Sleep Quality and Cardiovascular Burden Moderates the Association
Between Neuroinflammation and Cognitive-Functional Decline
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Age (years) 64.9 7.73 significant at higher CVD burden (longer duration: 8 = -
Education (years) 13.83 3.06 Figure 3. Interaction of GFAP and Sleep Figure 4. Interaction of GFAP and 0'1_26 ’1 ; 455 ‘;‘ge)r age: 5 =0.04, p = .80; shorter duration:
CVDBurden 2.35 1.44 Duration by CVD Burden Habitual Sleep Efficiency by CVD Burden B =02 P =09
Geriatric Depression Scale (GDS) 2.62 2.58 Habitual Sleep Efficiency x CVD Burden (f = 0.62, pFDR = .02)
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Pittsburgh Sleep Quality Index (PSQI). Time (years) Time (years) predictive value of sleep quality for cognitive decline
(2)CVD burden (count of cardiometabolic and vascular risk depends on cardiometabolic context.
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Clinical Dementia Rating Scale, Sum of Boxes (CDR-SB), GFAP (+1SD), stratified by sleep characteristics and CVD burden. sleep hygiene), reducing the extent to which poorer sleep
reflecting combined cognitive and functional severity reflects underlying biological processes.
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