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Caspase 2 Monoclonal Antibody (4-1-5) 
 

Product Specifications  Background: 
Catalog Number: 905-685-100  
Host: Mouse 
Isotype:   IgG1 

Species Reactivity: Human 

Applications: 
The optimal dilution for a specific 
application must be determined by 
the investigator  

WB:  2.0 µg/mL (ECL) 
Other applications not tested. 

Predicted m.w: ~47 kDa (full length) 
~14 kDa (cleaved) 

Concentration: See product label 

Purification:   Protein G Affinity 

Format:   PBS, pH 7.2, 0.09% azide, 
50% glycerol 

Storage:  
Shipping conditions may differ 
from the recommended storage 
temperature 

Store at -20°C 

Immunogen: Recombinant full length human 
Caspase 2 

 

Related Products: 

907-014 

AAM-127 

905-686-100 

900-141 

900-117 

900-138 

900-125 

900-124 

 

Caspase 3 Fluorometric Detection Kit 

Caspase 7 Monoclonal Antibody 

Caspase 9 Monoclonal Antibody 

Cytochrome c (human) EIA Kit 

p53 EIA Kit 

Bax (human) EIA Kit 

Smac/DIABLO (human) EIA Kit 

XIAP (human) EIA Kit 

 

Caspase-2 is a member of the cysteine-aspartic acid 
protease (caspase) family that functions as mediators 
of apoptosis.  Caspase-2 is a 47 kDa proenzyme 
which is proteolytically cleaved at Asp316, producing 
a 14 kDa small subunit, and a 32 kDa large subunit1.  
Secondary cleavage at Asp152 and Asp330 results in 
an 18 kDa large and 12 kDa small subunit.  Caspase-
2 is one of the most conserved caspases across 
species, but unique in that it shares long prodomain 
sequence homology with initiator caspases (e.g., 
Caspase-9 and -1), but cleavage specificity similar to 
effector caspases (e.g., Caspase-3 and -7)2.  
Characterization of Caspase-2 as a bone fide initiator 
or effector caspase has been elusive, especially 
considering the lack of an obvious phenotype in 
knockout mice3.  Several reports suggest Caspase-2 
initiates stress- and death receptor-mediated 
apoptosis following activation by p53 induced death 
domain protein (PIDD) and RAIDD in the PIDDosome 
complex4-6, and is required for mitochondrial 
membrane permeabilization and cytochrome c 
release in response to DNA damage7.  Contradictory 
evidence is displayed in Caspase-9 deficient Jurkat 
cells, which fail to activate caspase-2 in response to 
genotoxic stress8.  Caspase-2 is also known to have 
non-enzymatic proinflammatory functions by 
activation of NF-κB and p38 MAPK via the caspase 
recruitment domain9.   
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Western blot analysis of MW 
marker (1), Jurkat (2) and Jurkat 
+ staurosporine (3) probed with 
Caspase 2 Monoclonal Antibody 
(4-1-5) 


