
Figure: Coomassie stained gel of pig GFAP 
preparation. First lane shows molecular weight 
standards of indicated molecular size. Next 

three lanes show BSA at 10, 5 and 2.5µg 

respectively. Next three show the indicated 

volumes of the GFAP preparation. The GFAP 
was isolated from pig spinal cord using 
Triton/sucrose extraction method of Leung and 
Liem as far as the 6M urea solubilization and 
batch ion exchange chromatography on 
hydroxyapatite step (5). The material was then 

fractionated using a phosphate gradient of 
10mM to 100mM on DEAE-cellulose in 6M urea 
at pH=7.5. GFAP elutes cleanly as shown in the 
three fraction to the right. The pig has two 
major isotypes of GFAP generated by alternate 

transcription from a single gene running at 
about 50 and 54kDa, see text above for details. 

 

 
 
Catalogue# Prot-m-GFAP: Purified porcine Glial Fibrillary Acidic Protein (GFAP) Lot #041816 32-37 

Background: Glial Fibrillary Acidic Protein (GFAP) was discovered by Amico Bignami and coworkers as a major 
fibrous protein of multiple sclerosis plaques (1, 2). It was subsequently found to be a member of the 10nm or 

intermediate filament protein family, specifically the intermediate filament protein family Class III, which also 
includes peripherin, desmin and vimentin. The one mammalian GFAP gene produces several transcripts 
producing several different possible protein products (1). In pigs there are two major protein products, one of 
428 amino acids and a second including a 40 amino acid insert in the C-terminal region. The two proteins are of 
about equal abundance and run on gels at about 50kDa and 54kDa, so purified pig GFAP therefore presents as 
two closely spaced bands as shown in the gel image below. The larger protein is in Genbank here and the lower 
here. Both forms bind most available GFAP antibodies including our mouse monoclonal MCA-5C10 and our 

rabbit and chicken polyclonals, RPCA-GFAP and CPCA-GFAP. GFAP is strongly and specifically expressed in 

astrocytes and certain other astroglia in the central nervous system, in satellite cells in peripheral ganglia, and 
in non-myelinating Schwann cells in peripheral nerves. In many damage and disease states GFAP expression is 
heavily upregulated in astrocytes. In addition neural stem cells frequently strongly express GFAP. Antibodies to 
GFAP are therefore very useful as markers of astrocytic cells and neural stem cells. In addition many types of 
brain tumor, presumably derived from astrocytic cells, heavily express GFAP. Finally, Alexander’s disease was 

recently shown to be caused by point mutations in protein coding region of the GFAP gene (3). All forms of 
Alexander disease are characterized by the presence of Rosenthal fibers, which are GFAP containing cytoplasmic 
inclusions found in astrocytes. There has been considerable recent interest in GFAP due to potential use as a 
damage and degeneration biomarker, since it can be detected in blood and CSF following various kinds of CNS 
damage and disease states (4). This GFAP preparation is an excellent protein standard for such experiments. 
Since the human and rodent proteins are somewhat different in primary sequence from each other and from the 
pig protein, we have also generated recombinant forms of these specifically Prot-r-GFAP and Prot-r-GFAP-rat. 
The HGNC name for this protein is GFAP. 

 

 
 
 
 
 
 
 

 
 
 
 
 
 

 
 

 
 
 
 

Protein Characteristics: Purified protein was diluted to 1 mg/mL and is supplied in 6M urea, 10mM phospate 

buffer pH=7.5.  
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Limitations: This product is for research use only and is not approved for use in humans or in clinical 
diagnosis.  
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