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Product Description 
Anti-GABA Transporter GAT-2 is developed in rabbit 
using a highly purified peptide corresponding to amino 
acid residues 594-602 of rat GAT-2 as the immunogen. 
The antibody was affinity isolated using immobilized 
immunogen. 
 
Anti-GABA Transporter GAT-2 recognizes GAT-2 
protein from rat brain and retina using immunohisto-
chemistry on frozen or vibratome sections. The epitope 
is located in the predicted C-terminal domain of rat 
GAT-2. 
 
γ-Aminobutyric acid (GABA) is the major inhibitory 
neurotransmitter in the central nervous system and a 
neuromodulator in certain peripheral tissues.1,2 GABA is 
also present in non-nervous structures, and plays a 
major role in the regulation of blood pressure, 
decreases in heart rate and depression in respiration, 
effects on the immune system as well as modulation of 
cell proliferation, protein synthesis, and metabolism.3 
GABA is formed following decarboxylation of L-glutamic 
acid by an enzyme, glutamic acid decarboxylase 
(GAD). GABA mediates neuronal inhibition by binding 
to the GABA/benzodiazepine receptor and opening an 
integral membrane chloride channel. 
 
Several distinct transporters have been identified for the 
selective uptake of GABA. These include the GABA 
Transporter GAT-1, GAT-2, GAT-3 and BGT-1 
transporters in addition to the taurine transporter, a 
related family member. The homologous transporters 
each have a predicted molecular weight of 67 kDa and 
are predicted to contain 12 transmembrane regions. 
These proteins define a family of Na+ and Cl- co-
dependent transporters.4,5,6  
 
The γ-aminobutyric acid (GABA) transporter GAT-1 is 
the prototype of neurotransmitter transporters that 
includes those of dopamine and serotonin.7 GAT-1 
maintains low synaptic concentrations of neuro-
transmitter by coupling GABA uptake to sodium and 
chloride fluxes.8 GAT-1 catalyzes the electrogenic 
transport of GABA with one chloride and two sodium 
ions.9 

Inhibition of the re-uptake of GABA by potent and 
selective inhibitors of the GABA transporter enhances 
GABA activity. This property can be used therapeu-
tically in epilepsy or psychiatric disorders.10 
  
Reagents  
Anti-GABA Transporter GAT-2 is supplied as 100 µl of 
lyophilized affinity isolated antibody containing 1% 
bovine serum albumin and 0.02% sodium azide. 
 
Precautions and Disclaimer  
Due to the sodium azide content, a material safety data 
sheet (MSDS) for this product has been sent to the 
attention of the safety officer of your institution. Consult 
the MSDS for information regarding hazardous and 
safe handling practices. 
 
Preparation Instructions  
Reconstitute the lyophilized contents of the vial with 
100 µl sterile deionized water. Antibody dilutions should 
be made in buffer containing 1-3% bovine serum 
albumin. 
 
Storage/Stability  
Prior to reconstitution, store at −20°C. After 
reconstitution, the stock antibody solution may be 
stored at 4°C for up to 2 weeks. For extended storage, 
freeze in working aliquots. Repeated freezing and 
thawing is not recommended. Storage in “frost-free” 
freezers is not recommended. If slight turbidity occurs 
upon prolonged storage, clarify the solution by 
centrifugation before use. Working dilution samples 
should be discarded if not used within 12 hours. 
 
Product Profile  
Antibody specificity was examined in the rat 
leptomeninges (the two delicate inner membranes, i.e. 
the pia and arachnoid matter, that surround the brain 
and spinal cord) and retina.11 Suggested working 
dilution for frozen and vibratome sections is 1:500-
1:1000 for biotin-streptavidin/peroxidase detection. Low 
levels of glutaraldehyde (0.1%-0.3%) may be used in 
conjunction with paraformaldehyde for tissue perfusion 
fixation. 



Note: In order to obtain best results and assay 
sensitivities of different techniques and preparations, 
we recommend determining optimal working dilutions 
by titration test. 
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