CASPASE CLEAVAGE & ACTIVATION
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Caspases are a family of aspartate-specific, cysteine proteases that serve as the primary mediators of apoptosis. Mammalian caspases can be Formation

subdivided into three functional groups, apoptotic initiator caspases (Caspase-2, -8, -9, -10), apoptotic effector caspases (Caspase-3, -6, -7), and o chain l ' o chain
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caspases involved in inflammatory cytokine processing (Caspase-1, -4, -5, 11, and -12L/12S). All caspases are synthesized as inactive zymogens . Active caspase

containing a variable length pro-domain, followed by a large (20 kDa) and a small (10 kDa) subunit. B chain
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