL-1B is : :
expressed in atherosclerotic lesions [1]. Genetic or pharmacological Contact information
inhibition of IL-1a or [L-18 ameliorated atherosclerosis in mice [2-4].

Previously, the CANTOS study showed reduced CRP levels and reduced
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additional events after administration of canakinumab in patients with
previous Infarction [5].
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