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S8 Fig. Statistical significance of the three main enriched functionalities of HCV E1/E2-derived VIPs
compared to those containing a binding domain for any SLiM in the ELM database. The distribution
plots for the functionality of (A) entry, (B) carcinogenesis, and (C) infectious disease were derived from
results of 10,000 randomly sampled sets of proteins. In each set, 899 proteins (the same number as VIPs) were
randomly sampled from a set of 1,320 proteins, which is the number of proteins containing a binding domain
for any SLiM in the ELM database (348 proteins) and their first PPI neighbors (972 proteins) in the human
PPI network of liver cell surface proteins. The same procedure as described in Fig 1D (see Methods) for
protein complex and KEGG pathway analyses was carried out for each sample set. The number of enriched
KEGG pathways in functionality of entry, carcinogenesis, and infectious disease, was counted respectively.
The observed number (indicated by dotted line) is the number of KEGG pathways belonging to the given
functionality enriched in the set of VIPs found in the six main groups of HCV-targeted protein complexes (Fig.
4).



