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BACKGROUND

|

[STORAGE

The p53 binding proteins 53BP1 and 53BP2 (Bbp) bind to the central DNA-
binding domain of wild type p53, but do not bind mutant p53. The central
DNA-binding domain of p53 is required for site-specific DNA binding and is
frequently mutated in malignant tumors. Binding of 53BP1 to the L3 loop of
pb3 and of 53BP2 to the L2 loop of p53 confirms that the loop is dependent
on p53 conformation. Site-specific binding also suggests that 53BP1 and
53BP2 are involved in p53-mediated tumor suppression. 53BP1 was isolated
from H258 cells and is expressed in Jurkat cells in both the cytoplasm and
the nucleus. The N-terminus of 53BP2 is localized to the cytoplasm, while
the C-terminus might be localized in the nucleus. 53BP1 promotes cell pro-
liferation by binding to p202, whereas 53BP2 induces cell death by binding
to Bcl2 and NF«B pB5.
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| CHROMOSOMAL LOCATION

Genetic locus: TP53BP1 (human) mapping to 15q15.3.

|SOURCE

|

53BP1 (6B3E10) is a mouse monaclonal antibody raised against a recombinant
protein corresponding to amino acids 574-773 of 53BP1 of human origin.

[PRODUCT

Each vial contains 200 pg IgGy in 1.0 ml of PBS with < 0.1% sodium azide
and 0.1% gelatin.

| APPLICATIONS

53BP1 (6B3E10) is recommended for detection of 53BP1 of human origin
by Western Blotting (starting dilution 1:200, dilution range 1:100-1:1000),
immunoprecipitation [1-2 pg per 100-500 g of total protein (1 ml of cell
lysate)], immunofluorescence (starting dilution 1:50, dilution range 1:50-1:500),
immunohistochemistry (including paraffin-embedded sections) (starting dilution
1:50, dilution range 1:50-1:500), flow cytometry (1 pg per 1 x 108 cells) and
solid phase ELISA (starting dilution 1:30, dilution range 1:30-1:3000).

Suitable for use as control antibody for 53BP1 siRNA (h): sc-37455, 53BP1
shBRNA Plasmid (h): sc-37455-SH and 53BP1 shRNA (h) Lentiviral Particles:
sc-37455-V.

Molecular Weight (predicted) of 53BP1: 214 kDa.
Molecular Weight (observed) of 53BP1: 245-460 kDa.

Positive Controls: Ramos cell lysate: sc-2216, Hela whole cell lysate: sc-2200
or U-2 OS cell lysate: sc-2295.

53BP1 expression in Ramos (A), Hela (B) and U-2 0S (C)  53BP1 expression in IMR-32 (A) and Raji (B) whole
whole cell lysates. cell lysates.
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