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FROM THE EDITOR

Entosis – what has it to do with cancer?

T here is an English saying that “there are 
more ways than one to kill a cat”. Let 
us replace this gruesome suggestion 

by using the word cell. Long time back cell 
death was a process known simply as necrosis, 
liquifaction that destroyed the cell from 
within. Although often due to injury, it seems 
to be a more generalised effect than achieved 
by autophagy. But another form of death 
was then discovered; ironically I was the first 
person to learn its name – apoptosis – from 
Sir Alistair Currie, almost immediately after the 
professor of classics in Aberdeen had suggested 
that this Greek word was appropriate. Later 
anoikis, which is also a form of programmed 
cell death following cell detachment from 
the extracellular matrix, was described, the 
difference being not so much in the way cells 
die, but in the signalling pathway that led to it. 

Entosis entered the scene over the last 
decade, largely due to the work of Overholtzer 
[1], who discovered the phenomenon in which 
one living cell is engulfed by another, also after 
detaching from its matrix. And once again we 
learn that the determinants causing entosis 
and the signaling pathway involved differ from 
the modes of cell death mentioned above. Of 
prime importance are the differences in surface 
markers and other factors that stimulate of 
entosis, such the presence of Kras, along with 
epithelial cadherins E and P.  

No one will argue that a moribund or dead 
cell will become engulfed by another cell; this 
is a normal clearance procedure that constantly 
removes “senescent” erythrocytes. Indeed, 
another term used for this process that has 
not come into common usage is efferocytosis 
[2]. But other cells than macrophages can 
do this; for example, Rosin and Doljanski [3] 
showed that liver cells could do so;  and when 
circumstances are abnormal or during injury, 
surprisingly even zona glomerulosa cells can 
engulf many erythrocytes in adrenal apoplexy 
[4]. The ways cell die are now being ascribed to 
differences in intermediate signaling pathways, 
making matters increasingly complex. 

Brewer [5] in 1960 suggested that cells of 
the body do not usually engulf one another 
because of contact inhibition, but in disturbed 
tissues this security can easily be lost as 
inflammation affects cell-cell interactions. The 
issue becomes clearer when we consider cancer. 
Tumour cells in positive growth mode and with 
invasive potential often become detached from 
one another and might engulf other tumour 
cells with the appropriate signaling molecules 

on their surface. This is what seems to be 
happening in entosis, but the fact that the cells 
being engulfed are living means that their fate 
can be remarkably diverse. For example, the 
engulfed cell might simply be released. If an 
engulfed cell goes through a cell cycle with 
the host, it can disrupt mitotic activity, notably 
cytokinesis, resulting in the formation of bi- or 
multi-nucleate cells, and increased aneuploidy, 
along with greater heterogeneity with each 
such event. The difficult aspect of entosis to 
understand is whether it leads to cell death or 
protection; and therefore it is essential that the 
pathways involved are carefully disentwined, 
and also delineated from those involved in 
other forms of cell death.

But engulfment (referred to as emeripolisis 
elsewhere [6]) occurs in development – e.g. 
blastocyst invasion of the endometrial wall – 
and in the process of carcinogenesis, seemingly 
here as a means of protecting cells from death 
rather than leading to it. Importantly, the 
“cell-in-cell” process is a co-operative affair, 
with both cells interacting through specific 
membrane signaling, one “inviting” the other to 
act in this way. The phenomenon was reviewed 
early on by White [7] and recently by Krishna 
and Overholtzer [8]. The issues that keep 
popping up in my mind regarding entosis are, 
in particular with relation to cancer, to what 
extent it is a significant factor; and if so, under 
what conditions? Can it now be recognised in 
histopathological sections of tumours? One 
final comment – it seems that there are indeed 
diverse ways in which cells can die, with many 
more Greek names to cope with than one 
would ever have imagined 40 years ago.
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SPECIAL FEATURE

How important is optimising 
health-related quality of life 
(HRQoL) when making treatment 
decisions for prostate cancer?

Improving HRQoL should be the focus of each 
consultation, each treatment decision and each 
uro-oncological service managing men with 
metastatic prostate cancer (mPC). These men 
are being treated in a palliative setting. They are 
mostly elderly patients – often in their 70s or 
80s – and may be carers for their partners. They 
have very diverse healthcare needs, which may 
require innovative solutions.

At Plymouth, for example, we cover a 
geographically diverse area. Just coming in for 
treatment or a routine appointment can take 
most of the day for someone living in the 
West Country. Simply moving clinics closer 
to the patient’s home can make an incredible 
improvement to their HRQoL.

We can also tailor treatment to optimise HRQoL 
throughout a patient’s journey with prostate 
cancer. This may mean, for early indolent cancer, 
avoiding chemotherapy and implementing 
watchful waiting. As the cancer progresses, not 
every man is suitable for chemotherapy or novel 
hormonal treatments. In men with metastatic 
castration-resistant prostate cancer (mCRPC), we 
might suggest palliative radiotherapy, holistic, 
spiritual and psychosocial care, in addition 

to their medication. Many therapies are well 
tolerated, but you may have to manage adverse 
events or reduce the dose of treatment. In 
the palliative setting, it is all about optimising 
HRQoL. So, it is crucial that patients are able to 
have input into their care.

How useful is real-world data?

Real-world data is always useful and provides 
extra information we can use during the 
consultation. The patients enrolled in clinical 
trials are often not fully representative of the 
men we see in clinic. People in clinical studies 
tend to have a better performance status, 
fewer co-morbidities and normal renal or 
hepatic function. In mCRPC, co-morbidities can 
influence the choice of the pharmacological 
approach to an individual patient’s management. 

Real-world trials – whether prospective or 
retrospective – often produce interesting data 
and insights that can be useful when making 
decisions. The Prostate Cancer Registry, initiated 
in 2013 by Janssen to address optimal treatment 
of mCRPC in routine practice, is a good example. 
The registry involves studying patients who 
often have high rates of comorbidities and use 
multiple medications, who are usually excluded 
from clinical trials. Treatment outcome data 
from the registry was presented for the first 
time at the 2016 ESMO congress and I look 
forward to seeing further results when the 
registry publishes data in the future [1].

How do you assess HRQoL in the 
clinic?

We use formal HRQoL measures in clinical 
studies, of course. We don’t often use these 
in the clinic, however. There just isn’t the time 
and we need to take a wider range of factors 
into account than the issues covered by the 

Improving quality of life:  
the cornerstone of management 
for prostate cancer
Interview with Sarah Pascoe, Clinical Oncologist,  
CNS and Urological Cancers, Plymouth Oncology Centre.

Sarah Pascoe

This feature was drafted by a medical writer funded by Janssen UK, following an 
interview with Sarah Pascoe. For more information about Janssen UK, please visit 
www.janssenpro.com

Date of preparation: November 2016 – PHGB/ZYT/1116/0005

“People in clinical studies tend to have a better 
performance status, fewer co-morbidities and normal 
renal or hepatic function. In mCRPC, co-morbidities can 
influence the choice of the pharmacological approach to 
an individual patient’s management.”
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questionnaires. In addition, the formal 
HRQoL measures are not necessarily ‘fit for 
purpose’ in the palliative setting of mCRPC.

Rather we base our treatment on the 
insights and relationships we develop 
during the course of our patients’ care. 
We see men from the time of their 
first diagnosis, through chemotherapy 
and hormonal treatment, to the 
mCRPC setting. We get a feel for what 
is important for each gentleman and 
hopefully know how to help that person 
make the most of the precious time that 
they have left to them and their families. 

How can service developments 
help improve HRQoL for men 
with mCRPC?

In the West Country, men might need 
to make a 50- or 60-mile round-trip to 
attend the oncology clinic. This travel 
time can have a huge impact on their 
life, especially if they are also a carer, 
as many of our mPC patients are. In 
response, we’ve developed three outreach 
clinics around Plymouth that make it 
easier for men to manage their illness/
treatment. Nurses from the cancer centre 
visit the clinics and patients attend 
every two or three months. The clinics 
are especially suitable for monitoring 
patients. It’s much more convenient for 
the men and the feedback has been very 
positive. Ultimately we hope to establish 

monitoring of side effects of treatments 
and care at home for patients. 

Services for men with prostate cancer 
are under increasing strain. The number 
of cancer cases in the UK could rise by 
almost 66% between 2014 and 2035 if 
current trends continue [2]. In addition, 
the increasing number of treatments for 
mCRPC and the associated supervision 
challenges the capacity of hospital-based 
NHS uro-oncology services. Providing 
care in patients’ homes offers a potential 
solution to these capacity issues.

During a year-long project, we collaborated 
with Janssen to evaluate a home-based 
prostate cancer service for mCRPC patients 
taking a prostate cancer treatment. Janssen 
funded and project managed the pilot 
study, which enrolled 36 patients who 
were being treated following the failure 
of androgen deprivation treatment. On 
average, each patient received eight 
homecare visits [3]. The service showed 
good patient adherence to treatment, 
positive patient satisfaction and reduced 
pressure on the hospital’s uro-oncological 
services. This, in turn, allowed the hospital 
to accommodate and manage more 
complex cases. 

