TRPV4 channel activation selectively inhibits tumor endothelial cell proliferation
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Supplementary Information

Supplementary Figure Legends:

Fig.S1. gPCR analysis showing reduced expression of TRPV4 mRNA in TEC compared
NEC.

Fig.S2. Photomicrographs showing the efficiency of TRPV4-EGFP transfection in tumor
endothelial cells.

Fig.S3. A) Representative Western blots depicting AKT phosphorylation in NEC and
TEC treated or untreated with GSK (100 nM). B) Densitometric analysis of the Western
blots for AKT phosphorylation. AKT phophorylation was measured by normalizing
phospho-AKT to total-AKT. Significance was set at p<0.05 and compares NEC to NEC

treated with GSK and NEC to TEC.
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