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Mechanisms of programmed cell death through structural biology
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Abstract: Cells undergo programmed cell death (apoposis) inall multicellular organisms. Alternations inapoptotic
pathways have been implicated in many types of diseases in human, including cancers, autoimmune diseases,
and neurodegenerative disorders. In the past two decades, the molecular mechanisms of apoptosis have been
extensively studied. In this paper, author reviews the progress in the studies of molecular functions of proteins

involved in apoptosis regulations, mainly Caspases and Caspase—regulating proteins, using structural biology

approaches.
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