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Product factsheet Target, Product & Proof-of-Concept
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Target: IRAP (IRAP* endosomes) in mast cells and macrophages

Product: IRAP inhibition strategies including IRAP inhibition by destabilization/degradation (as chemical compound used, HFI-419)

Application: Primary or secondary Inflammatory diseases
(In-vivo Proof-of-Concept demonstrated in arthritis and kidney injury cisplatin-induced model)
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IRAP is a therapeutic target in inflammatory diseases.
Patent and publication:
USE OF IRAP INHIBITORS FOR THE TREATMENT OF INFLAMMATORY DISEASES - EP21306677

Mast cell-mediated inflammation relies on insulin-regulated aminopeptidase controlling cytokine export from the Golgi. bioRxiv. 2022.
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Rational : IRAP is dispensable for degranulation in mast cells
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IRAP as a target to contain mast-cells degranulation
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Rational : IRAP endosomes are required for inflammatory cytokine secretion in mast cells and inflammatory diseases.

f
IRAP as a target to contain cytokines related to inflammatory diseases
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Proof-of-Concept : IRAP inhibitor HFI-419 blocks cytokine secretion via destabilization of IRAP and VAMP3* endosomes
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Inhibition of IRAP as a therapeutic strategy in inflammatory diseases
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