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[ Abstract |

present in both excitable and non-excitable cells. TASK-3, a new member of the tandem pore K* channel

Two-pore (2P ) -domain potassium channels are a diverse family of membrane proteins

family and encoding a 374 amino acid polypeptide, plays an important role in cell proliferation and apop-
tosis. The TASK-3 K* channels gene has also been shown to be amplified genomically and over-expressed

in tumor tissues and shown a potent oncogenic potential that appears to be related directly to its K* chan-

nel function.
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