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Genes Influence spatial atropny
patterns observed in Alzheimer’s
Disease
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of atrophy subtypes using GWAS
and AD polygenic risk scores (PRS)

oooooooooo 2 SusStaln plots show mild atrophy in blue (Z-score 1) and
moderate atrophy in red (Z-score 2).
Snowphlake plots depict more severe atrophy in darker red.
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METHODS

ey 212% ARVCEF: brain specific gene expression; linked to Velo-
.. - Difused cortcal Cardio-Facial syndrome; formation of adherens junction
1. Study participants from four o P omera complexes; Next to COMT locus
285 % APOE: €4 allele negatively associated with Hippocampal-

cohorts: ADNI, AIBL, Amsterdam,
UK Biobank (UKBB)

T1lw MRI processed with FreeSurfer
v7.1.1. pipeline to extract cortical
and sub-cortical volumes

sparing subtype

SMARCADL1: linked to genetic skin disorders

CPVL: May be involved in the digestion of phagocytosed
particles in the lysosome, participation in an inflammatory
protease cascade

PEX2: Significant loci is intergenic upstream of the PEX2
gene. Linked to infantile Refsum disease, a developmental
brain disorder.

DAAML1: linked ITM2B-related cerebral amyloid angiopathy-
2., also known as familial Danish dementia (FDD):
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