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Immunoproteasome Drives Maladaptive Microglial Responses
and Impairs Hematoma Clearance After Intracerebral Hemorrhage

Inhibition or reduction of immunoproteasome shifts microglia toward a reparative, phagocytic phenotype

Intracerebral Hemorrhage (ICH)

Severe ICH

High hematoma burden

Severe ICH +
Hematoma Aspiration

Reduced hematoma burden

Immunoproteasome Inhibition
(ONX-0914) In Vitro

Therapeutic Implication
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Take-Home Message
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Reducing immunoproteasome activity helps
F h & h p M1 polarization Impaired hematoma restore anti-inflammatory and phagocytic
RBC (t prod 1 Inf & functions, offering a promising therapeutic strategy
(LMP2/LMP7) | Phagocytosis secondary injury for severe ICH.



