
ABSTRACT TITLE

ABSTRACT AUTHORS AND AFFILIATIONS

ABSTRACT TEXT

NFOG 2016
JUNE 12-15 HELSINKI

The 40th Nordic Congress  
of Obstetrics and Gynecology 


	ABSTRACT TITLE: Prediction and Future Treatment of Preeclampsia
	ABSTRACT AUTHORS AND AFFILIATIONS: S. Ananth Karumanchi, MD, Beth Israel Deaconess Medical Center and Harvard Medical School, Boston, MA, USA
	ABSTRACT TEXT: Imbalance of angiogenic growth factors in the maternal circulation contributes to the pathogenesis of preeclampsia. Soluble fms-like tyrosine kinase 1 (sFlt1), an endogenous anti-angiogenic protein that antagonizes vascular endothelial growth factor (VEGF) and placental growth factor (PlGF) appears to be a central player in this paradigm. Overexpression of sFlt1 in pregnant rats produced hypertension, proteinuria and glomerular endotheliosis, the classical pathological renal lesion of preeclampsia. High serum sFlt1 and low serum free PlGF have been observed in preeclampsia. Abnormalities in these circulating angiogenic proteins are not only present during clinical preeclampsia, but also antedate clinical symptoms by several weeks. Another potential soluble factor secreted by the placenta that is elevated in women with preeclampsia is soluble endoglin (sEng). Endoglin (Eng) is an angiogenic receptor expressed mainly on the surface of endothelial cells, but also by placental syncytiotrophoblast. Eng acts as a co-receptor for transforming growth factor-beta, a potent pro-angiogenic molecule) signaling in endothelial cells. Eng mRNA is up-regulated in the preeclamptic placenta. In addition, the extra-cellular region of endoglin referred to as sEng, is released in excess quantities into the circulation of preeclamptic patients. Furthermore, sEng appeared to exacerbate the vascular damage mediated by sFlt1 in pregnant rats resulting in severe preeclampsia-like illness including the development of thrombocytopenia and fetal growth restriction. In this presentation, I will focus on clinical studies demonstrating the utility of angiogenic markers in the serum/plasma for the diagnosis and prediction of preterm preeclampsia.  I will also discuss novel methods that target sFlt1 and/or sEng as potential therapeutic options for patients with severe preterm preeclampsia.


