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S6 Fig. Caspase8 knockout restores TRIF expression and enhances IFN signaling during HCV infection. (A) Subcloning of Huh7-TLR3-sgCaspase8-#1 cells. Clone 4 (c4) was selected and analyzed for caspase 8 expression by Western blot using an anti-caspase8 antibody. (B-F) Huh7-TLR3-sgCaspase8-#1c4 cells were infected with HCVcc (MOI=5) for the indicated time points. The cells were analyzed by immunoblotting using anti-TRIF, anti-Core and anti-Actin antibodies (B) or by RT-qPCR to detect the mRNA abundance of IFN- (C), MxA (D), ISG56 (E) and HCV (F). The TRIF protein level was quantified by Image J, normalized against internal Actin control and expressed as values relative to the mock infection controls from two independent experiments. The IFN-, MxA and ISG56 mRNAs were normalized against cellular Actin mRNA level and expressed as values relative to the mock infection control. HCV RNA was expressed as values relative to the Actin mRNA level. The error bars represent standard deviations from three independent experiments. Student’s t test was used for statistical analysis. ns, P>0.05; *P<0.05.
