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counts in triplicate AAE6 rafts in comparison to triplicate EPE6 rafts [Figure 2.3c]. Taken 

together, analyses of viral transcriptome data revealed that the AAE6 viral transcriptome 

significantly differs from that of EPE6 in a manner that is indicative of integration, with increased 

E6 and E7 levels [Dürst et al., 1991; Jeon et al., 1995; Daniel et al., 1997]. Evidently, AAE6 

transcriptome profiles are lacking E2 and have increased E6/E7 oncogene expression, perhaps due 

to loss of transcriptional repression by E2. We therefore reasoned that the increased levels of E6/E7 

expression between the variants were ultimately due to their viral integration status, as we 

hypothesized in our phenotypic study, and confirmed by Capt-HPV, leading to a significant effect 

on the host transcriptome [Jackson et al., 2014]. 
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in one, and E2, E4, E5, and L2 in another. Within the first primary cluster, E6 and E7 cluster close 

together, as expected given they are expressed together as a multi-cistronic transcript. E1 and L1 

also cluster together, constituting the truncated transcripts on the periphery of the non-transcribed 

region within AAE6 samples. In the second primary cluster, E5 and L2 cluster together, 

independent of E2 and E4 which is transcribed only in EPE6 samples. E2 and E4 expression 

unsurprisingly clusters together given that E4 is contained within the E2 ORF. [c] Scatterplot of 

average viral gene expression for EPE6 samples (x-axis) and AAE6 samples (y-axis). The axes 

(DESeq normalized gene counts) are log10 scaled. Significant differential gene expression is 

denoted by marker colour. Dashed line represents equal expression. 

 

  






























































































































































































































































