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PRESIDENT’S
MESSAGE

Just over 6 months in and things are still going well, 
the enormity of the task is beginning to sink in with 
multiple different roles all requiring input and output 
from myself as an individual and from the society as a 
whole. Inclusion into other societies such as the British 
Cardiac Society enables the BSE to remain a key point 
of contact and expertise for many different projects. The 
BSE sub committees continue to drive the development 
of membership benefits which will later this year provide 
a new website and improve user capability, the further 
development and delivery of the stress echo accreditation 
and the recent launch of the BSE Level 1 accreditation to 
help colleagues outside the echo department to gain some 
level of confidence in ruling out significant disease in an 
emergent situation but most importantly try and bring the 
echo departments and emergency units closer together for 
patient benefit. 
In line with previous messages I feel it’s important to 
communicate to the wider membership the most recent 
areas of growth in order to recognise the efforts of those 
who are involved with the BSE council on your behalf. 
The Accreditation committee has revamped the BSE 
reaccreditation points system with multiple new initiatives 
which people can utilise to help gain reaccreditation points, 
whether this be publishing in our peer reviewed journal 
Echo Research and Practice www.echorespract.com or 
publishing in the ECHO journal you all know and love. 
Please ensure you read the new reaccreditation guidance on 
the BSE website www.bsecho.org 
In addition to the opportunities with reaccreditation 
guidance the best way to revise/cement or even develop 
your echo knowledge is undoubtedly by attending one 
of the fantastic educational events provided by the BSE 
Education committee who have been extremely busy 
developing new guidelines for publication around areas 
such as Pulmonary Hypertension, developing educational 
programmes for the joint ICE/BSE meeting, the Advance 
Imaging day focussing on aortic stenosis at the same 
time as planning this year’s annual meeting to be held in 
Liverpool (p.s. - watch out for the giant Royal De Luxe 
street puppets which are descending on Liverpool the same 
weekend as the BSE meeting which may cause some travel 
congestion). Not only have the education committee been 
concentrating on large national events they have been 
actively delivering some local regional BSE network events 
and have engaged the newly revamped BSE Regional Reps 
network. Under Dave Hatton’s stewardship we expect to 
see more and more regional BSE educational events often 
with BSE council members and sub-committee members 
helping to deliver the lectures alongside local echo experts. 
Since commencement of this presidential tenure in Nov 
17 we outlined early on a redesign of the functional 
committees which act as the engine room of our society. 
At this six months point I am delighted to say we have 
completed this restructure and developed 2 new sub 
committees, the Clinical Standard Committee under 

the leadership of Tom Ingram has rapidly got to grips 
with the difficult area of Departmental Accreditation 
and are developing a robust/clear document around a 
patient centred model of quality assurance. They will 
soon be in a position to finalise and publish this work 
which will undoubtedly benefit every echo unit, so 
please keep your eyes open for this piece. In addition 
to Departmental Accreditation the Clinical Standards 
group are also working tirelessly on Clinical standards 
for Level 1 Accreditation and are in communication 
with other societies on potential extending Departmental 
Accreditation outside of the Echo Department.
Lastly and by no means least the development of our 
newest group, the Communication Committee, has been 
achieved. Kelly Victor is the Communications Lead and 
whilst only consisting of 3 members they have achieved 
an enormous amount of work in a very short time. The 
BSE website development is being managed and driven 
by this sub group, alongside the modernisation and 
preparatory work the BSE has to achieve for compliance 
with GDPR. We will have to wait a little while longer to 
see the benefit of their hard work but I can tell you already 
the new website is looking great.
Whilst all this work has been undertaken I have also 
been working hard in other areas to help deliver the BSE 
objectives. With the ongoing support and drive from Dr 
Rick Steeds we continue to be at the highest tables of 
discussion around 7-day service and National workforce 
shortages and whilst there is no magic wand we can 
confirm the leaders within NHSE are aware of the size of 
the problem. In line with presidential duties attendance at 
the British Cardiac Society Exec and Council meetings 
continues and our affiliation with the BCS remains strong. 
There was a noticeable BSE presence at this year’s BCS 
meeting in Manchester especially in the simulation/
training areas where many BSE members were delivering 
hands on training. 
In addition to these essential duties I have also been 
attempting to spread the awareness of echocardiography. 
I recently joined up with the charity Heart Valve Voice 
on their London to Paris bicycle challenge which was 
exactly as expected a challenge. This was a fantastic event 
which involved 14 riders myself included cycling over 
3 days from a starting point in London Waterloo, to the 
finish point in Paris at the recent Euro PCR meeting. What 
was special about this event was the diversity of riders 
all either professionals within healthcare or recipients 
of healthcare (Patients). The group included Cardiac 
Surgeons, Consultant Cardiologists, Clinical Perfusionists, 
Consultant Anaesthetists, Nurses, Industry Clinical 
Specialists, Echocardiographers and even 2 patients who 
received Aortic Valve Replacements themselves who now 
want to help raise the awareness of valvular heart disease 
and recognise the importance of clinical assessment 
and Echocardiography in detecting and managing these 
conditions. This was my first presidential challenge 
and I will be trying to ensure the rest are much easier. 
I would like to thank everybody who sponsored me on 
this challenge and I will continue to raise more funds to 
support our volunteers attending Echo in Africa, please 
see either BSE Facebook page or via Twitter:  @BSE_
President for some footage of the event. If anybody maybe 
interested in taking part themselves in the future please 
contact HVV via their website www.heartvalvevoice.com 
Au revoir 

Keith Pearce
President
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CARCINOID HEART 
DISEASE
Introduction
Carcinoid tumours are a relatively rare form of 
neuroendocrine malignancies most commonly arising 
from the gastro – intestinal tract (Bhattacharyya et al 
2007; Garg et al 2011; Fox and Khattar 2004; Bernheim 
et al 2007). These tumours grow slowly over many years 
often causing no symptoms until they become large or 
metastasize and may secrete large amounts of vasoactive 
substances including 5-hydroxytryptmine, tachykinins 
and prostaglandins. These are largely inactivated by 
the liver however in carcinoid syndrome when tumour 
cells metastasize to the liver, vasoactive substance can 
access the systemic circulation via the hepatic portal 
vein (Bhattacharyya et al 2007; Gustafsson et al 2008; 
Himelman and Schiller 1989).  
Carcinoid heart disease was first described in the 1950’s 
(Thorson et al 1954) where malignant carcinoid of the 
small intestine was associated with liver metastasis 
and right valvular heart disease, in particular tricuspid 
regurgitation and pulmonary stenosis (Bernheim et al 
2007). Pathological findings characteristic of carcinoid 
heart disease include endocardial plaques of fibrous tissue 
that may involve the pulmonary and tricuspid valves, 
cardiac chambers, vena cava, pulmonary artery and 
coronary sinus (Forman et al 1984; Roberts and Sjoerdsma 
1964). 
Incidence of carcinoid tumours is cited at 1.31 to 2.16 per 
100,000 in the United States (Modlin and Sandor 1997; 
Nalawadi et al 2010) of whom 50% will develop carcinoid 
syndrome (Garg et al 2011; Nalawadi et al 2010). The 
mean age for carcinoid symptoms is between 55-60 years 
(Westberg et al 2001; Moller et al 2003). Mean survival 
with carcinoid heart disease has been shown to be reduced 
to 1.9 +/-1.4 years compared with 3.8 +/- 2.9 years in 
those without cardiac involvement (Himelman and Schiller 
1989).
Two-dimensional transthoracic echocardiography has 
proven useful in recognizing characteristic changes of the 
tricuspid and pulmonary valves in patients with carcinoid 
syndrome (Pellikka et al 1993; Plockinger et al 2009
The following case report describes a gentleman 
presenting with a known carcinoid tumour whom was 
shown to have a pericardial effusion on Computerized 
Tomography pulmonary angiogram (CTpa). Subsequent 
echocardiograms highlight the importance of this 
technique in the assessment of carcinoid syndrome 
and further demonstrate the importance of additional 
measurements and their limitations. 

Case report
A 52 year old gentleman presented with persistent 
shortness of breath and possible chest infection. On 
admission he was noted to have been diagnosed with 
metastatic carcinoid tumour 4 years previously and 
the disease had been fairly static. He was known to 

have tricuspid regurgitation and pulmonary stenosis, 
on auscultation - systolic murmurs were noted in the 
pulmonary position and left lower sternal edge. At this 
time a firm diagnosis of carcinoid heart disease had not 
been made. The CTpa demonstrated pericardial effusion, 
this along with patients’ symptoms and a raised JVP 
which - initially attributed to tricuspid regurgitation an 
echocardiogram was requested urgently to rule out cardiac 
tamponade and assess for pericardiocentesis. The focused 
Echocardiogram confirmed the presence of tricuspid 
regurgitation but demonstrated only loculated pericardial 
fluid unsuitable for pericardiocentesis. The study was 
requested again 3 days later to establish whether the 
pericardial effusion had developed further in view of no 
improvement in patient symptoms. 

The Echocardiogram demonstrated a dilated, poor 
functioning right heart (see figures 1 and 3), an under-
filled left ventricle (LV) with D shape (see figure 2) 
which was subjectively, moderately impaired with an 

Fig. 1. demonstrates a Parasternal long axis highlighting 
dilated right ventricular outflow tract RVOT = 52mm and a 
localized pericardial effusion. Normal sized aortic annulus 
33mm, normal sized left atrium width = 30mm.  A small 
left ventricular diastolic dimension (LVDd) = 44mm, left 
ventricular systolic dimension (LVSd) = 37mm.

Fig. 2. demonstrating a Parasternal short axis view at papillary 
muscle level, showing ‘D’ shape of the LV. Eccentricity 
Index (EI)= 1.7, EI remains >1 through systole and diastole 
consistant with right ventricular pressure overload (Ryan et al 
1985)
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ejection fraction of 40% (see figure 7) and regional 
wall motion abnormalities. At this stage it is difficult to 
suggest whether this impairment in function is due to the 
impaired right ventricle or to an undiagnosed underlying 
condition such as ischaemic heart disease. Severe tricuspid 
regurgitation (TR) was noted (see figure 4) with a dagger 
shaped spectral display on Doppler (see figure 5), right 
atrial pressure estimated at 15mmHg as unable to visualize 
inferior vena cava therefore estimated pulmonary artery 
pressures were 46mmHg.  The tricuspid leaflets were 
thickened and retracted (see figure 3) giving rise to a wide 
orifice area. Only mild pulmonary stenosis was noted. 
There was also a loculated pericardial effusion noted 
posteriorly and as such respiratory variation was assessed 

Fig. 3. demonstrating an Apical 4 chamber view, showing 
under-filled LV, dilated RV  RVD1 = 42mm, RVD2 = 40mm, 
RVD3 = 72mm and RA and acoustic shadow artifact from the 
calcified tricuspid valve 

Fig. 5. demonstrating continuous wave Doppler of tricuspid 
regurgitation with a ‘dagger shaped’ flow – indicative of severe 
regurgitation. 

