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BACKGROUND |

[STORAGE

DNA repair proteins are necessary for the maintenance of chromosome
integrity and are involved in the elimination of premutagenic lesions from
DNA. The DNA-repair proteins Rad51 and Rad52 are key components of
the double-strand-break repair pathway. Rad51 and Rad52 are essential for
mitotic and meiotic recombination, and Rad51 mutation in yeast and mam-
malian cells results in chromosome loss. Rad51 has been shown in separate
studies to interact with breast cancer susceptibility gene products BRCA1
and BRCA2, suggesting that these proteins may function as essential cofac-
tors in Rad51-dependent DNA repair. Rad52 has been shown to associate
with the RPA complex, a complex involved in DNA replication, nucleotide
excision repair and homologous recombination. An additional protein in-
volved in the DSBR pathway has been identified as XRCC4. XRCC4 has been
shown to restore DSBR activity as well as V(D)J recombination in cells with
impaired DSBR and V(D)J recombination.

[CHROMOSOMAL LOCATION |

Genetic locus: XRCC4 (human) mapping to 5q14.2; Xrcc4 (mouse) mapping
t0 13 C3.

|SOURCE |

XRCC4 (C-4) is a mouse monoclonal antibody raised against amino acids
1-233 mapping at the N-terminus of XRCC4 of human origin.

[PRODUCT |

Each vial contains 200 g IgG,, kappa light chain in 1.0 ml of PBS with < 0.1%
sodium azide and 0.1% gelatin.

XRCC4 (C-4) is available conjugated to agarose (sc-271087 AC), 500 ug/
0.25 ml agarose in 1 ml, for IP; to HRP (sc-271087 HRP), 200 pg/ml, for
WB, IHC(P) and ELISA; to either phycoerythrin (sc-271087 PE), fluorescein
(sc-271087 FITC), Alexa Fluor® 488 (sc-271087 AF488), Alexa Fluor® 546
(sc-271087 AF546), Alexa Fluor® 594 (sc-271087 AF594) or Alexa Fluor® 647
(sc-271087 AF647), 200 ug/ml, for WB (RGB), IF, IHC(P) and FCM; and to either
Alexa Fluor® 680 (sc-271087 AF680) or Alexa Fluor® 790 (sc-271087 AF790),
200 pg/ml, for Near-Infrared (NIR) WB, IF and FCM.

| APPLICATIONS |

XRCC4 (C-4) is recommended for detection of XRCC4 of mouse, rat and
human origin by Western Blotting (starting dilution 1:100, dilution range
1:100-1:1000), immunoprecipitation [1-2 ug per 100-500 pg 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) and solid phase
ELISA (starting dilution 1:30, dilution range 1:30-1:3000).

Suitable for use as control antibody for XRCC4 siRNA (h): sc-37405, XRCC4
siRNA (m): sc-37406, XRCC4 shRNA Plasmid (h): sc-37405-SH, XRCC4 shRNA
Plasmid (m): sc-37406-SH, XRCC4 shRNA (h) Lentiviral Particles: sc-37405-V
and XRCC4 shRNA (m) Lentiviral Particles: sc-37406-V.

Molecular Weight of XRCC4: 55 kDa.
Positive Controls: MOLT-4 cell lysate: sc-2233 or Hep G2 cell lysate: sc-2227.

Store at 4° C, **D0O NOT FREEZE**. Stable for one year from the date of
shipment. Non-hazardous. No MSDS required.
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XRCC4 (C-4): sc-271087. Immunofluorescence staining
of methanol-fixed A-431 cells showing nuclear localiza-
tion (A). Immunoperoxidase staining of formalin fixed,
paraffin-embedded human breast tissue showing
nuclear staining of glandular cells (B).

XRCC4 (C-4) HRP: sc-271087 HRP. Direct western blot
analysis of XRCC4 expression in MOLT-4 (A), HEK293 (B),
Hela (C), IB4 (D) and Hep G2 (E) whole cell lysates.
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