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Cell Line Cell Line

Cell line patient demographics and HPV expression data.

A. The distribution of the ancestry of the subjects, HPV types, and cancer and
histological types among the 22 cell lines is shown. B. The cancer driver gene
mutations found mutated in at least one cell line is shown. Orange highlights are
pathogenic variants and in yellow are variants of unknown impact homozygous
variants C. The cDNA or RNA reads per million reads mapped (RPM) to the
HPV genome Is shown. D. The percentage of HPV E6/E7 containing reads that
are unspliced in the E6 gene.



