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INTRODUCTION

INTRODUCTION: Immunopathological processes in MS include both focal
inflammatory infiltrates driven by peripheral immune cell infiltration into the CNS
and brain resident innate immune system-driven diffuse inflammation across the
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DNA regions genome-wide were assessed for elevated/depleted signal in MS
patients compared to healthy volunteers, revealing hundreds of regions with MS-
associated alterations in signal strength.

RESULTS & CONCLUSIONS

RESULTS: 1184 enhancers, 2276 promoters, and 690 hypermethylation sites had CONCLUSIONS: We introduce new
differential signal in the MS group compared to HCs. Gene set enrichment analysis of methodology with which we identified plasma-
genes associated with MS-elevated enhancers revealed enrichment for markers of based circulating chromatin enriched in MS pts
oligodendrocyte progenitor cells, astrocytes, and excitatory neurons among others. from enhancer and promoter regions linked to
Similarly, MS-elevated promoters were found linked to (1) synaptic plasticity genes, and genes associated with cell types, risk alleles,
(2) genes previously linked to MS-risk alleles. These enrichments did not emerge in and biological pathways underlying MS

other autoimmune diseases. Finally, enhancers whose signal across pts trended with disease presentation. This assay may
increasing TSPO-PET normal-appearing white matter distribution volume ratios were represent a valuable, minimally invasive tool to
found preferentially near microglial cell identity genes. identify and track disease biology.
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