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Owing to a production error, Figure 3 was presented incorrectly. The correct presentation is provided below.

Fig. 3 The apoptotic process and its regulation by i
Bcl-2. Different apoptosis-triggering pathways
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changes in redox potentials and so on) favor PT,
thereby creating positive feedback loops. Bcl-2
could either act to inhibit opening of the PT pore
or disrupt one or several of the self-amplifying
feedback loops (for example, by influencing the
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release of cytochrome ¢). Apoptogenic factors are Common

released from the mitochondrial intermembrane degradation primary
space and leak into the cytosol. In addition, PT phase necrosis
causes major changes in cellular redox poten-

tials (depletion of nonoxidized glutathione and Y

hyperproduction of superoxide anion), energy secondary
metabolism (depletion of NAD(P)H, and ATP) and - necrosis
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