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Supplementary Figure S1. (A) HepG2 cells were treated with different concentrations of Bkh126
for 24 h. The expression and phosphorylation of PERK and ATF6, CHOP, BIP were blotted. (B)
HepG2, Huh-7 and Hep3B were pre-treated with 500 uM 4-PBA (ER stress inhibitor) and then 20
uM Bkh126 for 24 h. Flow cytometry was used to assay the apoptotic rates through Annexin V/PI
staining and quantification. (C) HepG2 cells were pre-treated with 500 uM 4-PBA (ER stress
inhibitor), 5 uM KRIA6(IRE-lainhibitor), 300 uM AEBSF (ATF6 inhibitor), 2 uM GSK2606414
(PERK inhibitor) and then 20 uM Bkh126 for 24 h. Flow cytometry was used to assay the apoptotic
rates through Annexin V/PI staining and quantification. *p<0.05, **p<0.01, **p<0.001, ###p<0.001,

ns, not significant.
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Supplementary Figure S2. HepG2 cells were treated with vehicle or 20 uM Bkh126 in the
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presence of either GSK-444217 (ASK1 inhibitor), or SP600125 (JNK inhibitor), or
SB203580 (p38 inhibitor) for 24 h. The cells were then subjected to imaging by flow

cytometry (A), fluorescent microscope (B) and quantification (C). ***p<0.001, ###p<0.001.
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Supplementary Figure S3. The male BALB/c nude mice harbored HepG2 xenograft tumors were
treated with vehicle or Bkh126 (20 or 40 mg/kg) intraperitoneally once daily for 3 weeks (n=6 per
group). (A) The mice weights were examined every tree days. (B) H&E staining in liver, lung,
heart, kidney spleen. (C,D) HepG2, Huh-7, Hep3B and LO2 cells were treated with vehicle or
indicated concentrations of Bkh126 for 48 h and subjected MTT assays (C). The IC50 index for the
growth inhibition of each cell line were evaluated (D).



