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Figure E1. LDH release from untreated (C) mouse lung endothelial cells, and from cells 

treated with vehicle (V) or the indicated concentrations of specific CFTR inhibitors (DPC 

and NPPB), non-CFTR Cl- channel inhibitor DIDS, and CFTR activator genistein. The 

duration of treatment was 30 min or 16 h (the latter noted as subscript b) The LDH 

released was expressed as % of maximal LDH released from lysed cells (mean +/- SEM; 

n=3; * p<0.05 versus vehicle).  

 




