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The articles in this issue cover a wide range of
topics but progress is a common theme. Drs
Adams and Lichter make a strong case for

promoting meaningful interaction between research,
clinical practice and governmental policy on a global
scale. They focus on the National Cancer Act in the USA
and the recent United Nations historic High-level Meeting
on Noncommunicable Diseases (NCDs), only the second
of its kind, in which cancer features strongly as a growing
problem. It is a sad but arguably welcome irony that
while in the world at large infectious and cardiovascular
diseases are still the main natural premature killers, those
forms of progress that distinguish the ‘developing’ from
the ‘developed’ countries bring with them an increasing health
burden in the form of cancer.  

Both NCDs and infectious diseases are contributed to by lifestyle
and public health issues. In the case of infectious and parasitic
agents there is a perpetual battle with the causative or facilitating
organisms which adapt to overcome advances in medicine –
antibiotic resistance and species-crossing flu viruses being the most
high profile examples. I am not sure this is the case with NCDs and
with cancer in particular, although patterns of different cancer
incidences change and our metabolism has evolved a plethora of
alternative or ‘redundant’ pathways that can reduce the efficacy of
finely targeted therapies. There is, of course, overlap between
infectious diseases and cancer.  Any pathology that facilitates
mutagenesis through free radical formation confers a cancer risk.

Lifestyle and community health issues feature in minimising both
Cancer and NCDs. Dr Dwek’s group at Westminster University write
about diet and specifically the role of different forms of phytoestrogen
consumption in the progression of breast cancer.  The DietCompLyf
study finished recruiting earlier this year; the baseline conditions are
logged and the results of the follow-up are eagerly awaited.

Another link, between social, rather than nutritional lifestyle
influences and cancer is explored by Dr Fredrik Söderqvist. It
concerns the possibility of a risk of brain tumours, particularly
glioma, being induced by exposure to radiofrequency
electromagnetic fields. The link is currently relatively tenuous and
controversial but the importance of resolving the issue is enhanced
in that exposure due to the use of wireless phones is now
commonplace among quite young children and the levels of
exposure increasing and persisting throughout life. 

Dr Drake and colleagues review progress In the recognition of
Human Chorionic Gonadotrophin as a marker and conceivably a
therapeutic target In muscle invasive bladder cancer. They highlight,

among other things, fluctuating levels of interest and
research activity over time. Trends and fashion are
features of most human activity, often with good
underlying causes, in medicine commonly related to
technical innovations.

To complement articles exploring strategies for cancer
prevention, modulating its progression and the search for
new, better or additional markers and drug targets, there
is the description, by Ms Kamani and Mr De of
improvements in the most traditional of approaches to
cancer treatment: surgical excision. Minimally Invasive
Video Assisted Thyroidectomy (MIVAT) is described
potentially offering reduced trauma, better post-operative

course and improved cosmetic results resulting in enhanced patient
satisfaction. However, conventional surgery also gives excellent
results with less patient selection and well established low
complication rates. So the law of diminishing returns come into play
and the adoption of MIVAT depends, apart from considerations of
patient pressure, on the attitude of surgeons subjecting themselves to
a considerable learning curve for small advantages in outcome for a
minority of patients.

The MIVAT study is the article that most closely addresses limitations
to the advantages that can be derived as a result of progress; however,
it applies in all areas. Progress is an empty concept without a goal,
however remote. We are stuck with the certainty that total mortality
will continue indefinitely at 100%, excluding accidents and violence;
indeed this outcome is as desirable as it is inevitable. The goal has to
be to minimise suffering and to ensure an optimal lifespan for as many
as possible. This means targeting resources and coordinating effort
globally by governmental or supranational organisations. Quite what an
optimal lifespan should be may however be a very individual
assessment. We are already in an age where, at the margins of
healthcare and extreme stresses apply, a few people want and
aggressively press for some conceptual and practical input into their
exit strategy for life. Those organisations funding and directing research
and clinical services will ultimately need to pay increasing attention to
such issues, at least in terms of setting priorities.  Cancer research –
particularly studies aimed at prevention, early detection and developing
less onerous therapies - should hold up well in relation to infections
and other NCDs in the context of reducing suffering, as many of its
forms are debilitating and distressing.  I think that in my (imminent)
old age, I would prefer to be assisted preferentially to keep clear of
cancer and remain relatively happy to play Russian roulette with the
seasonal ‘flu virus mutant, leaving the development of ever more
sophisticated vaccines  as a benefit for the young. n

Alan Cooper, Assistant Editor.

Editorial

Progress – and its limitations
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Conference Digest

Intermittent hormonal therapy is less effective
than continuous hormonal therapy in men
with hormone-sensitive metastatic prostate

cancer and minimal disease spread, showed
results from a major study that resolved a long-
standing debate.

Intermittent hormonal therapy has appeared to
be effective in previous studies, but these includ-
ed men whose prostate cancer progression was
based only on an increase in PSA level and not on
X-ray evidence, or included men with wide-rang-
ing stages of disease rather than just metastatic
cancer. 

The US study, sponsored by the National
Cancer Institute, was designed to test whether
intermittent hormonal therapy achieved compara-
ble survival to continuous therapy in men with metastatic prostate
cancer. It included more than 1500 men (median age 70 years) with
hormone-sensitive metastatic prostate cancer whose PSA level fell to
4ng/ml or less after seven months of continuous hormonal therapy.
They were then randomised to intermittent hormonal therapy or con-
tinuous hormonal therapy. Giving treatment periodically based on
strict stopping and starting criteria meant that patients in the inter-
mittent therapy received only about half as much hormonal therapy,
on average, as those in the continuous therapy group.

Results after a median follow-up of 9.2 years
showed that median overall survival in men with
minimal disease spread (no spread beyond the
spine, pelvis and lymph nodes) was 7.1 years in
men treated with continuous hormonal therapy
compared to 5.2 years in those given intermittent
therapy. Men with more extensive disease spread
showed similar overall survival (4.4 years with
continuous hormonal therapy vs 5 years with
intermittent treatment).

“Some doctors recommend intermittent hor-
monal therapy to men with metastatic prostate
cancer, believing it will reduce their risk of side-
effects without compromising their outcome,
but these findings demonstrate a clear downside
to this approach for certain men,” said lead

author Maha Hussain, professor of medicine and urology at the
University of Michigan Comprehensive Cancer Center, Ann Arbor,
USA. “The rather striking and surprising results clearly demonstrate
that intermittent hormonal therapy is not safe for all patients with
metastatic prostate cancer.” He suggested that the study findings
will be practice changing for many doctors who routinely use inter-
mittent therapy, and recommended that continuous hormonal ther-
apy should be the preferred treatment for men with metastatic
prostate cancer and minimal disease spread. n

Reports from the American Society of Clinical Oncology (ASCO) 2012 Annual Meeting 
(1-5 June 2012; Chicago, USA) – Susan Mayor PhD, Medical Journalist.

Giving combination chemotherapy after standard radiation ther-
apy delays tumour growth and extends survival in patients with
anaplastic oligodendroglial tumours, according to results from

a phase III study from the European Organisation for Research and
Treatment of Cancer (EORTC). 

The study included 368 patients newly diagnosed with anaplastic
oligodendroglial tumours. They were randomised to treatment either
with radiation therapy alone (33 x 1.8Gy) or to radiation followed by

six cycles of chemotherapy with procarbazine, CCNU and vincrinstine
(a regimen known as PCV). Most patients with this type of tumour
have previously been treated with either chemotherapy or radiation,
but not both.

Results reported at the meeting showed that progression-free sur-
vival was significantly longer in patients treated with the combination
or radiation plus PCV (24.3 months) compared to those given radiation
along (13.2 months). Overall survival was 42.3 months in the radia-

Intermittent hormonal therapy is less effective in advanced prostate cancer

Maha Hussain, MD, FACP, 
Photo by ©ASCO/Scott Morgan 2012

Adding the VEGF inhibitor bevacizumab
(Avastin) to standard chemotherapy dou-
bled progression-free survival in an inter-

national phase III trial of women with platinum-
resistant ovarian cancer reported during a late-
breaker session.

The AURELIA study included 361 women
with epithelial ovarian, fallopian tube or prima-
ry peritoneal cancer that had progressed within
six months of their last dose of platinum thera-
py. They were randomised to chemotherapy
(either pegylated liposomal doxorubicin,
topotecan or weekly paclitaxel, selected by the
investigator) given either alone or with beva-
cizumab (10mg/kg every two weeks or
15mg/kg every three weeks, depending on
chemotherapy).

After a median follow-up of 13.5 months the recurrence rate was
lower in patients treated with bevacizumab plus chemotherapy

(75%) compared to those treated with
chemotherapy alone (91%). Median progres-
sion-free survival was 6.7 months in the combi-
nation group, compared to 3.4 months in the
chemotherapy alone group. Overall survival
data are not yet complete.

Reporting the findings, Eric Pujade-Lauraine,
professor at the Université de Paris Descartes,
France, said the addition of bevacizumab offers
a new treatment option for the 20% of women
who have primary platinum-resistant disease,
as well as those whose disease later becomes
platinum-resistant. “For the first time in plat-
inum-resistant ovarian cancer, we have been
able to significantly improve progression-free
survival with a combination therapy.” He
added that strict exclusion criteria, including a

history of bowel obstruction, minimised the risk of adverse events
with bevacizumab. n

Eric Pujade-Lauraine, MD, PhD, 
Photo by ©ASCO/Scott Morgan 2012

Combined chemo-radiation improves survival in brain tumours

Adding bevacizumab to chemotherapy improves progression free survival in ovarian cancer
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tion/PCV combination group and 30.6
months in the radiation-only treatment
group. 

A subanalysis of the study showed the
survival benefit of combination chemother-
apy-radiation treatment may be limited to
patients whose tumours have specific dele-
tions in chromosomes 1 and 19 (1p/19q co-
deletions). In this subset of 80 patients,
treatment with radiation/PCV reduced their
risk of death by 44% compared to patients
who received radiation alone. Median over-
all survival was 9 years in patients with such
deletions who received radiation alone, but
this endpoint had not yet been reached in
the radiation/PCV group after follow-up of
almost 12 years. In the 236 patients with-

out these co-deletions, overall survival
showed no statistical difference between the
treatment groups (25 months for the radia-
tion/PCV group versus 22 months for radia-
tion alone).

"From this trial, it’s clear that combining
chemotherapy and radiation can significantly
improve survival for certain patients,"
explained lead author Martin van den Bent,
professor of neuro-oncology at Erasmus MC
– Daniel den Hoed Cancer Center in
Rotterdam, the Netherlands. "Not only do we
now have a better treatment – we also have
a genetic marker that can help us determine
which patients will benefit, allowing us to
personalise treatment for this challenging
disease."  n

Martin Van Den Bent, MD,
Photo by ©ASCO/Scott Morgan 2012

Adolescents and young adults (aged 16 to 30) with high-risk
acute lymphoblastic leukemia (ALL) have poorer event-free
survival and overall survival than younger patients (aged 1 to

15) on the same treatment regimens, warned a major phase III study
of ALL treatment.

The trial tested four treatment regimens for high-risk B-precursor
ALL and results were reported at ASCO last year. The new analysis
looked at survival based on patients’ ages. Previous research has sug-
gested poorer outcomes in patients over 16 but this is the first study
with sufficient numbers on the same treatment regimens to com-
pare directly.

The study included 501 adult and young adolescent patients making
it the largest cohort of this age group to date in a single cancer clinical
trial; 20% of the overall trial enrollment. Results confirmed high cure
rates with ALL treatment regimens but revealed poorer outcomes in
older patients. Five-year event-free survival (defined as no evidence of
disease) was 68% and overall survival was 79.8% in patients aged 16-
30, compared to 80.9% and 88.4%, respectively, in younger patients.
These differences were highly statistically significant (p<0.0001). 

Adolescent and young adult patients had a higher relapse rate
(21.3%) than younger patients (13.4%). Relapses were mainly due to
a higher rate of bone marrow relapse rather than central nervous
system (CNS) relapse. The treatment strategy of the trial aimed to
improve disease control in the CNS, but there was no statistically sig-
nificant difference in CNS relapse between the older and young age
groups. 

Toxic deaths that occurred after induction therapy and remission
were significantly higher in adolescent and young adult patients
(5.5% vs 2.1%).

“This study tells us that the inferior outcome for adolescent and
young adult patients is the result of more resistant disease, resulting
in higher rates of relapse and higher toxicity from treatment,” said
Eric Larsen, medical director of the Maine Children’s Cancer
Program, USA. “We have to find novel agents to better eradicate the
leukaemia, but while we want to intensify therapy, we also have to
reduce toxicity.” He said the Children’s Oncology Group, which car-
ried out the study, is now looking at new options to improve treat-
ment efficacy and minimise toxicity.  n

Leukaemia study warns that adolescents and young adults have poorer survival

Awards & Appointments

Professor Barry Potter at the University of Bath has been
named “Investigator of the Year 2012” at the

European Life Sciences Award ceremony held in
Hamburg, Germany. This prestigious award recognises
outstanding accomplishments in the global life sciences
arena, specifically at the interface of chemistry with
biology and medicine.

Professor Barry Potter, from the University’s
Department of Pharmacy & Pharmacology, researches
the chemistry of signalling within cells and drug
discovery. Many cancers are caused by errors in cell
signalling, for example when a cancerous cell produces
signals to divide uncontrollably it can lead to tumour
growth. Professor Potter’s work has included the
discovery of a new family of anti-cancer drugs called
steroid sulfatase inhibitors, which targets a cell
signalling pathway. His work has been underpinned by
national and international collaborations between

academic biologists, physicians, oncologists,
endocrinologists, pharmaceutical scientists and the
pharmaceutical industry. His research covers the
whole spectrum of basic curiosity-driven laboratory
science through to the treatment of patients through
clinical trials with drugs designed at Bath.

Professor Potter’s award was presented by Professor
Abraham Lee of the University of California USA at the
end of May, in conjunction with a keynote lecture by
biologist science writer and broadcaster Dr Adam
Rutherford, an editor at the science journal Nature and
writer for the Guardian.

Professor Potter said: “It’s always a great honour to
receive recognition such as this and I want to pay
special tribute to close colleagues especially at Bath,
past and present, who have worked with me in this
area and our other collaborators over the years, all of
whom are also recognised through this award.”  n

Bath Professor recognised by European Life Sciences Award
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Chicago Skyline at night.
For details of ASCO turn to
pages 68 & 89.

