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Introduction

e Apathy is a core neuropsychiatric symptom in Alzheimer’s disease
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Objective: To investigate whether sex, APOE4 carrier status, and votes (%) D]SCUSS]On

AD-_re.lated blpod biomarkers are associated with apathy presence in Apathy (NPI-Q; %) 38 55 0=0.17 p<.05

individuals with AD. e Sex consistently predicted apathy, with males showing higher posterior
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Hypothesis: Male APOE4 carriers would show a higher likelihood of (NPI-Q; mean + SD) ' ' ' ' ' remaining robust after adjustment for demographic and biomarker

hy presen n rity. '
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Figure 1. Summary of the effects of APOE4 in Alzheimer's disease risk,
neuropathology, and brain structure reported in the literature.
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APOE4 model: Apathy ~ APOE4 carrier
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Figure 2 - Flowchart illustrating the predictors, covariates, and outcome used in
the statistical analysis of apathy in AD among individuals within the
COMPASS-ND cohort

Table 1. Participant Demographics and Clinical Characteristics. Males had significantly more
years of education (p <.001) and a higher prevalence of apathy (p <.05). Females exhibited
significantly higher concentrations of NFL (p <.01) and GFAP (p <.001), with a moderate

effect size observed for GFAP (d = 0.59).
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Figure 3. Posterior Estimates of Predictors of Apathy Presence. Male sex was associated

with greater odds of apathy (B = 0.66,95% Crl [0.04, 1.28], P(B > 0) > 0.95).
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Future Directions

e [ntegrate multimodal biomarker frameworks, combining fluid
biomarkers with neuroimaging and cognitive profiles to better
capture the neurobiological substrates of apathy.

e Longitudinal modelling is needed to clarify directionality, as current
cross-sectional associations cannot distinguish whether sex, APOE4
status, or biomarkers such as NFL and GFAP contribute to the
development versus progression of apathy over time.
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