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INTRODUCTION
The Biomarkers and Cognition Study, Singapore (BIOCIS) is situated within the
context of a significant shift in medical focus from treatment to

prevention, particularly concerning dementia and Alzheimer’s disease (AD).
Research indicates that biomarkers for these conditions can manifest decades
before any observable symptoms appear, highlighting the critical window for early
intervention. Despite advancements in understanding modifiable risk factors
and treatment options, there remains a notable gap in research specifically
addressing the epidemioclogy and clinical characteristics of cognitive diseases within
Asian populations. This study aims to fill that gap by exploring the pathobiology of
cognitive impairment through a longitudinal approach that incorporates
diverse methodologies such as fluid biomarker profiling, neuroimaging, and
neuropsychological assessments in a multi-ethnic Southeast Asian context.

Analysis of Fluid Biomarkers and Neuroimaging Findings
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METHODS

The Biomarkers and Cognition Study, Singapore (BIOCIS) is a 5-year longitudinal
study aimed at investigating cognitive impairment and dementia among a diverse
Southeast Asian population. The study plans to recruit 2,500 participants aged 30 to
95, assessing them annually. Key methodologies include fluid biomarker profiling
through blood samples, neuroimaging techniques like MRI, and comprehensive
neuropsychological assessments to evaluate cognitive functions. Additionally,
behavioral and lifestyle questionnaires, retinal imaging, and microbiome analysis
will be utilized to explore correlations with cognitive health. The primary
hypothesis of the BIOCIS study is to characterize the underlying mechanisms of
cognitive impairment and dementia through the identification of fluid biomarker
profiles, neuroimaging changes, and neuropsychological outcomes in individuals

from diverse ethnic backgrounds within Southeast Asia.

RESULTS

Differences in Neuropsychological and Behavioral Findings
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increased neuropsychiatric symptoms. Notably, biomarkers like GFAP, P-tau181,
and APOE-¢4 correlate with disease progression. The ongoing study offers critical
iInsights into early detection and prevention strategies tailored to the Southeast
Asian populations, advancing dementia care through public health interventions
and precision medicine.

Assessments indicated an obvious trend of worsening cognition and
behaviors as the group disease state worsened. The Cl group typically
scored lower than the CN group, with neuropsychiatric symptoms more common
in the MCI group than CN group. Additionally, the SCD group had higher self-
reported behavioral impairments in comparison to the MCI group.
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