New
International Liaison Committee Member

Mikhail Yu Reutovich is welcomed to the
International Liaison Committee as a representative
for Belarus. Mikhail is a leading research
associate/surgeon at the Abdominal Oncology
Department, NN Alexandrov National Cancer Center
of Belarus. Mikhail’s Research interests are focused
on the prevention of intraperitoneal dissemination in
radically operated patients with gastric cancer, adjuvant chemoradiation therapy in
radically operated patients with gastric cancer, radical surgery and combined
treatment (neoadjuvant and adjuvant chemoradiation therapy) of pancreatic cancer.
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Recently an editorial in Oncology News
addressed the controversy over the possible
damaging effects of mobile phone radiation on

human health [1]. Since mobile phones give rise to
relatively high exposure to radiofrequency
electromagnetic fields (RF-EMF) and are currently
used by ~6 billion people, many of whom are
children and adolescents, even a small risk could
have significant public health implications for the
future. While RF-EMF does not have sufficient energy
to break chemical bonds like ionising radiation, at
least not directly, they can nevertheless have harmful
effects on biological tissues. The issue received much
attention last year when a WHO expert group was
assembled to evaluate the latest evidence of
relevance to carcinogenesis. 

IARC says possibly carcinogenic
Nine years after the classification of extremely low
frequency electromagnetic fields (ELF-EMF) from
overhead electric power lines as possibly
carcinogenic, the WHO International Agency for
Research on Cancer (IARC) again called for an
evaluation of the carcinogenic potential of non-
ionising radiation. This time the evaluation
considered RF-EMF – all sorts, thus not only those
from mobile phones. Leading experts from all over
the world met in Lyon in 2011 for a long (10-day)
workshop. Before the meeting, the relevant literature
consisting of several hundred scientific papers had
been summarised by appointed members of the
Working group according to instructions outlined by
IARC. Each manuscript had also been peer-reviewed
by members of the expert group in order to facilitate
discussions at the meeting. On May 31, after drafting
of the soon to be published monograph and having
completed a formal voting procedure, the IARC
workgroup announced its decision, which was to
classify RF-EMF as possibly carcinogenic to humans,
Group 2B [2]. This is one of 5 Groups that are used
for classifying the strength of evidence for a causal
relationship between exposure and disease, which
was supported by a large majority of the 30 experts.
Category 2B stands for “limited evidence of cancer in

humans and less than sufficient evidence in
animals”, and where “chance, bias or confounding
cannot be ruled out with reasonable confidence”. 

The main questions 
The current safety standard that regulates maximum
exposure to RF-EMF is based on the notion that only
exposure intensities that cause significant heating of
tissue – from absorption of the RF-EMF energy – can
be harmful. During recent years an increasing
number of experts have come to question this view as
evidence, suggesting that there might be other
relevant effects at play. There are two main questions
that researchers are trying to answer: first, whether
non-thermal RF-EMF exposure can cause biologically
harmful effects and thus increase the risk of disease,
e.g. cancer of the brain; and second, given that non-
thermal RF-EMF exposure can lead to detrimental
effects how, by what mechanisms does this exposure
cause the effects? The first question mainly concerns
the assessment of a causal relationship between
exposure and disease that usually requires
epidemiological studies. Although sometimes
criticised for its non-experimental nature, the
epidemiological approach has been successfully
applied in thousands of investigations in the past 50
years. However, as with all research studies, design
and execution is crucial if meaningful information is
to be retrieved and used in risk assessment. 

Mobile phones and risk of brain tumours
In the IARC evaluation, most of the evidence against or
in support of an association between RF-EMF and
increased risk of cancer came from case-control studies
[3-10]. Two sets of studies in particular were considered
to be of sufficient quality [7-9]. Both investigated the
risk of brain tumours – glioma, meningioma and
acoustic neuroma – in relation to use of wireless
phones. One was the multi-national case-control study
Interphone [7,9] and the other a pooled analysis of two
very similar studies carried out by a Swedish research
group [8], to which the author belongs. Among the
most frequent users of wireless phones risk for glioma
(particularly astrocytoma grades 3 and 4) was

Radiofrequency Electromagnetic Fields and
Risk of Brain Tumours: A scientific controversy
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statistically significantly increased by 40-220% [7,8], i.e. with a relative
risk of 1.4-3.2 compared to those not exposed to wireless phones. It
should be noted that these studies covered use of wireless phones for
more than ten years when ‘heavy’ users were those who reported
talking on them ~30 minutes per day. Today that amount of use is
more like the average among adults as well as adolescents. 

Are the young at higher risk?
Children in particular generally absorb higher RF-EMF energy levels
than adults when using a wireless phone and might be more sensitive
to the exposure due to their developing nervous system. In addition
young people can expect a much longer lifetime exposure as
compared to adults that started using mobile phones later in life. If
studies were to show that RF-EMF from wireless phones is indeed
carcinogenic to humans, these are important aspects that will affect
the risk. Unfortunately data on children are scarce. To date only two
studies have reported information on risk in this age group. One set
of evidence comes from the author’s research group in Sweden and
from a study on 20-80 year olds, the same as referred to above [8].
When the risk in the study was analysed in the different age
categories for use of mobile and cordless phones, the highest risk was
found among glioma cases that reported first use before the age of 20.
The other set of evidence comes from an epidemiological study on
brain tumour risk among children and adolescents in association
with use of wireless phones [11]. According to some, that relatively
small study yielded reassuring results of no increased risk, i.e. risk of
glioma. My colleagues and I have written a commentary on the study
and its conclusions. If anything, the data in fact show an increased
risk [12]. The information certainly cannot be used as evidence
against an increased risk. Clearly further studies are urgently needed. 

Why all the attention to mobile phones?
Why is it then that mobile phones have received so much attention
– are there not other sources of RF-EMF that are just as common,
e.g., mobile base stations, microwave ovens, TV-transmitter towers,
wireless local area networks? There are, but few of those give rise to
such relatively high exposure as wireless phones (including both the
mobile and the cordless phone of the DECT type). The reason for
this is not only the output power, but also the fact that such phones
are used in close proximity to the head and the brain, which is
patently the main target organ. It should be noted, however, that
when using a wireless phone, exposure levels cannot be expected to
reach those leading to thermal-induced harmful effects. It follows
that, if exposure to RF-EMF through use of wireless phone increases
the risk of certain tumour diseases, then the mechanisms of action
would most likely not depend on heating of tissue, which brings us
back to the how question. Assuming that the epidemiological
findings are sufficiently sound and not due to methodological
shortcomings – such as recall error and selection for participation -
what then, if not heating, could explain how RF-EMF have
carcinogenic effects? There are a number of hypotheses, mainly
related to increased production of reactive oxygen species (ROS) and
effects on DNA and DNA-repair [13-15]. Although such evidence has
come to grow in recent years, the IARC expert group considered the
overall weight of evidence for such effects to be of less than
sufficient value [2]. 

Preconditions that hamper detection of an increased risk
Obviously the how question is relevant not only to mechanistic and
experimental animal studies but also to epidemiology. First, without
a clear understanding of the mechanisms behind a non-thermal
induced effect it is impossible to identify the importance of various
exposure characteristics (e.g. technical features of the phones and
the networks, anatomical features and habits of use), which makes
it difficult to estimate the ‘dose’. Consequently epidemiological
studies up to date have lacked an evidence-based exposure metric,
or proxy for such a metric, since it is practically impossible to
measure RF-EMF for all study participants throughout the study
period. Instead the most comprehensive proxy – number of
cumulative hours of phone use for conversation – has often been
used. Whether that metric is the most relevant one biologically

remains to be seen but it is nonetheless one that in epidemiological
studies has generated consistent evidence in support of an
association between long-term use of wireless phones and an
increased risk of head tumours. Second, because of the lack of
conjunctures about the processes that lead from exposure to disease,
endpoint selection (i.e. tumours of the brain) has been determined
solely based on the exposure during calls. Yet tumours in this region
are not unique entities. For example, the ICD-O differentiates about
100 intracranial tumours, which differ in origin, cell types, growth
pattern, clinical features and prognosis. Which of all these could be
affected by mobile phone use? Most of the early case-control studies
on the topic did not differentiate between tumour types in this detail.
Thus, the underlying hypothesis was that mobile phone exposure
would affect the risk for all tumours equally lumped together in large
groups. However, if the latter is a false assumption, i.e. there is an
increased risk, but only for certain types of tumour, that would
dilute the true risk. Hence the lack of mechanistic evidence and an
evidence-based exposure metric, as well as a good a priori reason to
select certain types of diseases that are homogenous enough to
support the assumption of a common aetiology, clearly do not
constitute the best of preconditions to detect an increased risk.
Nevertheless, the two largest studies [7,8] point to an increased risk
for glioma and acoustic neuroma, findings that according to the
IARC expert group cannot be dismissed as reflecting bias alone [2].
For further reading about the relevant studies and their scientific
quality, see Myung et al. [16].

Analytic epidemiology outweighs descriptive data – for now
Another expert committee has on somewhat dubious grounds
challenged the above conclusion by placing a strong emphasis on
incidence data [17]. This committee considered that, if the
increased risks seen in some case-control studies reflect a causal
relationship, there would already be an increase in incidence of
brain and central nervous system tumours, for which there seemed
to be little evidence. This belief is unfounded for two reasons. The
first relates to latent periods for glioma and acoustic neuroma
development, typically 10 to 40 years [18,19]. However, only few
studies have followed durations of exposure that exceed 10 years,
and then only for small subgroups from which there is insufficient
statistical power to detect an increased risk. Thus in most
investigations the exposure duration was incompatible with the
natural history of the disease for a tumour initiating effect to be
studied. An initiating effect is what would have the most direct
effect on the incidence. The other reason concerns the possibility of
an early effect on tumour development (promotion) and its
consequences on the increase in incidence that can possibly occur.
If the exposure acts as a promoter, this would decrease latency time
for already existing tumours, giving a temporary but not a
continuous increase in incidence. In addition it has to be pointed
out that any such early effect on tumour development is limited by
the magnitude of the shift of the age-incidence function and its
slope for the respective tumour type [20]. This latter fact and the
rather long latency for gliomas make the detection of any
statistically significant increase in incidence unlikely for the time
being [2] – even with top quality registers. 

Conclusion
Some epidemiological studies that yielded evidence of the risk of
brain tumours associated with long-term use of wireless phones
point to a consistent pattern of increased risk, which cannot be
explained by bias alone. This is the main reason why IARC has
recently classified RF-EMF as possibly carcinogenic to humans.
Moreover, the risk of glioma seems higher among those who
reported first use before the age of 20 and what little epidemiological
evidence there is of risk among children and adolescents certainly
gives no reassuring results. Nor is descriptive data on incidence
likely to provide meaningful information for the time being, and thus
should currently be of secondary importance to those based on
analytical epidemiology. Easy cost-effective precautionary measures
(e.g. to keeping calls short and always using a hands-free kit) ought
to be recommended.  n
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Diary of Events

2012
July
Leadership in Advanced Practice
2, 3, 4, 5 & 6 July 2012; London, UK
T: +44 (0) 20 7808 2900 
E: school@rmh.nhs.uk 
W. www.royalmarsden.nhs.uk/school

Radionuclide therapy and 
dosimetry
3 July 2012; London, UK
Ruth Threadgold, 
T: +44 (0)20 7290 3942 
F:+44 (0)20 7290 2989 
E: oncology@rsm.ac.uk

BGCS 2012 annual conference / 
scientific meeting
5–6 July 2012; London, UK
W: www.bgcs.org.uk

NEW
First Annual Course in Advanced
techniques in Neurosurgical
Oncology
7-8 July 2012; London, UK
http://www.bnos.org.uk

EACR’s Biennial Congress: EACR-22
7-10 July, 2012; Barcelona, Spain 
Email: eacr22@ecco-org.eu
W: www.ecco-org.eu

NEW
EHNS Head & Neck Related
Congress 
8-11 July 2012; 
Prague, Czech Republic
W: www.eurogin.com/2012

Foundations in Cancer Care
9, 10, 11, 12 & 13 July 2012; 
London, UK
T: +44 (0) 20 7808 2900 
E: school@rmh.nhs.uk 
W. www.royalmarsden.nhs.uk/school

Radiotherapy in Cancer Care
9, 10, 11, 12 & 13 July 2012; 
London, UK
T: +44 (0) 20 7808 2900 
E: school@rmh.nhs.uk 
W. www.royalmarsden.nhs.uk/school

Tracheostomy Care Study Day
10 July 2012; London, UK
W: www.royalmarsden.nhs.uk/
studydays 
E: conferencecentre@rmh.nhs.uk 
T: 020 7808 2921/ 020 7808 2924

Palliative Care in Cancer
16, 17, 18, 19 & 20 July 2012;
London, UK
T: +44 (0) 20 7808 2900 
E: school@rmh.nhs.uk 
W. www.royalmarsden.nhs.uk/school

Connected – National Advanced
Communication Skills Training
18, 19 & 20 July 2012; London, UK
T: +44 (0) 20 7808 2900 
E: school@rmh.nhs.uk 
W. www.royalmarsden.nhs.uk/school

Head and Neck Cancer Care
23, 24, 25, 26 & 27 July 2012;
London, UK
T: +44 (0) 20 7808 2900 
E: school@rmh.nhs.uk 
W. www.royalmarsden.nhs.uk/school

‘Coordinate My Care’ – A training
day for doctors, nurses, 
commissioners and other healthcare
professionals
26 July 2012; London, UK
W: www.royalmarsden.nhs.uk/
studydays 
E: conferencecentre@rmh.nhs.uk 
T: 020 7808 2921/ 020 7808 2924

Chemotherapy in Cancer Care
30, 31 July, 1, 2 & 3 August 2012;
London, UK
T: +44 (0)20 7808 2900 
E: school@rmh.nhs.uk 
W. www.royalmarsden.nhs.uk/school

Gynaecological Cancer Care
30, 31 July, 1, 2 & 3 August 2012;
London, UK
T: +44 (0) 20 7808 2900 
E: school@rmh.nhs.uk 
W. www.royalmarsden.nhs.uk/school

August
NEW
Managing Complex Lymphoedema
(Level 4 and M)
20 August 2012; Glasgow, UK
Margaret Sneddon, 
T: +44(0)141 330 2072 
E: lymph@glasgow.ac.uk

2012 World Cancer Congress
27–30 August 2012; 
Montréal, Canada
W: www.worldcancercongress.org 
T: +41 22 809 1811 
E: congress@uicc.org 

September
NEW
Lymphoedema: Core Skills and
Knowledge (Level 3)
4 September 2012; Glasgow, UK
Margaret Sneddon, 
T: +44(0)141 330 2072 
E: lymph@glasgow.ac.uk

Foundation in Oncology Skills for
Paediatric and Adolescent Nurses 
(2-Day)
5-6 September 2012; London, UK
W: www.royalmarsden.nhs.uk/
studydays 
E: conferencecentre@rmh.nhs.uk 
T: 020 7808 2921/ 020 7808 2924

NEW
Global Post Laryngectomy
Rehabilitation Academy course
7-8 September, 2012; Baltimore, USA
www.gpracademy.com 
E: info@gpracademy.com

10th Meeting of the European
Association of Neuro-Oncology
6–9 September 2012, 
Marseille, France
W: http://www.eano.eu/