Fig. 4. demonstrating a modified apical 4 chamber of the right 
heart demonstrating free flowing tricuspid regurgitation (TR)

(see figure 6) which demonstrated no respiratory variation 
and therefore constrictive pericarditis could be excluded 
(Hatle et al 1989). 
The diagnostic dilemmas raised by the Echocardiogram 
include the reduced systolic function of the left ventricle, 
is this caused by pressure or volume overload of the 
right heart? Or another underlying cause? In view of the 
severe TR could the pulmonary artery pressure have been 
estimated using any other method?

In view of the complexity of this gentleman’s case and 
diagnosis of carcinoid heart disease he was referred to the 
nearest tertiary centre for treatment and follow up.

Discussion   
Advanced carcinoid heart disease has characteristic echo 
features particularly tricuspid valve disease. Initially 
described by Pellika et al 1993, presently the largest study 
of echo diagnosis of carcinoid heart disease although only 
a relatively small group of patients were examined, due 
primarily to the rare nature of this disease. They used a 
cross section of patients with differing primary lesions 
and found the primary site had no reflection on which 
patients would develop carcinoid heart disease. These 
findings were supported by Bhattacharyya et al 2010 with 
a similar cohort. Due to the small subject base there is 
room for continued research, particularly into observing 
the progression of the disease with echo. 
The tricuspid valve anomalies described in these 
studies were noted in this subject, thickened, shortened, 
retracted and hypo-mobile leaflets resulting in incomplete 
coaptation (see figure 3). This is easily differentiated 
from the differential diagnosis of rheumatic valve disease 
(Gross et al 1975; Howard et al 1982). Carcinoid only 
rarely affects the mitral valve (Roberts and Sjoerdsma 
1964).  Typically resulting in significant aortic and 
mitral regurgitation with reduction of the valve motility 
(Mansecal et al 2006; Pellika et al 1993; Bhattacharyya 
et al 2010) and is commonly associated with a patent 
foramen ovale (Mansecal et al 2006).  The studies are 
small due to the incidence of left heart carcinoid but in 
randomized trials demonstrated correlation between them.  
In this study none of these features were evident so left 
heart carcinoid was not considered.
Regurgitation is most commonly severe, and characterized 
by a dagger shaped profile on spectral Doppler (see figure 
5) due to rapid equalization of right atrial and ventricular 
pressures (Garg et al 2011).  Severe regurgitation was 
noted in this subject with an estimated right ventricular 
systolic pressure of 46mmHg, using the simplified 
Bernoulli equation plus right atrial pressure (Yock and 
Popp 1984; Rudski et al 2010; Fisher et al 2009). 
However in severe TR as the Doppler envelope may be cut 
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off due to early equalization of right ventricular and right 
atrial pressures, the simplified Bernoulli equation may 
underestimate the RV systolic pressure (Fisher et al 2009; 
Hinderliter et al 1997). 
In cases where TR flow cannot be interrogated other 
methods have been described (Kitabatake et al 1983; 
Dabestani et al 1987). Acceleration time in the distal right 
ventricular outflow tract (RVOT) or proximal pulmonary 
artery estimates mean pulmonary artery pressure. 
An acceleration time </= 100ms suggests pulmonary 
hypertension (Dabestani et al 1987), however this study 
had only a small cohort of patients and has been found 
to be less accurate than tricuspid regurgitation methods 
when there is bradycardia or tachycardia (Chan et al 
1987). Pulmonary valve involvement is demonstrated by 
thickened, retracted or stenotic leaflets with narrowing of 
the annulus (Bhattachaya et al 2010; Pellika et al 1993). 
Although in this subject only mild pulmonary stenosis was 
noted. 
Right ventricular enlargement and deterioration in 
systolic function was noted in many studies (Pellika et 
al 1993; Moller et al 2003; Pandya et al 2002; Forman 
et al 1984) and also noted in this subject with reduced 
right ventricular free wall function (TAPSE 10mm) and 
abnormal septal motion.  This has also been described in 
half of patients studied by Pellika et al (1993) to which 
they also noted a flattened curvature of the ventricular 
septum (D shaped).  This anomaly was first described by 
Dexter (1954) after investigating only a small number of 
subjects by catheterization and autopsy concluded altered 
left ventricular filling characteristics and overall cardiac 
function. As it was an old study more work has since 
been performed to investigate the theory further. Ryan 
et al (1985) described a quantative echocardiographic 
method of deciding whether the septal displacement is 
caused by right ventricular pressure or volume overload. 
The study used a small number of subjects with proven 
right ventricular volume overload and evaluated the 
echocardiogram results from two operators one blinded 
to reduce bias, with good correlation of the results. The 
Eccentricity index (EI) being a ratio of two perpendicular 
axis diameters D1 bisection from septum to lateral 
wall and D2 anterior - posterior perpendicular to the 
interventricular septum and was obtained at end-systole 
and end-diastole (see figure 2). In normal subjects the EI 
at both end-systole and end-diastole was essentially 1.0. In 
patients with right ventricular volume overload (RVVO) 
the EI at end systole was 1.0 but at end-diastole was 
significantly increased. In patients with right ventricular 
pressure overload (RVPO) the EI was significantly 
increased in both end-systole and end-diastole. 
 In this case study the EI was significantly increased 
in both end-systole and end-diastole indicative of right 
ventricular pressure overload. As there is significant TR 
the EI does not rule out the presence of volume overload.  
As with any measurement in echocardiography there may 
be inter operator variability (Ryan et al 1985). 
Other regional wall motion abnormalities were noted in 
this study which may be due to the RV dysfunction or an 
underlying undiagnosed cause. LV filling and LV systolic 
performance may be influenced by their pumps in series 
due to the interdependence between the two ventricles, as 

well as by the direct interactions via the shared septum and 
circumferential myofibres which encircle both ventricles 
(Bove and Santamore 1981). Furthermore Hoffman et al 
(1994) suggested an intact ventricular geometry is required 
for beneficial ventriculo-ventricular interaction. They 
even suggested that a dilated RV reduces LV pressure 
output but were unable to differentiate between a serial or 
parallel impact. Brooks et al (1999) demonstrated that in 
the presence of an intact pericardium acute RV dilatation 

Fig. 6. demonstrating pulsed wave Doppler of left ventricular 
inflow – no respiratory variation

Fig. 7. demonstrating apical 4 chamber – one of the 
measurements of ejection fraction using Simpson’s biplane 
taken in ventricular systole. Ejection fraction 45%.

Fig. 8. demonstrating septal tissue Doppler showing low 
velocity E’ = 0.06m/s
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did interfere with LV performance in a parallel fashion 
which they presumed was a reflection of adverse geometry 
and abnormal function of the shared myofibres. However 
these were small studies using animals. Patients with atrial 
septal defects whom had significant RV dysfunction due 
to volume overload also had evidence of LV dysfunction 
(Dexter 1956; Flamm et al 1970; Wanderman et al 1978). 
These studies although investigating adults with and 
without defect repair used differing methods to come to the 
same conclusion.  Although the LV failure probably does 
not occur until after RV failure, being caused in part by the 
displacement of the septum and reduced LV compliance 
(Frank et al 1973). In this study the data conflicted, they 
stated there were no contractile abnormalities however the 
ejection fraction amongst other indices was reduced.  A 
study directly comparing LV function with RV pressure 
and volume overload, (Louie et al 1995) found patients 
with pure volume overload were more likely to have 
decreased left ventricular ejection fraction compared 
to patients with pressure overload. It was observed that 
although the LV is under-filled in pressure overload this 
was not the reason why the function remained intact. 
Instead it was reported to be the differences occurring due 
to ventricular septal displacement, the septal flattening 
being most marked in pressure overload at end systole 
but at end diastole in volume overload (Ryan et al 1985; 
Louie et al 1992; Louie et al 1986). The studies by Louie 
and colleagues although small study groups incorporated 
healthy controls and appear more robust that the previous 
study by Frank et al (1973). This was evident in this case 
being found to have an ejection fraction of 40% as well as 
the septal displacement, this could prove to be the reason 
why he appeared to have reduced left ventricular systolic 
dysfunction. 
In RVPO right ventricular end-diastolic and end-systolic 
volumes increase and studies show an inverse relationship 
between RV ejection fraction and afterload (Yamaoka 
et al 1987; Morrison et al 1983). RVPO also affects 
LV function, ejection fraction and stroke volume, with 
decreased end-diastolic and end-systolic volumes and 
a prolonged isovolumic relaxation time (Louie et al 
1992; Stojinic et al 1992; Gan et al 2006). It is the serial 
impact which compromises LV filling in the presence 
of a decreased RV output and further compromised by 
the increase in RV diastolic volume (Santamore and 
Dell’Italia 1998). The increased RV diastolic volume alters 
LV compliance, making LV filling difficult (Fenely et al 
1989). With this reduced filling LV systolic pressure and 
stroke volume decrease (Gan et al 2006) with a decline in 
ejection fraction, reflected in the displaced septal position 
which persists throughout systole. These studies although 
using subjects with confirmed pulmonary hypertension all 
used differing methodology to test their hypotheses. 
A direct RV/LV interaction has also been described (Gan 
et al; Elzinga et al 1974) whereby severe RV hypertrophy 
and dilatation may compress the LV and impair filling. 
Two mechanisms causing this have been described, direct 
ventricular interaction mediated by the pericardium and 
interventricular asynchrony. As both ventricles are encased 
within a relatively non elastic pericardium, increases in RV 
volume may occur at the expense of LV volume due to the 
lack of space available (Belenkie et al 2004). Although in 

a study involving humans this was unproven, in that the 
pericardium has little influence on interventricular septum 
and cardiac deformity, and that the human pericardium 
is capable of adapting over time (Blanchard and Dittrich 
1992).  With interventricular asynchrony Stojnic et al 
(1992) suggested that there is a slow decay of the RV 
pressure which causes a higher pressure in the RV rather 
than the LV in early diastole. They concluded it was this 
filling impairment caused by right to left asynchrony that 
caused the septum to displace into the LV. Therefore it 
appears that the direct ventricular interaction as well as the 
displaced interventricular septum that impairs LV filling, 
resulting in an under-filled LV. Therefore more research 
needs to be conducted to whether the interaction is a 
parallel or serial. 
 
Conclusion
Through this case study echocardiography has been shown 
to be the imaging modality of choice. With its ability to 
demonstrate all the necessary features associated with 
carcinoid whilst remaining non invasive. The study raised 
other interesting echocardiography dilemmas. 
Direct inter-ventricular interaction and right ventricular 
pressure overload may explain why the LV in this case was 
under-filled. Whereas the effects of RVVO goes a long 
way in explaining why the overall ejection fraction may 
be reduced.   However the case in question appeared to 
demonstrate regional wall motion abnormalities therefore 
none of these theories of reduced left ventricular volume 
and ejection fraction fully explain why it is so. Perhaps 
the only way to fully answer the question and rule out 
any underlying pathology would be to perform a coronary 
angiogram. This may be required prior to referral for 
tricuspid valve surgery.  However surgical referral is 
unlikely due to the pericardial effusion which may be 
suggestive of pericardial carcinoid plaques an indicator 
of advanced disease and associated with a poor surgical 
outcome (Connolly et al 2005).  Furthermore a study by 
Howard et al (1982) continued to follow up patients and 
in doing so reported those with mild valvular involvement 
showed deterioration. Indicating patients with suspected 
carcinoid heart disease as well as those confirmed should 
have serial echocardiography (Mansecal et al 2006; 
Bhattacharyya et al 2008).

