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Supplementary Figure S1: Silencing of ADAM family members with siRNAs.   

a, Quantitative analysis of RNAs of targeted ADAM family members.  Two kinds of 

siRNAs were designed for each member, and their significant silencing effects are 

presented.  b, IDs of siRNAs and TaqMan Gene Expression Assays targeting ADAM 

family members.  Information about these IDs can be obtained on the homepage of 

Applied Biosystems. 
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Supplementary Figure S2: Subcellular localization of ADAM12 and ADAM17 in 

endothelial cells under normoxia and hypoxia.  Immunofluorescence images for the 

subcellular localization of ADAM12 (a, c) and ADAM17 (b, d) in bEnd.3 cells under 

normoxia (a, b) and hypoxia (c, d) are presented.  Cell membrane-associated 

localization of ADAM12 as well as ADAM17 in bEnd.3 cells is enhanced under 

hypoxia.  Specificities of fluorescence signals for ADAM12 and ADAM17 were 

confirmed by the abolishment of signals in cells pretreated with siRNAs for ADAM12 

and ADAM17, respectively (data not shown). 
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