
Supporting information 

Supplementary Figure S1. Immunofluorescence staining of HBcAg of 7dpi HBV infected HepG2-NTCP 
 
Supplementary Figure S2. (A) PCA and (B) Unsupervised clustering of HepG2-NTCP 
phosphoproteome during HBV infection 
 
Supplementary Figure S3. GO-BP analysis of down-regulated phosphoproteins.  
 
Supplementary Figure S4. Significance map of ClueGo network of up-regulated phosphoproteins.  
  
Supplementary Figure S5. GO analysis restricted to immune system processes. (A) ClueGO analysis 
of proteins with dysregulated phosphorylation focusing on Immune System Process (ISP). (B) 
Depicting of ClueGO map based of significance (p-value). (C) Top ISP GO terms associated with 
dysregulated phosphoproteins. (D) Heatmap (z-score) depicting abundance changes of 
phosphoproteins associated with ISP GO-terms.  
 
Supplementary Figure S6. MS/MS spectra of novel phosphosite SRPK1 ser482 
 
Supplementary Figure S7. Chemical cytotoxicity assay of Kinase inhibitors with detectable toxicity. 
Cytotoxicity assay was performed on HepG2-NTCP with Ro-3306, MU1210, MU140, PNU112455A 
and DMAT. Under the condition tested, cytotoxic effect was only observed when HepG2-NTCP was 
treated with Ro-3306 (IC50: 164 nM) and MU1210 (IC50:16.7 µM). For the other inhibitors, the cells 
retained 100% viability even at the highest concentration used based on solubility of drugs. 
 
Supplementary Figure S8. Effects of kinase inhibitors on pgRNA transcription in HBV infected 
HepG2-NTCP. HepG2-NTCP was treated with 10 µM of DMAT, 100 nM of Ro-3306, 5 µM of 
PNU112455A and 1 µM of MU1210 (MU140 structural analogue as control). Results showed here 
were based on three biological replicates.  
 
Supplementary Table S1. Phosphosites of host proteins deregulated at 7dpi 
 

 

 

 

 

 

 

 

 

 

 

 

 



 

 

Supplementary Figure S1. Immunofluorescence staining of HBcAg of 7dpi HBV infected HepG2-NTCP. 

 

 

 

 

 

 

 

 

 

 

 

 

 



 

 

Supplementary Figure S2. (A) PCA and (B) Unsupervised clustering of HepG2-NTCP 
phosphoproteome during HBV infection. 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 



 

Supplementary Figure S3. GO-BP analysis of down-regulated phosphoproteins. 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 



 

Supplementary Figure S4. Significance map of ClueGo network of up-regulated phosphoproteins.  

 

 

 

 

 

 

 

 

 

 

 

 

 



 

 

Supplementary Figure S5. GO analysis restricted to immune system processes. (A) ClueGO analysis of 
proteins with dysregulated phosphorylation focusing on Immune System Process (ISP). (B) Depicting 
of ClueGO map based of significance (p-value). (C) Top ISP GO terms associated with dysregulated 
phosphoproteins. (D) Heatmap (z-score) depicting abundance changes of phosphoproteins 
associated with ISP GO-terms.  

 

 

 

 

 

 



 

 

 

 

Supplementary Figure S6. MS/MS spectra of novel phosphosite SRPK1 ser482. 
 

 

 

 

 

 

 

 

 

 

 

 

 

 



 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

Supplementary Figure S7. Chemical cytotoxicity assay of Kinase inhibitors with detectable toxicity. 
Cytotoxicity assay was performed on HepG2-NTCP with Ro-3306, MU1210, MU140, PNU112455A 
and DMAT. Under the condition tested, cytotoxic effect was only observed when HepG2-NTCP was 
treated with Ro-3306 (IC50: 164 nM) and MU1210 (IC50:16.7 µM). For the other inhibitors, the cells 
retained 100% viability even at the highest concentration used based on solubility of drugs. 
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Supplementary Figure S8. Effects of kinase inhibitors on pgRNA transcription in HBV infected 
HepG2-NTCP. HepG2-NTCP was treated with 10 µM of DMAT, 100 nM of Ro-3306, 5 µM of 
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