Deborah Wilson1, David Oxborough2

1Mid Yorkshire Hospitals, 2Liverpool John Moores 
University
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ATRIAL SEPTAL ANEURYSM
IS IT A BENIGN FINDING?
The widespread application of real time echocardiology, 
otherwise referred to as 2D Echo in the late 1970’s 
completely changed the understanding of atrial septum 
aneurysm.  These aneurysms were previously only 
detectable at post mortem and then, with the dead heart 
being motionless, only very large aneurysms were 
identifiable and reported, hence being considered a rare 
finding.
In the early 2D Echo days the left to right ‘flapping’ 
of the intra atrial septum was just considered as ‘an 
interesting finding’, with little understanding of why such 
an aneurysm would develop nor of its significance. The 
initial sightings were in adults of mature age, hence a 
degenerative or intra cardiac overload of left or right heart 
pathology was assumed.  
Little attention was given to the aetiology of intra atrial 
septal (IAS) aneurysms being congenital until paediatric 
cardiological reports were published in the early 1980’s, 
one example being that of Shiraishi et al 1 in which 13 
infants were found to have IAS aneurysms on 2D echo 
with other associated cardiac defects found in 12 of the 
13.  Spontaneous closure of an atrial septal defect (ASD) 
by atrial tissue growth of the IAS as aneurysmal formation 
was observed in the follow up of 10 patients. The 
aneurysms reduced in size over time and  subsequently 
disappeared, suggesting that such aneurysms may regress 
with age. Similar findings were reported by Awan, et al. 2. 
A familial association has also been reported.   
Given that the majority of  cardiac disorders with atrial 
overload develop in adulthood typified by acquired 
rheumatic mitral stenosis, resulting in high left atrial 
pressure distending the left atrium and intra atrial septum 
(IAS)  do not result in the development of an IAS 
aneurysm strengthened the view that the aneurysms were 
of congenital aetiology.  Whether the aneurysms consist 
of redundant atrial septal tissue which bulges into either 

the left of the right atrium during the cardiac cycle is the 
generally accepted view.
Today, the findings of an IAS aneurysm does not raise 
any eyebrows and most  echocardiographers will attempt 
to identify the presence of an intra atrial communication 
(PFO or small ASD) and report the presence of the 
aneurysm but little else, which is understandable.
The aneurysm, if present, should also be described in 
terms of its site, size and movement. Most are located 
centrally at the level of the fossa ovalis and are of saccular 
appearance. Some may protrude or swing more to the 
left than the right atrium, or visa versa, or have equal 
deflections.  The size in mm of the aneurysm and the 
distance in each direction the aneurysm moves should 
also be reported.  To some extent, the description has been 
simplified, although giving a classification index is not 
always helpful, particularly as the majority of receivers of 
an echo report will not be familiar with a classified index.  
However, Olivares – Reyes et al published a classification 
index in the Journal of the American Society of Cardiology 
in 1997,3 that classifying IAS aneurysms from 1 to 5.  
Type 1R is if the aneurysm is bulging to the right atrium 
only, 2L if bulging only to the left atrium.  Type 3RL if the 
major deflection is to the right atrium and lesser to the left, 
with 4LR being the opposite. Type 5 is if the aneurysm 
movement is bi-directional and equidistant.  
The same author published observations in 500 adults 
diagnosed with an IAS aneurysm from consecutive echos 
in 22,224 adults.  Other cardiological conditions were 
correlated with interesting findings.  In brief, the results 
were:
A prevalence of IAS aneurysms, in adults of 2.2% with a 
mean age of 65 years.
An approximate 2:1 predominance in females
Hypertension in 64% and pulmonary hypertension in 36%
Cerebrovascular events occurred in 23%
A PFO in 36% and left atrial enlargement in 31%
Atrial arrythmias in 13%
Other comorbidities, whether relevant or otherwise were 
of diabetes in 23%, heart failure in 16%. 
A significant number, 86% had valvular disease 
(unspecified)
Left ventricular hypertrophy in 64%

Using the above classification, the commonest were type 
4LR with left bulging predominance in 69% and only 8% 
in type 5.
In respect of prevalence various studies highlight a 
difference between transthoracic and transoesophageal 
imaging, the former giving an estimate of up to 1.2% but 
TOE between 2-10%.
Positively identifying an IAS aneurysm is not always 
straight forward.  A swinging left and right bulge or 
aneurysm of the centre of an IAS is readily recognised. 
What if there just appears to be a ‘mass’ in either the 
left or right atrium?  Such a mass may appear cystic or 
dense, either may easily be misdiagnosed for a myxoma 

Fig. 1. Echo dense mass within the left atrium, potentially 
a tumour?  A closed off atrial septal aneurysm    containing 
thrombus confirmed when surgically excised.
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or other type of tumour.  Both have been reported and 
when surgically removed, confirmed to be a closed off IAS 
aneurysm 4,5,6.
Giant atrial septal aneurysms can occur causing 
obstruction of tricuspid or mitral flow.
Some giant IAS aneurysms can be so large and mobile 
they have been referred to as a “jumping rope” or 
“skipping rope” within an atrium. An individual with 
Marfans Syndrome, with lax tissue being the principle 
feature, can occasionally be seen echocardiographically to 
have a skipping rope giant IAS aneurysm. Images of such 
aneurysms are published and well worth reviewing 7.
There are reports of an association between IAS aneurysms 
and atrial arrhythmias, principally atrial fibrillation. 
This remains debatable at present but the association is 
not rare.  Atrial arrhythmias are not uncommonly found 
during foetal echocardiography, with one study recording 
an IAS aneurysm in 25 of 39  foetal studies with an atrial 
arrhythmia 8.  

The intrigue continues as another similar atrial defect 
can occur during embryological development when, if 
there is incomplete fusion of the septum primum with the 
septum secundum a bulging structure can result, termed 
a “Right Atrial Septal Pouch”.  These are rare and their 
consequences not clearly known, but containing thrombus 
is recognised with the presumed risk for embolic events.
In summary, an IAS aneurysm of the fossa ovalis area of 
the atrial septum is a space occupying structure of varying 
size from a few millimetres to occupying virtually the 
whole atrium being composed of redundant atrial tissue.  
The aneurysm may contain thrombus and thereby be 
causative in a cerebrovascular accident (CVA) occurring, 
or particularly if of congenital aetiology representing 
a spontaneous attempt to close a small ASD or PFO. 
A small intra atrial defect may persist, this also being a 
potential mechanism for a CVA or an arterial embolic 
event occurring anywhere.  Renal infarction due to emboli, 
mesenteric infarction or peripheral vascular episodes have 

been reported, the only identifiable source of emboli being 
the presence of an IAS aneurysm.
The understanding of the origins, mechanism and 
consequences of silent, as they almost always are, IAS 
aneurysms remain with many unanswered questions but 
these aneurysms are not a simplistic nor benign finding.

Gordon Williams
 Editor
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Fig. 3. A TOE study revealing a giant left atrial aneurysm 
within the left atrium and the green arrow locating PFO blood 
flow. 

Fig. 2. A large Atrial Septal Aneurysm  within the right atrium 
partially impeding tricuspid valve inflow
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COMPREHENSIVE 
ASSESSMENT OF AORTIC 
STENOSIS 
TIPS AND PITFALLS
A PERSONAL PERSPECTIVE
Although aortic stenosis is the commonest valve lesion 
encountered in daily practice, it can be difficult to 
accurately assess. Here are a few pointers to help grade its 
severity correctly.

Measuring the LV outflow tract dimension - take care to 
measure at the correct part of the cardiac cycle (systole), 
and approximately 1cm proximal to the valve.  

Tip - a zoomed view increases the chance of accurate 
measurement. If the LVOT really cannot be accurately 
visualized, quote the dimensionless velocity index instead 
(the ratio of aortic flow to LVOT flow).

Pitfall - this dimension should be interpreted in caution if 
there is a prominent basal septal bulge. Also, the equation 
used for calculating area from the LVOT diameter assumes 
a circular shape of the LVOT, but many people have an 
ellipsoid LVOT instead.

 

Measuring the gradient across the aortic valve 

Tip - using the stand-alone CW pencil probe increases the 
chances of obtaining the highest gradients. For the right 
parasternal measurement, the patient should lie on their 
right side. 

Pitfalls - be careful to align the Doppler cursor as parallel 
as possible to the valve, remembering that >20 degrees 
of deviation from parallel increases measurement error 
by >10%. Take care not to measure signal from MR, or 
misinterpret LVOT obstruction as AS. Do not select a beat 
that follows a relative pause. 

Index the valve area - by measuring the patient’s height 
and weight. (Most people will know how tall they are, 
meaning that in reality measuring the weight can be 
performed prior to the patient lying on the couch, and 
should not take too much extra time).

Tip - the indexed valve area has been shown to be useful 
even in obese patients. 

Pitfall - if the valve area is not indexed, the true severity of 
the AS is difficult to comment on. Remember this area is 
heavily influenced by the LVOT diameter, so make sure the 
former is measured as meticulously as possible.

Index the stroke volume - this will identify if the patient 
has a low-flow state.

Tip - moderate AS in the context of a low-flow state may 
be underestimated, and will help guide the clinician as to 
whether a stress echo may be needed, in order to unmask 
potentially severe stenosis.

Pitfall - do not be fooled by a ventricle that appears to 
have preserved ejection fraction; a low-flow state is still 
possible due to small LV cavity due to patient size or LVH, 
impairment of mid-wall circumferential fibres, or high 
afterload. This underlines the importance of indexing the 
stroke volume.

Calculate the valvulo-arterial impedance (zVA) - there 
is a double load faced by the LV: that of the stenotic valve, 
and that of the aorta beyond it. 

Tip - measure the systolic BP; this can be entered into the 
handy BSE EchoCalc app to calculate zVA for you (along 
with the cut-off for abnormal!)

Pitfall - a raised systolic BP can underestimate the degree 
of AS.

What if the gradients are high but the valve area is not 
severely reduced?
Think of high-output states e.g. sepsis, hyperthyroidism, 
AV fistula. A DVI >0.3 shoud help confirm the high-output 
state, and the non-severe nature of the AS.

What if the valve area is severely reduced (including 
visually reduced leaflet opening) but the gradients are 
only moderately elevated?
The LV may either be obviously impaired with a reduced 
ejection fraction, or have preserved EF but be in a 
low-flow state (see above). In either case, the driving 
force that underlies the gradient is reduced, leading to 
underestimation of valve severity by Doppler alone.

