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Materials, Methods, and Participants Conclusions and Future Directions
1. Brain tissue from T. gondii positive participants were received from the California NeuroAIDS Tissue » The epigenetic changes in the brains of PWH suggest that T. gondii infection influences DNA
Network, and T. gondii negative participants from the Last Gift Rapid Autopsy Cohort at UC San Diego. methylation patterns in humans, as demonstrated in murine studies. 56
2. T. gondii infection status was validated via histopathology, serum IgG ELISA and quantitative PCR. » The identified correlation between genes with differentially methylated CpGs and expression
3. Reduced representation bisulfite sequencing (RRBS) was performed on basal ganglia and cerebral cortex. g?g?ffj;{gteéjeat%ﬁgg? GBM points to a potential connection between T. gondiii infection and
4. Utilized Limma for deconvolution and to assess DM on CpG sites (FDR < 0.1, DM > £15%)). . . . . . .
. . . . . . » Evidence of potential brain neoplasm-related epigenetic changes warrants further exploration of
5. DM sites screened for location using UCSC Genome Browser. Gene Expression Profiling Interactive the mechanism by which T. gondii impacts epigenetic pathways in the human brain to impact cell
Analysis (GEPIA)” database was used to evaluate differential expression (DE) for DM genes of interest division and differentiation.

in GBM or lower grade glioma (LGG).
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