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Applications: 
Detected MW: 
Species & Reactivity:  
Isotype: 

WB, IHC 
29 kDa  
Human, Mouse, Rat  
Rabbit IgG 
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BACKGROUND 
 
BNIP3 (formerly known as NIP3) is a member of a 
unique subfamily of death-inducing mitochondrial 
proteins that includes NIX (also called BNIP3alpha 
and BNIP3L/B5) and a Caenorhabditis elegans 
ortholog, ceBNIP3. Bnip3 expression has been 
reported to be upregulated in neonatal myocytes 
subjected to hypoxia resulting in mitochondrial 
dysfunction and subsequent cell death. Bnip3 has 
been demonstrated to induce both necrotic and 
apoptotic cell death. BNIP3 family members 

contain a C-terminal transmembrane (TM) domain 
that is required for mitochondrial localization as 
well as for its proapoptotic activity. Many members 
of the BCL-2 family require a BCL-2 homology 
3 (BH3) domain to induce apoptosis. BNIP3 

contains a sequence that resembles a BH3 domain 
(amino acids 110 to 118). However, in the context 
of the BNIP3 protein, it has been shown that it is 
not required for heterodimerization with BCL-2 
family members or cell death, both in vivo and in 
vitro, indicating that BNIP3 does not trigger 
apoptosis, like most BH3-containing proteins. It 
was shown that BNIP3 lacking its BH3-like domain 
is still able to heterodimerize with Bcl-2, Bcl-XL, or 
CED-9 and efficiently induce cell death and that 
this interaction occurs at the NH2 and COOH 
termini of the BNIP3 protein. Furthermore, 
although the BNIP3 TM domain targets it to the 
mitochondrion, the induction of apoptosis is nearly 
as efficient when BNIP3 is directed to 
nonmitochondrial sites following TM domain 
swapping.1 Thus, it is suggested that BNIP3 is part 
of a functionally unique subset of the Bcl-2 family, 
which also includes Mtd/Bok and Diva, that does 
not require a BH3-like domain to promote cell 
death at mitochondrial and nonmitochondrial sites. 
However, other studies suggested that BNIP3 
activates a novel caspase-independent necrosis-
like cell death pathway, which is mediated through 
the opening of the permeability transition pore.2 In 
addition, Activation of BNIP3 may lead to to 
autophagic cell death and Bnip3-induced 
mitochondrial dysfunction correlates with 
upregulation of autophagy as a protective 
response to remove damaged mitochondria.3 
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TECHNICAL INFORMATION 
 
Source: 
BNIP3/NIP3 antibody is a rabbit antibody raised 
against a short peptide from N-terminal sequence 
of human BNIP3. 
 
Specificity and Sensitivity: 
This antibody detects endogenous BNIP3 proteins 
without cross-reactivity with other family 
members. 

 
 
 
Storage Buffer: PBS and 30% glycerol  
 
Storage: 
Store at -20°C for at least one year. Store at 4°C 
for frequent use. Avoid repeated freeze-thaw 
cycles. 
 
 
APPLICATIONS 
 

Application: *Dilution: 
WB 1:200-500 
IP n/d 

IHC 1:125-150 
ICC n/d 

FACS n/d 
*Optimal dilutions must be determined by end user. 

 
 
QUALITY CONTROL DATA 

 
 
Top: Detection of NIP3 (BNIP3) from rat thymus tissue 
lysate in Western blot assay, using Anti-NIP3 (BNIP3). 
Bottom: Immunohistochemical staining of paraffin-
embedded human breast cancer tissue, using Anti-
NIP3 (BNIP3). 


