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Figure S1. HSC-mediated growth suppression of Colo357 shTR2 cells is CXCL-8/IL-8 dependent. (A)
ShRNA-mediated knockdown of TRAIL-R2 in Colo357 cells was verified on protein level by Western
blot. Actin levels were used as loading control. For blocking experiments, Colo357 shCtrl and Colo357
shTR2 cells were indirectly cocultured in the presence of HSC and treated with either 10 ug/mL control
IgGi or anti-CXCL-8/IL-8 antibody. After 6 days of coculture, (B) vital cell count and (C) the proportion
of Ki67+ cells were determined. The percentage of proliferating cells was determined by
immunofluorescence Ki67-AlexaFluor488 staining. Data are normalized to control group shCtrl + HSC
+ control IgG1. (D) Representative images of immunofluorescence Ki67 staining are shown. Scale Bars
100 um. Data represent the mean + SEM or median values with quartiles (Qos as upper, Qo2s as lower
deviation) of 34 independent experiments; * = p < 0.05.



