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Natural inhibitors of caspases and cell apoptosis
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[ A Review]

The crucial role of cell death in many diseases is obvious and has intense researches to understand the regula

tion of apoptotic pathways. Caspase activation is central to many of the apoptotic pathways. In recent years, the research on the reg-

ulation and activation of caspase has made a great progress. Caspase inhibitors prevent active caspases from committing the cell to -

reversible destruction. This review will mainly focus on the characteristics of natural anticaspase inhibitor— IAP, regulation of IAP

expression, mechanisms of action of IAP.
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Schematic diagram of caspase activation (from Andrea C.
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Fig 2 Two pathways of activation of caspases ( from Andrea CI') .
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Fig 3 IAPs can increase survival through the NF— KB survival path-
way' ™. TABI: TAKI- binding protein; MAPK: mitogen—

activated protein kinase.

3 IAPs &t NF- kB &R R MpaEE

PMA MEK/MAPK
TNF-a NF-xB
_ TRAIL AMP
TNF-y — RAL cAM
FAK Hypoxia
GDNF

Fig 4 Transcriptional regulation of IAP!Y). MAPK: mitogen— acti-

vated protein kinase.
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