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BACKGROUND 

The phosphatidylinositol kinase (PIK) family members fall into two distinct 
subgroups. The first subgroup contains proteins such as the PI 3- and PI 4-
kinases and the second group comprises the PIK-related kinases. The PIK-
related kinases include Atm, DNA-PKCS and FRAP. These proteins have in 
common a region of homology at their carboxy-termini that is not present in 
the PI 3- and PI 4-kinases. The Atm gene is mutated in the autosomal reces-
sive disorder ataxia telangiectasia (AT), characterized by cerebellar degen-
eration (ataxia) and the appearance of dilated blood vessels (telangiec-tases) 
in the conjunctivae of the eyes. AT cells are hypersensitive to ionizing radia-
tion, impaired in mediating the inhibition of DNA synthesis and display delays 
in p53 induction. 
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CHROMOSOMAL LOCATION 

Genetic locus: ATM (human) mapping to 11q22.3; Atm (mouse) mapping  
to 9 A5.3. 

SOURCE 

Atm (1B10) is a mouse monoclonal antibody raised against a recombinant 
protein corresponding to amino acids 2841-3056 of Atm of human origin. 

PRODUCT 

Each vial contains 100 µg IgG2b kappa light chain in 1.0 ml of PBS with < 0.1% 
sodium azide, 0.1% gelatin, 1% glycerol and < 0.1% stabilizer protein. 

APPLICATIONS 

Atm (1B10) is recommended for detection of Atm of mouse, rat and human 
origin by Western Blotting (starting dilution 1:200, dilution range 1:100-
1:1000), immunoprecipitation [1-2 µg per 100-500 µg of total protein (1 ml of 
cell lysate)] and solid phase ELISA (starting dilution 1:30, dilution range 
1:30-1:3000). 

Suitable for use as control antibody for Atm siRNA (h): sc-29761, Atm 
siRNA (m): sc-29762, Atm shRNA Plasmid (h): sc-29761-SH, Atm shRNA 
Plasmid (m): sc-29762-SH, Atm shRNA (h) Lentiviral Particles: sc-29761-V 
and Atm shRNA (m) Lentiviral Particles: sc-29762-V. 

Molecular Weight of Atm: 370 kDa. 

Positive Controls: HeLa whole cell lysate: sc-2200, Jurkat whole cell lysate: 
sc-2204 or A-431 whole cell lysate: sc-2201. 

STORAGE 

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

RESEARCH USE 

For research use only, not for use in diagnostic procedures. 
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See Atm (G-12): sc-377293 for Atm antibody  
conjugates, including AC, HRP, FITC, PE, and Alexa 
Fluor® 488, 546, 594, 647, 680 and 790.

Atm (1B10): sc-135663. Western blot analysis of Atm 
expression in HeLa (A), Jurkat (B), 293T (C), Raji (D) 
and A-431 (E) whole cell lysates. 
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