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TECHNIQUES

SNP genotyping, short and long read DNA/RNA
sequencing, spatial transcriptomics, single nuclei
sequencing, gel electrophoresis, fragment analysis,
Western blot.

Bioinformatic data processing, genome-wide association
analysis, whole exome rare variant association analysis, genetic
risk prediction, quantitative trait locus analysis (eQTL, sQTL,
mQTL, pQTL), transcriptome wide association analysis, X-
chromosome analysis.

GENETIC PREDICTORS OF NEUROPATHOLOGY
Y

The principle of a genome-wide association study

The Sleegers Ilab at the VIB-
UAntwerpen Center for Molecular
Neurology is committed to increase
insight in the complex genetics of
Alzheimer’s disease and to investigate
the translational potential of genetic

discovery.
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GENOME-WIDE ASSOCIATION STUDIES OF ALZHEIMER’S AND
PRIORITIZING GENES IN RISK LOCI WITH INTEGRATIVE -OMICS

GENETICS OF ALZHEIMER’S BIOMARKER TRAITS

Common and rare variant genetic analyses of cognitive,
cerebrospinal fluid (CSF) and volumetric magnetic

resonance imaging (MRI) phenotypes. | i- |
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alternative splicing affect microglia
function in Alzheimer’s disease?
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