Nurses were able to gain a more holistic 
view of patients and appreciate the reality 
of their lives. Consultants gained capacity, 
increased personal satisfaction with their 
role and had more touch points with the 

patient during care. Most importantly, 
patients valued the service. For instance, 
68% of patients in the pilot were 
completely satisfied with the level of 
interaction with healthcare professionals 
compared to 25% of controls. For 
caregivers, the figures were 50% and 
24% respectively. Moreover, 79% of the 
homecare patients were ‘very much’ 
satisfied with the quality of information 
they received about their treatment 
compared to 55% of controls. In addition, 
68% and 45% were ‘very much’ satisfied 
with the overall service [3].

If I can achieve one thing before I retire 
from the NHS it would be to implement 
care at home to improve the HRQoL of 
all men with mCRPC. Care at home for 
men with mCRPC has the potential to be 
revolutionary, not only to improve HRQoL 
for patients but for their caregivers as well.

1. Chowdhury, S. The prostate cancer registry: Patient 
characteristics, treatments and preliminary outcomes 
from a large observational study of metastatic 
castration-resistant prostate cancer (mCRPC). 
Abstract #746P. Available at: https://cslide.
ctimeetingtech.com/library/esmo/browse/search/
LWu#2z95v0qo. Last accessed November 2016.

2. Smittenaar CR, Petersen KA, Stewart K et al. 
Cancer incidence and mortality projections in the 
UK until 2035. Br J Cancer 2016; DOI: 10.1038/
bjc.2016.304.

3. Plymouth Prostate Cancer Homecare Services 
Pilot. July 2014.



166 Volume 11 Issue 6 • January/February 2017

W hile in vitro assays are generally 
recognised as, to some extent, 
not fully representative of the 

in vivo situation, they do allow potential for 
more mechanistic investigations and high 
throughput evaluation. Indeed, in vitro assays 
able to characterise cancer aggressiveness, 
in particular invasion, are becoming more 
complex and compelling [1]. This complexity 
recognises nuisances in phenotypical and 
molecular processes distinguishing different 
patterns of tumour invasion and the impact 
of cancer cell microenvironment in terms of, 
for example, cell-, matrix- and soluble factor-
interactions. The various patterns of tumour 
invasion [2] are relevant to understanding 
the dysfunctional biology, role of molecular 
pathways and response to experimental 
treatments. Furthermore, in vitro assays, 
especially when combined with microfluidics 
platforms, represent the high-throughput 
screening choice for cancer therapeutics, not 
possible in live animal models [3]. 

3D cancer cell or tumour sample spheroids 
represent an evolving model accommodating 
a number of in vivo characteristics such as 
formation of a compact “tumour” core and 
the formation of pH, nutrient, and oxygen 
gradients [3]. One assay incorporating the 
ability to study in-vitro invasion in a 3D 
manner with potential to examine the above 
interactions is the 3D spheroid-sprouting assay 
of Vinci et al. [4] which, since its publication 
in 2012, has become increasingly popular. 
The assay (Figure 1A) basically consists of 
suspending a compact sphere of cancer cells 
within an extracellular matrix and following 
over time the growth of the sphere and the 
cell migration from the sphere into the 3D 
matrix environment. The extracellular matrix 
of course can be modified with different 
molecular and cellular components. The 
models can be subjected to a range of 
cytotoxicity and cell growth analyses and 
progression of the cancer spheroid monitored 
over time by image capture.    

Images recorded using a simple inverted 
laboratory microscope will capture over time 
the extent and pattern of neoplastic cell 
invasion from the spheroid mass. However, the 

quantitation of such behaviour has, to date, 
been varied and generally limited in scope. The 
basic analysis has involved the measurement 
of the overall area occupied by the expanding 
cellular mass but such simple geometrical 
information under-powers the potential of 
the assay to reveal biological differences. For 
example a cancer cell spheroid may be divided 
in two distinct zones: a ‘Core’ (the original 
spheroid mass that has undergone varying 
extents of proliferation) and an ‘Invasive Front’ 
of cells detaching from the Core and invading 
through the surrounding extracellular matrix. 
Figure 1B shows two cell lines invading in the 
same way may undergo different modifications 
of their core; if cells in the core keep 
proliferating (Figure 1B.1) the last will increase 
and consequently also the total area occupied 
by the cellular components, while if cells 
are not proliferating (Figure 1B.2) or possibly 
undergoing apoptosis, autophagy or necrosis 
(Figure 1B.3) the resulting total area will be 
smaller. Both cases have to be considered, 
especially for tumours like Glioblastoma 
multiforme (GBM), in which necrosis in the 
centre of the tumour is a defining histological 
feature. Notably, GBM cells have long been 
recognised as having the propensity to invade 
deep into the surrounding normal brain 
parenchyma before they recommence cell 
division and form distant foci of the tumour. 
Conversely, invading medulloblastoma cells 
tend to move short distances between their 
divisions as they follow the histoarchitecture 
of the cerebellum.

With the methodological advances in 
undertaking more complex 3D spheroid 
invasion assays and the large amount of data 
images that can be captured there is a real 
need for image analysis support approaches 
that will allow for multi-parametric analysis 
of the spheroid models. While some such 
software is available it is most often designed 
for specific microscope platforms, is not 
customisable and not available as an open-
source utility. 

To this end we have developed a macro-
code implemented as free software on 
the ImageJ platform which enables high-
content screening of spheroid images. 

INSIDIA: the Imagej macro for 
in-vitro spheroid invasion assay 
analysis

NEURO-ONCOLOGY
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The open-source macro, INSIDIA 
(INvasion SpheroID Imagej Analysis), 
automatically detects spheroids 
from background and derives several 
quantitative parameters from the 
images [8]. Some of the features of 
INSIDIA include:
• Batch processing of a large amount 

of images (estimated rate of 3s per 
image on an i5 core and 8GB RAM 
PC),

• Possibility for the operator to 
check different steps of the 
image preparation for an optimal 
subsequent analysis,

• Ability to detect and separate 
the cellular mass from the image 
background on grey scale images 
through implementation of Frangi 
filter [5],

• Geometrical description of the 
spheroids with parameters like area, 
perimeter, convex polygon and 
circularity, 

• Detection of the core and invasive 
edges based on radial profiles 
of images and on maps of grey 
intensity gradients inside the 
spheroid [5, 6], 

• Ability for the operator to get 
customisable parameters.

The utility of the 3D-spheroid-sprouting 
assay is high with applications in 
investigation of aberrant cancer biology 
and drug screening in the context of 
varying micro-environments. Our work 
is particularly focused on malignant 
gliomas which invade characteristically 
through white matter tracts, along 
perivascular channels or along 
ependymal and pial linings [7]. As such 
we are exploring variations in invasion 
as a function of matrix components 
such as hyaluronic acid and tenascin 
C (white matter tracts) or laminin and 
collagen (major components of the 
perivascular niche).  Correspondingly, 
the impact of different cell types 
co-cultured in the spheroid or in the 
matrix is possible within the model.   

Here we have highlighted our open-
source macro, INSIDIA [8], that will 
expand the quantitative information 
that can be derived for the growth 
and invasion of cancer cells in a 
3D-spheroid-, or even organoid invasion 
assay.
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Brain tumours represent an extremely 
varied group of cancers which are further 
complicated by the potential heterogeneity 

that exists within individual tumour masses. This 
has had particular implications for the lack of 
success in the development of new effective 
medications. In order to develop new therapeutic 
approaches, a clearer understanding of the 
molecular and pathological basis of tumour cells 
is required. 

In 2007, the World Health Organisation 
published official guidelines for the categorisation 
of over 120 different tumour types based upon 
their pathological and histological characteristics, 
location, morphology, age of onset and tumour 
stage. The classification of specific tumour 
types, which is required in order to identify 
the most appropriate treatment strategy, has 
provided a significant challenge. The potential 
disconnect between clinical symptoms and the 
tumour classification has also been particularly 
problematic.

Over time, new and more sensitive techniques 
have been developed to allow for a greater 
accuracy in the histological assessment of tumour 
types. More importantly, the development of 
molecular and genetic data has emerged to 
increase our understanding of the biochemical 
aspects of specific brain tumour cell types. The 
International Cancer Genome Atlas has served as a 

comprehensive repository of information that has 
been used to define the molecular characteristics 
of specific tumour cell types [1].

The updated guidelines, which were published 
in 2016 by a core working group of 35 researchers 
from 10 countries, are a major step forwards 
as they integrate both updated histological 
information in combination with molecular and 
genetic data [2]. This provides a much more 
accurate classification of tumour cell types and the 
inclusion of the genetic information reflects the 
technical advances that have occurred in the field 
of brain tumour studies. The integration of both 
phenotypic and genotypic components provides 
a more sensitive yet complex assessment process 
which can increase the diagnostic accuracy. 
Critically, this classification may also help to 
identify more effective treatments for people as 
we move towards an era of personalised medicine. 

