Low Overlap of Plasma and CSF protein quantitative trait loci affects protein
discovery for neurological disease
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Figure 2. pQTL Distributions between CSF & Plasma. X-axis, location of variation associated with
protein abundance. Y-axis, location of protein-coding gene.
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Figure 4. Trait correlations mediated by pQTL results in CSF &
plasma. A, Trait correlations as identified by RHOGE. *, P <0.05; **¥%,
FDR < 0.05. B, Proteins driving the significant AD-DLB correlation,
split by CSF & plasma statistics for significant associations with each
trait.
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