
Hyppää sisältöön






	

	
FI

	
ENG




	







Näytä/piilota sivun navigointi









	
FI

	/
	
EN



Näytä/piilota sivun navigointi












OuluREPO – Oulun yliopiston julkaisuarkisto / University of Oulu repository


Näytä viite 
	
 
                        OuluREPO etusivu

	
Oulun yliopisto

	
Avoin saatavuus

	
Näytä viite





	
 
            
OuluREPO etusivu


	

Oulun yliopisto


	
Avoin saatavuus

	Näytä viite








Hae OuluREPOsta



Tämä kokoelma























JavaScript is disabled for your browser. Some features of this site may not work without it.













Placental insufficiency and fetal heart : Doppler ultrasonographic and biochemical markers of fetal cardiac dysfunction

Mäkikallio, Kaarin (2002-07-28)










             
        















Avaa tiedosto


 isbn951-42-6737-0.pdf (1.963Mt)



 isbn951-42-6737-0_meta.xml (38.62Kt)



 isbn951-42-6737-0_solr.xml (34.41Kt)





Lataukset: 











Mäkikallio, Kaarin



University of Oulu

28.07.2002

Tämä Kohde on tekijänoikeuden ja/tai lähioikeuksien suojaama. Voit käyttää Kohdetta käyttöösi sovellettavan tekijänoikeutta ja lähioikeuksia koskevan lainsäädännön sallimilla tavoilla. Muunlaista käyttöä varten tarvitset oikeudenhaltijoiden luvan.


Näytä kaikki kuvailutiedot





Julkaisun pysyvä osoite on 


https://urn.fi/URN:ISBN:9514267370

Kuvaus

Academic Dissertation to be presented with the assent of the Faculty of Medicine, University of Oulu, for public discussion in the Auditorium 4 of the University Hospital of Oulu, on June 28th, 2002, at 12 noon.




Tiivistelmä

Abstract
The first aim of this study was to investigate the relationship between Doppler ultrasonographic parameters and biochemical markers of human fetal cardiac dysfunction and myocardial cell damage in pregnancies complicated by placental insufficiency and/or fetal growth restriction. Our second aim was to examine fetal central and peripheral hemodynamic characteristics associated with retrograde aortic isthmus net blood flow.
Fetuses with significant myocardial cell damage (cTnT > 0.10 ng/ml) had increased pulsatility in the blood velocity waveforms of ductus venosus, left hepatic vein and inferior vena cava, and had more often atrial pulsations in the umbilical vein. Their umbilical artery NT-proANP concentrations were higher than in fetuses without myocardial cell damage. The proportion of left ventricular cardiac output of the combined cardiac output was greater and the corresponding proportion of the right ventricle was less than in fetuses with only increased NT-proANP levels ( > 1145 pmol/l). Tricuspid regurgitation was present more often and the right ventricular fractional shortening was less in fetuses with myocardial cell damage than in fetuses with normal umbilical artery cTnT levels. In fetuses with placental insufficiency and/or growth restriction (n = 48), umbilical artery NT-proANP concentrations showed a significant positive correlation with ductus venosus, left hepatic vein and inferior vena cava pulsatility index values for veins. Fetuses with placental insufficiency and antegrade aortic isthmus net blood flow demonstrated a shift in their right ventricular cardiac output from the pulmonary to the systemic circulation, and foramen ovale volume blood flow made up the majority of the left ventricular cardiac output. Fetuses with retrograde aortic isthmus net blood flow failed to demonstrate these changes, and they had signs of increased left atrial pressure. In addition, right ventricular fractional shortening was decreased and the pulsatility in the ductus venosus blood velocity waveforms was increased.
In conclusion, human fetal myocardial cell damage was associated with a rise in systemic venous pressure, a change in the distribution of cardiac output towards the left ventricle and a rise in right ventricular afterload. Fetuses with retrograde aortic isthmus net blood flow failed to rearrange the distribution of the cardiac output and they had signs of increased left atrial pressure. In addition, right ventricular afterload and pulsatility in the ductus venosus blood velocity waveforms were increased.
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