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SFig. 3

A Effect of AZD0530 on SFK and EGFR phosphorylation. LoVo and
HCT116-p53wt cells were treated with increasing concentrations of SFK
inhibitor AZD0530 for 24 hours and pSFKY418 tScr, pEGFRY1968 gnd
tEGFR levels were determined by Western blotting. Equal loading was
assessed by probing for B-tubulin.

B Role of SFKs in rhTRAIL-induced apoptosis. HCT116-p53wt and
LoVo cells were treated with no drug (control), AZD0530 alone, rhnTRAIL
alone or AZD0530 in combination with rnTRAIL. Cells were exposed to
AZDO0530 for 24 hours followed by rhTRAIL for 24 hours, and the cell
cycle status of the cells was monitored by flow cytometry after propidium
lodide staining. Percentages of cells in sub-G0/G1 apoptotic phase are
given.

C Role of SFKs in rhTRAIL-induced TGF-a shedding. LoVo and
HCT116-p53wt cells were pre-incubated with 1M AZD0530 for 4 hours
and then treated with rhTRAIL for 24 hours. Shedding of TGF-« into the
medium was measured using a TGF-o ELISA Kkit.



