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Supplementary Figure 1. Comparison of effect sizes for known and novel sentinel SNPs 
identified with SBP, DBP, and PP across whites, blacks, and Hispanics. Sentinel SNPs from 
final meta-analysis for each BP trait (left to right) were compared for consistency between UKB 
whites and MVP whites (row 1), MVP blacks and MVP whites (row 2), MVP Hispanics and 
MVP whites (row 3), and MVP Hispanics and MVP blacks (row 4). Blue dots denote sentinel 
SNPs from known loci and red dots denote from novel loci.  

 



Supplementary Figure 2. Juxtaposed mirror plots for S-PrediXcan (–log10p) and GWAS (log10p) for BP-traits. Log-10p-
values for associations between genetically predicted gene expression (GPGE) analyses with BP-traits in 44 tissues are juxtaposed 
with –log10p-values from GWAS analyses for SBP (a); DBP (b) and PP (c). All GWAS plots represent discovery + replication 
samples included. GPGE analysis with S-PrediXcan was also performed the full disocovery + replication summary statistics.    



Supplementary Figure 3. Comparison of effect sizes for significant PheWAS results 
identified with SBP, DBP, and PP across whites, blacks, and Hispanics. Genetic risk scores 
(GRS) weighted for SBP, DBP and PP were regressed onto the clinical phenome in whites, 
blacks and Hispanics separately. Effect estimates for phenotypes that were significant in whites, 
blacks or Hispanics were compared across three ethnicities. Comparison of effect estimates are 
presented in the following order: blacks and whites (row 1), Hispanics and whites (row 2) and 
Hispanics and Blacks (row 3) for SBP, DBP and PP (left to right). R2 denotes correlation 
between effect estimates calculated from a linear regression model.  

 

 

 

 

 



Supplementary Figure 4. Venn Diagram of associations from PheWAS for BP-trait specific 
GRS. Shows overlap of associations between SBP, DBP and PP w-GRS. PheWAS analysis was 
conducted in self-reported/administratively assigned white MVP participants only. W-GRS were 
constructed using statistically significant SNPs using weights from the UK Biobank dataset. 
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Figure 5. Subcellular layout of top network from IPA analysis of significant SBP genes in 
aorta. 20 out of 45 molecules are represented by genes significant in S-PrediXcan analyses as 
indicated by node coloring. Arrows indicate direction of relationship while solid lines indicate 
direct interaction (e.g. phosphorylation) and broken lines indicate indirect relationships (e.g. 
activation). Interactions without direction (e.g. protein-protein) do not have an arrow. Nodes 
outlined in purple indicate overlay of cardiovascular disease (enrichment P=7.16x10-6) and 
cardiovascular system and development (enrichment P=7.73x10-5) pathways. 

 

 

 

 

 

 



Figure 6. Subcellular layout of top network from IPA analysis of significant DBP genes in 
aorta. 11 out of 27 molecules are represented by genes significant in S-PrediXcan analyses as 
indicated by node coloring. Arrows indicate direction of relationship while solid lines indicate 
direct interaction (e.g. phosphorylation) and broken lines indicate indirect relationships (e.g. 
activation). Interactions without direction (e.g. protein-protein) do not have an arrow. Nodes 
outlined in purple indicate overlay of hematopoiesis (enrichment P=6.57x10-7) and 
hematological system and development (enrichment P=6.57x10-7) pathways. 

 

 

 

 

 



Figure 7. Subcellular layout of top network from IPA analysis of significant PP genes in 
aorta. 18 out of 36 molecules are represented by genes significant in S-PrediXcan analyses as 
indicated by node coloring. Arrows indicate direction of relationship while solid lines indicate 
direct interaction (e.g. phosphorylation) and broken lines indicate indirect relationships (e.g. 
activation). Interactions without direction (e.g. protein-protein) do not have an arrow. Nodes 
outlined in purple indicate overlay of cardiovascular disease (enrichment P=9.53x10-4) and 
cardiovascular system and development (enrichment P=9.53x10-4) pathways. 

 

 



Supplementary Figure 8. Quantile-quantile (QQ) plots for discovery meta-analysis GWAS 
of BP-traits. Shows QQ plots for SBP (a), DBP (b) and PP (c). Genomic inflation statistic 
Lambda is presented for discovery meta-analysis for each BP-trait. 
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Figure 5. Subcellular layout of top network from IPA analysis of significant SBP genes in aorta. 20 out of 45 molecules are represented by genes significant in S-PrediXcan analyses as indicated by node coloring. Arrows indicate direction of relationship while solid lines indicate direct interaction (e.g. phosphorylation) and broken lines indicate indirect relationships (e.g. activation). Interactions without direction (e.g. protein-protein) do not have an arrow. Nodes outlined in purple indicate overlay of cardiovascular disease (enrichment P=7.16x10-6) and cardiovascular system and development (enrichment P=7.73x10-5) pathways.













Figure 6. Subcellular layout of top network from IPA analysis of significant DBP genes in aorta. 11 out of 27 molecules are represented by genes significant in S-PrediXcan analyses as indicated by node coloring. Arrows indicate direction of relationship while solid lines indicate direct interaction (e.g. phosphorylation) and broken lines indicate indirect relationships (e.g. activation). Interactions without direction (e.g. protein-protein) do not have an arrow. Nodes outlined in purple indicate overlay of hematopoiesis (enrichment P=6.57x10-7) and hematological system and development (enrichment P=6.57x10-7) pathways.











Figure 7. Subcellular layout of top network from IPA analysis of significant PP genes in aorta. 18 out of 36 molecules are represented by genes significant in S-PrediXcan analyses as indicated by node coloring. Arrows indicate direction of relationship while solid lines indicate direct interaction (e.g. phosphorylation) and broken lines indicate indirect relationships (e.g. activation). Interactions without direction (e.g. protein-protein) do not have an arrow. Nodes outlined in purple indicate overlay of cardiovascular disease (enrichment P=9.53x10-4) and cardiovascular system and development (enrichment P=9.53x10-4) pathways.






Supplementary Figure 8. Quantile-quantile (QQ) plots for discovery meta-analysis GWAS of BP-traits. Shows QQ plots for SBP (a), DBP (b) and PP (c). Genomic inflation statistic Lambda is presented for discovery meta-analysis for each BP-trait.
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