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Progress in the studies of the structure and function of mitochondria

permeability transition pore
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Abstract: .Abnormally high concentration of Ca* and oxide stress can stimulate the opening of the mitochondria
permeabi lity transition pore (MPTP) and cause the change of mitochondria shape and function. The factors
released by mitochondria, such as cytochrome c and AIF (apoptosis-inducing factor) involve in the signaling
pathway of caspases and induce cell apoptosis. This article describes the recent progress in the studies of the
main components and two different models of the MPTP, the mechanism of the inhibition of CSA and SfA to
MPTP and the influence of ischemia /reperfusion and i schaemic preconditioning to the opening of MPTP.
Key words: MPTP (mitochondria permeability transition pore); ANT (adenine nucleotide translocator); CypD
(cyclophilin D); VDAC (voltage-dependent anion channel); CSA (Cyclosporin A)
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