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Endoglin expression in BOECs

ALK1 acts over ENG promoter
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(Sanz-Rodriguez et al. J Biol Chem. 2004)

(Conley et al. J Biol Chem. 2004)
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Disorganized cytoskeleton in BOECs
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Cytoskeleton disruption by siRNA
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pSUPER-Endo-Ex4 + pEGFP




Cytoskeleton organization recovery
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(Fernandez-L et al. Cardiovasc Res. 2005)
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ALK1/ALKS pathways equilibrium

Mutated ALK1/ENG
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Do cells stop proliferating?

O) l ALKS (Lebrin et al.,
EMBO J., 2004)
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ALK1/ALKS pathways equilibrium
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Decreased ALKS levels: New steady state
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