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MAIN TAKEAWAYS: STRENGTHS AND LIMITATIONS:
- The proteome is mediating the relationship between CVMs and respective patterns of brain atrophy. - This study leverages data from multiple cohorts and uses a combination of analytical techniques to verify
- There are proteins more broadly associated with cardiovascular risk factors and subsequent brain results including the inclusion of genetic techniques to indicate causality.
atrophy in addition to factor-specific proteins. - The BLSA is a healthy, relatively small cohort in comparison to other studies in the consortium used
- There are 4 mediators with consistent, casual relationships with both their respective SPARE-CVM and AD: to train SPARE scores, limiting the robustness of analyses.
* Alcohol Dehydrogenase 4 (ADH4) and (Pathogenic) - Due to the limited number of overlap between the GWAS for proteins and SPARE-CVM/ AD
. G.rowth/leferentlatlor? Fa.ct.or 15 (GDF15) and SPARE Dle.ab.etes and SPARE Smoking (Pathogenic) outcomes, not all mediators could evaluated for casual relationships.
= Tissue factor pathway inhibitor (TFPI) and SPARE Hyperlipidemia (Protective) FUTURE DIRECTIONS:
* Complement Factor H (CFH) and SPARE Diabetes (Protective) . Evaluate the 4 proteins for their potential role as therapeutics/ drug tragets.
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