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[ Abstract |

ted and ATP-gated Cl~ channel expressed in the apical plasma membrane of epithelial cells in the air-

The cystic fibrosis transmembrane conductance regulator ( CFTR)is a cAMP- activa-

ways, digestive and reproductive tracts. Cystic Fibrosis (CF) , caused by mutations in the CFTR gene,
is one of the most common inherited disorders of white populations. The identification of the CF gene led

us to a further understanding of the CFTR structure and function, the mutational basis as well as the com-

plexity of the disease.
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