3rd Annual South West Oncoplastic
Breast Surgery Course
8-9 September 2012; Exeter, UK
T: +44(0)1392 406299 
E: douglas.ferguson@rdeft.nhs.uk

NEW
Pancreatic and Hepatobilliary Study
Day
10 September 2012; Manchester, UK
W: www.christie.nhs.uk/
school-of-oncology/
education-events, 
T: +44 (0)161 446 3773 
E: education.events@christie.nhs.uk

NEW
Novel Targeting Drugs &
Radiotherapy
10–11 September 2012, 
Toulouse, France
www.estro-events.org

Progress In Vaccination Against
Cancer (PIVAC-12)
11-13 September 2012; 
Nottingham, UK
W: www.eacr.org

Introduction to Cancer Care Day 1
12 September 2012; Middlesex, UK
E: anni.hall@nhs.net

NEW
BACR Special Conference, Chasing
Cancer Stem-like Cells
12-14 September 2012; North
Yorkshire, UK
www.bacr.org.uk

Paediatric Palliative Care and
Symptom Control Study Day
13 September 2012; London, UK
W: www.royalmarsden.nhs.uk/
studydays 
E: conferencecentre@rmh.nhs.uk 
T: 020 7808 2921/ 020 7808 2924

ABS Trainees Meeting
13-14 September 2012; Glasgow, UK
Lucy Davies T: +44(0)20 7869 6852
E: lucydavies@absgbi.org.uk

New Global Post Laryngectomy
Rehabilitation Academy course
13-14 September 2012; 
Amsterdam, The Netherlands
www.gpracademy.com 
E: info@gpracademy.com

BLS Lympholympics 
15 September 2012; Sheffield, UK
www.thebls.com

EACR-IACR Special Conference: 
The Tumour Microenvironment
17-19 September 2012; 
Dublin, Ireland
W: www.eacr.org

16th Biennial Congress of the
European Society of Surgical
Oncology
19-21 September 2012; 
Valencia, Spain
http://www.ecco-org.eu/Home/
Conferences/Conferences/ESSO%2032

NEW
14th International conference on
chronic myeloid leukemia: biology
and therapy
20-23 September 2012; Baltimore,
Maryland, USA.
W: www.esh.org 
E: nicolas.jaillard@
univ-paris-diderot.fr

Thoracic oncology: Personalised
therapy
21 September 2012; London, UK
Ruth Threadgold, 
T: +44 (0)20 7290 3942 
F: +44 (0)20 7290 2989 
E: oncology@rsm.ac.uk

2nd Christie Aspiring Oncologist
Conference
22 September 2012; Manchester, UK
W: www.christie.nhs.uk/school-of-
oncology/education-events 
T: +44 (0)161 446 3773 
E: education.events@christie.nhs.uk

Psychological Skills Session
23 September 2012; Middlesex, UK
E: anni.hall@nhs.net

Gynaecology: Endometrial Cancer
25 September 2012; Manchester, UK
W: www.christie.nhs.uk/
school-of-oncology/education-events
T: +44 (0)161 446 3773 
E: education.events@christie.nhs.uk

37th ESMO Congress 
28 September – 2 October, 2012;
Vienna, Austria
W: www.esmo2012.org 
E: congress@esmo.org 
T: +41 (0)91 973 19 26

9th ESMO Patient Seminar
29–30 September 2012, 
Vienna, Austria
W: www.esmo.org/events/
patient-seminar-2012.html

October
Anaesthesia for major surgery –
what’s new?
2 October 2012; London, UK
W: www.royalmarsden.nhs.uk/
studydays 
E: conferencecentre@rmh.nhs.uk 
T: 020 7808 2921/ 020 7808 2924

Advances in Neuro-Oncology Study
Day
4 October 2012; London, UK
W: www.royalmarsden.nhs.uk/
studydays 
E: conferencecentre@rmh.nhs.uk 
T: 020 7808 2921/ 020 7808 2924

View the entire Oncology News
Diary on our website:

www.oncologynews.biz

To have your event listed in the Oncology News diary 
E: Patricia@oncologynews.biz by August 6th 2012.
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Phytooestrogen Interaction with
Oestrogen Receptor and Breast
Cancer Progression

Breast Cancer

The role of oestrogen and phyto-oestrogens in
breast cancer aetiology:
Lifetime exposure to oestrogen is a risk factor for the
development of breast cancer and is the underlying
cause of the observed increased incidence of the
disease in nulliparous individuals. The identification
of oestrogen receptor (ER) in the 1990s was a
milestone in the study of breast cancer [1] and led
to an understanding of the role of oestrogen in the
proliferation of breast cancer cells. Following this,
studies concerned with breast cancer stimulation by
the steroid hormone 17βestradiol (E2) resulted in
the development of adjuvant therapies targeting the
oestrogen and progesterone receptors; 10-20% of all
breast cancers are ERα+/PR- and 30-50% are
ERα+/PR+.  

The treatment of breast cancer with antagonists
such as Tamoxifen is through the abrogation of ER
function. Clinical trials with tens of thousands of
breast cancer patients have shown the importance
of this class of molecules in terms of improved
patient survival outcomes. Nevertheless, despite
these advances, approximately 30% of patients do
not respond to Tamoxifen or other endocrine
therapies [2] and this has been an important driver
of newer work concerned with characterisation of
the subtypes of the ER.

In addition to ERα, oestrogen receptor beta (ERβ)
has been recognised [3] both ERα and ERβ are
members of the nuclear receptor superfamily
(Figure 1) and despite being encoded on different
chromosomes (ERα: chromosome 6; ERβ:
chromosome 14) [4], have modular similarities and
are highly homologous. ERα and ERβ are often co-
expressed, acting as homo- or hetero-dimers.  There
is evidence that ERβ modulates ERα activity as
over-expression of ERβ accompanies decreased ERα
transcriptional activity [5]. 

There is not yet a clear or perfect model for
studying the full role of ER in breast cancer and
there is much potential for the application of
modern molecular techniques to enable greater
understanding of the interplay between these
receptors and their potential ligands. 

Diet and breast cancer:
It has long been recognised that both the incidence
(and mortality rates) of breast cancer are
significantly lower in Asia than in the Western and
Developed Worlds. Given the role of oestrogen in
breast cancer aetiology there has been an interest in
exploring the effects of environmental compounds –
particularly those structurally similar to oestrogen –
on breast cancer incidence and progression. 

Soy containing foods (e.g. soy beans, miso) are

enriched in isoflavones and are an important source
of phytooestrogens from the diet [6]. Soy containing
foods are more popular in Asian countries
particularly China and Japan [7] and the lower
incidence of breast cancer in these Asian countries
compared with Western countries such as United
Stated and United Kingdom may relate to the
relatively high levels of phytooestrogen
consumption [8]. The phytoestrogens consumed
across Europe generally comprise non-flavenoid
phytoestrogens with less potent oestrogenic activity,
for example the lignans (e.g., sesame, berries,
cereals, tea and coffee) and this class of compounds
is less well studied. 

It has been speculated that soy food intake is
protective against breast cancer due to the presence
of isoflavones (daidzein, genistein and glycitein)
[9]. 

Apart from ingestion of daidzein and genistein
the gut flora of some humans metabolise
phytoestrogens to compounds including equol [10].
Daidzein, genistein and equol have been shown to
have a greater affinity for ERβ than ERα and the
affinity of equol for ERβ is about 1/200 greater that
of oestradiol [11]. Some data is suggestive that diets
comprising high levels of soy food are associated
with decreased incidence and progression of breast
cancer, however, in vitro studies have shown that
low doses of genistein may stimulate proliferation of
oestrogen dependent human tumour cells (MCF 7)
[9]. Other, results show that isoflavones such as
genistein are potent inhibitors of metastasis and
angiogenesis and are also inhibitors of protein
kinases. The key to understanding the role of these
chemicals on breast cancer behaviour is to study the
intake patterns of patient populations alongside
other lifestyle and clinical factors.

The DietCompLyf Study:
The DietCompLyf study is a multi-centre
observational study that is run by the Against Breast
Cancer Research Unit at the University of
Westminster, supported by the NCRN. The study
comprises 3,400 patients from 56 NHS hospitals
geographically dispersed across the UK. The aim of
DietCompLyf is to determine if there is a correlation
between phytoestrogen consumption and disease-
free survival in the UK breast cancer population [6].
Patients were recruited onto the study
approximately one year following their breast
cancer diagnosis, they have provided detailed
dietary and lifestyle information and this is
accompanied by clinical information collected in a
prospective manner for five years.  All the patients
have been on the study for two years or longer.
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Using this unique cohort we are investigating demographic and lifestyle data alongside
detailed molecular analysis of the patient ER and phytoestrogen consumption/
metabolism. We are able to pursue this end as a key element of the DietCompLyf study is
the availability of reported food intake alongside biological samples, thereby enabling
analysis of phytooestrogen intake and biomarker levels and correlation with clinical
treatments and patient recurrence rates.   

It is intended that the DietCompLyf study will help to unravel the effect of isoflavones
on breast cancer progression and produce data related to both the benefits and adverse
effects that arise from different types of phytooestrogen exposure.  In addition, there is an
opportunity to evaluate the effect of reported single nucleotide polymorphisms (SNPs) in
the ER on the binding of oestrogen, phytooestrogens and hormonal treatments for breast
cancer and ultimately to assess whether these effect the course of the disease in different
populations of breast cancer patients.  n

References

Figure 1. The structure of oestrogen receptor alpha (ER�) and oestrogen receptor beta (ER�), amino acid
positions for each structural motif is displayed, with the percentage amino acid homology shown.         
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QWhat is the Breast Cancer Campaign Tissue
Bank (BCCTB)?

The Breast Cancer Campaign Tissue Bank (BCCTB)
consists of four existing tissue bank resources (located
at the Barts Cancer Institute, and at the Universities of
Dundee, Leeds and Nottingham) and the NHS, who
have collaborated to make one central Bank. This Bank
represents a unification of purpose around the
provision of high quality tissue and data for breast
cancer researchers in the UK and Ireland. Research
charity Breast Cancer Campaign funds the initiative.

QWhy was the Breast Cancer Campaign Tissue
Bank set up?

In 2006 Breast Cancer Campaign canvassed around 50
prominent breast cancer researchers and conducted a
Gap Analysis to establish what barriers were impeding
the translation of research into clinical benefit. Lack of
access to appropriate clinical material and data was
considered to be a considerable barrier across multiple
research categories*.
* Thompson A, Brennan K, Cox A, Gee J, Harcourt D,
Harris A, Harvie M, Holen I, Howell A, Nicholson R,
Steel M, Streuli C:  Evaluation of the current
knowledge limitations in breast cancer research: a gap
analysis. Breast Cancer Research 2008, 10:R26

QIs tissue banking new?

Tissue banking is not new; there have been many
instances of tissue banking across the UK and the
world. Most are restricted to specific institutions to
assist their local research community; the constituents
of BCCTB are examples of this model. Others are wider
than this and operate on a semi-national or national
scale. However, there are multiple examples of failures
and none so far have delivered what was identified
with in the 2006 Gap Analysis*. BCCTB is relatively
unique as it is one of the first breast cancer specific
banks and operates by unifying resources across
existing banks for the benefit of the research
community. Furthermore, BCCTB is administered and
operated by active breast cancer researchers, which
means the bank is more responsive to the needs of its
potential ‘client base’. 

QWhy was there a need for a tissue bank of this
scale?

Breast cancer is a remarkably diverse disease and
having access to multiple population centres increases
the numerical power of prospective collecting. This

allows research to be conducted on rarer tumour types,
whilst providing large scale access to more common
tumour types and it also provides access to ethnically
diverse populations that may not be available in a
single centre. A researcher canvassing multiple centres
independently could access all this variation, which
would take up precious time, but BCCTB brings the
tissue and data together as a ‘single port of call’ for the
researcher.

QHow is breast tissue obtained now?

For BCCTB (and the four banks forming the BCCTB) all
potential donor patients are approached by trained
staff during the course of their clinical care to establish
whether those patients would be willing to donate
their blood, breast tissue and linked anonymised data
to the bank. This process is ethically approved and
meets all regulatory requirements. Once their approval
is gained then the tissue is taken from material that is
surplus to clinical diagnosis as decided by the doctors
involved in their care, e.g. Pathologists, etc. Their data
are subsequently obtained from the clinical record with
full Caldicott guardianship oversight and approval.

QCan you tell me about some of the
breakthroughs made up to now because of

research using breast tissues?

There are many examples but few are as relevant as
Trastuzamab, one of the success stories of translation
from basic science to actual treatment. However, there
was considerable delay between the identification of
the HER2 gene (in 1979), the establishment of its
relevance in a subset of breast cancer, the discovery of
a molecular blockading drug (Trastuzamab), the
trialling of such a drug and the eventual approval of
this for clinical use. The delay was partially related to
the inability to confirm the role of HER2 in breast
cancer. Multiple studies with small populations
eventually highlighted the association over
approximately 20 years. This is too slow. We hope that
initiatives such as BCCTB will assist with some of the
delays in the translation of science to clinical
application.

QHow much will access to tissue speed up this
process?

That is actually impossible to quantify at the current
time but intuitively giving researchers better tissue
quality in large volumes with linked clinical data (and
potentially pre-existing research data from that tissue)
has to be more efficient than what has gone before. 

Dr Lee B Jordan
BSc(Hons), MBChB, FRCPath
Consultant Pathologist /
Honorary Senior Clinical
Lecturer,
NHS Tayside / 
University of Dundee.

Breast Cancer Campaign Tissue Bank Q&A
with Dr Lee B Jordan 
Clinical Leader for Pathology and Consultant Pathologist (NHS
Tayside), Honorary Senior Clinical Lecturer (University of Dundee),
Ninewells Hospital & Medical School, Dundee
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QWhy is breast cancer tissue so precious to researchers?

Quite simply it’s the closest a basic scientist can get to the actual
disease. Models can only assist to a degree; eventually the science and
related hypotheses must be tested using real human tissue. Tissue
banking and the associated access to such tissue (thanks to the
generosity of patients and health service staff) is the best method of
achieving this. Validation of a theory within human tissue is the first
step to better clinical care. Importantly this activity does NOT affect or
alter the current care a patient receives, it is entirely unrelated to
clinical trial activity, and therefore is a ‘win-win’ situation for the
human population as a whole.

QWhat sort of research could the development of this bank lead
to in the future?

It could be as simple or a complex as the ideas the research
community actually has, importantly we hope it will be relevant to
future patients. Think of the Bank as a resource, a catalyst for research
not the research itself.

QHow many samples have been collected so far?

BCCTB officially opened during January 2011 for prospective collection
but was kindly ‘pump-primed’ by the four core centres. At the end of
2011 we held at least 2,500 samples across multiple modalities, e.g. a
combination of liquid nitrogen snap frozen tissue, formalin-fixed
paraffin embedded blocks, patient’s blood and serum samples, and cell
cultures. Obviously, the numbers available will vary based on the rarity
of the tissue and the exact parameters required for any study.

