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e Reduced CAA - In the CAA-induced AD mouse model, aAB-Gasé6-injected group showed a significant decrease in both
CAA and microhemorrhage, whereas the Aducanumab-injected group showed an increasing tendency of
microhemorrhage. The results suggest that aAB-Gas6 eliminates AB plaques without inducing CAA-related side effects
of conventional AB antibody therapy, such as ARIA.

* The data presented here have been previously published in (Chung et al., Nature Medicine, 2022, PMID: 35927581). We are excited to share our

e Reduced neurotoxicity - Aducanumab significantly exacerbated oAB-induced neuronal toxicity, resulting in results and encourage interested readers to refer to the publication for more detailed information.
increased neuronal fragmentation. We found that aAB-Gas6 treatment was able to largely rescue oAB-induced

neuronal fragmentation to levels similar to the oAB-nontreated control group.
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