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Abstract  Voltage-dependant anion channel (VDAC), a 31 kDa membrane protein, forms an aqueous channel
in the mitochondrial outer membrane. As a protein providing the pathv\zay for transporting anions, cations, ATP and
other metabolites into and out of the mitochondria, VDAC plays very important roles in not only the regulation of
mitochondrial basic physiological function such as energy transduction, substance metabolism, intracellular calcium
homeostasis but cell death. This paper summarizes the recent advances in the research on the structure,
characterization, and the regulation of VDAC channel and reviews the :bhysiological relevance of VDAC to calcium
homeostasis and mitochondria-mediated necrosis and apoptosis.
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