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Figure S2. Teniposide induced stronger ICD biomarkers expression than

oxaliplatin in human HCC cells.

(A) Immunoblotting results verified the knockdown effect of cGAS in Hep3B and Huh7

cells. (B) Immunoblotting results verified the knockdown effect of STING in Hep3B

and Huh7 cells. (C-D) Hep3B and Huh7 cells were treated with oxaliplatin or

teniposide at each IC50 for 24 h, then the surface expression of CRT (C) and PDL1 (D)

were detected by FACS. CRT: calreticulin; PDL1: programmed cell death ligand 1; MFI:

mean fluorescence intensity. Data in (A, B) are representative of 3 independent

experiments. Data in (C, D) are shown as mean £+ SD of 3 independent experiments.

*:P <0.05, **:P <0.01 and ***:P <0.001.
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