SPR-156034-Congress Podcasts-Lale Tokgözoğlu-Session 4-V3
	LALE TOKGOZOGLU
	Podcast title: ‘Reducing the atherosclerotic plaque: the right lipid-lowering therapy at the right time’
[Duration: 3 minutes and 33 seconds]
Hello, I’m Professor Lale Tokgözoğlu from HacetTepe University in Ankara Turkey, past president of the European Atherosclerosis Society.  
In this podcast these are my personal opinions and take-aways from the congress.  So there were several sessions at the European Society of Cardiology Congress on lipids, and I would like to share some of them with you.
[bookmark: _GoBack]We know that atherosclerosis is caused by progressive trapping of LDL and other ApoB containing glycoproteins within the arterial wall. The plaque burden in each individual is determined by the cumulative exposure to LDL cholesterol.  Lipid-lowering therapy can regress and stabilise the plaque, and we get incremental benefit with more intensive lipid-lowering therapy; the slower is better, but recent evidence from Mendelian randomisation shows earlier LDL lowering is also better.  Early lipid-lowering in animal models and some homozygous FH patients have shown that plaque can completely regress, but in clinical practice where we see these patients they already usually have established plaque.  
The PISA study showed that help of asymptomatic middle-aged individuals already have plaque in different vascular areas.  In this case the main purpose becomes to prevent the plaques to progress to an acute coronary syndrome.  
Imaging studies have shown that plaque burden and vulnerability are the two predictors of having an event, and both can be addressed by lipid-lowering therapy. Using imaging techniques, such as intravascular ultrasound and optical coherence tomography in patients after an acute coronary syndrome, investigators have shown that intensive lipid-lowering therapy not only regresses the plaque but also stabilises the plaque.
Both the recent PACMAN and HYKU (2.26) studies have demonstrated a decrease in lipid content of the plaque and increased fibrous cap thickness with intensive lipid-lowering therapy.  As a result of all this information there has been a paradigm shift from high intensity statin to high intensity lipid-lowering to get to the guideline recommended goals, which are becoming more and more stringent over time.  As it was put in the congress, ‘nature does not care about how you lower LDL cholesterol as long as you do’.
So as a take-home message if we want to decrease cardiovascular events similar to those achieved in randomised control trials we need to get our patients to guideline recommended goals, and keep them there.
I would like to thank you for your attention and for listening to me.




