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JC Polyomavirus (JCPyV) infects 40-60% of the population worldwide. In healthy Viral protein expression is increased with NCCR rearrangement NCCR rearranges to minimize regulation by
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Progression to neurologic disease is thought to be associated with rearrangement (RPTECs), oligodendrocytes, and astrocytes with MAD-1, T Ag VP1 DNA/RNA € TNFa 1B IFNy N S T $ 7 TNFa LB IFNy
of the noncoding control region (NCCR). Cases of PML and Granule Cell MAD-1/Arch, or JC-Cy (Figure 3). Cells were stained for R _—
Neuronopathy (GCN) generally contain several insertions and deletions in this early protein (T Ag) and late protein (VP1) as well as a S e M —
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Figure 2. JCPyV variants. We used wildtype strains of archetype (JC-Cy) and Mad-1/Arch JC-Cy Uninfected CNS and kidney cells were treated or pretreated with cytokines during JCPyV infection
neurotropic JCPyV (MAD-1) with nonrearranged and rearranged NCCR, " ’v : ¥ for 7 days, 10 days (oligodendrocytes), or 12 days (RPTEC and Astrocytes). Following
respectively, as well as a hybrid neurotropic virus with a nonrearranged NCCR 0 - infection DNA was extracted and dPCR was used to amplify two regions of the genome
(MAD-1/Arch). '5. - - (Figure 1). The average percent change from untreated was calculated.
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