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	VOICE OVER 
	This podcast is for Healthcare Professionals only and is based on the speakers’ thoughts and opinions on the topic.  The interpretations of data are based solely on their personal viewpoint.  

	MARTIN GRÜBLER
	So, hello everyone. My name is Martin Grübler and I am a young cardiologist, end of fellowship and beginning of consultancy, with a special interest in cardiovascular risk and imaging. I’m here with Professor Sudano, she is a senior Cardiologist at the University Hospital Zurich. Isabella may I ask you to quickly introduce yourself? 

	ISABELLA SUDANO
	[bookmark: _GoBack]Yes, Martin, nice afternoon everyone. I am Isabella Sudano, based in Zurich in the cardiology unit of the University Hospital where I’m leading the dyslipidaemia outpatient facilities. I’m happy to be here today.

	MARTIN GRÜBLER
	Absolutely, I’m also happy to talk to you about the ESC Congress about the personal highlights. Maybe  we should continue talking a little bit about lipoprotein(a).

	ISABELLA SUDANO
	Lipoprotein(a) is fascinating, since a very long time, and I think we all experience hype and down with the lipoprotein(a). I think the data, the epidemiological data is quite striking; if you have a very high lipoprotein(a), especially if it’s more than 700 mg per litre or mg per decilitre, or really more than 150 nanomole, then you really have a very high risk of cardiovascular disease and of aortic valve disease. The last consensus paper of European Vascular Society assured there was no increasing venous thrombosis, that was something that was also in the air. What is important for me is to have this tested, once in a life; we are doing now routinely in all patient who have early cardiovascular disease, or who have someone in the family who had an early, premature cardiovascular event, myocardial infarction as well as stroke, and so we really find a lot of patients with increased lipoprotein(a); and sometimes it’s not the case, but sometimes we have normal very normal LDL, and increase lipoprotein(a) in this patients. Secondly, I think we really, really need homogenisation, let’s say of the unit, because as I told the milligram/litre, milligram/decilitre, nanomole/litre, and sometimes it leads to mistakes, to have all these different. And sometimes the patient testing while they are with one unit and then the second time because its not convinced that its already increasing, another lab with another unit and it could lead to, yeah, wrong decision I think. And then I’m waiting as everyone for the great drug coming, at the present time we had the PCSK9 inhibitor may reduce lipoprotein(a) 20–25% and then we have the CTP inhibitor a little more 30-35% at least; these two, they’re more in development, but the RNA drug they will reduce this almost 80%, and then there are other drugs focused on lipoprotein(a) may reach this.  So, I think we will have soon really the answer, should we reduce LDL especially lower in patient with increased lipoprotein(a) or should we reduce lipoprotein(a) as first target?  I think this is a really important point because, at the present time, sometimes the patient has the result and do not know what to do with this kind of result.

	MARTIN GRÜBLER
	Yeah, thank you for raising this point.  I just recently encountered, actually, a colleague who just, I don’t know why he exactly did it, but he is like 32 years old, healthy, no family history and he just checked his LDL and also his lipoprotein(a), and it turns out his lipoprotein(a) was actually almost at the end of the detection limit of the assay used, so I had to actually do another lab to even get the right number. And now he is thinking about what to do. And I mean, he started just to take Vitamin B because he thought it was almost 20% reduction I will try it and yeah, I think, it’s quite an important question, what is your personal approach for such patients?

	ISABELLA SUDANO
	I mean, independent of LDL, I put these patients on statin because what we have learned, that if it LDL is low enough, so I am talking below 1/8 or better 1/4 even in primary prevention, then it seems that the relationship between lipoprotein(a) and cardiovascular disease is a little less strong than with higher LDL. So using a statin in the present time is the strategy I use.  Now, I would suggest this to your colleague.

	MARTIN GRÜBLER
	He already…I think he is still a little reluctant which is funny which tackles our first topic about doctors’ inertia and reasons for maladherence. For the OUTCOME data on lipoprotein(a) maybe we hopefully see more very soon, but in the meantime, as you said it’s surely statins first. And for the mechanism, is it a stronger driver of atherosclerosis or is it more unstable plaque on the coronaries or because, I think, if I am correct, there is also some association with stroke?  What are we doing in a sense of a risk modifier or how is it doing it?

	ISABELLA SUDANO
	For sure it’s doing atherosclerosis. If you look to the composition there is apoB-100 inside, so it’s like LDL and the thrombotic risk with the association with plasminogen, this could also be important.  It seems that it is associated with all different kind of cardiovascular event also if…the rapid progression of peripheral disease and as I talked before with aortic valve sclerosis and stenosis.  What I think will be important, is to associate, if it’s possible, to statin a PCSK9 inhibitor. The data from the full year and for the ODYSSEY outcome that this 20-25% have an effect of cardiovascular disease independent of earlier reduction.  So, they are of course not primary endpoint of the study, but they are quite interesting, and data to support the use, if possible, of this drug; and then let’s see what the CTP inhibitor will bring along, with this reduction.  Unfortunately, as many other studies COVID slowed the recruitment also on the OUTCOME study. So maybe we will not have the OUTCOME data as soon as we hoped, but at least we will not wait too much to have this data and then we will have a real answer because until now, we just reduce at the same time LDL and lipoprotein(a).  So, we were doing this before the lipid apheresis, so LDL apheresis, so with this you may reduce LDL lipoprotein quite well for a short time, because then it increases again, but we have a reduction of both.  So, it is difficult to say which have more weight in the reduction of cardiovascular disease.

	MARTIN GRÜBLER
	Wonderful point.  I think this topic also touches on the very basis of evidence-based medicine, because, of course, LDL is probably a surrogate endpoint we all accept but for lipoprotein(a), we will probably a lot of doctors would be very happy to see the OUTCOME data.

	ISABELLA SUDANO
	Yep.  And I think in this kind of patient with elevated lipoprotein(a) which are young, the imaging would also be pretty important as we said before, especially in these patients could be very nice to have imaging to help our strategy.  

	MARTIN GRÜBLER
	Maybe I will see my colleague very soon in noncoronary CT, let’s see.

	ISABELLA SUDANO
	Yeah, let’s see.  And I think sometimes it is pretty important also for adherence.

	MARTIN GRÜBLER
	Mmm.

	ISABELLA SUDANO
	So, always say for me the result is not so important. If there is no plaque perfect, we are in time.  So, we can start and stay like this, and if there is a small plaque, we can stabilise this or in some cases also reduce. So I have seen for adherence and persistence of therapy is the imaging is quite an important point.  
So, Martin it was really a great pleasure to discuss with you about all these very important topics and I think we learned a lot at the ESC and there is much more to learn, and we have also data to change our practice to start early this combination therapy early and have use, the new agent are available to improve the target time and now a patient.

	MARTIN GRÜBLER
	Yeah, thank you Isabella, it was an absolute pleasure to talk to you and I learnt a lot.  My personal highlights are definitely there, the SANTORINI data also the implications to start early, use combination therapy and to reach a target early and fast, also our take on this the intolerance and the lipoprotein(a) as a risk modifier as well as potential treatment or likely treatment target. It was really a good discussion.  Thank you very much.

	ISABELLA SUDANO
	Thank you.




