
SANTA CRUZ BIOTECHNOLOGY, INC.

A1 (h4): 293T Lysate: sc-112225

Santa Cruz Biotechnology, Inc.     1.800.457.3801     831.457.3800     fax 831.457.3801     Europe     +00800 4573 8000     49 6221 4503 0     www.scbt.com

BACKGROUND 

The Bcl-2 family of proteins is characterized by its ability to modulate cell 
death under a broad range of physiological conditions. Bcl-2 and Bcl-xL func-
tion to inhibit apoptosis while other members of the Bcl-2 family, Bax, Bad, 
Bak and Bcl-xS, oppose death-suppressing effects. An additional member of 
the family, A1 (also designated Bfl-1), dimerizes with both Bcl-2 and Bax and 
has been identified as a hematopoietic-specific, early inducible gene. While 
A1 demonstrates life promoting properties similar to those of Bcl-2, its func-
tion may be more temporally regulated during myeloid differentiation and 
dependent on additional growth stimuli to confer its life promoting proper-
ties. A1 is abundantly expressed in bone marrow and at low levels in other 
tissues. There is evidence that a correlation exists between a high expres-
sion of the A1 gene product and stomach cancer. 

REFERENCES 

1. Korsmeyer, S.J., Shutter, J.R., Veis, D.J., Merry, D.E. and Oltvai, Z.N. 1993. 
Bcl-2/Bax: a rheostat that regulates an anti-oxidant pathway and cell death. 
Semin. Cancer Biol. 4: 327-332. 

2. Craig, R.W. 1995. The Bcl-2 gene family. Semin. Cancer Biol. 6: 35-43. 

3. Yang, E., Zha, J., Jockel, J., Boise, L.H., Thompson, C.B. and Korsmeyer, S.J. 
1995. Bad, a heterodimeric partner for Bcl-xL and Bcl-2, displaces Bax and 
promotes cell death. Cell 80: 285-291. 

4. Chittenden, T., Harrington, E.A., O’Connor, R., Flemington, C., Lutz, R.J., 
Evan, G.I. and Guild, B.C. 1995. Induction of apoptosis by the Bcl-2 homo-
logue Bak. Nature 374: 733-736. 

5. Lin, E.Y., Orlofsky, A., Wang, H.G., Reed, J.C. and Prystowsky, M.B. 1996. 
A1, a Bcl-2 family member, prolongs cell survival and permits myeloid 
differentiation. Blood 87: 983-992. 

6. Karsan, A., Yee, E., Kaushansky, K. and Harlan, J.M. 1996. Cloning of 
human Bcl-2 homologue: inflammatory cytokines induce human A1 in 
cultured endothelial cells. Blood 87: 3089-3096. 

7. Adams, J.M. and Cory, S. 2007. The Bcl-2 apoptotic switch in cancer 
development and therapy. Oncogene 26:1324-1337. 

8. Kubota, Y., Kinoshita, K., Suetomi, K., Fujimori, A. and Takahashi, S. 2007. 
Mcl-1 depletion in apoptosis elicited by ionizing radiation in peritoneal 
resident macrophages of C3H mice. J. Immunol. 178: 2923-2931. 

9. Moller, C., Karlberg, M., Abrink, M., Nakayama, K.I., Motoyama, N. and 
Nilsson, G. 2007. Bcl-2 and Bcl-xL are indispensable for the late phase of 
mast cell development from mouse embryonic stem cells. Exp. Hematol. 
35: 385-393. 

STORAGE 

Store at -20° C. Repeated freezing and thawing should be minimized. Sample 
vial should be boiled once prior to use. Non-hazardous. No MSDS required. 

PROTOCOLS 

See our web site at www.scbt.com for detailed protocols and support 
products. 

CHROMOSOMAL LOCATION 

Genetic locus: BCL2A1 (human) mapping to 15q25.1. 

PRODUCT 

A1 (h4): 293T Lysate represents a lysate of human A1 transfected 293T 
cells and is provided as 100 µg protein in 200 µl SDS-PAGE buffer. 

APPLICATIONS 

A1 (h4): 293T Lysate is suitable as a Western Blotting positive control for 
human reactive A1 antibodies. Recommended use: 10-20 µl per lane. 

Control 293T Lysate: sc-117752 is available as a Western Blotting negative 
control lysate derived from non-tranfected 293T cells. 

RESEARCH USE 

For research use only, not for use in diagnostic procedures. 


