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BACKGROUND

Bloom’s syndrome is an autosomal recessive disorder characterized by pre- 
and post-natal growth deficiencies, sun sensitivity, immunodeficiency and a 
predisposition to various cancers. The gene responsible for Bloom’s syndrome, 
BLM, encodes a protein homologous to the RecQ helicase of E. coli and is 
mutated in most Bloom’s syndrome patients. One characteristic of Bloom’s 
syndrome is an increased frequency of sister chromatid exchange (SCE). BLM 
has been shown to unwind G4 DNA, and a failure of this function is thought 
to be responsible for the increased rate of SCE. BLM is known to be translo-
cated to the nucleus, where its ATPase activity is stimulated by both single- 
and double-stranded DNA. Mutations in the yeast SGS1, a homolog of BLM, 
are known to cause mitotic hyperrecombination similiar to that observed in 
Bloom’s cells.

CHROMOSOMAL LOCATION

Genetic locus: BLM (human) mapping to 15q26.1; Blm (mouse) mapping  
to 7 D3.

SOURCE

BLM (B-4) is a mouse monoclonal antibody raised against amino acids  
1118-1417 of BLM of human origin.

PRODUCT

Each vial contains 200 µg IgG2b kappa light chain in 1.0 ml of PBS with < 0.1% 
sodium azide and 0.1% gelatin.

BLM (B-4) is available conjugated to agarose (sc-365753 AC), 500 µg/0.25 ml 
agarose in 1 ml, for IP; to HRP (sc-365753 HRP), 200 µg/ml, for WB, IHC(P) and 
ELISA; to either phycoerythrin (sc-365753 PE), fluorescein (sc-365753 FITC), 
Alexa Fluor® 488 (sc-365753 AF488), Alexa Fluor® 546 (sc-365753 AF546), 
Alexa Fluor® 594 (sc-365753 AF594) or Alexa Fluor® 647 (sc-365753 AF647), 
200 µg/ml, for WB (RGB), IF, IHC(P) and FCM; and to either Alexa Fluor® 680 
(sc-365753 AF680) or Alexa Fluor® 790 (sc-365753 AF790), 200 µg/ml, for 
Near-Infrared (NIR) WB, IF and FCM.

Alexa Fluor® is a trademark of Molecular Probes, Inc., Oregon, USA

APPLICATIONS

BLM (B-4) is recommended for detection of BLM of mouse, rat and human 
origin by Western Blotting (starting dilution 1:100, dilution range 1:100-
1:1000), immunoprecipitation [1-2 µg per 100-500 µg of total protein (1 ml  
of cell lysate)], immunofluorescence (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 BLM siRNA (h): sc-29808, BLM 
siRNA (m): sc-29809, BLM shRNA Plasmid (h): sc-29808-SH, BLM shRNA 
Plasmid (m): sc-29809-SH, BLM shRNA (h) Lentiviral Particles: sc-29808-V  
and BLM shRNA (m) Lentiviral Particles: sc-29809-V.

Molecular Weight of BLM: 180 kDa.

Positive Controls: Jurkat whole cell lysate: sc-2204, NIH/3T3 whole cell 
lysate: sc-2210 or Raji whole cell lysate: sc-364236.

STORAGE

Store at 4° C, **DO NOT FREEZE**. Stable for one year from the date of 
shipment. Non-hazardous. No MSDS required.
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RESEARCH USE

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

BLM (B-4): sc-365753. Western blot analysis of BLM
expression in Jurkat (A), Raji (B), NIH/3T3 (C), NRK (D)
and RAT2 (E) whole cell lysates.
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BLM (B-4): sc-365753. Immunofluorescence stain- 
ing of formalin-fixed Hep G2 cells showing nuclear 
localization (A). Immunofluorescence staining of 
formalin-fixed HeLa cells showing nuclear and 
cytoplasmic localization (B).
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