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It Is possible to identify stage-specific as well as over-time molecular signatures across the continuum of Alzheimer’s disease in blood
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Figure 4. Differential expression analysis of DE genes: CLU (A), FPR1 (B), IFI30 (C), HBA2 (D), HBB (E), PLBD1 (F), CALHM6 (G), FKBP5 (H), FOS (1), PM20D1 (J), RAB11B (K),

A D patl e ntS RPS13 (L), TREM1 (M), UQCRFS1 (N). GAPDH was used as housekeeping. Kruskal-Wallis test: * p<0,05; ** p<0,01; *** p<0,001 ASSOCIATION
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