QHow will the tissue be used in research?

Again this is largely reliant on what the researchers wish to explore.
All proposed uses must comply with the ethical remit of the bank and
meet the independent scientific scrutiny provided by the BCCTB
Tissue Access Committee. This committee is entirely independent of
the four core centres and those involved in directly operating the bank.
The resources are such that studies relying on DNA, RNA, protein
expression, and direct cell culture responses can theoretically be
accommodated. 

QCan all researchers in the UK apply for samples?

As of January 2012 the bank is now open to the entire UK and Ireland
academic research community. 

QWhy do we still need more breast cancer research?

Quite simply because breast cancer still exists. In fact, despite better
survival, the lifetime risk for a woman is still increasing and the
incidence is still rising. Research will always be needed, potentially
even if the disease is totally cured as the results may have surprising
relevance in other areas, which may not be directly related.  n

On Behalf of the BCCTB Grant Holders:
Dundee – Dr Lee B Jordan, Dr Colin A Purdie & Mr Philip R Quinlan
Leeds – Dr Valerie Speirs & Prof Andrew M Hanby
London (Barts Cancer Institute) – Prof J Louise Jones & Dr Claude Chelala
Nottingham – Prof Ian O Ellis & Dr Andrew R Green
For further information visit: Breastcancertissuebank.org
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Muscle invasive bladder cancer has a poor
prognosis; even if diagnosed early and
treated promptly there is an overall

survival for all stages of around only 50%. This
highlights the need for more targeted therapies in
bladder cancer management, analogous to those
that exist in the management of other solid
tumours such as breast cancer. Currently there are
targets such as FGFR3, EGFR and P53, which have
produced promising results. However, at present
there are no recommended biomarkers for use in
the everyday clinical management of patients with
bladder cancer. This mini-review will look at beta-
HCG (βhCG) as a potential marker, which the
authors feel deserves a resurrection in its interest
and use as a potential target in the management of
muscle invasive bladder cancer.

Bladder cancer is the 9th commonest cancer
diagnosis worldwide with more than 330,000 new
cases diagnosed, and more than 130,000 lives
claimed by it each year [1]. Over 90% of bladder
cancers arise from the urothelium and are
described as transitional cell carcinomas. The
remaining variants are made up of squamous cell
carcinomas, adenocarcinomas and the rarer
subtypes including lymphoma, melanoma,
leiomyosarcoma and small cell carcinoma [2].  

The usual mode of presentation is painless
haematuria. Approximately 70% of new cases are
classified as superficial disease, which means that
the tumour has not invaded deeper than the
lamina propria. This type of bladder cancer is
primarily managed endoscopically, plus or minus
the addition of disease modifying intravesical
agents such as Mitomicin C and BCG. The
prognosis of superficial bladder cancer is very
good, with survival rates of over 90%. The
remaining patients will progress from superficial
disease to muscle invasive disease.
Approximately 30% of patients present de novo
with muscle invasive disease [3]. This is when the
tumour has invaded through the lamina propria
into the underlying muscle and eventually
beyond.  In this scenario the disease behaves very
differently, with an overall 5-year survival of
approximately 50% [4]. 

The gold standard treatment for muscle
invasive bladder cancer remains radical
cystectomy.  However, radical radiotherapy can be
used as an alternative, although cancer specific
outcomes are arguably not so favourable. The role
of neo-adjuvant chemotherapy is now well
established. Although no individual trial has
shown a survival benefit with its administration,
the meta-analysis of the trials shows an overall,

absolute survival benefit of 5% with neo-adjuvant
chemotherapy [5]. 

Post-cystectomy, follow-up for disease
recurrence varies between centres. The regime
used is based on the pathological stage of the
initial tumour at cystectomy and involves regular
USS of the renal tract, CT/MRI of the thorax and
abdomen, serum biochemistry and urine cytology.
However, the exact interval between imaging is
not currently agreed.  The dilemma with active
surveillance of these patients is whether there are
any effective treatments that would be beneficial
if a diagnosis of an early recurrence was made.
Some authors have found no benefit of actively
monitoring these patients over simply treating
symptoms as they arise [6]. However, with
increasing developments in research it may soon
be possible to personalise chemotherapy in this
setting.

Compared to other solid tumours, there is a real
lack of prognostic markers that have been
identified for targeted therapies in this disease. We
feel that βhCG is a more or less forgotten target
that deserves further research.

What is human chorionic gonadotrophin
(HCG)?
HCG is a heterodimeric glycoprotein comprising
two non-covalently bound subunits named ‘alpha’
and ‘beta’. The alpha subunit comprises a 92
amino acid sequence [7] encoded by a single gene
located on chromosome 6q21.1-q23, and is
common to all members of the glycoprotein family
including thyroid stimulating hormone (TSH),
follicle stimulating hormone (FSH) and luteinising
hormone (LH). The beta subunit however, is
unique to HCG and comprises a 145 amino acid
sequence.  It can be encoded for by any one of six
non-allelic genes; β1,2,3,5,7 and 8, present on
chromosome 19q13.32 [7]. 

HCG is perhaps best known for its physiological
role in pregnancy where it is initially secreted by
the developing embryo and later by
syncytiotrophoblasts of the placenta. In pregnancy
it has a number of described roles such as
promoting angiogenesis of the uterine
vasculature, stimulating foetal testosterone
production and enhancing corticosteroid
production and maternal immunosuppression to
prevent rejection of the foetus and placenta [8]. 

Physiological production of low levels of HCG
by the pituitary in healthy males and females of
all ages has also been described, with slightly
higher levels of pituitary HCG being produced by
peri- and post-menopausal women [9].
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Growth effects in bladder cancer
In vitro studies of bladder, cervical and
endometrial cancer cell lines have
demonstrated an increased rate of
replication with the addition of bhCG to
the culture medium [10]. These growth
effects may be attributable to its crystal
structure, which has proven to be
structurally akin to the family of cystine
knot factors, including nerve growth
factor (NGF), platelet-derived growth
factor (PDGF-B) and transforming growth
factor (TGF-b2) [11]. 

More recently, the ectopic production of
free bhCG in the absence of the alpha
subunit has also been noted in many
epithelial tumours [12-14]. In this context,
bhCG production is usually a sign of
aggressive disease and elevated levels of
bhCG are strongly associated with poor
prognosis [15,16]. This supports the
hypothesis for bhCG having autocrine and
paracrine growth factor qualities, which
promote the growth and invasion of
malignancy [17]. Initially it was thought
that bhCG exerted these effects through
increased cell proliferation but more
recent work by Butler et al in 2000 [18]
and Jankowska et al in 2008 [19] supports
the theory that bhCG actually promotes
cancer cell survival through inhibition of
cancer cell apoptosis.

However, the exact mechanisms
through which non-trophoblastic tumours
produce bhCG remain uncertain. One
possibility is that the pattern of

expression of the six genes that code for
bhCG is different in bladder carcinoma
compared to normal urothelium. In
particular, studies have demonstrated
differential upregulation of the beta 3, 5
and 8 genes in cancerous bladder cells
[20,21]. 

Expression and Excretion of ßhCG
HCG and/or its beta subunit are produced
at low levels by the epithelia of many
normal healthy tissues including,
intestinal, urinary, respiratory, pituitary,
testis and fallopian tubes.  In-vitro studies
by Iles et al. [22] showed that bhCG was
excreted by four out of five ‘normal’
urothelial cell lines when they sampled
their media.  Using this excretory theory,
urinary bhCG has been measured and
also shown to be elevated in patients with
bladder cancer. Although there were
serious problems with correcting for
dilution, it was possible to predict
survival in bladder cancer patients based
upon a raised urinary level [23]. 

The non-trophoblastic tissues above,
including the urinary tract, almost
exclusively express the bhCG encoded for
by the beta 7 gene [24]. In contrast, bhCG
expression in trophoblastic tissues is
secondary to the transcription of either
the beta 3, 5 or 8 gene [25]. This
difference may be critical in the
development of urothelial carcinoma.

Detectable bhCG in the serum of
bladder cancer patients has been well

documented; primarily in research
performed in the 80s and 90s.  Serum
concentrations of bhCG in patients with
bladder cancer have been shown to be
raised, but there is a wide variation in the
positivity observed. In 1994, Smith et al.
[26] performed a prospective study of 163
patients being managed cystoscopically
for disease across all stages and grades.
They found that 10% of the patients had
high levels of ßhCG but this had no
correlation with survival, stage or grade.  

In contrast, Dobrowlski [27] and Iles
[28] have both observed increased levels
of serum bhCG with increasing stage and
grade of the disease.  Here, Iles showed
that 2/64 patients with locally confined
bladder cancer had a raised bhCG
compared with 16/21 patients with
metastatic disease.   Similarly, a more
recent study by Venyo et al. [29] looked at
120 patients with bladder cancer being
treated cystoscopically and measured
their serum bhCG levels. They included
two control groups: group A consisting of
30 patients with benign conditions (none
of whom had raised bhCG levels), and
group B that consisted of 70 patients with
a history of TCC bladder but were
currently disease free cystoscopically (of
these only one had a raised bhCG).  In the
study group, 30% (36/120) of the patients
had a raised serum ßhCG, and the levels
increased through stage and grade, with
23% of superficial tumours and 47% of
muscle invasive tumours being associated
with a raised serum bhCG [29]. 

There are few studies looking at the
immuno-histological expression of bhCG
in bladder cancer and they show varying
rates of expression of between 11% and
38% [29,30]. When the groups are broken
down for stage and grade it becomes clear
that expression levels increase in the poor
prognosis groups. Studies show that
between 18-63% of muscle invasive
bladder cancer over-express bhCG
[30,31], and this can be as high as 100%
in metastatic disease [32]. One of these
studies by Martin et al. [31] showed an
over-expression rate of 29% in 100

Table 1: A summary of the results of previous research studying ßhCG expression in bladder cancer

T-stage % with positive serum bhCG % over-expressing bhCG immunohistochemically 

T0 10%33 30%34

T1 23-30%29,34,35 20-42%32,34,36

T2-4 27-65%29,31,33,34 25-63%31,32,34,36

Metastatic 20-76%33,37 100%32
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patients, but also that the over-expressing
tumours did not respond to radiotherapy. 

Discussion
Currently there are no recommended
biomarkers for use in the everyday clinical
management of patients with Bladder
Cancer. For such a common cancer, the
lack of targeted therapies is surprising.
The historical work summarised in this
mini-review demonstrates βhCG to be an
interesting marker with both potential
prognostic and therapeutic applications.  

There has been a lack of interest in

βhCG over the last decade but there are a
few exciting trials on the horizon. Perhaps
the most promising use of βhCG in
bladder cancer will be the result of an
ongoing clinical trial looking at an anti-
βhCG vaccine (CDX-1307) for treatment of
bladder cancer, as an adjunct to current
chemotherapy. In stage one of this trial
the vaccine was given to patients with
advanced and heavily pre-treated
epithelial cancers (including colorectal,
breast, pancreatic, and bladder) and it
was found that the vaccine induced
immune responses against βhCG even in

the presence of high circulating levels of
βhCG. There was also evidence of clinical
impact on tumour growth (nine patients
with stable disease for 2-18 months) [38].
Stage 2 clinical trials are now underway
where the vaccine is being given to newly
diagnosed, muscle invasive, βhCG-
expressing bladder cancer, amenable to
resection with curative intent [38]. 

It is not clear why the interest of the
1980s and 1990s waned but the authors
feel that βhCG is a biomarker that has
demonstrated potential and deserves
further interest and research.  n
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Sharing nursing
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Nurses against Bladder Cancer is running
its first forum in London on Friday 12th
October 2012 to help plan for the future.

There will be presentations from leading
experts on topics such as how to get the
most out of the MDT and how to
empower patients.
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for more information. 
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Ensuring patients are 
supported throughout 
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Urology Subgroup is mapping patient
pathways to ensure patients are adequately 
supported and followed up during and
after treatment.
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In recent years, a move toward endoscopic
surgery has occurred, one major advantage
being cosmetic. Gagner et al. [1] initially

described endoscopic parathyroidectomy in 1996,
which led to further development in the technique,
with minimally invasive video-assisted
thyroidectomy (MIVAT) being first described by
Husher et al. [2] in 1997, using a wall-lifter to
perform thyroid lobectomy with lower pressure
levels of CO2 insufflation. The technique eliminated
potential risks of CO2 insufflation of hypercapnia,
respiratory acidosis and subcutaneous emphysema
[2,3]. Miccoli [4] confirmed the suitability of MIVAT
by a 15-20mm transversal skin incision made 2cm
above the sternal notch. Use of a harmonic scalpel
has allowed cutting of tissues with simultaneous
haemostasis and helped technically challenging
thyroid surgery [5].

In the last decade, MIVAT has become more
widespread, with several surgeons in Europe and
Asia pioneering this technique. A number of
different approaches have been identified to perform
endoscopic thyroid, which include access through
the breast, axilla, combined axillo-breast and
central/lateral cervical neck approaches. The axillary
and the breast approaches work on the principle of
moving the scar away from the neck, but leaves an
elongated dissection area with potentially increased
scarring along its route, as well as an increased
operating time [6]. The lateral neck approach has
been used to address single-sided pathology for
hemi-thyroidectomy, and the central approach
allows for either or both sides of the thyroid gland to
be addressed. This review aims to identify the role of
MIVAT in neoplastic thyroid disease.

Surgical technique
This was originally described by Miccoli et al. [4].
The instruments used for MIVAT include surgical
tools with small diameter: a-traumatic spatulas,
spatula-shaped aspirator, forceps and scissors in
addition to the conventional ones. The primary
MIVAT tools are a 30-degree 5mm endoscope and a
14cm Harmonic Scalpel Scissors. Three surgeons are
required to perform the surgery.

The patient is placed with moderate neck
extended centrally placed in supine position. A

gasless video-assisted technique is carried out
through a 15mm midline incision. A high incision is
made between the cricoid and sternal notch (Figure
1). Endoscopic dissection of the upper pedicle is
carried out, with identification and preservation of
the external branch of the superior laryngeal nerve,
followed by endoscopic identification of the
recurrent laryngeal nerve (RLN) and parathyroid
glands (PG; see Figure 2). The lobe is then extracted
and resected through the incision, and the wound is
closed. A surgical drain is not usually required due
to the minimal blood loss. 

Discussion
Conventional neck surgery is considered an
excellent standard in thyroid surgery with well
established minimal complication rates and does
not require detailed patient selection [4,7]. There is
great scepticism about the advantages of MIVATS
over conventional thyroid surgery, but this are may
be unfounded as this technique is only offered to a
small number of patients that fulfil its strict
selection criteria. The indications and selection
criteria, as well as contraindications for the choice
of MIVATS in thyroid tumours, are given in Table 1
below.

There is increasing evidence with moderate to
large series of patients operated on using the
MIVATS technique described by Miccoli et al. [4],
which allows an effective comparison with the
traditional surgery described by Kocher [8,9]. 

