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We aimed to evaluate the impact of identified co-pathology on + Three in 9 (8.1%).

plasma NfL and GFAP levels.

* Four in 2 (1.8%).
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* Mean GFAP was 210.9+166.6 pg/mL. .

 Participants were recruited from an ongoing multi-center + Mean NfL was 37.3+44.6 pg/mL. 400+ Com:i_"::;’;:omgy _—
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* Baseline assessments included clinical evaluation, MRI, and * An increase of GFAP of 33.2 pg/mL (CI95%: chézoo' ) 2:2;:2:[)
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* AD status was defined by PET amyloid or plasma p-Tau217. g - . .
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 Seed Amplification Assays (SAAs) were used to assess for

aSyn and 4RT presence in skin biopsies. Conclusion

e SVD was defined as Fazekas score >2.

* Linear models were used to assess for associations between co- e In this real-world, multicentric cohort, increasing co-pathology burden was associated with higher plasma GFAP but not NfL.

pathology burden and GFAP and Nf{L levels, controlling for , _ , , , , . _
. Our results suggests a prominent role for neuroinflammation across neurodegenerative diseases and increasing with the

age.
number of co-pathologies.
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