However, the redefinition has also resulted in 
a realignment of some tumour subtypes which 
will also provide an additional challenge for their 
diagnosis and subsequent treatment. A number of 
tumour subtypes have been re-classified according 
to the expression of three specific tumour 
markers: 1p/19q co-deletion, either an isocitrate 
dehydrogenase-1 (IDH1) or IDH2 mutation, or of the 
TERT (telomerase reverse transcriptase) promoter. 
These gene mutations have also improved our 
understanding of potentially altered tumour cell 

The importance of tissue banking 
for our understanding of brain 
tumours 
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functionality and therefore possible 
drug targets. Mutations in cytosolic 
IDH1 influence key metabolic pathways 
and are of particular importance 
when sub-classifying tumours and 
potentially influencing their treatment 
[3]. IDH1, which is mutated in 70–90% 
of low-grade tumours, catalyses the 
oxidative decarboxylation of isocitrate 
to α-ketoglutarate while mutant IDH1 
catalyses the subsequent conversion of 
α-ketoglutarate into 2-hydroxyglutarate. 
This accumulation of 2-hydroxyglutarate 
within IDH1-mutant tumour cells is 
associated with a reduction in glutamate 
levels. Such changes in the metabolic 
properties of tumour cells associated 
with genetic subtypes can potentially be 
exploited for more accurate molecular 
imaging of mutant IDH tumours in 
addition to the subsequent targeting of 
specific therapies. Studies, for example, 
have reported that tumours with mutant 
IDH1 are more susceptible to the action 
of temozolomide and are associated 
with longer overall survival. However, 
a third group of tumours referred to as 
NOS (not otherwise specified) have also 
been reported where the IDH1 format is 
unknown. Additionally, there can be a 
lack of concordance between histology 
and clinical manifestation, particularly in 
primary gliomas, and this will influence 
therapy and the identification of new 
therapeutic targets [4].

Other tumour types have also been 
re-classified according to the combined 
histological and molecular characteristics. 
A decision tree model has been 
developed to provide guidelines on the 
parameters which should be assessed 
when making a tumour diagnosis. It 
is proposed that an initial provisional 
diagnosis should be made based on 
tumour histology. This will then inform 
the molecular testing to be carried out 
and the weighting that will be attached 
when making the final diagnosis [5]. 
Another key challenge facing tissue 
analysis and characterisation is tumour 
heterogeneity which can occur at both 
a histological and a genetic level. This 
can make it difficult to identify the 
appropriate therapies as some may 
actually result in the generation of 
cellular subtypes which are drug resistant. 
For example, treatment of certain 
glioblastoma tumours with temozolomide 
has been shown to generate CD133+ve 
glioma stem cells which are resistant 
to the action of the drug in subsequent 

chemotherapy treatment [6]. In addition 
to the histological and genetic changes 
associated with specific tumour types, 
different epigenetic modifications 
have also been reported. These can be 
manifest in a number of ways including 
the silencing of tumour suppressor 
genes and activation of oncogenes by 
a variety of mechanisms including DNA 
methylation, chromatin remodelling, 
histone modification and noncoding RNA-
mediated gene silencing. The multiplicity 
of tumour cell epigenetic changes further 
highlights the complexity of brain tumour 
cells.

In order to further develop our 
understanding of brain tumours, it is 
important that tumour tissue samples 
should be available to researchers. This 
is of particular importance for the study 
of tumour heterogeneity. BRAIN UK was 
initiated by the charity brainstrust in 
Southampton with funding from Brain 
Tumour Research, brainstrust and Charlie’s 
Challenge, and it is a collaboration 
between the University of Southampton, 
Plymouth Hospitals NHS Trust and Bristol 
University [7]. This is a virtual tissue 
bank which links 26 hospitals across the 
UK and provides a single application 
centre for tissue samples. It has details 
of over 400,000 samples throughout 
the UK which are potentially available 
for research. This single point of contact 
provides a vital interface between 
researchers and tissue facilities in order 
that applications are streamlined with 
minimal administrative burden.

Although the use of stored tissue 
samples as well as fresh surgical sections 
is essential for tumour classification, it 
essentially provides a snapshot of the 
tissue at the time of surgery. Furthermore, 
it can be difficult to appreciate the 
heterogeneity that exists within individual 
tumours using routine experimental 
techniques. This can be overcome by 
culturing individual cell lines from 
the tumour in vitro in order to assess 
characteristics such as cellular metabolism 
which will identify targets underlying the 
development of future therapies. The 
majority of such studies to date have 
been carried out using established cell 
lines, but their relative homogeneity and 
the potential for phenotypic change over 
time has identified particular limitations 
on the information that can be obtained. 
Therefore, an increasing number of 
studies are being carried out using cell 
lines derived from fresh surgical tumour 

sections. The individual cell lines will 
have distinct genetic and epigenetic 
profiles and therefore can recapitulate 
the heterogeneity of cells which exist 
within an individual tumour [8]. The 
detailed biochemical profile that can 
be established can be used, inter alia, to 
identify potential drug targets and to 
carry out initial in vitro pre-clinical drug 
testing. 

Ultimately an improvement on the 
accurate classification of tumour type will 
allow for a much better understanding 
of brain tumours. However, it will also 
provide challenges moving forwards as 
this is a rapidly developing field which 
is likely to evolve over time as our 
understanding of tumours increases. 
Changes in our understanding of tumour 
sub-types will assist in the identification 
of population based trends which 
underline epidemiological studies and the 
identification of potential risk factors for 
tumour initiation and development. It will 
also influence the design of clinical trials 
with implications for diagnosis including 
the development of specific biomarkers 
which will serve as a surrogate marker 
of drug efficacy. These should mirror the 
pathology and genetic constituents of 
brain tumours and will be pivotal for the 
identification of the next generation of 
therapy development.
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Surrounded by talented informaticians, I remain 
nonetheless old school in my philosophy of 
biomedical discovery. I believe that medical 

science is mainly detective work, and that analysing 
individual human cases remains an important source 
of insights [1].   

That this viewpoint has become largely passé 
in many circles was brought home to me when I 
asked a leading clinical researcher his opinion of 
cases of spontaneous regressions of metastatic 
malignant melanoma [2]. He replied simply “I am 
sceptical because these cases occur so rarely as to be 
anecdotal” – a Catch-22 situation!  

In order to be methodologically rigorous, we 
must throw out of court – due to a technicality 
– the only clues we have to the factors that lead 
to rapid elimination of metastatic deposits. But 
it is instructive that, despite an apparently vast 
knowledge gap, the default explanation is almost 
always immunological, i.e. unexpected regressions 
must be due to “anti-tumour immunity.” [3,4]  

I started doubting this explanation while a post-
doctoral fellow in the T cell tolerance section of the 
Laboratory of Cellular and Molecular Immunology at 
NIH, although I had myself used it to explain inverse 
associations between cancer and inflammatory 
diseases [5-21], as well as relatively improved 
survival in familial cancers in the face of multiple 
primaries [22]. Clinical geneticist, Henry Lynch [23], 
described a brother and sister who showed complete 
spontaneous regressions of metastatic malignant 
melanoma, and postulated co-inheritance of 
heightened anti-tumour immunity compensatory for 
extreme tumour propensity.  

But thinking back on the roots of current thinking 
about immunity against cancer, in the light of 
current knowledge of its pathogenesis [24], makes 
one wonder if something important was not missed 
at the very beginning of the enterprise. Cancer 
immunotherapy has its conceptual origin in late 
19th and early 20th century cases of spontaneous 
regression of sarcomas, which occurred during local 
infections like erysipelas, and which led to Coley’s 
mixed toxins thought to boost anti-tumour immunity 
along with anti-bacterial immunity [25,26].  

But in the years since Coley’s work, a single 
clear case of an immune response eliminating 
a human solid tumour has yet to be adduced.  
Indeed, immunotherapies that are most carefully 
targeted to antigens of the tumour, and which 
would purportedly lead to lymphocyte-mediated 
destruction of tumours, are the least likely to extend 
overall survival [27,28]. Ironically, immunotherapy 
works best when something goes wrong, particularly 

when an unintended autoimmune process is 
induced in tissues often far from the tumour and its 
metastases [29-33].  

So what is similar about the sarcoma/erysipelas 
and the melanoma/autoimmunity cases? Unlike 
Coley and his early successors, we find ourselves 
squarely on the horns of the central paradox of 
immuno-oncology. Inflammatory cells are not 
universally involved with suppression of the growth 
of cancer; in fact, data suggesting that inflammatory 
cells foster cancer are far more direct and abundant 
than the notion that they fight it, particularly if 
clinical cancer is taken as the gold standard [34-36]. 
An evidence-based approach to the question just 
posed suggests one should look more carefully at 
how many and what kind of inflammatory cells have 
been feeding the cancer in each case rather than 
whether immunity was induced.  

Why has no one asked – is it possible that the 
erysipelas infection or the autoimmune process 
somehow out-competes the tumour for sustaining 
monocytes and/or other inflammatory cells? It 
is now known that, during fever, monocytes can 
apoptose due to glutamine depletion [37,38], and 
this restriction on monocyte numbers may heighten 
competition for such inflammatory cells between 
tumours and tissues damaged by infection [39]. This 
idea may provide a new explanation for the original 
regressions noted by Coley.  

Although we tend to think of the bone marrow as 
unlimited in its capacity to produce monocytes [40], at 
my request, University of Pittsburgh biomathematician 
Bard Ermentrout derived simultaneous equations 
describing the situation encountered in a patient 
undergoing immunotherapy who sustains, say, intense 
inflammation of the gastrointestinal tract as an 
unintended side effect. In fact, these equations show 
that when the GI lesions are weighted sufficiently 
with inflammatory cell infiltration, they could outstrip 
the capacity of the marrow to supply enough 
inflammatory cells to the tumour and its metastases 
to keep them actively growing.  

Undoubtedly, the overall “poising” of the 
patient’s marrow capacity due to past radiation or 
chemotherapy and other factors would tend to 
determine whether too few inflammatory cells might 
be available for metastatic growth. This might explain 
why we remain unable to predict which patients 
will benefit from any particular immunotherapy or 
who experience miraculous disappearance of their 
metastases following simple palliative radiotherapy of 
a single deposit.  

