Characterizing mitochondrial DNA mutations in lymphocytes of people living with HIV
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e — \ 0 Positions tolerant to variants have a greater prevalence of rare mutations observed as hotspots, in both peripheral whole blood and lymphocyte
e ——— —— — subsets. Mutation signature is similar between lymphocytes subsets and is concordant with whole blood. (Fig. 3)
DNA extraction & : = \/ 0 Among hotspots, transition mutations are significantly more prevalent compared to transversion mutations, suggesting polymerase gamma errors may
MtDNA barcoding Grouped, barcoded reads True mutations be a driver of these mutation hotspots (Fig. 4)
0 Total mutation burden is elevated in CD4 T-cells (trend for B-cells). HIV infection does not seem to affect total somatic mtDNA mutation, but may
‘ iIncrease heteroplasmy burden (Fig. 5)
Amplicon purification ‘ 0 Together these findings inform future studies investigating the link between mtDNA mutations, HIV and aging
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