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News from the 17th International 
Symposium of Atherosclerosis

FH and myocardial infarction 
A report from EUROASPIRE IV, a survey of 
secondary prevention management in 24 
European countries, highlighted the need to 
consider FH in patients with a myocardial 
infarction (MI).1 In this cohort of 7,044 
patients, 8.3% of MI patients – one in 12 – 
had a likely FH diagnosis, based on adapted 
Dutch Lipid Clinic Network Criteria. This rose 
to about one in five patients had likely FH in 
those aged less than 50 years.

According to Dr Joost Besseling (Academic 
Medical Center, Amsterdam, The Netherlands): 
“This study indicates that clinicians should 
consider the possibility of FH diagnosis in 
patients with a first coronary event, especially 
young patients.  The identification of FH 
patients also acts as a starting point for family-
based cascade screening”.

ISA 2015 coincided with publication of 
the European Atherosclerosis Society 
(EAS) Consensus Paper on Paediatric FH.2 
Heterozygous FH is common, affecting 
about one in 200–250 people; identifying 
and treating children with FH early will 
undoubtedly improve life expectancy and have 
socioeconomic benefits. “Early detection and 
treatment of children with FH will save lives 
and money by preventing early heart attacks 
in early middle age,” said Professor Gerald 
Watts (University of Western Australia, Perth, 
Australia), EAS Consensus Panel Writing 
Group and lead author of the International FH 
Foundation guidelines.3

Criteria for diagnosis of FH in children are 
summarised in table 1. The EAS Consensus 
Panel recommends diet, lifestyle and early 
initiation of a statin, age depending on 
prescribing information, as the fundamentals 
of management. This approach can 
significantly reduce atherosclerosis and 
improve event-free survival.4,5 Identifying 
children with FH early also allows for reverse 
cascade screening of other family members.

New therapies 
PCSK9 monoclonal antibody therapy 
continued to be a hot topic. Reports showed 
that these treatments were also effective 
in individuals with mixed dyslipidaemia, 
i.e. elevated low-density lipoprotein (LDL) 
cholesterol and elevated triglycerides with 
or without low high-density lipoprotein 
(HDL) cholesterol.6,7 Although concerns have 
been raised about the acceptability of these 
injectable therapies, a report at ISA 2015 
countered this. Provided adequate training 
is given, the majority of patients (65−72% 
compared with 11−26% before training, 
p<0.05) were very willing to consider using 
self-injectable alirocumab treatment.8

There was also much interest in novel 
therapies aimed at addressing elevated 
triglycerides, building on genetic studies 
showing causality with the individual 
components of triglyceride-rich lipoproteins 
(remnant and apolipoprotein [apo] CIII).9−11 
Various approaches were discussed, including 
K-877, a potent and selective peroxisome 

proliferator-activated receptor alpha agonist, 
which reduces plasma levels of apoCIII 
and remnant cholesterol in patients with 
elevated triglycerides with or without low 
HDL cholesterol.12  Reduction in apoCIII may 
also explain the triglyceride-lowering effects 
of omega-3 carboxylic acids, according to 
an analysis from the EVOLVE (Evaluation of 
Cinacalcet Hydrochloride Therapy to Lower 
Cardiovascular Events) study.13 ApoCIII 
antisense therapy has been tested in early 
clinical studies in a broad range of patient 
groups with moderately to severely elevated 
triglyceride levels. Although treatment was 
generally well tolerated, further investigation 
of effects on liver fat is needed, given the 
theoretical possibility of hepatic triglyceride 
accumulation. Looking forward: will 
treatments targeting triglycerides be the next 
therapeutic advance after PCSK9 inhibitors?
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The latest in lipids medicine was presented at the 17th International Symposium of Atherosclerosis (ISA), which took place in 
Amsterdam, The Netherlands, from 23rd–26th May 2015. This triannual meeting of the International Atherosclerosis Society (IAS) 
attracted delegates from 78 countries. Familial hypercholesterolaemia (FH) was very much a hot topic, with the launch at the meeting 
of FH-CONNECT*, a global initiative aimed at bringing together all stakeholders to improve the care of FH patients. Novel treatments, 
including the PCSK9 inhibitors and antisense therapies targeting apolipoprotein CIII, were also in the news.

Table 1. Criteria for identifying FH in 
children

An LDL cholesterol level ≥5 mmol/L (190 mg/dL) 
at least twice over three months indicates a high 
likelihood of an FH-causing mutation

An LDL cholesterol ≥4 mmol/L (160 mg/dL) plus 
a family history of premature heart disease in 
close relatives and/or baseline high cholesterol in 
one parent

An LDL cholesterol ≥3.5 mmol/L (130 mg/
dL) in a child with a parent with an FH-causing 
mutation

Identifying an FH-causing mutation is the gold 
standard for diagnosing FH

Key: FH = familial hypercholesterolaemia; LDL = low-
density lipoprotein
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