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Supplementary Figure 1 

Supplementary Figure 1. HAV-infected HepG2 cells produce CXCL10. 

HepG2 cells were infected with HM-175/18f HAV at 50 GE/cell. After 48 hours, 

immunofluorescence staining was performed to examine the expression of CXCL10 and HAV 

antigen. Nucleus was stained with DAPI. Data from two independent experiments are 

presented. Scale bar represents 10 m. Cell margin is demarcated by dashed lines. 
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Supplementary Figure 2 

Supplementary Figure 2. IFN-β activity is neutralized by anti-IFN-β antibody. 

Huh-7 cells were pre-treated with anti-IFN-β antibody 30 minutes before treatment of 10 

ng/mL recombinant IFN-β. After 48 hours, cells were harvested, and OAS1 gene expression 

was analysed by real-time qPCR. Data are presented as means ± s.e.m. (n = 3). ***P ≤ 

0.001 (Student's t-test). 
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Supplementary Figure 3 

Supplementary Figure 3. MDA-5-dependent production of CXCL10 in HAV-

infected cells. 

(A-B) HepG2 cells were transfected with siRNA targeting scrambled sequences 

(siControl) or MDA-5 (siMDA-5). Efficient knock-down by siMDA-5 was confirmed 

via real-time qPCR (A) and immunoblotting (B). Bar graphs represent the means ± 

s.e.m. (n = 3). Unpaired t-tests were performed. ***P < 0.001 compared to siControl. 

(C-D) HepG2 cells were transfected with siControl or siMDA-5. After 72 hours, the 

cells were infected with HAV at 200 GE/cell. Cell pellets and culture supernatants were 

harvested 24 hours after infection. Real-time qPCR (C) and ELISA (D) were performed 

to examine the production of CXCL10. Bar graphs represent the means ± s.e.m. (n = 3). 

Unpaired t-tests were performed. *P < 0.05 and ***P < 0.001 compared to siControl. 
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Supplementary Figure 4 

Supplementary Figure 4. RIG-I-independent production of CXCL10 in HAV-

infected cells.  

(A-B) HepG2 cells were transfected with siRNA targeting scrambled sequences 

(siControl) or RIG-I (siRIG-I). Efficient knock-down by siRIG-I was confirmed via real-

time qPCR (A) and immunoblotting (B). Bar graphs represent the means ± s.e.m. (n = 3). 

Unpaired t-tests were performed. **P < 0.01 compared to siControl. 

(C-D) HepG2 cells were transfected with siControl or siRIG-I. After 72 hours, the cells 

were infected with HAV at 200 GE/cell. Cell pellets and culture supernatants were 

harvested 24 hours after infection. Real-time qPCR (C) and ELISA (D) were performed 

to examine the production of CXCL10. Bar graphs represent the means ± s.e.m. (n = 3).  

Unpaired t-tests were performed. There was no statistical difference between two groups. 
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