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Genes
Group 1 
HPV +ve vs 
HPV -ve

Group 2 
HPV +ve vs 
HPV -ve

FERMT3 < 0.00001 0.0346
GIT2 < 0.00001 0.1052
HK3 < 0.00001 0.0574
PRKCZ < 0.00001 0.052
ZCCHC8 < 0.00001 0.0504
IRF5 < 0.00001 0.083
IFFO1 < 0.00001 0.0608
ARID3A < 0.00001 0.0654
HOXA2 0.0074 0.1788

Supplementary Table 2: p-values from unpaired t-tests measuring significance in differences 
between differential methylation in 9 HPV associated genes between HPV +ve and HPV -ve 
group. Group 1: when high-copy and/or HPV E6/E7 RNA is taken into consideration to 
define HPV positivity, and Group 2: when HPV DNA only, irrespective of copy number, is 
taken into consideration to define HPV positivity.
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