Sitara Khan

Frimley Park Hospital
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CHANGE YOUR POSITION 
AND CHANGE YOUR LIFE?
After suffering with back ache on and off for most of my 
20+ year ultrasound and Echo career, I reached crisis point 
when I knew I could not carry on as I was. The traditional 
Echo operator position sitting to patients right and leaning 
and twisting to my right was agony for me for anything 
more than a mornings list. This I realised could be the end 
of my Echo career, so I thought of how I could change 
things to my benefit. I knew of colleagues who scanned 
left handed with the patient turned towards them but this 
was one step too far for me as scanning left handed was 
not an option after 25 years of right handed scanning.
So, I changed the couch arrangement by turning the couch 
through 180° with the patient turned to face me. This was 
very difficult at first and occasionally I reverted to the 
traditional position to get my bearings but I persevered and 
eventually it began to feel a more ‘natural’ position.
The relief was immediate for my back and was well worth 
the effort as I could now sit with my back straight resting 
my right elbow on the couch. By adjusting the couch 
height, you can apply more pressure when required for 
larger
patients especially with the apical views as the hand and 
wrist can be kept in-line.
This adjusted technique came into its own towards the 
end of 2015 as due to a non-work related injury I began to 
suffer from excruciating Sciatica in both legs. I only work 

part time and single handed so felt the pressure to not let 
my patients down. So, with the help of a lumbar support 
cushion (which I took everywhere with me) constant use 
of a Tens machine, and the obligatory DiHydrocodeine 
I managed to keep working. I stayed positive and active 
which I knew would help my recovery. After 8 months, I 
gradually noticed an improvement and by the time I got a 
MRI scan I knew I was getting better. The MRI actually 
showed a herniated disc at L4/ 5. One year later and I 
know I’ll never be 100% but I can cope with my workload 
and life is good again.
If I had not changed my working position when I did I 
would never have been able to continue doing Echo.
Anyone who has got any twinges or discomfort in their 
back, shoulders or right arm, I would recommend trying to 
change your position. I know it saved my career!

Tracey Boler
Balfour Hospital

“WAVELENGTH” 
A PATIENT PARTICIPATION GROUP 
FOR THE BRITISH SOCIETY OF 
ECHOCARDIOGRAPHY TO PROMOTE 
THE HIDDEN HEROES OF CARDIOLOGY.
Patients are central to what we do as echocardiographers 
and clinicians. Although this sentiment is quite obvious, 
it is only in relatively recent years that health care 
professionals have begun to involve patients in the 
development of our services and sought their input and 
guidance to  decisions we make about them. Patients now 
play a central role in most primary and secondary care 
settings (through patient participation groups and places 
on hospital boards), medical research and the charitable 
sector. Following on from the patient session at last year’s 
annual meeting in Edinburgh, the BSE is developing a 
patient advisor group “wavelength”. 
We are seeking patient advisors with experience of 
having had an echo to help further the aims of the society 
to promote excellence in echo in the UK. We want 
patient experiences and insight to help shape the BSE 
of the future. We hope that using real patient experience 
alongside leaders in the profession will help us steer 
the BSE towards a greater patient focus to improve the 

experience and outcomes for patients with heart disease. A 
fundamental role for the patient advisors will be to share 
their vision and passion to maximise public awareness of 
the vital importance of echo in diagnosing and managing 
heart disease: promoting the hidden heroes of cardiology.
Along with members of the BSE council committee leads, 
we have identified potential roles for our patient advisors. 
These include;

•   Development of patient information leaflets.
•   Assisting in development of a patient section/patient 

resources section on the website.
•   Authoring “patient testimonials” of their experience 

of echo. 
•   Departmental accreditation site visits.
•   Input into the annual conference and other education 

meetings – an example would include patient led and 
patient focussed sessions (patients describing their 
experience of echo).

•   Patient research group – patients providing input, 
advice and support to the development of research 
projects in echocardiography. 

We will soon be advertising for patient advisors. If you 
feel you know suitable patients, or if you feel the patient 
advisors could support other roles within the BSE (or 
you have other comments) please contact me on Andrew.
potter4@nhs.net.

Andy Potter
Whaddon Medical Centre
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CASE REPORTS

1) Myxoma in Left Atrium
63 year old active lady with no cardiac history and on no 
medication presented to A+E with palpitations. ECG showed 
A fib 153bpm which spontaneously converted after 30min. 

Patient referred for TTE (Transthoracic Echo). Echo 
identified a large echogenic LA mass attached to interatrial 
septum (see Fig.1) and Fig.2.

ECHO would like to extend its Sincerest apologies to Lucy McArdle a Physiologist from St Vincent’s Hospital, 
Dublin. In issue 101 Lucy’s case study titled “Myxoma in Left Atrium” was published but accredited to another 
author in error. The following is a reprint of her article with her correctly credited as the author. We will strive to 
do whatever possible to ensure that this does not happen again. 

Fig. 1. See text Fig. 3. See text

Fig. 4. See textFig. 2. See text
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Definition of Atrial Myxoma
Atrial Myxomas are the most common primary heart 
tumors. Because of non-specific symptoms, early diagnosis 
may be a challenge. LA myxoma may or may not produce 
characterisitic findings on auscultation. Two-dimensional 
echo is the diagnostic procedure of choice. Most atrial 
myxoma are benign and can be removed by surgical 
resection. 
Patient had the myxoma surgically removed a week after 
the myxoma was discovered on Echo. Fig.3 and Fig.4. 
TOE performed post-surgery showed “Status post 
myxomal repair with irregularities at the base of the intra 
atrial septum.”
Patient is doing well and has annual Echo with no 
recurrence. Recurrence is considered rare, occurring only 

1% to 5% of patients, and can be attributed to incomplete 
excision of the tumor, growth from a second focus, or 
intracardiac involvement by the tumor base.2

Lucy McCardle
St Vincent Private Hospital, Dublin 
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2) A rare case of diastolic 
mitral regurgitation 
secondary to acute aortic 
regurgitation

Introduction

Mitral regurgitation (MR) is expected to occur only in 
systole. However, in rare pathological states, if the left 
ventricular (LV) pressure exceeds the mean left atrial 
(LA) pressure at any point during diastole, diastolic MR 
can occur. The geneses of this MR and its haemodynamic 
significance have generated much interest over the years. 
Diastolic MR typically has a relatively low velocity – 
approximately 2 m/s – and is therefore often difficult to 
diagnose noninvasively. This case report describes a rare 
case of diastolic mitral regurgitation secondary to acute 
aortic regurgitation. Other causes and haemodynamic 
mechanisms that trigger this rare phenomenon are also 
discussed. 

A 31-year-old man was admitted to our A&E department. 
He was an intravenous drug user and had recently been 
treated for bacterial endocarditis. He presented with 
shortness of breath on exertion. On auscultation he had an 
early diastolic murmur as well as a low-pitched rumbling 
presystolic murmur.

Investigations

An ECG showed sinus rhythm (heart rate 85 bpm). No AV 
block was noted. 

Transthoracic echocardiography

The patient’s left ventricle was dilated and systolic 
function was preserved with an LV ejection fraction of 
60%. The aortic right coronary cusp exhibited a small 

oscillating mass consistent a vegetation, shown in Figure 1 
and Video 1. Severe aortic regurgitation was observed and 
was quantified by the following methods:

i)   Colour flow mapping (Figure 2 – upper left) 

ii)  Steep deceleration of the aortic regurgitation  
continuous wave Doppler signal, aortic pressure half-
time (Figure 2 – upper right) 

iii) Marked flow reversal in the descending aorta, using 
colour M-Mode (Figure 2 – lower right)

iv) Marked flow reversal in the abdominal aorta as seen 
with pulse wave velocity (Figure 2 – lower left).

Two-dimensional imaging revealed that the mitral valve 
closed early in diastole without reopening, with atrial 
contraction (visible in Video 2). Diastolic MR was 
documented by colour flow Doppler imaging (Figure 3 
and Video 3) and continuous-wave Doppler (Figure 4). 
The diastolic MR had a velocity of 2 m/s that transiently 
increased to 3 m/s with each atrial contraction.

Fig. 1. Aortic right coronary cusp exhibited a small mass, 
consistent with the presence of a valvular vegetation (arrow). 
LA, left atrium; AV, aortic valve; RV, right ventricle.
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Fig. 2. Assessment of severe aortic regurgitation. Upper left panel: colour flow mapping; upper right panel: aortic pressure half-
time of 130 ms; lower left panel: marked flow reversal in the abdominal aorta as seen with pulse wave velocity (arrow); lower right 
panel: marked flow reversal in the descending aorta, using colour M-Mode (arrows).

Discussion

Diastolic MR results from the interplay between two 
mandatory conditions: diastolic AV pressure-gradient 
reversal and incomplete closure of the mitral valve. 
Effective mitral valve closure requires an intact valve 
apparatus and depends on well-synchronized normal LV 
contraction1. Recent literature reports that diastolic MR 
can occur in the following settings:

•  acute aortic regurgitation (presented in this case report) 

•  AV block of any degree2, in which dyssynchronous AV 
contraction occurs

•  cardiomyopathies3 in which there is a combination of 
a poorly compliant LV and significant elevation of LV 
filling pressures.

Normal closure of the mitral valve is generally thought to 

occur at the onset of systolic isovolumetric LV contraction, 
when the LV pressure exceeds that of the LA. However, 
multiple components are required for effective and 
complete mitral closure to occur at the end of diastole. 
Normally, atrial contraction transiently increases the LA 
diastolic pressure above that of the LV diastolic pressure, 
and results in wide opening of the mitral valve at the end 
of diastole. Toward the end of atrial contraction, forward 
flow ceases abruptly. This cessation leads to a transient 
zone of negative pressure behind the mitral valve, and 
the formation of eddy currents behind the leaflets that 
precipitate closure of the mitral valve2. The LA then 
relaxes as LV pressure rises, leading to closure of the mitral 
leaflets. An effective and appropriately timed ventricular 
systole is then required for isovolumetric contraction and 
effective sealing of the mitral valve. 
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If the LV diastolic pressure rises abruptly and exceeds LA 
diastolic pressure, as seen in our patient, the mitral valve 
closes prematurely (observed in Video 1). If the mitral 
valve is incompetent at this stage, the result is diastolic 
retrograde flow between the LV and LA, defined as 
diastolic MR. This is reflected in continuous-wave Doppler 
of the transmitral flow, which can be used for diagnosis. 
In the setting of acute aortic regurgitation, the reverse 
transmittal gradient associated with diastolic MR does 
not appear to be due to a rapid drop in atrial pressure on 
relaxation, but to a rapid increase in ventricular pressure 
associated with continued ventricular filling. Diastolic 
MR in the setting of acute AR has a low velocity of 2 m/s 
or less, secondary to a relatively low diastolic LV–LA 
pressure gradient. 

Diastolic MR in the setting of AV block is generally 
considered a benign echocardiographic finding. However, 
it might result in haemodynamic compromise in the 
presence of LV diastolic dysfunction or significant aortic 
regurgitation4. In patients with sinus rhythm and AV block, 
prolongation of the PR interval can result in a reverse 
pressure gradient between the LV and LA, leading to early 
partial closure of the mitral valve in diastole. Subsequent 
atrial contraction after a non-conducted P wave without 
ventricular systole leaves the mitral valve open, which 
results in regurgitation during diastole. 

