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PURPOSE Largest Multi-Ancestry Analysis of the ADGC

Fine-mapping of GWAS is critical for determining causative relevance
of variants in associated loci. Looking at multiple ancestries to
determine which variants are most informative for specific/across
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CONCLUSIONS e 21/40 variants are significant eQTLs in multiple ancestries, in several brain or monocyte 1 variant was significant eQTL in cortex in NHW and
EAS only

studies, rather than being specific to any one specific ancestry.
This analysis indicates that ADGC GWAS fine-mapping variants are

eQTLs in monocyte and brain tissues across multiple ancestries or Examples of eQTLs specific to specific ancestries in multi-ancestry eQTL databases: Same Variant Regulates Differentially in Different Ancestries
ancestry-specific. This indicates important roles in AD pathogenesis. MAGENTA Tensor eQTL MetaBrain Most Significant Variants:
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rs114812713 |TREM2 V J e e m@ | |+ rs6987305: which regulates TRIM35 in cortex in NHW (P1.47E-14)
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