PROGESTERONE PROMOTES SPONTANEOUS CORONARY ARTE
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A, We first demonstrate that the progesterone receptor (PGR) is not specific to organs of the reproductive system and
can be found in vessels of male and female mice. B,C Vascular smooth muscle cells of Patients also harbour both
populations of the progesterone receptor. Furthermore a trend wise increase of PGR can be seen in patients who
suffered from an aneurism compared to healthy (HTX) controls. This suggest a link between PGR and vascular
diseases. D , Activation of the progesterone receptor in vitro leads to decreased migration and proliferation of Vascular
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— The progesterone receptor is elevated in aneurismatic vessels, its activation inhibits regeneration,

induces extracellular matrix degradation and is tied to dissection associated genes.