Panidis et al. studied 16 patients who had first-degree 
AV block, one patient with second-degree AV block 
(Wenckebach type), and three patients with third-degree 
AV block. Twenty individuals who displayed normal PR 
intervals served as the control subjects2. The researchers 
showed that late diastolic MR (before the onset of the QRS 
complex) was detected by pulsed-mode Doppler imaging 
in nine (56%) of the 16 patients who had first-degree AV 

block. Among the controls with normal PR intervals, no 
late diastolic MR was detected. In the four patients who 
had advanced AV block, intermittent mid or late diastolic 
MR was also demonstrated. The prolongation of the PR 
interval results in the development of an LV–LA pressure 
gradient in diastole. This gradient is induced by the atrial 
contraction and premature mitral valve closure and is often 
associated with diastolic MR. 

Patients who have cardiomyopathy are also reported to 
have diastolic MR. An analysis of LV angiograms of 
31 patients with hypertrophic cardiomyopathy revealed 
diastolic MR in four patients, a prevalence of 12.9%3. 
More recently, Sisu et al. reported a case of mild early 
diastolic MR in a patient with dilated cardiomyopathy5. 
The researchers used deformation (strain) imaging and 
found an important intraventricular dyssynchrony – a 
difference of 200 ms between peak systolic strain of basal 
anterior to mid-posterior LV myocardial segments. After 
the end of systole, three out of 12 myocardial segments 
displayed post-systolic shortening. This might have caused 

Fig. 3. Diastolic mitral regurgitation demonstrated by colour 
flow Doppler imaging (arrow). Diastolic mitral regurgitation 
coincides with aortic regurgitation. LV, left ventricle; RV, right 
ventricle; AR, aortic regurgitation; MR, mitral regurgitation; 
Ao, aorta.

Fig. 4. Continuous-wave Doppler documenting the presence of 
diastolic mitral regurgitation (arrow).

Fig. 5. Post-systolic shortening noted in medial inferior and 
basal anterior segments. Reproduced from Sisu et al5.
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an increase in pressure during the isovolumetric phase, 
with an inversion of the pressure gradient from LV to LA 
(Figure 5) leading to early diastolic MR.

Although some cases of diastolic MR have been described 
in the literature, few studies have assessed its clinical and 
prognostic significance. In 2016, Flint et al. investigated 
for the first time the incidence of diastolic MR and 
its prognostic implications following transcatheter 
aortic valve implantation (TAVI). Among 267 patients 
undergoing TAVI, post-procedural diastolic MR was 
present in 25 patients (9.3%). Furthermore, the incidence 
of the combined endpoint of death and/or readmission 
for heart failure was higher in patients with diastolic MR 
(41%) than those without the condition (25%). However, 
this association did not attain statistical significance 
on multivariate analysis (p = 0.08). Therefore, to date, 
diastolic MR has not been shown to be independently 
associated with an increased risk of death and/or 
readmission for heart failure, and is more likely to be a 
marker of cardiac dysfunction than a causative factor. 

Conclusion

Because of its high temporal resolution and ease of use, 
echocardiography is a method of choice for diagnosing 
diastolic MR. This article has illustrated a rare case of 
diastolic MR in the setting of acute aortic regurgitation 
secondary to endocarditis, the mechanism of which is the 
rapid increase in ventricular pressures associated with 

continued ventricular filling. In the current literature, many 
mechanisms of diastolic MR have been proposed and 
we have explored them in this report. However, further 
echocardiographic studies are needed to assess the clinical 
and prognostic significance of diastolic MR, mainly 
in patients with acute severe AR, AV disturbances and 
cardiomyopathies. 

Samir Sulemane, Nina Bual, Nilesh Sutaria 

St Mary’s Hospital
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3) Left superior vena cava 
draining directly in to the 
left atrium: A rare cause of 
right to left shunting

A 43 year old female presented to the cardiology clinic 
giving a history of two episodes of collapse and frequent 
episodes of dizziness, lasting 2-10 minutes associated 
symptoms of nausea. Her collapses were not associated 
with incontinence or significant injury.

Fig. 1. Bubble contrast echocardiogram demonstrating 
contrast entering the LA at the level of the arrow.

Fig. 2. Bubble contrast echocardiogram demonstrating LA 
opacification before contrast is seen to fill the RA 
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Past medical history included a posterior circulation stroke 
age 38 from which she made a good recovery and cardiac 
surgery as a child – the exact nature of her surgery was not 
clear but was thought to be a PDA repair.
On examination she looked well, had a soft systolic 
murmur on auscultation and left thoracotomy scar. 12 Lead 
ECG was normal, Blood pressure was 120/80. 
She was referred for transthoracic echocardiogram (TTE) 
and consideration for implantable loop recorder.
TTE showed a mildly dilated left heart with good left 
ventricular systolic function. The right heart study 
was normal. There was a mild jet of AR and no other 
abnormality.
She was subsequently referred for saline bubble contrast 
echocardiography. This was strongly positive at rest 
with an unusual pattern. There was clear left atrial (LA) 
opacification which occurred before contrast filled the 
right atrium (RA), raising the suspicion of persistent left 
sided superior vena cava (PLSVC) with direct connection 
to the left atrium. Figure 1 is an apical 4 chamber view 
demonstrating early filling of the LA from the lateral 
aspect (arrow), Figure 2 shows opacification of the LA 
before the RA, complete opacification of both the right and 
left heart is demonstrated in Figure 3. 
Subsequent CT scan (fig 4) confirmed a LSVC draining 
directly in to the superior LA, it also showed an anomalous 
non-dominant right coronary artery with a malignant 
course between the pulmonary artery and aorta.
The patient was reviewed back in clinic, she has ongoing 
intermittent dizzy spells with no further episodes of 
collapse. She is awaiting follow up at the regional 
congenital heart unit for further management with a view 
to intervention if deemed appropriate.
LSVC is the most common congenital thoracic venous 
anomaly affecting 0.3-0.5% of the general population, 
80-90% of reported cases demonstrate LSVC draining 
in to the RA via the coronary sinus1. In these cases the 
coronary sinus (CS) is usually significantly dilated but the 
defect carries little hemodynamic consequence because 
SVC flow is returned to the RA. This diagnosis is usually 

an incidental finding, it can cause problems establishing 
central venous access and cardiopulmonary bypass. 
Transvenous cardiac pacing can also be complicated in 
these patients. 
In around 10% of cases, the LSVC connects directly to 
the left atrium, this is a more malignant finding and is 
associated with right to left shunting causing significant 
desaturation, hemodynamic instability, syncope, systemic 
emboli, and abcesses2. As in this case, it is commonly 
associated with other congenital heart defects. 
Treatment options are either surgical or percutaneous. 
From a surgical perspective, simple ligation is the 
procedure of choice however, in some circumstances 
this can lead to venous engorgement, in these cases the 
SVC can be surgically rerouted to the RA. Cases of 
percutaneous closure using a vascular plug device have 
been reported2,3.
Bubble contrast echocardiography is an essential technique 
in the diagnosis of this abnormality, detection relies on the 
injection of contrast in to the left antecubital vein.

Cheryl Oxley, Simon Duckett, Debbie Lindop, Ruth 
Machin, Heffin Jones

 University Hospitals of North Midlands
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Fig. 3. Complete opacification of the left and right heart. 
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4) Pot belly, breathlessness 
and swimming heart : a 
case report in a district  
hospital.
We present the case of a 43 years old Malay gentleman, 
who had underlying end stage renal disease (ESRD) 
secondary to Type 1 Diabetes Mellitus, on regular 
dialysis for the last 3 years, in a private center through 
a left brachiocephalic atriovenous fistula (BCAVF).  He 
was recently discharged for Health Care Associated 
Pneumonia (HCAP) from another hospital. He presented 
with symptoms of, worsening breathlessness despite 
dialysis, reduced  effort tolerance, and orthopnea. He 
had persistent gross bilateral leg swelling and distended 
abdomen.

On review, he was breathless with a respiratory rate of  
32 per minute.  Blood pressure(BP) 178/130 mmHg, 
pulse rate 153 beats per minute (bpm) and oxygen 
saturation(SPO2) 89% on room air. He was grossly 
obese and speaking in short sentences. There was 
bibasal coarse crackles and heart sounds were muffled.  
He was put on Continuous Positive Airway Pressure 
(CPAP),SPO2 improved to 98%, BP improved to 119/83 
mmg Hg with pulse rate of 135 bpm.  Continuous 
monitoring of electrocardiogram (ECG) and SPO2 was 
maintained.

A chest X-ray showed cardiomegaly with enlarged 
cardiac silhouette, pulmonary vascular congestion, and 
minimal bilateral pleural effusion. (Figure 1)

An electrocardiogram revealed ST segment depression 
in leads V4-6 with incomplete Right bundle branch 
block. (Figure 2).

Bedside echocardiogram done at Emergency 
Department showed a global pericardial effusion with 
massive amount of pericardial effusion.

Arterial Blood Gases (ABG) showed, PaO2 161mmHg, 
pCO2 33.9 mmHg, pH 7.455 and HCO3 24.8 while 
patient was maintained on CPAP.  Full blood count 
revealed leukocytosis with neutrophils predominant 
16.6 X 103, Hemoglobin of 7.8 g/dL, Urea 18.8 and 
Creatinine 452. Cardiac enzymes ratio(CK-MB/CK 
ratio) was unremarkable. Infective markers, C-reactive 
protein was raised at 97mg/L erythrocyte sedimentation 
rate was raised at 77 mm/hr. Thyroid function was  
normal.

A primary working diagnosis of massive pericardial 
effusion secondary to dialysis pericarditis in cardiac 
tamponade was made. A differential diagnosis of HCAP 
and anemia induced acute coronary syndrome was made 
based on the clinical assessment.

Fig. 1. Chest X ray in AP position

Fig. 2. ECG showing Right Bundle Branch Block 
(RBBB) with ST segment depression at V4-6

An echocardiogram done by trained personnel showed a 
large, circumferential and global pericardial effusion of 
>30 mm at inferior and posterior locations of the heart. 
Ejection fraction was 40% with regional wall motion 
abnormality and global hypokinesia.  There was also 
right atrial and right ventricular collapse during diastole 
which was suggestive of cardiac tamponade. (Fig 3).

The patient was subsequently transferred to 
Cardiac Care Unit (CCU) and an ultrasound guided  
pericardiocentesis  was performed through a subxiphoid 
approach.

This drained 1000 mls of hemo-serous pericardial fluid.

Pericardial fluid analysis revealed an exudative picture. 
Fluid to serum lactate dehydrogenase ratio, showed a  
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Fig 3: TTE view of massive global pericardial effusion in 
diastolic phase.

ratio of > 0.6, Acid fast bacilli, pericardial fluid culture 
and sensitivity as well as  mycobacterium tuberculosis 
cultures were negative.

In view of the recent admission, and the exudative 
nature of the fluid, intravenous Tazosin (Piperacillin and 
Tazobactam) was started and continued for 7 days.

