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AIM/CD5L ameliorates ischemic stroke by suppressing DAMPs-mediated sterile
inflammation and promoting neurogenesis
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The prognosis after primary injuries, such as ischemic stroke, worsens due
to the sterile inflammation triggered by damage-associated molecular patterns (DAMPs). However, no
effective treatments currently exist to regulate DAMPs. In this study, we demonstrate that AIM
protein reduces sterile inflammation by binding to DAMPs, promoting their clearance and preventing
their interaction with inflammatory receptors, thereby improving outcomes in ischemic stroke. In
experimental stroke models, AlM-deficient mice suffer greater neurological damage and higher
mortality due to increased DAMPs and inflammation, while recombinant AIM administration reduces
inflammation and mortality. Our findings provide a foundation for developing therapies that target
DAMPs to improve outcomes in ischemic stroke.
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score (points) The summary of criteria

0 normal

mild turning behavior with/without inconsistent
1 curling when picked up by tail, <50%
attempts to cur to the contralateral side

mild consistent curling, > 50% attempts to curl
to contralateral side

strong and immediate consistent curling,
3 mouse holds curled position for more than 1-2
s, the nose of the mouse almost reaches tail

severe curling progressing into barrelling,
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