The use of endoscopes gives surgical precision to
the technique of MIVATS through improved lighting
and magnification, resulting in an excellent view for
the surgeon of structures to dissect and preserve, in
particular the RLN and parathyroid glands. Limited
and controlled dissection within the neck with
hemostasis achieved in every step has led to a
significant reduction in post-operative pain
compared with conventional surgery [10]. The use
of surgical wound drains is usually not required,
making it suitable for day-case surgery. These
results suggest MIVATS is a potential economical
option with improved patient satisfaction. With
limited wound size, the resulting post-operative scar
is small (<3cm) and cosmetically preferred. The
size of the thyroid tissue to be removed is
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paramount, since there is no difference to conventional surgery in
the wound size and resulting cosmesis beyond 50ml [10].

Alvarado et al. [11] demonstrated in their series of cases that the
complication rates were comparable to conventional surgery. They
found the rate of post-operative hematoma formation and wound
infection was mush the same. The rate of permanent recurrent
laryngeal nerve injury was 0.4% for MIVATS and 0.3% for
conventional, which is not significantly different (p=0.7). The
series of patients reported by Terris et al. [9] showed temporary
hypocalcaemia in 8.1% of all total thyroidectomy done by this
method. No permanent hypocalcaemia was noted. With strict
patient selection criteria adopted for consideration of MIVATS (Table
1), the conversion rate would be small. Miccoli et al. [5] found a rate
of 4.5% in their series, mainly due to difficulty in dissection making
important structures such as the RLN difficult to identify, and also
due to hemorrhage. 

Although an argument regarding a ‘learning curve’ exists, Miccoli
et al. [4] have reduced operating time from 73.6 minutes to an
average of 47 minutes, comparable with conventional thyroid
surgery. It will be further reduced as the peak of the learning curve
is reached [9]. There are also significant economic implications in
using three surgeons for this procedure, one primary and two
assistants being required.

These factors would not make an attractive economic option in an
institute where the introduction of this technique would require
increased initial staffing and a smaller through-put in a theatre list. 

The case for malignancy being a contraindication for the use of
MIVATS has been argued. Lombardi et al. [12] found that there was

no additional risk of seeding with rupture of thyroid capsule than
conventional surgery.  Indeed, Miccoli et al. [4] found no clinical or
radiological evidence of metastatic or recurrent thyroid cancer in
their series. They did suggest central compartment dissection for
these patients through MIVATS, but this is time-consuming. It is
therefore thought to be a reasonable technique of choice for small
follicular lesions confirmed by FNAC. This is particularly relevant to
the young female patient who would prefer to have a minimal scar. 

Summary and conclusion
Advocates of MIVAT suggest that it gives comparable results to
conventional thyroid surgery, but with advantages of reduced
trauma, better post-operative course, early discharge and improved
cosmetic results. MIVATS does, however, show a learning curve with
operative time now being reduced.  Its use is also apparent in the
treatment of ‘low-risk’ malignancies. With the current trend in
increased day-case operating, it may well be that MIVAT will become
an economically viable option in a carefully selected group of
patients. Further studies comparing the experienced surgeon’s
surgical time in both MIVATS and conventional thyroid surgery
would be useful information. n

Table 1: Selection criteria for MIVATS suitable patients

Criteria for selection Contraindications for MIVAT

Total thyroid volume 25-50 ml Large thyroid volume over 50ml

Single nodule or small goitre Big goitre
(<7cm in cranio-caudal 
axis and <3.5cm in 
transverse diameter)

Small (max 2 cm) differentiated Previous neck radiation therapy:
carcinoma without local advanced cancer;
lymph node involvement lymph node metastasis;

medullary or undifferentiated 
carcinoma

Figure 2: Endoscopic view of the Recurrent Laryngeal Nerve (single arrow) and the
superior parathyroid (double arrow)

Figure 1: This shows the position and size of the scar.
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In September 2011, the United Nations held an
historic High-level Meeting on Non-
communicable Diseases (NCDs). This meeting

was only the second such health summit in the
history of the UN, and represented global recognition
of the growing burden of cancer and other NCDs. The
cancer community must now grasp this opportunity
to strengthen links between research, practice and
government policy—an essential chain for the control
of cancer and of NCDs, generally.  

We know from history that when researchers,
practitioners and policymakers join hands, major
improvements in cancer control are achieved. In the
United States, which recently marked the fortieth
anniversary of the National Cancer Act, there is
strong public interest and funding for cancer
programmes. Over the past 40 years, US cancer death
rates have fallen 18 percent and nearly 80 percent of
children with cancer can be cured [1]. Though
cervical cancer used to be the number one cancer
killer of women in the United States, over the past
three decades its incidence and mortality in the US
have declined approximately 50 percent [2]. 

Today, strong connections between research, practice
and policy have never been more important. National
policies are crucial, to support the research that realises
today’s scientific promise and sustaining a practice
environment that can deliver on that promise. The
united effort of a diverse community – researchers,
physicians, patients and politicians – culminated in the
formation of the National Cancer Act, which made
possible many of the gains noted above. The same kind
of energy is needed across the global community if we
are to meet the challenges articulated so clearly at the
historic United Nations High-level Meeting.  

Research is the foundation upon which the global
response to cancer rests. Today practitioners have a
better understanding of the behaviour of cancer cells
at the molecular and genetic levels. Over the past
decade, the discovery of several molecular and
genetic abnormalities unique to cancer cells has led
to the development of novel therapies that are less
toxic and more effective. Unique variations of gene
mutations help separate the more aggressive tumours
from those that are less aggressive, enabling
physicians to individualise treatment based on
genetic and molecular characteristics of a particular
patient. Research has also revealed how solid
tumours such as breast cancer and lung cancer are in
fact extremely heterogeneous families of malignant
neoplasms, with profound implications for the
management of these diseases. 

The exploding knowledge about cancer biology
can help target resources to their most effective use,
improve quality of life and return patients to
productive lives. It has been estimated that reducing
the mortality rate of cancer by 20% would be worth
$10 trillion (US) in economic value- more than one
year's gross domestic product (GDP). And
eliminating deaths from cancer would be worth about

$47 trillion [3]. This should be an important
consideration for national leaders everywhere.

Realising the benefit of scientific advances in cancer
treatment depends on delivery of evidence-based high
quality care. In addition, the medical, social and
economic costs of inconsistent, fragmented care are
well documented. Use of clinical practice guidelines
and similar tools offers a successful model for assuring
consistent application of what we know works. The
worldwide cancer community has multidisciplinary
bodies such as ASCO, the European Society for
Medical Oncology (ESMO), the National
Comprehensive Cancer Network (NCCN) and many
others that inform medical opinion and practice, and
help prioritise interventions in National Cancer Control
Plans (NCCPs). The Breast Health Global Initiative
builds upon this model, aiming to develop
economically feasible, culturally appropriate
guidelines for breast health and cancer control in low-
and middle-income countries. More approaches like
this are needed for regions with limited resources and
a growing cancer burden. In addition to clinical
guidance tools, quality measurement programmes can
offer insight about how care is delivered, how
resources are deployed and how patients navigate their
cancer experience. ASCO’s Quality Oncology Practice
Initiative (QOPI) offers one model for improving
oncology practice quality through the analysis of
clinical data against evidence-based quality indicators.
By consistently delivering high quality, evidence-based
care, oncology professionals can assure the most
effective deployment of national resources.

National cancer control plans (NCCPs) offer a way to
forge the vital link between research, practice and
policy. NCCPs play a central role in guiding national
cancer control efforts, as they promote the
implementation of evidence-based strategies for
prevention, early detection, diagnosis, treatment, and
palliation [4]. Such plans rely on cancer research that
identifies effective interventions and strategies, and on
population-based cancer registries that inform policy
and programme development, monitoring and
evaluation of policies and programmes, and future
research priorities [5]. 

Still, there are clear breaks in the research-practice-
policy chain. Not all countries have developed and
implemented NCCPs. Government-sponsored cancer
research is under threat from global financial
pressures and domestic fiscal constraints. And as one
of the more noteworthy examples, though we have
known for decades that tobacco is the leading cause
of preventable cancer death, we have not yet seen
universal ratification of the Framework Convention
for Tobacco Control. Regretfully, the United States
remains one of the outliers. 

Putting research into policy is a complex process,
perhaps more so than putting research into practice.
As a community we need to ask ourselves how we
can be more effective in communicating research and
its implications to policy-makers. This may mean
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being more aware of factors that
influence the political dialogue,
understanding the interactions of key
stakeholders, and fostering closer
collaboration between researchers
and practitioners in the policy realm.
This approach seems to have
improved the discovery-to-delivery
gap in primary care [6-7]. Moreover, a
transdisciplinary approach to linking
research to practice and policy, taking
sociocultural, environmental and
physiological factors into account
may be necessary [8]. Lastly, the
cancer community must work to
advance implementation research
that provides the evidence base for
cost-effectiveness analysis. It is often
economics that has the greatest
influence on political opinion. 

Translating evidence into clear
recommendations for policy makers
is a skill in which we need to excel
for the benefit of cancer patients. The
World Cancer Congress will provide a
unique platform, and one of the few
opportunities, for researchers,
clinicians and policy makers to
interact (see box). We encourage all
to seize opportunities like the
Congress and other national fora to
put research into practice – and both
into policy.  n
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World Cancer Congress: 

UICC and its hosts Fondation québécoise du cancer, McGill University
and Université de Montréal; are pleased to announce that the next
UICC World Cancer Congress will take place from the 27-30 August
2012 at the Palais des Congrès Montréal, Canada.
Held every two years, the Congress represents a unique and ideal
platform for the international cancer control community to meet,
discuss, share, learn and connect in order to find solutions to reduce
the impact of cancer on communities around the world. With this in
mind the theme for the for the 2012 congress is "Connecting for
Global Impact" and highlights the need for continued support and
momentum in translating the benefits of knowledge gained through
research and practice to those living with and affected by cancer.

To learn more and register visit:
www.worldcancercongress.org/
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Randomised Phase III Study
Comparing Paclitaxel-Bleomycin,
Etoposide, and Cisplatin (BEP) to
Standard BEP in Intermediate
Prognosis Germ-Cell Cancer:
Intergroup Study EORTC 30983      
For many years now the standard of care for adjuvant
therapy in patients with intermediate or poor prognosis
germ cell tumour has been BEP chemotherapy, with
cure rates in the region of 70-80%. This ambitious study
looked at the addition of paclitaxel chemotherapy with
G-CSF support to adjuvant therapy to improve cure
rates in patients with intermediate risk tumours. The
study ran for 11 years and recruited 337 patients across
Europe and Russia. The trial closed to recruitment early,
with the statistical aim to recruit 498 patients. 13
patients were ineligible. The results of the study
demonstrate an improvement in PFS at 3 years (79% vs
71%) in favour of T-BEP but this was not statistically
significant. There was no difference in OS. The trial
failed to demonstrate superior efficacy for T-BEP vs BEP.
However T-BEP with G-CSF support was well tolerated.
On the face of it this is a negative study and hence the
standard of care for adjuvant therapy of intermediate
risk germ cell tumours remains BEP chemotherapy.
However there is a bigger lesson to learn here. This is a
study looking for a small increment in survival in a
group of patients who already have good survival. It is
also looking at a very small subgroup (only
approximately 5-10% of germ-cell tumours are
intermediate risk) of a rare tumour. Hence it is not
surprising that the trial took longer than expected to
recruit, and the intension to treat analysis is
contaminated by ineligible patients. This publication
supports the continued use of BEP as adjuvant therapy
in this small group of patients but it also questions the
rationale of running large randomised controlled trials
in such small patient subgroups, whilst looking for small
treatment effects. – SG 
Randomised Phase III Study Comparing
Paclitaxel-Bleomycin, Etoposide, and Cisplatin
(BEP) to Standard BEP in Intermediate Prognosis
Germ-Cell Cancer: Intergroup Study EORTC
30983.
De Wit R, Skoneczna I, Daugaard G, Dr Santis M,
Garin A, Aass N, Witjes AJ, Albers P, White JD,
Germa-Lluch JR, Marreaud S & Collette L.
J Clin Oncol
2012; March 30(8):792-9.
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Conference News
Are you organising an annual meeting or conference which you would like to tell our readers about? Or would you like to
write a report on a meeting or conference of particular interest? If so, contact Patricia McDonnell at Oncology News on 
T/F: +44 (0)288 289 7023, E: patricia@oncologynews.biz

‘Collaborating to conquer cancer’ was the theme for this year’s
American Society of Clinical Oncology (ASCO) annual meeting in
Chicago, attended by more than 30,000 oncology specialists and
researchers from around the world. Major developments were
reported with new agents targeting specific abnormalities in a
range of cancers and with established agents refining their use to
optimise outcomes for patients.

Malignant melanoma continued to feature much higher on the
ASCO agenda than in the past. Results from an early-stage study
showed that the investigational immune therapy drug BMS-936558
achieved tumour shrinkage in up to one in four patients with
advanced melanoma, as well as in those with renal and non-small
cell lung cancers. The monoclonal antibody targets a key pathway in
T-cells called PD-1 (programmed-death 1), which inhibits the body’s
immune response to cancer. Blocking this pathway reactivates the
body’s immune system to fight tumour cells.

The phase I study included 296 patients with melanoma,
colorectal, NSCLC, prostate and renal cancer that had progressed
on standard therapies. They were treated with the new PD-1
blocker at doses of 0.1 to 10.0mg/kg IV every two weeks. Results
showed response rates of 28% in melanoma, 27% in renal cancer
and 18% in NSCLC. Many patients responded for 12 months or
longer. A sub-analysis of the data showed that a potential
biomarker PD-L1 could help predict tumours likely to respond to
BMS-936558 (Topalian SL et al. ASCO 2012 abstract CRA2509).

Further studies in malignant melanoma with BRAF mutations
(which occurs in about half of cases of this type of cancer) showed
promising responses to a new MEK inhibitor trametinib, with a
55% reduction in the risk of progression (4.8 months vs 1.5
months with chemotherapy alone). A phase III study with the
BRAF-targeted drug dabrafenib showed a 70% reduction in risk of
progression compared to chemotherapy. A further study is now
planned using both agents in combination.

The potential for improving outcomes in women with HER-2
positive locally advanced or metastatic breast cancer was
demonstrated in the phase 3 EMILIA trial with T-DM1, a novel
antibody-drug conjugate that consists of the antibody trastuzumab

(Herceptin) linked to the cytotoxic drug emtansine (DM1). The
study randomised nearly 1000 women to T-DM1 or capecitabine
plus lapatinib every three weeks. Results showed significant and
clinically meaningful improvement in progression-free survival with
the new agent (median PFS 9.6 months vs 6.4 months). After two
years, 65.4% of the T-DM1 patients were alive, compared to 47.5%
of the comparator group (Blackwell KL et al; ASCO abstract LBA1).