The patient had an uneventful recovery in the ward and 
discharged well. Subsequently, he was referred to the 
Nephrology team for continuation of dialysis and renal 
care follow-up.

Discussion

This case demonstrates a clinical presentation of 
cardiac tamponade in a patient who had been on 
regular dialysis. It is estimated that cardiac tamponade 
occurs in 20% of patients with dialysis pericarditis. 
Asymptomatic pericardial effusions can become large 
and could  impact the hemodynamics of patients  who 
are on regular,  longterm haemodialysis.

A large and rapidly expanding pericardial effusion can 
lead to cardiac tamponade which is life threatening, and 
this requires emergency pericardiocentesis. 

The 2015 European Society of Cardiology guidelines 

on pericardial disease have a class 1c recommendation 
for pericardiocentesis in end stage renal disease patients. 
Pericardiocentesis is indicated for  hemodynamically 
significant pericardial effusion, congestive heart failure, 
prevention of clotting of the arteriovenous shunt  and to 
improve renal function.

MK Zainudin,  M Balasingam                                  
Kajang Hospital, Selangor, Malaysia
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UNDER 12s ARE NOT 
ALLOWED IN WARDS!
“Under 12s are not allowed in wards!” was a recurring 
theme during my childhood whenever l tried to visit my 
friends who were in hospital. I kept wondering.... “what 
sort of place is the hospital? A multitude of questions and 
imaginations used to run through my mind: “I think it is 
a place with scary scenes” … “maybe it is a place with 
extremely dangerous equipment”…etc.

Day after day, the unanswered questions became 
the driving engine for my desire to become a health 
professional in future. My fascination with the hospital 
was mixed with insecurity, because at this point, I had 
little idea of what working in a hospital might be like. 

At school, I developed a better understanding of working 
in the healthcare profession.

I was born and bred in Zimbabwe in a town by the 
name Chitungwiza, south of the capital Harare. As a 
child I dreamt of becoming a healthcare professional. 
Encouraged by knowledge attained during my high 
school, I applied to the University of Zimbabwe. I 
studied radiography and qualified as a radiographer in 
2008. 

As part of the training, I was exposed to all body 
systems, but the cardiovascular system fascinated me 
most, thanks to my enthusiastic lecturer who taught me 
the anatomy of the cardiovascular system. Ever since 
that lecture, I would use the internet to read articles 
and research further into the cardiovascular system, 
wondering how to best become involved. I recall in 
my final year when I submitted a proposal for my 
dissertation. I did come up with a topic on cardiovascular 
system, but heartbreakingly it was declined. In the end, I 
had to write about radiation protection – not quite what I 
had had in mind!

Parirenyatwa Group of Hospitals is the tertiary referral 
centre in Zimbabwe and the teaching hospital for 
the University of Zimbabwe. Parirenyatwa Hospital 
comprises the Main Hospital, Mbuya Nehanda - 
Maternity Unit and the Sekuru Kaguvi - Eye Unit. 

I have worked at Parirenyatwa since I graduated from 
college. As a major referral centre, the hospital has a 
large Accident and Emergency department, Diagnostic 
Imaging and medical and surgical wards as well as the 
Outpatient Department. I feel privileged to have been 
an integral part of such a set up with a wide range of 
medical facets. My day-to-day work would involve 
general X-ray, general ultrasound, mammography, CT, 
theatre radiography, but also clinically teaching the 
student radiographers on attachment.

I was keen to expand my knowledge in cardiovascular 
field but was not sure how to go about it. By coincidence, 
a team of surgeons was visiting Parirenyatwa Hospital to 
discuss a possible collaboration to facilitate open heart 
surgery. They used echo to demonstrate the pathology to 
those interested, and l attended as an observer. I enjoyed 
the demonstration so much that I decided straight away 
Echocardiography was what I wanted to do. To me, this 
team could not have come at a better time. I particularly 
recall one study of a young male patient who had a 
single atrium draining into right and left ventricles. As 
the images were being shown, I waited patiently to see 
the fourth chamber, but to my surprise the echo finished 
before I had seen the fourth chamber – later, in the 
discussion, I understood why I could only see three!
Now that l had decided I wanted to train in 
echocardiography, the next challenge was to find a place 
for training as this is not offered within Zimbabwe.
It was not until December 2015 that I met Dr Abysinia 
Sibanda, an Interventional Radiologist from the UK 
and New Zealand visiting my hospital with whom I 
shared with my passion for echocardiography. He put 
me in touch with one of his friends, Dr Ian Ternouth, 
a cardiologist in New Zealand, who in turn put me in 
touch with Dr Anna Herrey based at St Bartholomew’s 
Hospital in London. As a result, Dr Guy Lloyd, 
the head of echocardiography at St Bartholomew’s 
Hospital and previous president of the British Society 
of Echocardiography (BSE), offered me to train in 
echocardiography at St Bartholomew’s (also known as 
Barts Heart Centre). 
It all sounds easy now, but it was actually a long journey 
to get there! My first email to Ian in New Zealand was in 
December 2015. Several email exchanges, later contacted 
Anna in London. She really showed great interest in 

Fig. 1. Dorcas in action in one of  Barts Echo rooms.
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my cause and in February 2016 I sent her my CV. 
Anna’s reception was incredible - the email exchanges 
sounded as if we had known each other for a while. In 
June, Ian and Anna were lecturing at the Zimbabwe 
Medical Association. They stopped by for a visit at my 
department at Parirenyatwa. It was a real pleasure to 
meet them and I remember being really surprised when 
Anna said, “Dorcas, the team on the other side are 
keen to see your face so please can we have a photo?” 
I laughed as it seemed like a fairy tale, but that was no 
problem for me and Ian took a nice shot.  

That night, I received the official letter from Barts, 
offering formal training in echocardiography. It was 
like a dream, particularly when I read that there would 
be no tuition fees. I presented the letter to the hospital 
management who supported me, both financially and 
also with the necessary paperwork for a visa application. 
I applaud their support, it was amazing! It was Guy’s 
signature that started the ball rolling. I was now able 
to apply for a visa and after a few hiccups, was finally 
granted it. The last hurdle on my journey to London!

I was given the options to pursue BSE or ESC 
accreditation, I chose the BSE because 1) when I first 
trained, the reference standards we used were based 
on UK standards so I thought I could relate well 2) I 
had read about the BSE’s work in Africa on rheumatic 
heart disease (‘Echo in Africa’) - this gave me a natural 
affiliation to the organisation. 

I have been at Barts since January 2017. On my first 
day, I was nervous... an unfamiliar environment, new 

people, new work systems - the only person I knew was 
Anna. But the anxiety soon disappeared when I was 
welcomed by a supportive team. First of all, I met my 
new supervisor Delfin Encarnacion, Technical Head of 
Echocardiography. Delfin gave me a thorough induction 
and took me around the echo department. The Cardiac 
Physiologists at Barts are such a pleasure to work 
with - very patient, eager to teach and they enlighten 
you to understand workflow – I could say many more 
wonderful things about them, but space is limited. I am 
also enjoying the weekly tutorials on various echo topics 
within the BSE syllabus. The presenters are so brilliant 
at simplifying complicated echo aspects, I do not want to 
miss a single tutorial! 

Now I feel I am part of the echo team and the day-to-day 
running of the clinic.

Compared to working in my country, the patients I 
have seen here are very different. Like my hospital in 
Zimbabwe, Barts is a tertiary referral centre. Unlike at 
home, here many patients attend for regular surveillance 
of sometimes very sinister conditions. This means 
you tend to see progressive changes. In my country 
most patients usually present at very advanced disease 
changes. In addition, there are a lot of genetic conditions 
which we do not commonly see in my country. One of my 
‘favourite’ conditions is hypertrophic cardiomyopathy. 
Seeing that children who have been born with the 
condition can survive and have a good quality of life with 
regular surveillance has been a real inspiration – I would 
very much like to set up a similar service in my country. 

Fig. 2. Barts Cardiac Physiologists posing for a group photo with Dorcas (4th from left) , Delfin (First from left) , Dr Sanjeev (in grey suit).  
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Fig. 4. Dorcas holding BSE certificate.

As part of my training I have been rotating through other 
hospitals within the trust and University College London 
Hospital where Barts provides a cardiology service. 
There I saw quite a different variety of heart conditions 
including infective endocarditis, flail valves, pericarditis 
with effusions etc., and while expanding my exposure to 
echo, it was good to see that the flow of patients from A 
and E to the wards and later to outpatients is exactly the 
same as at home. 

My experience at Barts for the past year to date has been 
exciting. Meeting friendly colleagues from different 
nationalities, sharing skills and diversity in values and 
norms across different nationalities was an interesting 
adventure.
As far as my accreditation is concerned I am pleased 
that I am now a BSE accredited Transthoracic 
Echocardiographer! Having done the written and 
practical BSE examination process, I can only say 
“this is a dream come true”. I can admit that it was 
challenging work –   for a worthy cause. Training under 
the BSE curriculum has equipped me with in-depth 
echocardiography knowledge/skills that l cherish so 
much – Thumbs up to BSE!!!                                                    
Without mentorship I could not have made it – thanks to 
Delfin my supervisor and the embracing Barts Cardiac 
Physiologists who helped me to shape up. You are a 
wonderful team to work with and I will miss you when I 
go back home.
To the facilitators of the programme – a huge thank you 
for according me this prestigious opportunity!! Your 
support was the propelling force enabling my training at 
Barts – Parirenyatwa Group of Hospitals Management, 
Dr Guy Lloyd, Dr Anna Herrey, Delfin Encarnacion, Dr 
Ian Ternouth and Dr Abysinia Sibanda. 
I am currently gaining further experience in 
echocardiography of patients with congenital heart 
disease, which will be relevant when I return to 

Fig. 3. Dorcas (centre) flanked by programme facilitators; Dr 
Anna Herey (left) ; and Dr Guy Lloyd.

Zimbabwe. Within the congenital clinic I have seen how 
multiple disciplines interact managing various congenital 
heart conditions. I have learnt that team work is crucial 
for an improved healthcare service.
To those aspiring to become accreditated in Echo, I will 
say from my little experience, “where there is a will there 
is a way”.
Thank you

Dorcas W Mawoneke 
Trainee Echocardiographer
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BSE BEHIND THE SCENES
Over the coming issues we are going to publish some interviews with Council members and 
committee chairs. Hopefully this will help to bring up to date developments to our membership 
and give you an idea of how council and the committees work. We hope to promote personal 
experiences as to why and how individuals got involved with the BSE, what we do and how you can 
get involved yourself if you want to. 

This issue we meet Dr Claire Colebourn recently elected Chair of the Accreditation Committee. 
ECHO would like to extend a big thanks to Claire for taking time out to answer a few questions and 
give us more of an insight into the Accreditation Committee.