At one of Steven Rosenberg’s presentations at NIH 
about tumour infiltrating lymphocyte immunotherapy 

Spontaneous regression of tumours 
and their metastases – a comment on 
whether it is really immunologically driven 
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(which has also been shown most effective 
when serious autoimmune “side effects” 
occur) [31], one sensed his mixed frustration 
and excitement when he said “Results of this 
treatment are usually not dramatic, but when 
it works, it is as if a fire has been lit.” The 
variability in response to immunotherapy is 
usually construed as due to variability in the 
remaining immune competence in patients 
with advanced cancer [41].   

But others have noted that the rarity 
of complete clinical responses to therapy 
occurs, not just in immunotherapy, but with 
chemotherapy, radiation or other treatment 
modalities [42]. Such remarkable responses 
as those that occur “spontaneously” are 
almost always attributed to anti-tumour 
immunity.  It is difficult to conceive how 
complete responses achieved with such a 
variety of treatment types would be due 
to anti-tumour immunity per se, although 
it is true that most treatments do damage 

tissue to some extent, and therefore induce 
cellular inflammation.  

This raises the question – is it possible 
that both complete responses to cancer 
therapy and spontaneous regressions occur 
through a mechanism that is not entirely 
immunological in the usual sense?  For 
instance, is it possible that damaged tissues 
occurring at some distance from most 
tumour sites draw in so many inflammatory 
cells that there are not enough marrow 
precursors left to supply metastatic deposits 
with the Myeloid Derived Suppressor Cells 
(MDSC) thought to prevent T cell-mediated 
attack on the tumours? The very dramatic 
case of regression of all metastatic lesions 
following radiotherapy of a single lesion 
reported by Postow is consistent with this 
idea [4]. Although these authors highlight 
immunological correlates of spontaneous 
regressions, the most pronounced and 
temporally direct effect of the radiotherapy 

is on blood monocytes. In their Figure 

3 B and C, “bad” HLA-DRlow MDSC-like 

monocyte numbers plummet immediately 

following the radiation, while “good” HLA-

DRhigh acute inflammatory monocytes 

sky-rocket.  Even more intriguingly, the 

relative numbers of those 2 monocyte 

subsets at time-points prior to the radiation 

are reciprocal at every measurement – so 

consistently as to create an almost perfect 

inverted image of one another!

It is apparent that, along with 

sophisticated analyses of genetic signatures 

and other bioinformatic methods, creative 

discovery of new explanations for the origin 

of spontaneous regression of metastatic 

disease is still very much needed.  A 

more formal presentation of the idea of 

monocyte competition will be published in 

Cancer Hypotheses.
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T he BIR, in partnership with Bayer, invites applications for 
the BIR/Bayer “Make it Better” service award 2017. 

The award will be given to the group of people who 
have demonstrated the best improvement in an aspect of service 
delivery by making it more effective, or have improved patient 
experience. This might be an innovative design of a piece of 
kit or changes to a patient pathway that has improved patient 
comfort or made the pathway less invasive, reduced delays or 
improved the environment for the patient. 

The award is open to individuals or groups of people from 
either an imaging department, radiotherapy, medical physics or 
from a multi-disciplinary team who may be either BIR members 
or non-members.

BIR President, Andy Rogers, said “This award is a great 
opportunity for teams to showcase their innovative work and 
share their experience across the UK and beyond. Dissemination 
of improvements is one way the NHS will cope with increasing 
demand and this award is a fantastic way of doing just that.”

Andreas Ackermann, Country Head Radiology UK from Bayer 
said 

“We are delighted to be supporting this award for the 
third year running – we saw some outstanding examples 
of innovation so far. We feel privileged to support the NHS 
by sharing wonderful best practice examples and inspiring 
innovative patient care.”

Applications MUST demonstrate that the delivery of a 
particular service or patient experience has improved. This 
may be, for example, by reducing cost, increasing throughput, 
improving diagnostic quality leading to better outcomes, 
improving infection control, increasing staff or patient 
satisfaction, improving comfort or reducing motion of the 
patient. This list is not exhaustive but is given as examples.

The award is in the form of a plaque and funding to attend 
UKRC (where the award will be presented) of up to £1,000. The 
deadline for applications is 28 February 2017.

 

The funding and sponsorship for this award is provided by Bayer.
To apply, visit www.bir.org.uk/makeitbetterserviceaward

Applications invited for BIR/Bayer “Make it Better” Award

AWARDS AND APPOINTMENTS

Dr Alison Tree recognised at awards ceremony
Dr Alison Tree, Consultant Clinical Oncologist in The Royal 
Marsden’s Urology Unit, has been recognised for her work in 
improving radiotherapy treatment for prostate cancer patients.

Dr Tree received the Driving Transformation and Innovation 
Award at the Trust’s annual staff achievement awards. She 
was recognised for being instrumental in delivering the gold 
grain fiducial programme for prostate cancer patients at the 
Trust, and for setting up a specialist radiographer-led care 
programme for patients having prostate radiotherapy.

"This award recognises the innovations we have 
implemented to improve care for prostate cancer patients,” 
says Dr Tree. “It is a privilege to work in a team, and a hospital, 
that strives for excellence in all we do."

The gold grain fiducial programme is offered to prostate 
cancer patients who are receiving radiotherapy treatment.

 “To help us see the position of the prostate during 
treatment, we implant inert gold marker seeds – also called 
fiducials – into the patient’s prostate,” says Dr Tree. “These 
seeds can be seen on x-rays and confirm the position of the 
prostate, which improves treatment accuracy and may reduce 
radiotherapy side effects.

“This procedure is very similar to a prostate biopsy, although 
quicker to carry out. The seeds are very small - smaller than a 
pin-head.”

The specialist radiographers have been trained to provide 
care and to treat side effects during prostate radiotherapy. 
They can see patients regularly during treatment and provide a 
point of contact and advice for men undergoing radiotherapy. 
This new service has received excellent feedback from patients. 

Dr Tree was appointed as a consultant clinical oncologist at 
The Royal Marsden in 2014. Prior to this she spent most of the 
previous 12 years at The Royal Marsden, training in state-of-
the-art chemotherapy and radiotherapy techniques.

Her current research interests include technical radiotherapy 
improvements in prostate cancer, the development of the 
MR Linac for urological cancers and the use of ablative 
radiotherapy for oligometastatic disease.

Left to right: Chairman Ian Molson, Dr Alison Tree and Cally Palmer – Driving  
transformation and innovation. Photo © The Royal Marsden NHS Foundation Trust.
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A s part of its Patron Saint’s 
Day celebrations on 15 
February 2017, KU Leuven 

(University of Leuven, Belgium) will 
confer a joint honorary doctorate 
on James P. Allison (University of 
Texas) and Carl H. June (University 
of Pennsylvania). 

The future of cancer patients may 
be considerably brighter thanks to 
James P Allison and Carl H June. 
The two immunologists – affiliated 
with the University of Texas and 
the University of Pennsylvania, 
respectively – revolutionised the 
treatment of cancer by using the 
patient’s immune system as a 
powerful weapon. June’s team was the first to genetically modify 
T cells – the ‘conductors’ of the immune system – in such a way 
as to make them identify and attack the malignant disease in 

the patient with accuracy. 
Allison unravelled the built-
in inhibitory mechanisms of 
T cells and developed ways 
to block them. This makes 
the immune system more 
active in terms of – again 
– identifying and attacking 
cancer cells. In 2013, Science 
called their achievements 
in cancer immunology the 
Breakthrough of the Year. 
Allison emphasised that 
their insights have to lead 
to results in the hospital. “It 
is important to not just use 
your knowledge for the joy of 

learning and knowing something,” he says, “but to help people too.”
The nominator of this honorary doctorate is Professor Peter 

Vandenbergh, the co-nominator is Professor Peter Carmeliet.

KU Leuven awards joint honorary doctorate

James P Allison Carl H June

Brain Tumour Research chief executive awarded MBE in New 
Year’s Honours
Sue Farrington Smith who lost her niece, 
Alison Phelan, to a brain tumour in 2001, 
three weeks before her eighth birthday, is 
being awarded an MBE in the New Year’s 
Honours for services to brain tumour 
research and awareness-raising.

Shocked to discover the lack of 
awareness and chronic under-funding 
of research into brain tumours, Sue, 59, 
co-founded the charity “Ali’s Dream” 
with her sister, Julie Phelan, and others of 
Ali’s family and friends to raise funds for 
childhood brain tumour research.

As a trustee of Ali’s Dream and having 
campaigned to raise awareness and funds 
since 2001, Sue led the coming together 
of multiple brain tumour charities and with 
the support of her local MP John Bercow, 
now Speaker of the House of Commons, 
established the All Party Parliamentary 
Group on brain tumours in July 2005.

In April 2009, Ali’s Dream and other 
founding brain tumour charities launched 
Brain Tumour Research. This pioneering 
national charity has rapidly matured into 
a multi-million-pound organisation under 
Sue’s leadership, with the establishment of 
four Research Centres of Excellence across 
the country. Sue has also co-authored 
three reports into national research 
funding, produced the Invest in a Cure 
manifesto and launched the charity’s 
annual Wear A Hat Day, held at the end of 
March – brain tumour awareness month. 