“The drug worked. It was significantly better than a very
effective approved therapy for HER2 overexpressing metastatic
breast cancer,” said Kimberly Blackwell, professor of medicine and
assistant professor of radiation oncology at Duke Cancer Institute
at Duke University, USA. “As a clinician who takes care of a lot of
breast cancer patients, I’m pleased that this drug has very little
dose-limiting toxicity.”

Results from the AIO KRK0104 trial in which patients with
metastatic colorectal cancer were randomised to the EGFR
inhibitor cetuximab (Erbitux) plus oxaliplatin (CAPOX) or irinotecan
(CAPIRI) as first-line treatment revealed that early tumour
shrinkage was associated with prolonged survival. A total of 121
patients were evaluated for early tumour shrinkage (defined as a
relative change of 20% or more in the sum of the longest
diameters of target lesions) at six weeks. Results showed that just
over half (63 patients) had early tumour shrinkage.

Early tumour shrinkage correlated with prolonged progression
free survival (8.9 vs 4.7 months, hazard ratio 0.37, p<0.001) and
overall survival (31.6 vs 15.8 months, HR 0.48, p=0.005). Further
results showed that early tumour shrinkage was also associated
with cetuximab-induced skin toxicity (p=0.002) and the authors,
led by Dominik Modest from the Klinikum Grosshadern and
Comprehensive Cancer Center, LMU Munich, Germany, suggested
that both parameters could be used as post-randomisation
surrogate markers of favourable outcome. (Modest, DP et al; ASCO
2012 abstract 3588).

A further study reported at ASCO found that patients with KRAS
wild type colorectal cancer metastases not limited to the liver (non-
LLD) gained greater benefit in overall survival from adding
cetuximab to chemotherapy than those with liver limited disease
(LLD).  A pooled analysis of the CRYSTAL and OPUS studies showed

American Society of Clinical Oncology annual meeting   
Date: 1-5 June, 2012 Venue: Chicago, USA.

Prof Blackwell
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that overall survival was increased by 24% with cetuximab in non-
LLD (median OS 22.0 vs 17.3 mo; HR 0.76, p=0.0023) compared
to 19% in LLD (HR 0.81, p=0.25). “The finding strengthens the
value of cetuximab in palliative treatment in addition to its already
established role in the first-line treatment of KRAS wild-type

mCRC,” suggested lead author Claus-Henning Köhne (Onkologie
Klinikum Oldenburg, Germany). He added that early tumour
shrinkage facilitates potentially curative resection. (Kohne C-H et
al; ASCO 2012 abstract 3562)

Routine molecular testing of NSCLC is feasible in community
hospitals, according to a multicentre study from Germany. Analysis of
more than 1000 lung tumour samples obtained during biopsies from
community hospitals found that 40% had genetic mutations that
could be targeted with available therapies, with KRAS mutations in
32% of samples, EGFR mutations in 13% and ALK translocations in
3%. “Several of the most effective drugs to treat advanced non-small
cell lung cancer today are only effective in patients whose tumours
have specific molecular biomarkers,” said lead author Thomas
Zander, from the University Hospital, Cologne. “Our research shows
that state-of-the-art personalised medicine is possibly in community
hospitals, and not just in advanced academic medical centres.”
(Zander T et al; ASCO 2012 abstract CRA10529). n

Susan Mayor PhD
Medical Journalist.

Prof Köhne

This meeting was hosted by the British Association of Head
and Neck Oncology in partnership with British Society of
Maxillofacial Surgery. The meeting lasted for two days and

was usual combination of high standard research presentations
and gathering of all renowned Head & Neck surgical and medical
oncologists from UK. The theme of the meeting was Head & Neck
Histopathology external quality assurance. The Blair Hesketh
lecture for 2012 was given by Dr David Sidransky, from the John
Hopkins Baltimore, USA. This was an outstanding presentation on
molecular biology of head & neck cancer.  

There were two, free papers sessions. We had sixteen papers
accepted. The quality of the papers was very good. We also had an
excellent poster presentation. Two out of sixty posters were
selected for the best prize.  

For the debate section, the council invited four imminent

consultants – for the motion: Eddie Odell, Kevin Harrington,
against the motion: David Mitchell and Terry Jones. The
proposition was: This house believes that use of molecular
biomarker for P16 and HPB to deliver personalised treatment of
head and neck cancer, should be the standard of care within
National Health Service.

The debate was entertaining and very informative. Everybody
seems to have enjoyed the whole meeting. The venue, from quality
of food and the high standard of presentation resulted in an
outstanding day. I would highly recommend this annual meeting
to any budding Head and Neck Oncologist. n

Mr Mriganka De,
Consultant ENT Head & Neck /Thyroid Surgeon,

Derby Hospital, UK.

British Association of Head and Neck Oncology 
Annual Scientific Meeting   
Date: 26-27 April, 2012 Venue: London, UK.

We have put together an exciting line up of international
and UK-based speakers to spark interest and debate in
gynaecological cancer research. One of our aims is to

enhance collaboration between scientists and medics working in
this field. To this end, we are running a session that will focus
entirely on grant writing and funding, which will allow delegates
to forge new collaborations and projects. We will also be offering
a poster prize and an opportunity for postdoctoral researchers and
PhD students to give an oral presentation of their work.

The evening entertainment on 11th October (included in the
conference fee) will include tapas, sangria and live music, and is
set in the heart of Derby’s Cathedral Quarter. 

Confirmed speakers include Prof Simon Gayther (USC), Dr James

Brenton (Cambridge), Dr Ian Spendlove (Nottingham) and Dr
Dawn-Marie Walker (Research Design Service). n

For further information, to submit an abstract and
to register, please follow the link below:

http://www.derby.ac.uk/gynaecologicalcancer
We hope that you can join us for a lively and

informative conference!

Mr Anish Bali, Senior Consultant Gynaecological Oncology
Surgeon (Royal Derby Hospital)

Dr Heidi Sowter, Senior Lecturer (University of Derby).

Gynaecological Cancer Care Conference: Translational research,
clinical approaches and survivorship   
Date: 11-12 October, 2012 Venue: Derby, UK. PREVIEW
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SIOP 2012 – 44th Congress of the International 
Society of Paediatric Oncology
Date: 5-8 October, 2012.  Venue: London, UK.

After the excitement of the Queen’s Diamond Jubilee celebrations
and the Olympic and Paralympic Games, London will once again

be the focus of the world’s attention. Two thousand children’s cancer
specialists, representing every continent, will be converging on the
Barbican Centre in the heart of the City of London to network and
share knowledge on the research and treatment of all cancer types,
including leukaemia and brain tumours, in children and young people.  

As the largest paediatric cancer meeting in the world, the SIOP
Congress returns to provide a highly interactive platform for nurses,
parents, survivors, clinicians, allied health professions, scientists and
industry to network and share knowledge on the research and
treatment of all cancer types in children and young people.    

Paediatric oncologists are early adopters of new technology and
keenly interested in advances in this key aspect of their professional
work. Symposia focused on technologies which hold the promise for
more effective work practices and better patient outcomes are an
attractive part of the Congress.

In addition to plenary sessions, which are open to all delegates, there
will be associated meetings for paediatric surgeons, radiation
specialists, haematologists and specialist nurses involved in both
hospital and community based stages of the cancer pathway.  

Highlights include: 
Meet the Experts Sessions
• Bio Informatics as Applied to Childhood Cancer – A Beginner’s Guide
• Low Grade Gliomas of Childhood
• Multidisciplinary Team Meeting – Bone Sarcomas
• Fatigue

• Reduced Intensity Conditioning for Childhood Leukaemia
• Controversies in Neuroblastoma

Keynote Lectures
• Comparative Cancer Registry Research to Improve Outcomes
• Predictive Biomarkers for Stratified Medicine with Targeted Therapies

in Cancer
• Health Communication and Survivorship
• Delivering Improvements in Cancer Services
• The importance of Radical Surgery as Treatment Element in Advance

Paediatric Solid Tumours
• Implementing Clinical Trials in Low Income Countries
• Role of Non-coding RNAs in Childhood Cancer
• Optimising Radiotherapy in Medulloblastoma

Symposia
• Personalised Medicine 
• Genetic Susceptibility to Childhood Cancer – What can we Learn

from Interrogating the Genome?
• Communication and Decision-Making in Children and Families
• Extra Cranial Germ Cell Tumours

• Cancer Stem Cells in Childhood Cancer n

Join us in London, 5-8 October 2012, 
to mark the next SIOP milestone towards 
ultimately combating cancer in children.

www.siop2012.org

European Conference on Interventional Oncology
Date: 4 May, 2012.  Venue: Vienna, Austria.

This year’s European Conference on Interventional Oncology (ECIO
2012) had many scientific gems to offer. The congress opened with

a look at cutting-edge research, in Image-guided tumour ablation:
technological advances. New ablation methods such as focused
ultrasound, microwave ablation and irreversible electroporation were
discussed, and the session also examined whether in light of these new
data, the “gold-standard” therapy, radiofrequency ablation, is still a
viable and effective treatment option.

A CURATIVE ROLE IN HCC
The second day of the congress opened with what was to prove the
most popular session of the congress: Curative treatments for HCC.
Data to support the use of IR in managing HCC has long existed, but
exciting new data is being forwarded that suggests a curative role.

POLITICS AND PARTNERSHIP
This year’s honorary lecture, Treating cancer in the transparent patient,
was delivered by Prof Andreas Adam. The lecture dealt largely with the
clinical and political aspects of interventional oncology, and Prof Adam
argued that in order to deliver robust and effective treatment safely,
interventional oncology (and interventional radiology generally) must
remain anchored within the radiology department, as well as
developing their natural partnership with radiation oncologists further.

In the true sense of partnership, ECIO was proud to give the stage to
renowned radiation oncologist and guest speaker, Dr Lizbeth Kenny. Dr
Kenny presented on the importance of interdisciplinary collaboration
for the benefit of the cancer patient, during the session debut Training

in Interventional Oncology: beyond technology. The culminating expert
debate dealt with the question, “is it time to create a curriculum in
interventional oncology?”– a topic and format likely to feature in the
future.

SCIENTIFIC DISCOVERY
Advances were further explored in Image-guided therapies: new clinical
applications, which examined expanding the use established
interventional therapies for liver, lung and kidney to treat further organ
groups, such as the pancreas, adrenal glands and prostate.

Drug delivery in interventional oncology gave a fascinating
introduction to the most dynamic area of oncology – local delivery of
targeted drugs. IR plays a central role in accurately deploying the gene-
therapies, thermally activated liposomes and modified viruses that
herald the future of cancer treatment.

These lectures and others will soon be available for viewing on

www.esir.org n

For further information visit: www.ecio2012.org
Mark your 2013 calendars for Budapest, June 19-22!

PREVIEW
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Book Reviews

Handbook of evidence based radiation oncology – 2nd edition   
Editors: Eric Hansen and Mack Roach, Published by: Springer, ISBN: 978-0-387-92987-3, Price: £44.99.

This book developed out of a need for a ref-
erence text for doctors, fellows and stu-
dents of radiation oncology. The list of con-

tributors is large, and the book is edited by Eric
Hansen and Mack Roach. The aim of this book
remains as a practical, quick reference guide. The
size of the handbook is substantial; 786 pages.
Chapters have been revised and include the latest
key studies and radiotherapy techniques.

This edition contains some colour photographs.
Three new chapters have been added; manage-
ment of the neck, unknown primary of the head
and neck, urethral cancer and clinical radiobiology
and physics.

The book is divided into 12 parts, of tumour sites. Within each
chapter, the demographics, aetiology, incidence and natural histo-
ry are listed by bullet points. The required investigations, the stag-
ing systems are tabulated. The staging systems used, are those of
the 2010 AJCC and FIGO systems. Treatment recommendations are
listed by bullet points in a coloured box. Radiation techniques,
including simulation and field design are listed, in an easy to read
format. The dose prescription, dose limitation, complications and
follow-up are provided. Chapter 13. Management of the neck, and
unknown primary of the head and neck. This new chapter,
describes the levels of the neck, illustrated by scans, provides a

table of risk of lymph node involvement by site and
treatment recommendations for management of the
neck. UKP of the head and neck is well covered, except
more could be written about complications of treat-
ment. Chapter 17. Breast cancer is well written. It
describes the epidemiology, genetics, anatomy, screen-
ing, diagnostics, studies and pathology. Treatment rec-
ommendations; surgery systemic therapy, are discussed
in detail with evidence provided in boxes. Advanced
invasive breast disease is well covered. A lot of trial evi-
dence, meta-analyses and studies are provided.
Radiotherapy planning details are given along with USA
dose prescriptions.   

The text is well supported by evidence based
medicine throughout. The reader is supplied with comprehensive
data from international studies. References are listed with further
reading at the end of each chapter. The appendices contain infor-
mation on; performance status scales, commonly prescribed drugs
and details on intravascular contrast safety.

In conclusion, I would recommend this handbook, especially to
the trainee radiation oncologist, as it contains essential information
on the major tumour sites along with the supporting evidence. n

Reviewed by Dr Karin Baria,
Consultant Oncologist, Lincoln County Hospital, UK.

Tumor Hypoxia in the Clinical Setting   
Editors: Sergej Osinsky, Helmut Friess and Peter Vaupel, Published by: Akademperiodyka, National Academy of Sciences of Ukraine. ISBN: 978-966-360-169-4,
Price: free of charge. It is explained by the following circumstances: Publication was made possible by a State contract promoting the production of scientific
printed materials. The book was published in the framework of the Project “Ukrainian scientific book in a foreign language”.

This weighty book deals comprehensively with
the subject of palliative care and is aimed pri-
marily at nurses working in that area.  This is

the third edition and as well as general updating, sev-
eral new chapters have been added.  The editors and
most of the authors are nurses, mostly in senior clini-
cal or research positions, with a few contributions
from medics and allied health professionals.  

The aim of this book was to write a Ukrainian sci-
entific text in a foreign language. This is the first edi-
tion, it is edited by Sergej Osinsky, Helmut Friess and
Peter Vaupel, the list of contributors is large. It is ded-
icated to the 50th Anniversary of the RE Kavestsky
Institute of Experimental Pathology, Oncology and
Radiobiology of the National Academy of Sciences of the Ukraine.
It is a well  written, scientific, specialist  text. The book is relevant
to those studying radiobiology or working in research institutions.
It is supported, heavily by references  throughout, frequent use of
tables, diagrams and graphs. There are also 8 colour plates.

This book considers the data from numerous pathophysiological
studies of human tumours, in particular concerning the pathogen-
esis of tumour hypoxia and the molecular basis of its impact on
tumour aggressiveness. Attention has been given to the relevance
of tumour hypoxia for the diagnosis and treatment, as well as the
prognosis of disease outcome. Tumour response to treatment and

approaches to enhance its efficacy are considered,
with special emphasis on the role played by intra-
mural hypoxia. The link between the molecular
mechanisms of malignant growth and the patho-
physiological characteristics of neoplasm, are dis-
cussed using the example of human tumours.

