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La angiogénesis placentaria requiere la proliferacion, migracion y diferenciacion de células endoteliales
[1]. Este proceso implica la formacion de la microvasculatura y macrovasculatura placentaria y debe ser
finamente regulado. Hay un gran nimero de caveolas en la membrana plasmatica de las células
endoteliales [2]. Las caveolas son dominios lipidicos que tienen Caveolina-1 (Cav-1) como proteina
marcadora. Cav-1 puede unirse a diferentes proteinas y asi promover interacciones entre receptores,
canales y proteinas de sefializacion [3]. Nuestro principal objetivo fue evaluar el papel de las caveolas en la
formacion de la vasculatura placentaria. Se utilizaron células endoteliales microvasculares placentarias
(hPMEC) vy la linea celular EA.hy926 (ATCC®CRL-2922™), Se evalud la expresion y localizacion de
Cav-1. Las células se trataron con metil-p-ciclodextrina (MBCD) 5-mM para disrumpir las caveolas [4]. La
viabilidad celular se evalu6 mediante MTT y la migracion celular mediante ensayo de cicatrizacion de
heridas. Cav-1 se localizé en la membrana plasmatica de las células. MBCD redujo significativamente la
migracion celular en células EA.hy926 (n=4; p<0.05) y hPMEC (n=4; p<0.0001). Nuestros resultados
sugieren que una estructura caveolar intacta es necesaria para la migracion adecuada de las células
endoteliales placentarias. Cualquier alteracion podria causar una angiogéenesis aberrante que conduzca a
trastornos graves del embarazo.
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Placental angiogenesis requires proliferation, migration, and differentiation of endothelial cells [1]. This
process involves the formation of the placental microvasculature and macrovasculature and is a
physiological process that must be finely regulated. There are large numbers of caveolae in the plasma
membrane of endothelial cells [2]. Caveolae are lipid domains that have Caveolin-1 (Cav-1) as their marker
protein. Cav-1 can bind different proteins and thus promote interactions between receptors, channels, and
signaling proteins [3]. Our main objective was to evaluate the role of the caveolae in the formation of the
placental vasculature. Placental microvascular endothelial cells (hPMEC) and the EA.hy926 cell line
(ATCC®CRL-2922™) were used. Cav-1 gene and protein expression, and localization were evaluated.
Cells were treated with 5mM methyl-B-cyclodextrin (MBCD) to disrupt caveolae [4]. Cell viability was
assessed by MTT and cell migration by wound healing assay. Cav-1 was located in the plasma membrane
of placental endothelial cells. MBCD significantly reduced cell migration in EA.hy926 cells (n=4; p<0.05)
and in hPMEC cells (n=4; p<0.0001). Our results suggest that an intact caveolar structure is necessary for
the proper migration of placental endothelial cells. Any disturbance could cause aberrant angiogenesis
leading to serious pregnancy disorders.
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