Dr Claire Colebourn
Consultant Medical Intensivist
Oxford Radcliffe Hospitals
BSE Chair of Accreditation

Can you tell us a bit about yourself and why you got involved 
with the BSE?
In my work as a medical intensivist I use echo every day to make 
rapid decisions in the critically ill and feel strongly that there 
is no way I could do my job without it. I use echo to confirm 
what I think is right or wrong diagnostically and as my first-line 
cardiovascular assessment tool.  In fact I never use any other form 
of cardiovascular monitoring at all. I run an in-house echo service 
with my consultant colleagues Dr Graham Barker, Dr Dave Garry 
and Dr James Day whom I trained as echo fellows and who are 
now all also involved with the BSE. 

Whilst I was training in intensive care medicine it struck me as very odd that we didn’t actually routinely 
look at the hearts of people who were acutely unwell.  I thought this was a missed opportunity, but I also 
wondered how much we know about cardiac changes in critical illness.  I quickly realised that the much 
reported myth that you can’t get good transthoracic windows in critically ill people wasn’t true!  I also 
realised that I needed to be qualified to perform an echo properly, and that’s how I came to be curious about 
the BSE.  In those days being a medical registrar came with an on-call which still counted as whole-time if 
you went part-time! So I did, and started working as a trainee echo tech 2 days a week. 
After 18 months I achieved my accreditation in adult transthoracic echocardiography and I started working 
as a Consultant in General Medicine and Intensive Care.  Around this time there were a number of people up 
and down the UK who were interested in defining the role of echocardiography in the unwell adult.  A group 
of us got together with members of the BSE who were really open to extending the role of echo outside 
the outpatient arena.  Together we designed two separate processes for echoing the acutely unwell patient;  
Focused Intensive care Echo for all comers which is managed and run by the Intensive care Society, and the 
Adult Critical Care Echo accreditation which is examined and accredited by the BSE.  The BSE asked me to 
write the curriculum for this new accreditation, and that’s how I joined the Accreditation committee.
What led you to become the chair of accreditation? 

My other strong interest is education. I have used a lot of those skills for the BSE over past ten years to write 
different examination processes and documents, whilst also helping to develop the practical assessment 
processes.  I was appointed as Jane Lynch’s (previous Chair of Accreditation) deputy four years ago and was 
able to watch a master in action as she dealt with the practical and sometimes delicate process of dealing 
with people going through an exam process which is central to their working life. 
How are you finding the role?
It has taken me about six months to get my head around the nuances of running a large committee with five 
subspecialty echo examinations, but I now feel up to speed and ready to take things forward from here.  The 
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best aspect of the chairmanship is definitely working with the amazing committee members and assessors who 
give up their time to uphold standards of echo nationally.  It is this spirit of excellence which makes the BSE a 
world-wide benchmark for echocardiography and I am very proud to be a cog in that standard.
Can applicants expect any upcoming changes/developments to the accreditation and reaccreditation process?
The last twelve months have seen a number of changes for us in accreditation, some of which we are still 
settling into place.  All our written exams are now delivered by Pearson-VUE who deliver many examination 
processes nationally - not just in the medical arena.  The partnership with Pearson-VUE has helped improve our 
examination processes, to allow us to focus more on the content of the exam delivered, and less on the logistics 
of delivering that exam.  
We now have a new stress echo exam which is moving swiftly through the gears under the watchful eye of Dr 
Anita MacNab and her colleagues.  
Hot off the press are new re-accreditation processes which hopefully accommodate more of our delegate who 
have very different working practices, for example some senior colleagues over-read many hundreds of echo 
reports but no longer perform as many scans hands-on.  
The aim of these new processes is to create uniform requirements across all subspecialties whilst maintaining 
the BSE standards.
Can we expect any new developments in the types of accreditation available?
One big project which is well under way is the new Level 1 accreditation which has just gone live* and is due 
to be examined for the first time in November 2018.  This process has come about through the involvement of 
the BSE and particularly Dr Rick Steeds, our Immediate Past-President, in discussion with the department of 
health about providing urgent echo 24/7 to those who need it.  
This accreditation process looks to identify major reversible pathology which could present any ‘front-door’ 
portal of a hospital including A&E, acute medicine, cardiology or critical care.  This process is being led by Dr 
Dave Garry and Dr Rackhee Hindocha.  
This accreditation would be a very good aim for a year one cardiac registrar, an acute medic with a special 
interest in echocardiography or a FICE or FEEL echocardiographer who wanted to build on their skills.  Level 
1 accreditation will not replace any other certification or accreditation processes but hopefully fills a skills gap 
and delivers part of a solution to seven day working.
Have you got any other aims you want to meet by the end of your term?
Over the next two and half years I hope to streamline the practical accreditation processes by making use 
of the new electronic portal for log-books, and fingers crossed, extend our practical accreditation process to 
South Africa.  I also hope to support accreditation processes in Ireland through the recruitment of accreditation 
committee members who live and work there.  Along the way I am picking lots of skills I haven’t previously 
exercised and enjoying the company of some amazing colleagues both medical and scientific across the UK and 
beyond.
Have you got any advice for BSE members who would like to get involved with the Accreditation Committee 
or examination process?
The first step is to contact Jo Thanjal who runs accreditation for the BSE to register your interest in becoming 
an assessor.  We welcome up to 10 new assessors per year at present, which is great.  Becoming an assessor is 
a good first step towards getting to know the core work of the committee and to understand how we accredit 
people. We enrol assessors through a process of observation and benchmarking followed by supervised 
examining and the independent examining.  
Our group of assessors are a very strong and dedicated group, no more so than my Deputy Steve Hodgson who 
has hardly missed a single exam since the practical started! It was his experience and expertise, which lead to 
his appointment to the position of Deputy Chair.  One of the hallmarks of the BSE is that we are a meritocracy; 
if you work hard your development is encouraged; this has certainly been my experience.  I am also really 
interested to hear from people who have particular skills in exam setting and question writing, just get in touch 
via Jo in the office or come and talk to Harpreet Kaur who manages our front of house for accreditation at the 
BSE conference.  I look forward to seeing you all there!

Claire Colebourn
BSE Chair of Accreditation

*The Curriculum and guidance for Level one Echo Accreditation can now be found on the BSE main website.
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2018  BSE
COUNCIL ELECTIONS

The BSE Council comprises up to 13 elected members (who are 
automatically Trustees of the Charity and Directors of the Company).

They serve a 3 year term and can, if they wish, seek election for a 
second term.

The President is chosen from Council members and remains a member 
for the duration of office (3 years) plus an additional two years as 
Immediate Past President. The Vice President is chosen from Council 
members and remains a member for the duration of office (3 years). The 
elected members can co-opt additional members who each serve a one 
year term.

This year there are three vacancies for elected Council members to 
serve from 2018 – 2021. These will be filled by on-line ballot. We want 
the Council to reflect all members of the Society so all members are 
encouraged to stand for election and to vote once the elections open.

Anyone wishing to nominate a candidate should do so in writing to: 
secretary@bsecho.org. E-mail is the preferred option for receipt of 
nominations however postal nominations can be sent to BSE Honorary 
Secretary, Docklands Business Centre, 10-16 Tiller Road, London E14 8PX.

Nominations must be received no later than Friday 3rd August 2018 and 
must be accompanied by a declaration from the candidate that he/she 
is willing to stand for election, plus a statement in support of his/her 
application (strict maximum of 150 words).

The candidate statement will be printed in the Conference edition of 
ECHO prior to the opening of the vote.

Any BSE member can serve on the Council. It is very important that 
Council reflects the membership as a whole, both professionally and 
geographically. If you would like to learn more about what is involved 
before deciding whether to stand for election, please contact the 
President at president@bsecho.org or the Honorary Secretary at 
secretary@bsecho.org.
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2018 NOTICE OF AGM
ANNUAL GENERAL MEETING
4th October 2018 18:00 – 19:00 hrs

Notice is hereby given that this year’s Annual General Meeting of the British Society of Echocardiography (the 
“Company”) will be held at  ACC Liverpool, Kings Dock, Liverpool L3 4FP on Thursday 4th October 2018 to transact 
the business set out below.

1 ACCOUNTS

To receive and approve the draft accounts of the Company for the financial year ended 31 March 2018 together with the 
report of the directors.

2 OTHER BUSINESS

To transact any other business appropriate to be considered at an Annual General Meeting,

including:

(a)  apologies for absence;

(b)  to receive and approve the minutes of the 2017 Annual General Meeting;

(c)  notification of deaths;

(d)  Company activities;

(e)  Honorary Secretary’s Report, including the election of new Council members and membership summary;

(f)  Honorary Treasurer’s Report;

(g)  appointment of the Company’s bankers, lawyers and independent financial examiner;

•  Accreditation report

•  Communication report

•  Departmental Accreditation report

•  Education report

•  President’s address;

(h)  any other business, including matters arising from the 2017 Annual General Meeting minutes and not dealt with 
elsewhere or any matters raised by members and not covered elsewhere in the Agenda. To ensure an accurate reply, any 
questions to be raised here must be notified to the President at least 48 hours prior to the Annual General Meeting.

By order of the Board

Keith Pearce, President

British Society of Echocardiography

Docklands Business Centre, 10-16 Tiller Road, London E14 8PX

Note to the Notice of Annual General Meeting of the Company

A member may appoint a proxy to attend the Annual General Meeting on their behalf. Please contact Jane Lynch, 
Honorary Secretary  for further details.
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1ST SOUTH WEST REGIONAL MEETING
In early 2017, both Dr Chris Steadman and myself were approached by Tim Griffiths at UHNM to arrange and establish a Regional Echo Meeting in 
the South as part of developing the BSE Regional Representative role.  
Both Chris and I both currently work at different hospitals (Chris is a Consultant Cardiologist with a Special Interest in Imaging in Poole & I am the 
Section Head for Echocardiography in Bournemouth),  that are planning to merge in the near future.  This gave us the perfect opportunity to build on 
relationships, strengthen working and collaborate on this exciting project!
The 1st South West BSE Regional Meeting was held at the prestigious RNLI College in Poole on September 14th 2017.  We had a full programme 
with seven sessions delivered by some excellent physician and physiologist speakers from around the UK.  Many topics were covered on the day 
with a mix of subjects ranging from including Stress and Contrast Echo, Congenital Heart Disease and Physiologist led services.  
Professor Mark Monaghan kindly travelled from London to support our meeting and rounded it off with his inspiring talk about future imaging 
developments in Echo.
The day was a sell out fully booked with 45 delegates in attendance and another 15 on a waiting list, and included Consultants, Registrars and 
Physiologists.
It was really encouraging to have so much interest and support from colleagues all over the South.
We were able to make our meeting free to all delegates through the kind sponsorship of Philips, GE, and Bracco, Pfizer and Poole Cardiology 
Charitable Funds.  After discussion with BSE council, it was decided that our meeting met the criteria to allow 3 BSE Re-Accreditation points for all 
those attending on the day.
Feedback forms were all very positive, with the meeting overall getting 4.97 out of 5! 
The meeting was attractive to attend due its content, BSE points value, free registration and location. Attendees enjoyed the day and great comments 
included – ‘it was the first time a few of our junior echo staff have attended a formal echo meeting linked to the BSE and it will help our department 
continue to develop’, ‘it has inspired me to improve my echo techniques’, and ‘took away memorable key messages from each speaker’.
We are very grateful to the speakers for giving their time, and getting people to speak was one of the easier tasks! We learnt a lot from organizing the 
meeting and would be happy to speak to others who are keen on developing a similar meeting in their region. 
We’re currently in the process of developing the 2018 meeting and look forward to seeing some of you there!