The conclusions are that, hypoxia plays a central
role in metabolic adaptation and in the develop-
ment of malignant progression. Hypoxia is present
in most human tumours, it confers a poorer prog-
nosis by aiding the development of tumour resis-
tance to irradiation, some cytotoxic drugs and
immunotherapeutic agents. It summarises that
tumour hypoxia is an important feature of malig-

nant   tumours, that maybe exploited to improve the diagnosis and
therapy of cancers. It is hoped that tumour hypoxia may help to
select patients for personalised therapy, so hopefully improving
cancer outcomes.

In summary, this is a well written text and provides the reader
with an exhaustive review of the scientific  literature. This book is
suitable for radiobiologists and for the interested clinician, and
assumes prior knowledge of the subject. n

Reviewed by Dr Karin Baria, Consultant Clinical Oncologist
Lincoln County Hospital, UK.
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Oxford American Mini-Handbook of Haematologic Malignancies   
Editor: Gary H Lyman, Published by: Oxford University Press Inc, ISBN: 978-0-19-539061-2, Price: £11.99.

TThis is a slim (141 pages, including short
Index), pocket-sized book that aims to provide
an overview of current haemato-oncology

practice. In total, nineteen contributors are acknowl-
edged, the majority of whom are based at the Duke
University Medical Centre, Durham, North Carolina.
Given the book's modest number of pages, and the
pace of clinical developments / new scientific discov-
eries in haemato-oncology, the information presented
is surprisingly detailed and up-to-date.

The first three chapters deal with oncogenesis and
tumour biology, Chapter 2 providing a helpful sum-
mary table of many oncogenes associated with
haematological malignancies. Each of the ten follow-
ing chapters deal with a distinct haemato-oncological entity,
namely: the acute and chronic leukaemias, myelodysplasia, multi-
ple myeloma, Hodgkin's and non-Hodgkin's lymphoma. The penul-
timate chapter provides an overview of haemopoietic stem cell
transplantation, whilst the final chapter summaries the expanding

area of targeted therapies with detailed reference to
tyrosine kinase inhibitors, proteasome inhibitors,
HDAC inhibitors, arsenic trioxide and monoclonal
antibodies.

Overall, this book provides the core knowledge of
haemato-oncology that would be required at the
American equivalent of the UK FY2 level.
Unfortunately, for a Britain-based readership, inci-
dence quoted in terms of new cases per year in the
USA, and drugs with FDA approval, are less useful.
Nevertheless, the majority of the data presented
translate well into British practice and would form a
good reference text alongside induction training in
Haemato-Oncology. n

Reviewed by Richard Murrin, 
Consultant Haematologist

Sandwell and West Birmingham 
Hospitals NHS Trust, UK.

Oxford Textbook of Palliative Nursing; 3rd Edition   
Editors: BR Ferrell, N Coyle, Published by: Oxford University Press, ISBN: 978-0-19-539134-3, Price: £80.00.

This weighty book deals comprehensively
with the subject of palliative care and is
aimed primarily at nurses working in that

area.  This is the third edition and as well as gen-
eral updating, several new chapters have been
added.  The editors and most of the authors are
nurses, mostly in senior clinical or research posi-
tions, with a few contributions from medics and
allied health professionals.  

The book is divided into ten parts, each com-
prising several chapters.  The ten overarching top-
ics are: general principles of palliative care, symp-
tom assessment and management, psychosocial
support, spiritual care, special patient popula-
tions, end-of-life across [different clinical and social] settings, pal-
liative care in children, special issues for the nurse in end-of-life
care, international models of palliative care and a conclusion. 

The subject matter is wide-ranging, covering broad ethical and
clinical principles many of which are illustrated by short case histo-
ries.  Specific symptom management is extensively covered over 28
chapters in Part II of the book.  Along with the standard topics,
such as pain, nausea and vomiting and dyspnoea, are chapters on
neurological disturbance, lymphoedema management, skin disor-
ders and sexuality.  One chapter also looks at emergency palliative
care situations.  For each clinical situation, both the medical and
nursing management are given but throughout there is also an
emphasis on education, communication and psychological support
of patients and carers.

Section VIII, addresses topics specific to nurses working in this
speciality, with chapters on advanced nursing practice, nurse edu-
cation and research and the experience of being a nurse in pallia-
tive care.  

Part IX contains ten chapters on palliative care
around the world, the authors being practitioners
from other countries, including one on palliative care
in conflict situations written by a doctor caring for
both Israeli and Palestinian patients in Jerusalem.
Otherwise, the book is written by practitioners from
the United States of America and therefore refers only
to that country’s healthcare system, with several ref-
erences to Medicare and other insurance schemes.
Some of the drug nomenclature and drugs used are
different, a notable example being the lack of avail-
ability of diamorphine for palliative care in the USA.
However, the majority of the principles discussed
apply to palliative care in any setting. 

The text is fully referenced at the end of each chapter and the
index is well organised and detailed.  There is a single appendix
containing the ‘Palliative Care Resource List’, comprising lists of rel-
evant (albeit largely USA-based) journals, organisations and guide-
lines.  A list of websites references the position statements of
Nursing Associations and Societies on a variety of subjects such as
the use of complementary therapies in palliative care and assisted
suicide.  

Overall this book has much to offer not only nurses, but all mem-
bers of the multidisciplinary team.  At around £80, the book rep-
resents a fairly large financial outlay for an individual but would be
a valuable addition not just for the palliative care team office but
also as a reference tool for any health professionals dealing with
patients at the end of life. n

Reviewed by Kathleen Mais, 
Nurse Clinician in Head & Neck Oncology at 

The Christie NHS Foundation Trust, Manchester, UK.  
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BTOG Secretariat
Dawn Mckinley, Operational Manager, British Thoracic Oncology Group (BTOG)

Glenfield Hospital,  Leicester  LE3 9QP  England
Tel:  00 44 116 2502811  •  Fax:  00 44 116 2502810

Email:  dawn.mckinley@uhl-tr.nhs.uk

BTOG 2013 Information is available on the website:  

www.BTOG.org 

IMPORTANT DATES 

Poster Abstract Submission Opens Online 1st September 2012 
Registration Opens Online    1st September 2012 
Hotel Booking Opens    1st September 2012 
Poster Abstract Submission Deadline  31st October 2012 

BTOG aims to improve the care of patients with thoracic malignancies through 
multidisciplinary education and encouraging the development of clinical and scientific research. 

BTOG 2013
11th Annual BTOG Conference 2013

Wednesday 23rd January 2013 to Fri 25th January 2013
The Burlington Hotel,  Dublin, Ireland

Pictured at BTOG 2012, Prof Ken O'Byrne, BTOG President  
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Courses & Conferences

BACR Special Conference, Chasing
Cancer Stem-like Cells 

Old Swan Hotel in Harrogate, North Yorkshire
12-14 September 2012

During this international meeting we will examine the current scientific evidence
for and against the existence of cancer stem-like cells, and explore how the cancer
stem cell theory challenges the clonal evolution model of cancer. How the
identification and characterisation of cancer stem-like cells provides novel
opportunities to selectively target cells that are responsible for treatment failure
and relapse, with the anticipated development of more effective therapeutic
strategies, will be examined. Through the meeting we want to facilitate discussion
and debate on the identify and potential relevance of putative cancer stem-cell
like cells in the cancer field. 

Development of Cancer Medicines: 
Preclinical in vivo models to interrogate 

cancer biology, biomarkers and therapeutic
response – Joint BACR/Oncology Section,

Royal Society of Medicine

Royal Society of Medicine, London
29 November 2012

What are the latest advances in preclinical in vivo modelling? 

How can models be used to reveal cancer targets, develop clinically translatable
biomarkers or assess therapeutic response meaningfully?

The main purpose of this event is to bring together experts in the field of modelling
cancer biology in vivo, to hear about and discuss recent advances in the use of
such models to inform target identification, therapeutic testing and biomarker
development.

In covering basic and translational science, the meeting will be of wide interest to
preclinical scientists and clinicians, from academia or industry. This interactive day
will provide a unique opportunity to share experiences and perspectives, through
a series of invited talks, a poster session, short poster-discussion presentations and
a round-table debate.

For further information visit: www.bacr.org.uk

6th National Gastro Conference

Recent Advances 
in Gastrointestinal 

Cancer
Hallam Conference Centre, London

27th & 28th September 2012

Organised by

To book your place: 
 Call Jackie on +44(0)20 7501 6762
 www.mahealthcareevents.co.uk/gastro2012

Recent Advances 

DISCOUNTED 
RATE 

AVAILABLE 

UNTIL 30TH 
JULY

Professor Janusz Jankowsk

Dr Bhuey Sharma

Dr Yeng Ang

Professor Hugh Barr

Dr Peter Watson

Mr Stephen Attwood

Dr John de Caestecker

Dr Laurence Lovat

Professor Donald McMillan

Dr Matthew Banks

Dr Gary Middleton

Dr Sheela Rao

Professor George Hanna

Mr Austin Obichere

Dr James Wheeler

SPEAKERS INCLUDE:

Study Day Programme 2012

10 July Tracheostomy Care Study Day
www.royalmarsden.nhs.uk/tracheostomy

12 July Molecular Pathology and Targeted Treatments for 
Breast and Ovarian Cancer 
www.royalmarsden.nhs.uk/molecularpathology

13 Sept Teenagers and Young Adults Oncology Palliative Care 
Study Day
www.royalmarsden.nhs.uk/paedpalliative

04 Oct Advances in Neuro-Oncology Study Day
www.royalmarsden.nhs.uk/neuroadvances

10 Oct Innovations in Cancer Research  
www.royalmarsden.nhs.uk/researchadvances

17 Oct The Royal Marsden Palliative Care Update
www.royalmarsden.nhs.uk/palliativeupdate

07 Nov Gynaecological Cancers Study Day
www.royalmarsden.nhs.uk/gynaestudy

12 Nov Management issues in Haematological Disorders of 
Children and Adults 
www.royalmarsden.nhs.uk/haemmanagement

20 Nov Non-Medical Prescribing Study Day
www.royalmarsden.nhs.uk/nonmedicalprescribing

21 Nov Nutrition and the Cancer Patient
www.royalmarsden.nhs.uk/nutrition

29 Nov Molecular Mechanisms of Targeted Cancer 
Treatments
www.royalmarsden.nhs.uk/molecular

03 Dec Melanoma Study Day
www.royalmarsden.nhs.uk/melanoma 

04 Dec Targeted Treatments for Haematological Cancers 
www.royalmarsden.nhs.uk/targetedtreatment

Medical Conference Programme 2012

26 Jul Coordinate My Care – A training day for doctors, 
nurses, commissioners, and other healthcare 
professionals
www.royalmarsden.nhs.uk/coordinate

14 Sep The Fifth Annual Royal Marsden Breast Cancer 
Meeting: Hot Topics in Breast Cancer 
www.royalmarsden.nhs.uk/breastmeeting

02 Oct Anaesthesia for Major Surgery – what’s new? 
www.royalmarsden.nhs.uk/anaesthesia

02 Nov The Fifth Royal Marsden Pain and Opioid Conference
www.royalmarsden.nhs.uk/painconference

16 Nov The Fourth Annual Royal Marsden Head and Neck 
Conference: “Head and Neck Cancer – what to do 
when it all goes wrong”
www.royalmarsden.nhs.uk/headandneckconference

For further information please email:
conferencecentre@rmh.nhs.uk • Tel: 020 7808 2921 

or visit www.royalmarsden.nhs.uk/conferences
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Courses & Conferences

The NCRI Cancer Conference is the 
leading international cancer research 
meeting in the UK and delivers a 
pioneering programme showcasing 

high quality data and a multidisciplinary 
approach to cancer research from 
diagnosis and treatment to survivorship, 
basic research and prevention.

2012 NCRI  
Cancer Conference
BT Convention Centre, Liverpool, UK

4-7 November 2012

KEY DATES
Earlybird registration closes
Tuesday 31 July

Late breaking submission 
opens
Wednesday 1 August

Late breaking submission 
closes
Tuesday 28 August

Online registration closes
Sunday 30 September

The Royal College of 
Radiologists’ symposium
Hosted by Fergus Macbeth 
(UK)
Cancer evolution
Hosted by Gerard Evan (UK)
Cancer in the developing 
world
Hosted by Ian Magrath 
(Belgium)
The challenges of drug 
development
Hosted by Susan Galbraith 
(UK)

Cancer susceptibility
Hosted by Bruce Ponder (UK)
Palliative and supportive care
Hosted by Irene Higginson 
(UK)
Tumour immunology
Hosted by Adrian Hayday 
(UK)
The tumour microenvironment
Hosted by Margaret Frame 
(UK)

FEATURING SYMPOSIA ON
Kenneth Anderson (USA)
Robert G. Bristow (Canada)
Eduardo Bruera (USA)
Judy Garber (USA)
William Hahn (USA)
Lee J. Helman (USA)
Harpal S. Kumar (UK)
Michael Marmot (UK)
Joan Massagué (USA)
Neal Rosen (USA)

PLENARY SPEAKERS

NCRI Cancer Conference           t:+44 (0) 20 3469 8134 e: ncriconference@ncri.org.uk

www.ncri.org.uk/ncriconference

Gynaecological Cancer Care: 
Translational research, clinical approaches and survivorship

11th and 12th October 2012
University of Derby Enterprise Centre

Sponsored by the BACR and Roche Pharmaceuticals

This meeting will bring together researchers and medics in order to address current issues facing gynaecological cancer patients. Particular focus will
be given to translational science, screening, treatment improvement and survivorship. There will be a session focussing on collaborative grant writing.

Confirmed speakers include:
Prof Simon Gayther (USC) Dr James Brenton (Cambridge) Dr Ian Spendlove (Nottingham) Dr Dawn-Marie Walker (Research Design Service)

We will be offering a poster prize and an opportunity for postdoctoral researchers and PhD students to
give an oral presentation of their work. To submit an abstract, please follow the link below: The abstract
submission deadline is 15th August 2012

Registration for abstracts and conference attendance opens on 
1st May 2012

Early bird registration (before 31st August 2012) £150
Registration after 31st August £175

Price includes conference dinner (an exciting evening of
Spanish cuisine and entertainment) on 11th October 
For registration and abstract submission please go 
to the following website: 
www.derby.ac.uk/gynaecologicalcancer

Organising committee:
Mr Anish Bali, 
Senior Consultant Gynaecological Oncology
Surgeon (Royal Derby Hospital), 
Dr Heidi Sowter, 
Senior Lecturer (University of Derby).
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News update
Latest developments on products and services from the industry. To have your news included contact Patricia McDonnell on
patricia@oncologynews.biz or T/F:+44 (0)288 289 7023.

