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Normalized CS/C3 values (logz)
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Gene Ontology LS permutation p-value
e Antigen presenting 0.00105 HCV > HBV
|IFN-alpha induced p < 0.00001 HCV > HBV
Cell death 0.005 HBV > HCV
DNA repair 0.005 HBV > HCV
i) Single-stranded DNA binding 0.019 HBV > HCV
Mitochondria 0.005 HCV > HBV
|IFN-alpha induced 0.004 HCV > HBV
U)Kk Immunological synapse 0.002 HBV > HCV
Induction of apoptosis via death domain 0.004 HBV > HCV
Chemotaxis 0.004 HCV > HBV
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