Sue said: “I cried when I heard the 
news. It is such a great honour. It made 
me realise the enormity of what has been 

achieved in the last 15 years.
“Like so many others in the brain tumour 

community, my passion for this cause 
is driven by loss. I still remember our 
complete shock and disbelief when we 
discovered that brain tumours kill more 
children and adults under the age of 40 
than any other cancer, yet just 1% of the 
national spend on cancer research was 
being allocated to this devastating disease. 
We found this unacceptable.

“With a background in the corporate 
world, I pledged the rest of my life’s work 
to finding a cure. Alongside Professor 
Geoff Pilkington at the University of 
Portsmouth, we created a vision of 
how brain tumour research could be 
transformed in the UK, with Research 
Centres of Excellence driving progress.

“Today, the charity Brain Tumour 
Research supports one of the UK’s 
largest collaborations of laboratory-based 
brain tumour scientists, working across 
a network of four Research Centres 

of Excellence. Our campaigning at 
Westminster has driven the formation of 
a Government Task and Finish Working 
Group, raising awareness at the highest 
levels.

“Every day I hear stories of families who 
have been devastated by brain tumours. I 
feel blessed that so many patients, families 
and supporters choose to fundraise and 
campaign alongside us. They keep me 
motivated and we couldn’t have achieved 
what we have without them.”

Sue concluded: “There are so many 
people who have been with me and 
Ali’s family and friends on this journey, 
including my hugely supportive husband 
and children. I am particularly humbled 
by the bravery and dedication of Wendy 
Fulcher, Sandy Saunders and Nigel 
Boutwood, trustees of Brain Tumour 
Research. It was our shared vision from the 
start. We have always been so completely 
focused on finding a cure for brain 
tumours and now, more than ever before, 
we have such hope for the future. I know 
that, together with our supporters, we will 
find a cure.”

Brain Tumour Research is campaigning 
to see the national spend on brain tumour 
research increased to £30 million – £35 
million a year, in line with breast cancer 
and leukaemia, in order to advance 
treatments and ultimately find a cure.

www.braintumourresearch.org 
www.alisdream.org.uk

AWARDS AND APPOINTMENTS
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Colorectal Discovery

A two-centre experience of 
transanal total mesorectal 
excision

Buchs NC, Wynn G, Austin R, et al.  
Colorectal Dis. 
2016 Dec;18 (12):1154-61.

Transanal total mesorectal excision 
(TaTME) offers a promising alternative 
to the standard surgical abdominopelvic 
approach to rectal cancer. Our aim has 
been to report a two-centre experience 
of the technique, focusing on short-term 
and oncological outcome. A total of 
40 selected patients with histologically 
proven rectal adenocarcinoma underwent 
TaTME in two institutions from May 2013 
to 2015. Forty patients (80% men, mean 
body mass index 27.4 kg/m2) requiring 
TME underwent TaTME. Procedures 
included low anterior resection (n=31), 
abdominoperineal excision (n=7) and 
proctocolectomy (n=2). A minimally 
invasive approach was attempted in all 
cases, with three conversions. The mean 
operation time was 368 min; 16 patients 
(40%) had a synchronous abdominal and 
transanal approach. No mortality and 16 
postoperative complications occurred, 
with only 69% being minor. The median 
length of stay was 7.5 (3–92) days. A 
complete or near-complete TME specimen 
was delivered in 39 (97%) cases with 
a mean number of 20 lymph nodes 
harvested. R0 resection was successful 
in 38 (95%) patients. In the follow-up 
period (median 10.7 months), there were 
no local recurrences, but 6 (15%) patients 
had developed distant metastases.

Reviewer’s comments: This paper 
is a short presentation of two-centre 
experience at doing TaTME operations for 
rectal cancer. TaTME can be used to treat 
malignant or benign disease of the rectum. 
From the above series, hese investigators 
found TaTME safe, feasible, safe and 
reproducible, without compromising the 
oncological principles of rectal cancer 
surgery. TaTME came into existent to 
facilitate proctectomy in patients in whom 
laparoscopic dissection can be difficult 
because of a narrow pelvis, a high body 
mass index, or where the position of the 
tumourws low in the rectum. However, 
patients selection for this series, even 
though predominantly male, had a mean 
BMI of <28kg/m2, much less than in other 

reported series. The follow-up period in 
the series was short (median 10.7 months) 
and the median LOS in hospital of 7.5 
days is comparable to laparoscopic low 
anterior resection in high volume centres. 
This paper highlights that, although 
the patients were selected carefully, the 
outcome is encouraging and provides 
further evidence of the feasibility and 
safety of the procedure. Current evidence 
on the safety and efficacy of TaTME to 
remove the rectum is limited in both 
quantity and quality. Therefore, it should 
only be used with special arrangements 
for clinical governance, consent and audit 
or research. TaTME aims to improve the 
clinical outcome of rectal excision, reduce 
the LOS in hospital and the post-operative 
morbidity. – TH

European Journal of 
Surgical Oncology

Intensified follow-up in 
colorectal cancer patients 
using frequent  
Carcino-Embryonic Antigen 
(CEA) measurements and 
CEA-triggered imaging:  
Results of the randomised “CEA 
watch” trial

Verberne CJ, Zhan Z, van den Heuvel E, et al. 
Eur J Surg Oncol.  
2015 Sep;41(9):1188-96.

Purpose: The value of frequent Carcino-
Embryonic Antigen (CEA) measurements 
and CEA-triggered imaging for detecting 
recurrent disease in colorectal cancer 
(CRC) patients was investigated to find 
evidence-based follow-up protoco in 
a randomised-controlled multicentre 
prospective study, using a stepped-
wedge cluster design. From October 
2010 to October 2012, surgically treated 
non-metastasised CRC patients in 
follow-up were checked in 11 hospitals. 
An intensified follow-up schedule 
consisting of CEA measurements every 
two months, with imaging in case of two 
CEA increases, was adopted. The primary 
outcome measures were the proportion 
of recurrences that could be treated with 
curative intent, recurrences with definitive 
curative treatment outcome, and the 
time to detection of recurrent disease. 
A total of 3,223 patients were included, 

of which 1,725 patients participated 
in both the control protocol and in 
intervention protocol; 1,182 patients 
participated only in the control protocol, 
and 316 patients participated only in the 
intervention protocol. In total, the control 
period comprised 2,907 patients and 
the intervention period 2,041 patients. 
A total of 243 (7.5%) recurrences 
were detected during the study; 104 
(43%) were found while the patient 
participated in the control protocol and 
139 (57%) were detected while the 
patient participated in the intervention 
protocol. Ninety (37%) of all recurrences 
could be treated with curative intent. 
Recurrences eligible for curative treatment 
during the intervention protocol was 
higher than in the control protocol (42% 
versus 30%). The proportion of curative 
treatment outcome was also higher in the 
intervention than the control (35% versus 
22%). The proportion of recurrences 
that could be treated with curative 
intent was also significantly higher in the 
intervention protocol (OR=2.84, 95%-CI: 
1.38–5.86, p-0.0048).

Reviewer’s comments: This paper 
highlights the feasibility and effectiveness 
of an intensified protocol with CEA and 
assessment on CEA rise rather than 
absolute value in detecting recurrences 
earlier than the standard protocol, which is 
related to an increase in curable recurrence 
rate. In the trial, CEA slope analyses 
instead of absolute values and imaging in 
case of two subsequent CEA rises detects 
recurrences with a higher rate of curable 
options (42% versus 30%), higher rate 
of definitive treatment outcome (35% 
versus 22%) and less time-to-detection 
compared to a care as usual follow-up 
protocol. To date there has been no 
randomised trial for colorectal cancer 
follow-up with as many participants as 
in this case. Knowledge about  intensive 
monitoring of CEA advances the diagnosis 
of recurrent disease, as is well known from 
the finding of previous CEA second look 
Trial (CEASL), in which detection was nine 
months sooner than clinical detection, as 
also from the FACS trial where it was 24 
months sooner than control. However, this 
trial fails to answer, unlike contemporaries 
(CEASL, FACS), is whether early detection 
and treatment of recurrent disease 
translate into disease-free and/or overall 
survival benefits. Survival in metastatic 
disease is highly case-dependant, since in 
patients with fewer metastases, a longer 
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interval since primary resection, lesser 
or non-elevated CEA and a favourable 
metastasis biology, do better as far as 
observational studies are concerned. It 
will be interesting from this trial will be 
how Verberne et al. report on the disease-
free and overall survival for each of the 
strategies. – TH

New England Journal of 
Medicine 

Ribociclib as First-Line Therapy 
for HR-Positive, Advanced 
Breast Cancer

Hortobagyi GN, Stemmer SM,  Burris HA, et al. 
N Engl J Med  
2016, doi: 10.1056/NEJMoa1609709

Background: The inhibition of cyclin-
dependent kinases 4 and 6 (CDK4/6) 
could potentially overcome or delay 
resistance to endocrine therapy in 
advanced breast cancer positive for 
hormone receptor (HR) and negative for 
human epidermal growth factor receptor 
2 (HER2).

Methods: We conducted a double-blind, 
placebo-controlled trial to assess the 
effect of the extended use of letrozole for 
an additional five years. Our primary end 
point was disease-free survival.