Radiotherapy practitioners in Russia can receive
local-language training on advanced treatment
planning techniques thanks to an initiative by
Varian Medical Systems. Varian is introducing
courses at a specially-equipped facility within
one of Russia’s leading cancer centres, Blokhin
Russian Scientific Center of Oncology in
Moscow. The first course took place in May
2012. 

“The Russian government is investing in
modern radiotherapy equipment to treat its
growing cancer population and it is crucial that
clinical teams are trained in the safe and
effective use of Varian products and in the
advanced treatment planning techniques that
drive today’s fast and precise treatments,” says
Jens Groll, Varian’s EMEA education manager.
“Blokhin Russian Scientific Center of Oncology

kindly made the space available for us to equip
a room with ten workstations and our Eclipse®

treatment planning software, and we hope to
run up to ten courses a year, accommodating
nine students at a time.”  

Professor, Academic M.I. Davidov, director of
Blokhin Russian Scientific Center of Oncology,
says, “Our oncology centre is already the
training base for local medical schools and
universities and Varian courses conducted here
will do a great deal to increase the qualification
level of Russian-speaking medical physicists
and radiation oncologists.”

For further information contact: 
Neil Madle, Varian Medical Systems,
T: +44 (0)7786 526068,
E: neil.madle@varian.com 
W: www.varian.com

Nottingham City Hospital, part of the Nottingham University Hospital
NHS Trust, has installed a SOMATOM® Definition AS CT system to
provide robust oncology diagnosis, provide efficient and lower dose
interventional procedures and to offer cardiac imaging. It is being used
for routine oncology and vascular procedures and will also facilitate
cardiac imaging. 

The SOMATOM Definition AS provides fast and accurate diagnosis
and is highly suitable to routine diagnostic work and complex
examinations including oncology, neurology and cardiology. Due to its
wide bore it eases the examination procedure for patients traditionally
difficult to image, such as children, the bariatric and those suffering
from claustrophobia. 

The system also offers applications and functionality to help keep
dose to a minimum. Fully Assisting Scanner Technologies are designed
to make time-consuming and complex procedures faster. Alongside
Combined Applications to Reduce Exposure, the system offers excellent
image quality at the lowest possible dose. 

“With the Definition AS CT system we are hoping to perform some
cardiac imaging, and the new scanner will be better able to cope with
vascular and more routine procedures,” said Paul Holland, CT
Superintendent Radiographer at Nottingham City Hospital. 

For further information visit: http://www.siemens.co.uk/healthcare

Nottingham City Hospital bowled over by Siemens CT system

Approximately 90 MOSAIQ® users from across the
United Kingdom convened in Crawley, UK in April
2012 to participate in Elekta’s MOSAIQ Users
Meeting, which updated customers on the latest
improvements available in MOSAIQ Oncology
Information System. A highlight on the conference
was MOSAIQ IQ Scripts™.

MOSAIQ IQ Scripts provides workflow
management functionality by implementing script-
based protocols for automating common tasks,
adding security warnings, user actions or prompts. An IQ Script is started
from a trigger, such as a button in a dialog on screen, which acts as the
IQ Script launch point. An IQ Script has one or more linked activities, each

activity serving as a building block in the workflow –
from consult to treatment to follow-up. IQ Scripts
can be customised to meet the unique needs of the
clinic, delivering greater control and efficiency across
the entire oncology workflow. 

“IQ Scripts enables us to automatically create a
Quality Checklist [QCL] item and automatically
generate assessment forms each time an order is
generated or QCL item completed,” says Peter Enever
Advanced Practitioner, at St. James’s Institute of

Oncology, Leeds, U.K. 
For further information contact: Patrick Greally, Elekta Limited,

T: +44 (1293) 654 462, E: Patrick.Greally@elekta.com

Automating, customising workflow are highlights of Elekta’s UK MOSAIQ users
meeting

Varian introduces radiotherapy treatment planning courses in Russian 
cancer centre

Nottingham City Hospital, part of the Nottingham University Hospital NHS Trust,
has installed a SOMATOM® Definition AS CT system from Siemens Healthcare. (L-
R) Shaun Dykes, Senior Radiographer; Dr Khalid Latief, Consultant Radiologist;
Sara Bharmal, Radiology Services Manager; Paul Holland, Superintendent
Radiographer; Liz Bowness (lying down), previous Senior CT Radiographer &
Assistant Radiology Manager; Samit Patel, England and Nottinghamshire County
cricketer; Marie Hodgskiss, Assistant Radiology Manager; Peter Homa, Chief
Executive NUH and Sarah Sandhu, Regional Sales Manager at Siemens Healthcare.
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A 51-year-old male became the first person to
benefit from a radiation therapy technique that
provides exceptional precision and high-speed
delivery. Clinicians at St. James’s University
Hospital (Leeds, U.K.) used Elekta’s Agility™*
multileaf collimator (MLC) and Elekta
Volumetric Modulated Arc Therapy (VMAT) to
treat the patient’s tongue cancer. The
combination of Agility and VMAT – a technique
to deliver radiation in high-speed arcs –
reduced the time it takes to deliver the radiation
beams from five minutes down to just two
minutes.

Recently released for sale across Europe,
Agility uses 160 tungsten leaves to shape
beams of radiation as therapeutic doses are
delivered from different angles around the

patient. The five-millimeter wide leaves of Agility are
capable of traveling at twice the speed of those in a
conventional MLC, and enable better conformance to
the shape of the tumours. 

“Using Agility and VMAT, we’ve been able to
significantly reduce treatment times,” says John Lilley,
physicist at St. James’s, part of The Leeds Teaching
Hospitals NHS Trust. “For this particular tongue cancer
patient, the VMAT delivery was three minutes quicker
– two minutes versus five minutes – than the regular
conformal plan..”

*Agility is not licensed for sale in all markets. 
Please contact your local representative for details. 

For further information contact: Patrick Greally,
Elekta Limited,  T: +44 (1293) 654 462 
E: Patrick.Greally@elekta.com

UK cancer patient is world’s first to benefit from treatment combining
Elekta’s new beam-shaping innovation and high-speed Arc Therapy

NanoString Technologies names Bruce Seeley Senior Vice President & General
Manager, Diagnostics

NanoString Technologies, Inc., a privately held
provider of life science tools for translational
research and developer of molecular
diagnostics, today announced the
appointment of Bruce J Seeley as Senior Vice
President & General Manager, Diagnostics. In
this role, Mr Seeley will have responsibility for
providing strategic direction and commercial
leadership for NanoString’s newly formed
Diagnostics business, including the global
launch of its genomic test for breast cancer
based on the PAM50 gene signature
following regulatory clearance. 

Mr Seeley joins NanoString with more than
20 years of US and global oncology-focused
experience. Most recently, he was Executive
Vice President, Commercial at Seattle

Genetics, where he built and led the
commercial organisation and successfully
launched the company’s first product:
ADCETRIS, a targeted therapy for lymphoma.
Before joining Seattle Genetics in 2009 he
worked for Genentech (a wholly owned
member of the Roche Group), most recently
as Senior Director, Marketing, HER2 Brands,
where he led the launch of HERCEPTIN in
adjuvant breast cancer.  From 2000 to 2004,
Mr Seeley worked for Aventis Pharma in
increasing roles of responsibility, including
Senior Director of New Product
Commercialisation and Licensing, Global
Marketing, Oncology. 

More information is available at
www.NanoString.com.

Cancer Experts Detail Treatments using TrueBeam System to Reduce
Number of Treatment Sessions and Take Better Account of Motion  
European cancer experts have reported their
progress with promising new radiosurgical
techniques for treating cancer and other
conditions using new linear accelerator
technology from Varian Medical Systems.
Speakers at Varian’s Emerging Technologies
Symposium at the annual ESTRO conference
detailed their experiences with fast hypo-
fractionated treatments for prostate patients
and RapidArc® Radiosurgery for intracranial
and central nervous system indications. 

Dr Filippo Alongi, radiation oncologist at
Humanitas Cancer Center in Rozzano-Milan,
reported that he has used hypo-fractionation
to reduce the number of treatment sessions for
prostate cancer from 30 to as few as five.  The
centre is equipped with Varian’s versatile
TrueBeam system for radiotherapy and
radiosurgery.  

“Our work at Humanitas is demonstrating
that hypo-fractionation with TrueBeam is a
precise and fast option for prostate cancer

patients,” said Dr Alongi. “Each treatment
is delivered in under five minutes and this
compares very favorably against dedicated
radiosurgical tools which can take 45
minutes per treatment session.”

Dr Ufuk Abacioglu of Neolife Medical
Center in Istanbul presented on the use of
frameless, singe-fraction RapidArc®

Radiosurgery for intracranial and central
nervous system treatments, including
malignant and benign tumours, vascular
abnormalities and functional disorders.  

*Devices mentioned in this press release may not have
obtained regulatory clearance yet or are currently not
available in all markets. 

For further information contact: 
Neil Madle, Varian Medical Systems,
T: +44 (0)7786 526068,
E: neil.madle@varian.com 
W: www.varian.com
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HCG Cancer Centre, the first hospital in India to
introduce clinical treatments using an advanced
TrueBeam™ treatment system from Varian
Medical Systems, has conducted a workshop
focusing on stereotactic body radiotherapy
(SBRT) for treating cancers of the lung, liver,
spine, and prostate.  More than 150 specialists
from across India attended the medical meeting
in Ahmedabad.

“This meeting enabled our fellow oncologists
to learn more about advanced radiotherapy
treatments while sharing their own
experiences,” said Dr BS Ajaikumar, chairman of
the HCG group. “SBRT is helping hospitals such
as ours to offer more advanced treatments for
hard-to-treat diseases such as lung and liver
cancer while bringing down the time the
patient needs to spend being treated. Such
techniques are making a real difference for
cancer patients globally and we want to see
greater accessibility for patients across India.”      

Designed to treat cancer more precisely and
faster than with Varian’s previous technology,
TrueBeam was installed at the HCG Cancer
Centre earlier this year and clinicians have used

it to deliver numerous treatments. Among the
techniques for which TrueBeam is optimised is
SBRT, which precisely targets tumours while
minimising the exposure of surrounding healthy
tissues and organs. This makes it possible to
deliver higher doses in fewer treatment
sessions, thereby making the machine available
for more patients.

For further information contact: 
Neil Madle, Varian Medical Systems,
T: +44 (0)7786 526068,
E: neil.madle@varian.com 
W: www.varian.com

NBTR are working
with patients and
charity brainstrust 

The National Brain and CNS Tumour Registry
(NBTR) are working with patients and charity
brainstrust, to give patients easier access to
information held about their tumour.

Through an online portal, patients will be
able to sit down with a clinician and view
information that will help them understand
their situation and be more informed
partners in their care.

Patients can also feed back data about
their quality of life to their clinical team,
generating an unprecedented resource both
for the team and for the wider brain tumour
community.

Helping patients to access their healthcare
records is becoming more common and has
well-documented benefits, as described in
the recent Department of Health information
strategy – The Power of Information.

All information will be accessed within a
specially tailored, relevant supportive
environment, provided by the brain tumour
charity brainstrust. Patients, clinical groups
including the NCRI, NCIN and individual
centres, and charities including Macmillan
have shown their support for the project. It is
recognised that this portal will be a valuable
resource that will grow as data flows improve
across the NHS. 

The portal is being pilot tested at several
sites across the UK, if you, or your centre is
interested in taking part in this pilot please
contact Anne Swift at the NBTR.

For further information 
E: anne.swift2@nhs.net or visit
www.brainstrust.org.uk

Austrian medical centre upgrades cancer 
treatment system, improves patient care with
Elekta’s Agility beam-shaping device 

Health professionals get guidance on how to care for young adults with cancer

Requiring only a quick upgrade to their Elekta
Synergy® linear accelerator, physicians at SALK
and Paracelsus Medical University (Salzburg,
Austria) began using the new Agility™* 160-
leaf multileaf collimator (MLC), treating 33
patients on its first day. Now in its second
month of Agility use, the centre is treating up
to 50 patients daily. 

Agility recently was released for sale,
enabling medical centres across Europe and
other regions to adopt the technology for their
patients with cancer. 

Clinicians at the Salzburg clinic report that
the Agility MLC’s new design provides them
with more precise dose sculpting capabilities
and remarkably lower non-therapeutic
radiation dose delivered to the patient. 

“In several several prostate cancer cases,
we’ve calculated a measurable improvement in
dose shaping precision with Agility’s high-
resolution, five millimeter leaves,” says Felix
Sedlmayer, MD, Professor and Chairman,
Department of Radiotherapy and Radio-
Oncology. “This greater precision improves our
ability to focus radiation to the tumour, while
strictly limiting exposure to surrounding critical

structures such as the rectum and bladder.
“We were astonished at the amount of healthy
tissue dose reduction we could achieve,” he
adds. “This capacity theoretically enables us to
improve outcomes and reduce the potential for
complications.”

Agility MLC is offered in new systems or as
an upgrade to existing treatment systems. For
more information, visit www.elekta.com/agility. 

**Agility is not licensed for sale in all markets. Approval of
indications may vary between different countries. Additional
regulatory clearances may be required in some markets.

For further information contact: 
Patrick Greally, Elekta Limited,
T: +44 (1293) 654 462,
E: Patrick.Greally@elekta.com

Teenage Cancer Trust and TYAC (Teenagers and
Young Adults with Cancer) have joined forces
to publish the very first Blueprint of Care for
health professionals who care for teenagers
and young adults with cancer. This vital
guidance sets out that an age appropriate
approach to care which is individually tailored
to meet their unique physical and psychosocial
needs must be fulfilled. 

This long awaited publication brings
together for the first time the expertise and
knowledge of healthcare professionals who
have been leading in Teenage and Young Adult
cancer care for the past 20 years in the UK
from within the NHS and independent sectors.

Published and funded by Teenage Cancer
Trust and TYAC, who are the only UK
membership organisation of professionals

involved in the care of young people with
cancer, the Blueprint of Care for Teenagers and
Young Adults with Cancer provides practical
advice, guidance and tips for anyone working
with young cancer patients aged 16-24 and
captures the ‘essence’ of age appropriate care. 

For further information visit:
www.teenagecancertrust.org or
www.tyac.org.uk

Advanced radiotherapy techniques explored at 
educational events in India

ONJA12_ILR SO04  02/07/2012  18:24  Page 99



imagineimagineimagineimagineimagineimagineimagineimagine

...twice the leaves at twice the speed 

With Agility™, it’s reality.
As the ultimate device for advancing modern radiotherapy, 
Elekta’s Agility MLC precisely sculpts radiation with 160 high-
resolution leaves across a 40 cm x 40 cm � eld. Capable of 
managing the broadest spectrum of therapies, Agility also 
boasts ultra-fast leaf movements with extraordinarily low 
leakage to maximize the potential for advanced techniques 
such as SRS, SRT and VMAT.

Experience the Elekta Di� erence
More at elekta.com/imagine
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Agility is not licensed for sale in all markets. Please contact 
your local Elekta representative for details.