Mel Ackrill1, Chris Steadman2 
1The Royal Bournemouth and Christchurch Hospitals NHS Foundation Trust  2Poole Hospital NHS Foundation Trust 
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BSE REGIONAL REPRESENTATIVES
The BSE regional network can be viewed in number of ways. 
The role of a BSE Regional Representative is varied though fundamentally the network serves as a point of focus. The 
role is a two way vehicle to improve understanding at a committee level of the challenges faced regionally and ensure 
a local point of contact for local BSE members or those aspiring to gain accreditation. The role works to facilitate 
governance, statistics and data collection to help ensure that BSE as an organisation is as accurate as it can be when 
representing its members.
At a local level I believe the role has added value in improving credibility and standards. It is my hope that such a role 
will add weight to the arguments, both locally and nationally, that we face on a day to day basis in trying to improve the 
standards of our clinics and streamline the importance of Echocardiography as a diagnostic tool. As the network develops 
a key benefit is the regional opportunity to cascade the latest guidelines or protocol and be an advocate of education and 
standards. Thus, in turn, ensuring that all departments within the region are up to date with latest guidelines, publications 
and best practice models. 

“The system of BSE regional representatives offers an avenue for ‘ground-up’ connection & engagement 
for members of the society within a locality. I see it as a broad role offering support, direction, sign-posting 
membership questions and facilitating robust local echo education. In essence, putting some structure to local 
networking, whilst plugging into the mainframe of the BSE engine room”

 Tim Griffiths Specialist Echocardiographer and BSE regional representative

“Within the specialist world of Echocardiography, there exists such a vast amount of knowledge to be acquired, 
with every department striving for gold standard whilst also keeping up with workload, professional requirements 
and integrating emerging technologies/practices. I believe the best way to reach this is as a community, by sharing 
knowledge/ resources, experience and showing support. This is what I aim to promote as the regional rep, through 
being approachable and passionate about our world of echo. To organise local BSE accredited Echo Training 
Days for all, which will build a stronger and more supportive network in the South West”

 Amanda Bettony Cardiac Physiologistand and BSE regional representative.   

“This network of regional representatives is a growing number of named staff available to offer support. The 
network is considered supplementary to some already very well-established individuals around the country 
achieving great things in the world of Echocardiography and BSE.  If you feel you would like more information 
regarding the role or have questions that we can help with please get in touch either directly on dhatton@nhs.net 
or via the BSE website. ” 

Dave Hatton Chief Cardiac Physiologist and BSE regional representative.    

COMMUNICATING WITH THE SOCIETY
BSE, Docklands Business Centre, 10-16 Tiller Road, London, E14 8PX

Tel: 020 7345 5185 Fax: 020 7345 5186

For all individual accreditation queries please contact Jo Thanjal at accreditation@bsecho.org 
For all departmental accreditation queries please contact dept@bsecho.org

Financial matters (payments, direct debits, duplicate receipts)
Manjinder Virdi at finance@bsecho.org

For all questions relating to BSE meetings and Events please contact Gill Daniell at admin@bsecho.org

For submission of articles or case reports for the ECHO journal please email 
the Editor at Editor@bsecho.org

Echo Research & Practice Journal related queries should be directed to

 

echo@bioscientifica.com 
Tel: 01454 642274 www.echorespract.com 
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1   Louise Chapman
2   Lynn Dixon 
3   Maxine Lang 
4   Ben Sinclair 
5   Dave Hatton 
6   Rachel Wood 
7   Peysh Patel 
8   Cheryl Oxley 
9   Maria Bland   
10 Waheed Akhtar

Aberdeen Royal Infirmary 
Belfast Health & Social Care Trust 
Blackpool Teaching Hospital NHS Foundation Trust 
East Sussex Healthcare NHS Trust 
East Kent Hospital University Trust 
Great Ormond St Hospital, London 
Leeds Teaching Hospitals NHS Trust 
New Cross Hospital 
Newcastle upon Tyne Hospitals NHS Foundation Trust 
Nottingham University Hospitals NHS Trust 

11 Cassandra Hammond 
 
12 Hugh Pascoe 
13 Melanie Ackrill   
 
14 Amanda Bettoney
15 Helen Roberts
16 Claire Mitchell
17 Catherine Ross
18 Chris Ellis   
19 Sam Middleton   
   
20 Martin Fletcher   
 
21 Grace Ward 
22 Tim Griffiths    
   
23 Samantha Bowen
24 Alex Pearce 
25 Catrin Williams 

Oxford University Hospital NHS Foundation 
Trust
Princess of Wales Hospital, Bridgend 
Royal Bournemouth and Christchurch NHS 
Foundation Trust 
Royal Cornwall Hospitals NHS Trust 
Royal Cornwall Hospitals NHS Trust 
Royal Liverpool University Hospital 
SCST Chair, Belfast 
Shrewsbury and Telford Hospitals NHS Trust 
South Tees Hospitals, James Cook 
University Hospital 
South Tees Hospitals, James Cook 
University Hospital 
St Vincent’s University Hospital, Dublin 
University Hospital of North Midlands NHS 
Trust, Royal Stoke University Hospital 
University Hospital of Wales, Cardiff 
West Suffolk NHS Foundation Trust 
Ysbyty Glangwili/Glangwili Hospital, Hywel 
Dda University Health Board

BSE UK REGIONAL
REPRESENTATIVE NETWORK



Work out the eight letter answers to the clues and enter them in the grid.
Each of the highlighted letters form an anagram, which when unscrambled finishes 
the caption in the cartoon below.
Clues

• Relaxation period
• Relating to the crown of arteries
• Rapidity
• Situated beneath
• Fibrinous clot
• Fall out of place
• Force applied to a surface
• Motionlessness
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JUMBLED EIGHTS

ANSWERS TO ELEMENTARY
MY DEAR WILLIAMS

This quiz was published in the
previous issue of ECHO No. 101

Elementary my dear Williams 

Back Story and Goal 

Dr Williams has been invited to a function where some of his previous patients are attending.  
Determine each patient’s symptoms, the year they were seen and their eventual diagnosis.  

!  

Edwin2001 SOB AS

Wade2002 Fatigue Normal

Latoya2003 None MR

Seth2004 Chest Pain HCM

Geraldine2005 Palpitations ASD

We are grateful to Stuart Self, York Teaching Hospitals,
for producing specifically for ECHO his regular, intriguing crosswords and puzzles
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DATES FOR YOUR DIARY 2018
BSE members can also see up-to-date details via the 
Events Calendar on the website www.bsecho.org

 4th - 6th June BCS Annual Meeting
 Location: Manchester Central
 Contact: www.bcs.com

 22nd - 26th June ASE annual meeting
 Location: Nashville, TN
 Contact: www.asecho.org

 13th - 14th September BSE Core Knowledge meeting 
 Location: Austin Court, Birmingham
 Contact: www.bsecho.org

 5th - 6th October BSE Annual Conference
 Location: ACC Liverpool
 Contact: www.bsecho.org

 24th October BSE Autumn Exams
  TTE/Community/ TOE/ Stress
 Location: Various
 Contact: www.bsecho.org

RECENTLY ACCREDITED MEMBERS
Congratulations to the following members who have 
recently achieved BSE Accreditation

CRITICAL CARE ACCREDITATION
Dr Ravi Hebballi, Queen Elizabeth Hospital  

STRESS ECHO ACCREDITATION
Ms Karen Gay Armado, Barts Hospital  
Mr Paul Pleasants, Leeds General Infirmary  
Mr Ricardo Prista Monteiro, Barts Hospital  
Dr Anastasia Vamvakidou, Northwick Park Hospital 

PRACTICAL ASSESSMENT TTE 
ACCREDITATION
Mr Armindo Almeida, Luton and Dunstable Hospital NHS 
Dr Nada Riadh Abdulkareem Al-Sakini, Lister Hospital 
Mr Tom Banks, Guy’s & St Thomas’ Hospital 
Dr Alexander Brown, Queen Elizabeth Hospital 
Mrs Aileen Causon, John Radcliffe Oxford University Hospital 
Dr Michael Connolly, Belfast City Hospital 
Mrs Kaylee Coombes, Princess of Wales Hospital 
Ms Natasha Daly, Midland Regional Hospital, Tullamore 
Mr Oliver Davies, Ysbyty Glan Clwyd 
Dr Fariba Fanaie, Stepping hill Hospital 
Miss Jerusalem Fekadu, Lewisham Hospital 
Miss Leah Foley, Heart of England NHS Foundation Trust
Miss Linda-Josiane Fri, Sandwell and West Birmingham NHS 
Trust
Miss Ana Gomes, East Surrey Hospital, SASH NHS Trust 
Miss Sonia Gouvinhas Da Costa, Homerton University Hospital 
NHS Foundation Trust 
Dr Alastair Gray, Belfast Trust 
Miss Gemma Harker, Princess of Wales Hospital 
Miss Kate Healy, Royal United Hospital Bath 
Dr Ravi Hebballi, Queen Elizabeth Hospital 
Mrs Shelah Mae Lacia, Watford General Hospital 
Ms Ma. Freida Wilma Lee, Watford General Hospital
Miss Jade Marshall, Northern Lincolnshire and Goole 
Dr Katherine Mccreary, Craigavon Hospital 
Dr Niels Merkel, Eastbourne District General Hospital
Mrs Shaula Monares-Dulay, Univeristy Hospital Southampton 
NHS Foundation Trust 
Miss Amy Pipe, John Radcliffe Hospital 
Miss Joana Ramos, Salford Royal Hospital 
Mr Cromwell Reyes, Watford General Hospital 
Mr John Shepherd, Middlesex University
Miss Stephanie Smith, Manchester Royal Infirmary
Dr Victoria Stoll, University of Birmingham 

Mr Maciej Switek, Imperial College NHS Trust 
Mr Thomas Tica, Oxford University Hospitals NHS Foundation 
Trust 
Dr Evangelos Tzolos, Borders General Hospital 
Miss Sarah Lindy Uy Lim, Oxford University Hospital NHS 
Foundation Trust
Dr Ravi Vijapurapu, Heart of England Foundation Trust 
Dr Peter Waddingham, Barts Health NHS Trust 
Mr Richard Warner, John Radcliffe Hospital
Ms Karen Wilson, Inhealth echotech
Miss Mossamad Yasmin, Kettering General Hospital

PRACTICAL ASSESSMENT TOE 
ACCREDITATION 
Dr Alexander Brown, Queen Elizabeth Hospital
Dr Fariba Fanaie, Stepping Hill Hospital
Dr Victoria Pettemerides, NHS Secondary Centre
Dr Arash Yavari, NHS Teritiary Centre

TOE ACCREDITATION 
Dr Karen Smyth-Tye, New Cross Hospital

Full details and course descriptions for all these cources are available 
from the BSE website.