Results: In this randomised, placebo-
controlled, phase 3 trial, we evaluated 
the efficacy and safety of the selective 
CDK4/6 inhibitor, ribociclib, combined with 
letrozole for first-line treatment in 668 
postmenopausal women with HR-positive, 
HER2-negative recurrent or metastatic 
breast cancer who had not received 
systemic therapy for advanced disease. We 
randomly assigned the patients to receive 
either ribociclib (600mg per day on a 
three-weeks-on, one-week-off schedule) 
plus letrozole (2.5mg per day), or placebo 
plus letrozole. The primary end-point was 
investigator-assessed progression-free 
survival. Secondary end-points included 
overall survival, overall response rate, 
and safety. A preplanned interim analysis 
was run on January 29, 2016, after 243 
patients had disease progression or died. 
Prespecified criteria for superiority required 
a hazard ratio of 0.56 or less, with 
p<1.29×10−5.

Conclusion: Among patients receiving 

initial systemic treatment for HR-positive, 
HER2-negative advanced breast cancer, the 
duration of progression-free survival was 
significantly longer among those receiving 
ribociclib plus letrozole than among those 
receiving placebo plus letrozole, with a 
higher rate of myelo-suppression in the 
ribociclib group. (Funded by Novartis 
Pharmaceuticals; ClinicalTrials.gov) 

Reviewer’s Comments: The results 
of the preplanned interim analysis of 
the Mammary Oncology Assessment of 
LEE011’s (Ribociclib’s) Efficacy and Safety 
(MONALEESA-2) trial, which evaluated 
the efficacy and safety of the combination 
of ribociclib and letrozole as first line 
therapy in patients with HR-positive, 
HER2-negative advanced breast cancer, 
are encouraging.

In this multi-centre, double blind, phase 
3 trial conducted in 29 countries, post-
menopausal hormonal receptor positive, 
HER2 negative primarily stage IV breast 
cancer patients were randomly assigned 
to receive either oral CDK4/6 inhibitor 
ribociclib (600mg per day on a three-
weeks-on, one-week-off schedule in 
28-day treatment cycles) plus letrozole 
(2.5mg per day on a continuous 
schedule) or placebo plus letrozole. 
The ribociclib dose of 600mg per day 
was selected on the basis of results 
from a phase 1 study involving patients 
with advanced cancer. Ribociclib can 
be administered with or without food. 
Randomisation was stratified according to 
the presence or absence of liver or lung 
metastases. Patients received treatment 
until disease progression, unacceptable 
toxicity, death, or discontinuation of 
ribociclib or letrozole for any other 
reason. Dose reductions for only ribociclib 
(from 600 to 400 to 200mg) were 
permitted to manage treatment-related 
adverse events. Patients who discontinued 
either ribociclib or placebo were 
permitted to continue receiving letrozole. 
No treatment crossover was allowed. 

The characteristics of MONALEESA-2 
patients at baseline were well balanced 
on all accounts, with the median age of 
62 years and PS 0, 1. It is noteworthy 
that patients with PS >2 were excluded. 
In real life, clinical practice assessment of 
performance status can, at times may not 
be as accurate as in a trial. This trial ensured 
that the patient’s that were randomised 
included a high proportion who had 
disease that was expected to be sensitive 

to endocrine therapy (i.e., those with newly 
diagnosed advanced breast cancer or with a 
disease-free interval of >24 months). 

There was unprecedented 44% 
improvement in PFS in the ribociclib 
group (as assessed by investigators), 
which was observed across all predefined 
subgroups (HR 0.56; 95% CI, 0.43 to 
0.72; P<3.29×10−6 for superiority).  
The median duration of PFS was not 
reached in the ribociclib group and was 
14.7 months in the placebo group. 
Preplanned subgroup analysis showed 
that the duration of PFS was longer in all 
subgroups receiving ribociclib, including 
those with newly diagnosed or pretreated 
metastatic disease, and those with or 
without liver or lung metastasis. Patients 
with measurable disease at baseline 
showed a significantly higher objective 
response rate to ribociclib plus letrozole 
compared to letrozole alone (53 vs. 37%; 
p=0.00028) as well as improved clinical 
benefit rate (80 vs. 72% p=0.02).

Most patients had an acceptable 
adverse-event profile with long-term 
administration of ribociclib plus letrozole.  
CDK4/6 inhibitors can cause bone marrow 
stem cell inhibition. Neutropenia (59 
vs 1%) in the ribociclib arm occurred 
mainly within the first four weeks of 
treatment with five cases (1.5%) of febrile 
neutropenia. Like other CDK4/6 inhibitors 
when combined with aromatase 
inhibitors, grade 3 or 4 elevations of 
liver functions were low with ribociclib 
(9 vs 1%). Moreover, the majority of 
liver-enzyme increases were isolated, 
asymptomatic and reversible with dose 
adjustment. There were 7.5% of patients 
requiring permanent discontinuation of 
both ribociclib and letrozole because of 
adverse events and similar percentages 
due to decisions made by either patients 
or physicians in the two groups. 
Non-hematological adverse events in the 
ribociclib group were of grade 1 or 2, 
and grade 3 or 4 events were reversible 
by dose interruptions and reductions, 
which allowed most patients to remain 
on treatment.  Prolongation of the QTcF 
interval, a dose-dependent side effect, 
occurred in 3.3% of patients treated 
at the 600mg dose of ribociclib, with 
changes mostly occurring within the first 
four weeks of treatment. Careful cardiac 
monitoring was essential, particularly 
for those on higher dose, and patients 
with cardiac dysfunction or at a higher 
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risk of cardiac impairment needed to be 
excluded. 

Nearly one-third of early stage hormone 
receptor positive, HER2 negative patients 
relapse despite appropriate adjuvant 
therapy. Many relapses are due to distant 
visceral and/or bone metastasis, with a 
poor prognosis. Based on these results, 
the FDA has granted Breakthrough 
Therapy designation to ribociclib, a 
selective cyclin-dependent kinase inhibitor, 
in combination with letrozole for the 
management of locally advanced or 
metastatic breast cancer. These pivotal 
phase 3 results showing impressive early 
separation of the PFS curves are very 
encouraging and validate the use of 
CDK4/6 inhibitors on relapse. Monaleesa 
programme is evaluating ribociclib with 
fulvestrant and in the pre-menopausal 
age group. The main challenge will be 
selection between palbociclib (PALOMA), 
ribociclib (MONALEESA) and Abemaciclib 
(MONARCH) based on their efficacy, side 
effects and cost. The other problem is the 
lack of biomarkers to select patients who 
are going to get  the most benefit. – SU

Niraparib Maintenance 
Therapy in Platinum-Sensitive, 
Recurrent Ovarian Cancer

Mirza MR, Monk BJ, Herrstedt J, et al.  
Matulonis, for the ENGOT-OV16/NOVA 
Investigators. 
N Engl J Med  
2016; 375:2154-64.December 1, 2016. doi: 
10.1056/NEJMoa1611310

Background: Niraparib is an oral poly 
(adenosine diphosphate [ADP]–ribose) 
polymerase (PARP) 1/2 inhibitor that 
has shown clinical activity in patients 
with ovarian cancer. We evaluated the 
efficacy of niraparib versus placebo as 
maintenance treatment for patients with 
platinum-sensitive recurrent ovarian 
cancer.

Methods: In this randomised, double-
blind, phase 3 trial, patients were 
categorised according to the presence or 
absence of a germline BRCA mutation 
(gBRCA cohort and non-gBRCA cohort) 
and the type of non-gBRCA mutation and 
were randomly assigned in a 2:1 ratio 
to receive niraparib (300mg) or placebo 
once daily. The primary end-point was 
progression-free survival.

Results: Of 553 enrolled patients, 203 
were in the gBRCA cohort (with 138 

assigned to niraparib and 65 to placebo), 
and 350 patients were in the non-gBRCA 
cohort (with 234 assigned to niraparib 
and 116 to placebo). Patients in the 
niraparib group had a significantly longer 
median duration of progression-free 
survival than those in the placebo group, 
including 21.0 vs. 5.5 months in the 
gBRCA cohort (hazard ratio, 0.27; 95% 
confidence interval [CI], 0.17 to 0.41), 
as compared with 12.9 vs. 3.8 months 
in the non-gBRCA cohort for patients 
who had tumours with homologous 
recombination deficiency (HRD) (hazard 
ratio, 0.38; 95% CI, 0.24 to 0.59) 
and 9.3 vs. 3.9 months in the overall 
non-gBRCA cohort (hazard ratio, 0.45; 
95% CI, 0.34 to 0.61; P<0.001 for all 
three comparisons). The most common 
grade 3 or 4 adverse events that were 
reported in the niraparib group were 
thrombocytopenia (33.8%), anemia 
(25.3%), and neutropenia (19.6%), which 
were managed by dose modification.

Conclusion: Among patients with 
platinum-sensitive, recurrent ovarian 
cancer, the median duration of 
progression-free survival was significantly 
longer among those receiving niraparib 
than those receiving placebo, regardless 
of the presence or absence of gBRCA 
mutations or HRD status, with moderate 
bone marrow toxicity. (Funded by Tesaro; 
ClinicalTrials.gov number, NCT01847274.) 

Reviewer’s Comments: The results 
of the preplanned interim analysis of 
the Mammary Oncology Assessment of 
LEE011’s (Ribociclib’s) Efficacy and Safety 
(MONALEESA-2) trial, which evaluated 
the efficacy and safety of the combination 
of ribociclib and letrozole as first line 
therapy in patients with HR-positive, 
HER2-negative advanced breast cancer, 
are encouraging.

