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Supplementary Figures and Table Labels

Supplementary Figure S1. Control analyses for disease relevance of detected molecular
signatures.

Supplementary Table S1. Gene expression profile datasets reviewed and the criteria for their
inclusion or exclusion from analysis.

Supplementary Table S2. Significant differentially expressed genes in relation to Alzheimer's
Disease and CMV human host response.

Supplementary Table S3. Significant differentially expressed genes (FDR adjusted P<0.05) in
relation to Alzheimer's Disease and EBV human host response.

Supplementary Table S4. Significant differentially expressed genes (FDR adjusted P<0.05) in
relation to Alzheimer's Disease and HHV6 human host response.

Supplementary Table S5. Human canonical pathways significantly enriched from DEGs
associated with Alzheimer's Disease and human host response to CMV, EBV and HHV®6.

Supplementary Table S6. Significant differentially expressed genes (FDR adjusted P<0.05) in
relation to Parkinson's Disease and CMV human host response.

Supplementary Table S7. Significant differentially expressed genes (FDR adjusted P<0.05) in
relation to Parkinson's Disease and EBV human host response.

Supplementary Table S8. Significant differentially expressed genes (FDR adjusted P<0.05) in
relation to Parkinson's Disease and HHV6 human host response.

Supplementary Table S9. Human canonical pathways significantly enriched from DEGs
associated with Parkinson's Disease and human host response to CMV, EBV and HHV6.

Supplementary Table S10. List of 20 DEGs associated with viral host response and Alzheimer's
Disease or Parkinson’s Disease proximal to SNPs associated with type 2 Diabetes in the GWAS

catalog.
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Supplementary Fig 1. Control analyses for disease relevance of detected molecular signatures. Comparisons of CMV, EBV and
HHV6 host response DEGs to gene associated with three different human gene expression datasets for Huntington’s Disease
(HD) and for Type 2 diabetes mellitus (T2DM; FDR adj. P<0.05; See Materials and Methods). No statistically significant
enrichment occurred for HD or T2DM (Phyper > 0.1) which supports that common molecular signatures between AD or PD
and Herpesviridae infections are non-spurious
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