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INTRODUCTION Table 1. Participant Characteristics Figure 2. Blood Biomarker Profiles by Neuroinflammatory Phenotype
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* Analysis of Covariance (ANCOVA) was performed to examine Note. 2 = Mean + SD; ® = Frequency (%); ¢ range Note. Group differences between CU-NI and CU non-NI are shown for (A) neurofilament light
group differences, adjusting for age and education years for 33.3rd or 66.7th percentile cutoff for GFAP. chain, (B) amyloid-beta 42, (C) amyloid-beta 40, and (D) phosphorylated tau181/amyloid-beta 42.
DISCUSSION Figure 1. Cognitive Performance by Neuroinflammatory Phenotype
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* CU-NI participants were significantly older (59.19+7.80 vs 0.4- M=0.43 M=0.31
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which is consistent with current literature Note. Group differences between CU-NI and CU non-NI are shown for (A) global cognition (MoCA and VCAT) and (B) specific cognitive domains.

* Characterisation by neuroinflammatory phenotype may help
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