In this multi-centre, double blind, phase 
3 trial conducted in 29 countries, post-
menopausal hormonal receptor positive, 
HER2 negative primarily stage IV breast 
cancer patients were randomly assigned 
to receive either oral CDK4/6 inhibitor 
ribociclib (600mg per day on a three-
weeks-on, one-week-off schedule in 
28-day treatment cycles) plus letrozole 
(2.5mg per day on a continuous 
schedule) or placebo plus letrozole. 
The ribociclib dose of 600mg per day 
was selected on the basis of results 
from a phase 1 study involving patients 
with advanced cancer. Ribociclib can 
be administered with or without food. 

Randomisation was stratified according to 
the presence or absence of liver or lung 
metastases. Patients received treatment 
until disease progression, unacceptable 
toxicity, death, or discontinuation of 
ribociclib or letrozole for any other 
reason. Dose reductions for only ribociclib 
(from 600 to 400 to 200mg) were 
permitted to manage treatment-related 
adverse events. Patients who discontinued 
either ribociclib or placebo were 
permitted to continue receiving letrozole. 
No treatment crossover was allowed. 

The characteristics of MONALEESA-2 
patients at baseline were well balanced 
on all accounts, with the median age of 
62 years and PS 0, 1. It is noteworthy 
that patients with PS >2 were excluded. 
In real life, clinical practice assessment 
of performance status can, at times may 
not be as accurate as in a trial. This trial 
ensured that the patient’s that were 
randomised included a high proportion 
who had disease that was expected to be 
sensitive to endocrine therapy (i.e., those 
with newly diagnosed advanced breast 
cancer or with a disease-free interval of 
>24 months). 

There was unprecedented 44% 
improvement in PFS in the ribociclib 
group (as assessed by investigators), 
which was observed across all predefined 
subgroups (HR 0.56; 95% CI, 0.43 to 
0.72; P<3.29×10−6 for superiority).  
The median duration of PFS was not 
reached in the ribociclib group and was 
14.7 months in the placebo group. 
Preplanned subgroup analysis showed 
that the duration of PFS was longer in all 
subgroups receiving ribociclib, including 
those with newly diagnosed or pretreated 
metastatic disease, and those with or 
without liver or lung metastasis. Patients 
with measurable disease at baseline 
showed a significantly higher objective 
response rate to ribociclib plus letrozole 
compared to letrozole alone (53 vs. 37%; 
p=0.00028) as well as improved clinical 
benefit rate (80 vs. 72% p=0.02).

Most patients had an acceptable adverse-
event profile with long-term administration 
of ribociclib plus letrozole.  CDK4/6 
inhibitors can cause bone marrow stem 
cell inhibition. Neutropenia (59 vs 1%) in 
the ribociclib arm occurred mainly within 
the first four weeks of treatment with five 
cases (1.5%) of febrile neutropenia. Like 
other CDK4/6 inhibitors when combined 
with aromatase inhibitors, grade 3 or 4 
elevations of liver functions were low with 
ribociclib (9 vs 1%). Moreover, the majority 
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of liver-enzyme increases were isolated, 
asymptomatic and reversible with dose 
adjustment. There were 7.5% of patients 
requiring permanent discontinuation of 
both ribociclib and letrozole because of 
adverse events and similar percentages 
due to decisions made by either patients 
or physicians in the two groups. 
Non-hematological adverse events in the 
ribociclib group were of grade 1 or 2, and 
grade 3 or 4 events were reversible by dose 
interruptions and reductions, which allowed 
most patients to remain on treatment. 
Prolongation of the QTcF interval, a dose-
dependent side effect, occurred in 3.3% 
of patients treated at the 600mg dose of 
ribociclib, with changes mostly occurring 
within the first four weeks of treatment. 
Careful cardiac monitoring was essential, 
particularly for those on higher dose, and 
patients with cardiac dysfunction or at a 
higher risk of cardiac impairment needed to 
be excluded. 

Nearly one-third of early stage hormone 
receptor positive, HER2 negative patients 
relapse despite appropriate adjuvant 
therapy. Many relapses are due to distant 
visceral and/or bone metastasis, with a 
poor prognosis. Based on these results, 
the FDA has granted Breakthrough 
Therapy designation to ribociclib, a 
selective cyclin-dependent kinase inhibitor, 
in combination with letrozole for the 
management of locally advanced or 
metastatic breast cancer. These pivotal 
phase 3 results showing impressive early 
separation of the PFS curves are very 
encouraging and validate the use of 
CDK4/6 inhibitors on relapse. Monaleesa 
programme is evaluating ribociclib with 
fulvestrant and in the pre-menopausal 
age group. The main challenge will be 
selection between palbociclib (PALOMA), 
ribociclib (MONALEESA) and Abemaciclib 
(MONARCH) based on their efficacy, side 
effects and cost. The other problem is the 
lack of biomarkers to select patients who 
are going to get the most benefit. – SU

Clinical Lymphoma, 
Myeloma and 
Leukaemia 

Discontinuing Tyrosine Kinase 
Inhibitor Therapy in Chronic 
Myeloid Leukaemia: Current 
Understanding and Future 
directions

Bhalla S, Tremblay D, Mascarenhas J. 
Clinical Lymphoma, Myeloma and Leukaemia  
2016; 16: 9: 488-94.

Background: Tyrosine kinase inhibitor 
(TKI) treatment revolutionised the 
treatment pathway for patients with 
chronic myeloid leukaemia (CML). First 
generation TKI imatinib, a competitive 
inhibitor of the ATP binding site on the 
BCR-ABL1 protein, showed a significant 
improvement in major molecular 
response (MMR) and overall survival 
compared to the previous standard of 
care interferon + cytarabine. Despite 
this, after 8 years of follow-up, 45% of 
patients had discontinued treatment 
due to intolerance/disease progression. 
This outcome drove the development of 
second generation TKIs dasatinib and 
nilotinib. Clinical trials have shown that 
these compounds induce a faster MMR 
and improved sustained response when 
compared to imatinib.

Responses are monitored according to 
hematological, cytogenetic and molecular 
responses. Molecular response is assessed 
according to international standards 
(IS) as the ratio of BCR-ABL/ABL. The 
first target is the 3 log reduction, major 
molecular response (MMR). More recently 
newer targets are recorded including 
MR4.5 (4.5 log reduction) and UMRD 
(undetectable minimal residual disease). 

In patients achieving a sustained MMR, 
there may be a cohort who can successfully 
stop TKI treatment. This is an important 
consideration for the following reasons; 
patients on TKIs often have side effects 
that affect their quality of life; patients on 
TKIs often have problems with drug/drug 
interaction; treatment with TKIs can often 
impact on conception and pregnancy; 
the cost of TKIs are substantial as patients 
are expected to have nearly normal life 
expectancy and historically were expected 
to stay on treatment for life.

Methods: A review of all major 
clinical trials of TKI discontinuation was 
undertaken. In patients treated with 
imatinib, in all five discontinuation 
trials reviewed (STIM, TWISTER, A-STIM, 
STIM2, KID) patients were treated with 
imatinib for at least 36 months and had 
been in a MR4.5 or MR5 for >2 years. 
In patients treated with nilotinib, in the 
five discontinuation trials (ENESTfreedom, 
ENESTop, ENESTgoal, ENESTPath and 
Tiger) patients were treated with nilotinib 
for at least 12 to 24 months and had 
achieved either an MR4 or MR4.5 for at 

least 12 to 24 months. In patients treated 
with dasatinib, four trials were reviewed 
(DASFREE, EURO-SKI, STOP 2G-TKI, LAST). 
All but one had been on dasatinib for 
36 months and had been in MR4 or 
MR4.5 for at least 12 to 24 months. 
Discontinuation was classified as a failure 
when there was a loss of MMR. Patients 
in on-going treatment free remission (TFR) 
were assessed. Patients who responded to 
re-introduction of TKI were recorded. 

Results: OIn the imatinib discontinuation 
trials, the duration of follow-up ranged 
from 12 to 60 months. Treatment free 
remission ranged from 39 to 64%. 
Patients with an initial deeper response 
(UMRD or digital PCR negative group) 
had a higher probability of a sustained 
MMR off treatment. In the earlier studies 
(STIM and TWISTER), a proportion of 
patients had been previously treated 
with interferon as well as imatinib, which 
may have increased the chances of TFR 
through a cytotoxic T-lymphocyte driven 
mechanism. In all studies apart from 
STIM, 100% of patients who relapsed 
regained an MMR when imatinib was 
reintroduced.

In the European Stop Kinase Inhibitor 
(EURO-SKI) trial, prognostic markers 
that could potentially influence the rate 
of TFR were analysed. Duration of MR4 
influenced TFR. In patients with MR4 for 
<5 years, 33/71 patients (46%) loss MMR 
within the first six months compared to 
28/87 (32%) of patients who had an MR4 
for >5 years (p= 0.07). In groups with 
different depths of molecular response at 
the time of discontinuation (MR4, MR4.5, 
MR5), there was no significant difference 
in relapse risk at six months.

In the KID study, patients in the digital 
PCR negative group had a higher chance 
of a sustained MMR than those in the 
digital PCR positive group (63.8 vs 37.5%, 
p=0.021).

In the STOP 2G-TKI study, second 
generation dasatinib and nilotinib were 
either used as first line treatment or after 
prior imatinib. The majority of relapses 
occurred in the first six months. Patients 
in a sustained MMR at six months had 
a high probability of TFR at 12 and 24 
months (91.2 and 84.7%, respectively). 
In multivariate analysis, prior sub-optimal 
response or resistance to imatinib was 
associated with a significantly lower 
chance of a successful discontinuation of 
treatment. 
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Nilotinib and dasatinib induce a deeper molecular response when used 
in the front line setting. The findings of these studies in terms of TFR 
and response following re-introduction of TKI are currently outstanding.

