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It has been reported that angiopoietin-1(Ang1)/Tie2 signaling pathway has an essential
role in the pathogenesis of pulmonary arterial hypertension (PAH). Here, we investigated
the role of Gab family proteins in the Angl/Tie2 signaling pathway. We found that both
Gab1l and Gab2 have redundant roles for activation of ERK1/2 and AKT downstream of
Ang1/Tie2 pathway in the endothelial cells. In addition, we have created the inducible
endothelium-specific Gab1/Gab2 double knockout mice through crossing Gab1flox/flox
GabZ2~/- mice with VE-CadCreERTZ mice.
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