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Background: 
Peroxisome proliferator-activated receptors (PPAR) are members of the steroid nuclear receptor 
superfamily (1).  The mammalian PPARs include three subtypes PPARα, PPARβ, and PPARγ.  PPARs 
have been found to regulate fatty acid oxidation, fat cell development, lipoprotein metabolism, and glucose 
homeostasis (2).  Recent studies have found that PPARs can affect the pathogenesis and development of 
tumors (3).  PPARγ and PPARβ have been specifically implicated in tumorigenesis (3).  PPARα is the 
focus of research studying its function in fatty acid beta-oxidation, lipid metabolism, and vascular 
inflammation  (4).  PPARβ also plays a key role in the activation of keratinocytes during the inflammatory 
reaction associated with a skin injury (5).  Of the three subtypes of PPARs, PPARγ is the most widely 
studied.  PPARγ has been implicated in various human chronic diseases such as diabetes mellitus, 
atherosclerosis, rheumatoid arthritis, inflammatory bowel disease, and Alzheimer’s disease (6).    
 
Origin: 
PPARγ (C15) is provided as an affinity purified rabbit polyclonal antibody, raised against a peptide 
mapping near the carboxy terminus of human PPARγ. 
 
Product Details: 
Each vial contains 200 µg/ml of affinity purified rabbit IgG, PPARγ (C15) DB134, in 1 ml PBS containing 
0.1 % sodium azide and 0.2% gelatin. 
 
Competition Studies: 
A blocking peptide is also available, DB134P, for use in competition studies.  Each vial contains 100 µg of 
peptide in 0.5 ml PBS with 0.1% sodium azide and 100 µg BSA. 
 
Specificity: 
PPARγ (C15) DB134 will recognize mouse, rat, human, hamster, chicken, dog, bovine, and pig PPARγ1 
and PPARγ2 by western blotting.  Recommended western blotting starting dilution 1:400.   
Immunohistochemistry: not yet tested 
Immunoprecipitation: not yet tested 
Storage: 
Store this product at 4º C, do not freeze. The product is stable for one year from the date of shipment.  
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