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Untreated cells of various types have significant background caspase-like activity that can be
inhibited with a proteasome inhibitor. The MG132 inhibitor (60 nM) does not inhibit caspase activity.

activity spiked into cells

Ki of Ac-DEVD-CHO for caspase-3 is 0.2 nM
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Ki of Ac-DEVD-CHO for caspase-2 is 1.75 uM
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