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Immunogen
Catalogue No. PA1320-S d

A synthetic peptide corresponding to a sequence at the

N-terminal of human PPAR-G, different from the rat and
Lot No. 09J01

mouse sequence by two amino acids.
Ig type: rabbit IgG
Purification

Size: 100pgivial Immunogen affinity purified.

I Formulation
Specificity
L . 50% slurry in PBS pH 7.2 with 0.0lmg NaNsza
Human. No cross reactivity with other proteins. ° y P 9 3
preservative.
Recommended application
Storage

(Immunoprecipitation(IP)
Store at 4°C for frequent use.

Description:

This Antagene antibody is immobilized via covalent binding
of primary amino groups to N-hydroxysuccinimide
(NHS)-activated sepharose beads. It is useful for

immunoprecipitation assays

BACKGROUND

The peroxisome proliferator-activated receptors (PPARS) are a group of three nuclear receptor isoforms, PPAR gamma,
PPAR alpha, and PPAR delta, encoded by different genes. PPARs are ligand-regulated transcription factors that control
gene expression by binding to specific response elements (PPRESs) within promoters.1 PPAR gamma is a transcription
factor that has a pivotal role in adipocyte differentiation and expression of adipocyte-specific genes. The PPAR gammal
and gammaz isoforms result from alternative splicing and have ligand-dependent and -independent activation domains.2
PPAR gamma is a member of a family of nuclear receptors/ligand-dependent transcription factors, which bind to
hormone response elements on target gene promoters. Ameshima et al. (2003) found that PPAR gamma is abundantly
expressed in normal lung tissues, especially in endothelial cells, but that its expression is reduced or absent in the
angiogenic plexiform lesions of pulmonary hypertensive lungs and in the vascular lesions of a rat model of severe
pulmonary hypertension. And they conclude that fluid shear stress decreases the expression of PPARgamma in
endothelial cells and that loss of PPARgamma expression characterizes an abnormal, proliferating, apoptosis-resistant

endothelial cell phenotype.3
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