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Oncogenic VEGFR2 rewires the extracellular matrix to impair endothelial mechanics and 

destabilize tumor vasculature 
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Supplementary Figure 1. CD31 (white), Vimentin (red) staining and merge channels of VEGFR2WT 

and VEGFR2R1032Q Sk-Mel-31-derived tumors, scale bar 10µm. White arrows indicate Vimentin 

signal in endothelial cells 



 

 
 

 

Supplementary Figure 2. Representative images of CD31 (red), α-SMA (green), and TO-PRO-3 

(gray) staining in VEGFR2WT- and VEGFR2R1032Q Sk-Mel-31-derived tumors, scale bar 10 µm. 

Merged channels show α-SMA-positive perivascular coverage of CD31-positive tumor vessels. 


