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Table 1. Key Results from PrecisionLife AD Study

. Figure 1. Combinatorial Analysis of Genomic Data vs GWAS
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Healthy Controls (n = 1,816):
* No reported neurodegenerative disorders
* No self-reported cognitive decline
* No family history of Alzheimer's disease
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COMBINATORIAL ANALYSIS: R a0
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represented by each subgroup is displayed in brackets, patients may belong to multiple subgroups.



