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Figure S1. Treatments of NEGFR TKI and NSAIDs changes the pathway signaling in engineered HNSCC PCI-52 cells. The
HNSCC cell line PCI-52 parental cells, PCI-52 cells  with overexpressed WT PIK3CA or PIK3CA mutation (H1047R) were
treated with vehicle, sulindac (100 pM), indomethacin (100 uM), erlotinib (2 uM), or combination of sulindac and erlotinib
(a) or indomethacin and erlotinib (b) for 24 hours followed by collection of whole cell lysate and immunoblot analysis.
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Figure S2. (A) The uncropped Western blots of Figure S1; (B) The uncropped Eestern blots of Figure 3b.



