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Figure S1. Real-time cell analysis. (A) Comparison of cell growth levels (normalized cell index) between 

HaCaT, UM-SCC-3, UM-SCC-1, and UM-SCC-22B cell lines. (B) Measuring cell growth responsiveness to 

different concentrations of TGF-β1, -β2, -β3, and HGF in UM-SCC-3 cells. 
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Figure S2. Effect of tested cytokines on CDH1 downregulation in HaCaT, UM-SCC-3, UM-SCC-1, and 

UM-SCC-22B cell lines. When monitoring CDH1 surface expression after treatment with 20 ng/ml TGF-

β1, -β2, -β3, or HGF, the most pronounced CDH1 surface downregulation (CDH1-geometric mean 

fluorescence, CDH1-GMF) was observed in HaCaT cells after exposure to TGF-β1,-β2, -β3, and less so 

in UM-SCC-3 and UM-SCC-1 cells, whereas the UM-SCC-22B cell line did not exhibit any notable 

response. None of the tested cell lines responded to treatment with HGF. (Exploratory investigation, 

n=1). 
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Figure S3. Uncropped Western blots. Shown are the uncropped Western blot images as depicted in 

Figure 2. Arrows point to the position of the bands corresponding to the tested protein of interest. 

 

 

 

Figure S4. Control staining to Figure 4. No specific signal is seen in cells treated with anti-mouse IgG 

(image of UM-SCC-3 cells treated with TGF-β1) 
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Figure S5. Sequence analysis of SMAD4. (A) Nucleotide sequence of a clone derived from UM-SCC-22B 

cells showing an additional 14 bp frameshift insertion next to the c.1576G>T mutation as observed 

during targeted sequencing using the Cancer Hotspot Panel v2 as listed in Table S1 (note that the 

numbering in “A” is 1590 due to the additional 14 bp insertion). (B) The frameshift mutation gives rise 

to a truncated SMAD4 protein of 266 aa (wt=552 aa) carrying 4 new aa (-SLNF) at its C-terminal end. 

Sequence alignment was performed with the online tool "MultAlin” 

(http://multalin.toulouse.inra.fr/multalin/; Corpet F., Nucl Acids Res, 1988, 10881-10890). 
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Table S1. Evaluation of gene mutations in the tested cell lines using the Cancer Hotspot Panel v2. 

 