Conclusion: The development and treatment of CML patients with 
BCR-ABL1 TKIs transformed the prognosis and outcomes in this patient 
group. Longterm, however,  these treatments can have a significant 
impact on patientspatientshe prognosis and outcomes in this patient 
gff treatment and avoid adverse effects as well as reduce financial 
costs. These studies have shown that upto 40% of patients could 
qualify for a trial of TKI discontinuation with some patients achieving a 
stable remission off treatment. Further research is required to identify 
biomarkers or parameters that predict a stable TFR. 

Reviewer’s Comments: Tyrosine kinase inhibitors (TKI) have dramatically 
changed the landscape of treatment of patients with chronic myeloid 
leukaemia. This paper showed that certain patients can come off TKIs 
and achieve durable TFR, which is an important development. Treatment 
with both first and second generation TKIs, although associated with 
great success, have also been associated with considerable morbidity in 
a cohort of patients, with a reduced quality of life. These intolerances 
lead to non-compliance or even withdrawal from treatment with the 
devastating risks of disease progression in some patients. 

The second generation TKIs, dasatinib and nilotinib, are associated 
with more rapid responses and deeper molecular responses. In younger 
patients, in whom fertility may be important, opting for a second 
generation TKI first line and planning discontinuation of treatment, 
once a stable MR4.5 or MR5 has been achieved, allows for a safe 
conception and pregnancy whilst the TFR is actively monitored. 

There is an on-going debate over the optimal first line treatment for 
newly diagnosed  CML patients. With imatinib coming off patent, drug 
costs will be dramatically reduced. Caution, however, is required in high 
risk patients in whom there is a reduced MMR rate when treated with 
imatinib compared to second generation TKIs. Patients who achieve an 
MMR with a second generation TKI after treatment failure with imatinib 
are less likely to have a sustainable TFR if they discontinue treatment. 
This could mean that the overall health costs will be greater as patients 
may need to continue with the second generation TKI long term. 

As health care services become increasingly stretched, schemes in which 
high cost drugs can be discontinued and patients enter a period of active 
surveillance will be encouraged. Further trials that clearly identify those 
subgroups of CML patients that most benefit will be critically important. – 
FMW
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2017

January
Newcastle University - Online Module - Cancer 
Drugs and Technologies 
Starts January 2017 
E: noncpall@ncl.ac.uk  
T: +44 (0)191 208 7032  
w: www.ncl.ac.uk/medicalsciences-online/ 
module-library/onc8011

Newcastle University - Online - MSc in Oncology 
Starts January 2017  
E: noncpall@ncl.ac.uk  
T: +44 (0)191 208 7032  
w: www.ncl.ac.uk/medicalsciences-online/ 
oncology-cancer-palliative

Newcastle University - Online - MSc in Cancer 
Studies 
Starts January 2017 
E: noncpall@ncl.ac.uk  
T: +44 (0)191 208 7032  
w: www.ncl.ac.uk/medicalsciences-online/ 
oncology-cancer-palliative

Preparing to become a successful consultant  
12 January 2017; London, UK 
E: conf@rcr.ac.uk  
T: +44 (0)20 7406 5942  
W: www.rcr.ac.uk/oncologyevents

Acute oncology 2017 
13 January 2017; London, UK 
W: www.rsm.ac.uk

Lymphoedema: Application of Core Skills and 
Knowledge (Level 3) 
16 January 2017; Glasgow, UK 
Margaret Sneddon T: +44 (0)141 330 2072  
E: lymph@glasgow.ac.uk

The Christie: Endometrial Cancer Study Day  
23 January 2017; Manchester, UK 
W: Christie.nhs.uk/SoO  
E: education.events@christie.nhs.uk  
T: +44 (0)161 918 7409   
@TheChristieSoO

BTOG 2017 - 15th Annual BTOG Conference 2017 
25-27 January 2017; Dublin, Ireland 
E: dawn.mckinley@uhl-tr.nhs.uk  
T: +44 (0)116 250 2811  
W: www.btog.org  
Twitter: @BTOGORG

NEW 
Trainee in difficulty  
26 January 2017; London, UK 
www.rcr.ac.uk/clinical-oncology/events  
E: conf@rcr.ac.uk  
T: +44(0)20 7406 5942

ECCO2017: European Cancer Congress 
27-30 January 2017; Amsterdam, The Netherlands 
www.eccocongress.org

Lymphoedema Specialist Practice (Level 4 and M) 
30 January 2017; Glasgow, UK 
Margaret Sneddon T: +44 (0)141 330 2072   
E: lymph@glasgow.ac.uk

February
NEW 
Image-guided brachytherapy course 
2-3 February 2017; Middlesex, UK 
www.rcr.ac.uk/clinical-oncology/events  
E: conf@rcr.ac.uk  
T: +44(0)20 7406 5942

The British Neurovascular Group 8th Annual 
Meeting 2017  
2-3 February 2017; Glasgow, UK 
Caitlin Oates  
E: caitlin.oates@aesculap-academy.com  
T: +44 (0)114 225 9057

Image Guided Brachytherapy Course 
2-3 February 2017; London, UK 
E: conf@rcr.ac.uk  
T: +44 (0)20 7406 5942  
W: www.rcr.ac.uk/oncologyevents

NEW 
2017 Meeting for Trainees in Uro-oncology 
3-4 February 2017; London, UK 
W: www.bug.uk.com

ESMO Summit Africa 
10-12 February 2017; Cape Town, South Africa 
W: esmo.org

March
11th International Advanced Ovarian Cancer 
Symposium 
3 March 2017; Valencia, Spain 
W: esmo.org 

ESMO Update for Practising Oncologists 
3-5 March 2017; Lisbon, Portugal 
W: esmo.org

15th International Congress on Targeted 
Anticancer Therapies  
6-8 March 2017; Paris, France 
W: tatcongress.org

Imaging in oncology 
8 March 2017; London, UK 
T: +44 (0)207 290 2982  
W: www.rsm.ac.uk

ACRO Annual Meeting  
9-11 March 2017; Orlando, FL, USA 
W: https://www.acro.org/education/
annual-meeting/

2nd EACR-OECI Conference Making it Personal: 
Cancer Precision Medicine 
13-16 March 2017; Amsterdam, Netherlands 
www.eacr.org/conference/precisionmedicine2017  
@EACRNews

6th ICHNO 2017 – Innovative Approaches in 
Head & Neck Oncology Conference 
16-18 March 2017; Barcelona, Spain 
W: esmo.org

ESMO Symposium on Signalling Pathways in 
Cancer 
17-18 March 2017; Barcelona, Spain 
W: esmo.org

11th European Breast Cancer Conference 
21-23 Mach 2017; Barcelona, Spain 
www.ecco-org.eu/EBCC

NEW 
Maxillo-Facial Study Day 
22 March 2017; Manchester, UK 
E: education.events@christie.nhs.uk  
W: https://maxillo-facial-17.eventbrite.co.uk

Mesothelioma UK/BTOG – Mesothelioma 2017 – 
The Essential Update 
22 March 2017; London, UK 
E: dawn.mckinley@uhl-tr.nhs.uk  
T: +44 (0)116 250 2811  
W: www.btog.org  
Twitter: @BTOGORG

NEW 
Colorectal Cancer Peritoneal Metastases: What 
you and your MDT need to know  
24 March 2017; Manchester, UK 
E: education.events@christie.nhs.uk  
W: https://www.pmcr.eventbrite.co.uk

The APM’s Supportive and Palliative Care 
Conference (ASP Conference) 
30-31 March 2017; Belfast, UK 
W: http://apmonline.org/

April
NEW 
8th European Congress on Head & Neck 
Oncology 
11-14 April 2017; Rome, Italy 
W: www.ehns.org

NEW 
Myeloma Study Day 
24 April 2017; Manchester, UK 
E: education.events@christie.nhs.uk  
W: https://ct-myeloma.eventbrite.co.uk

NEW 
New Technologies in Thoracic Oncology 
Conference 2017 
28 April 2017; London, UK 
E: events@gstt.nhs.uk 

May
BSCCP 2017 Annual Scientific Meeting 
3-5 May 2017; Cardiff, Wales 
W: www.bsccp.org.uk

5th Quadrennial Meeting of the World 
Federation of Neuro-Oncology Societies 
(WFNOS) 
3-7 May, 2017; Zurich, Switzerland 
W: www.eano.eu

IMPAKT Breast Cancer Conference 
4-6 May 2017; Brussels, Belgium 
W: esmo.org

ELCC – European Lung Cancer Conference 
5-8 May 2017; Geneva, Switzerland 
W: esmo.org

ESTRO 36 
5-9 May, 2017; Vienna, Austria 
W: www.estro.org

NEW 
Pancreatic Cancer Study Day 
8 May 2017; Manchester, UK 
E: education.events@christie.nhs.uk  
W: https://pancreatic-cancer-17.eventbrite.co.uk

To have your event listed in the Oncology News diary, E: patricia@oncologynews.biz by February 4th 2017.
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NEW 
BTOG Postgraduate Course 2017 
8-9 May 2017; Leicester, UK 
W: www.btog.org

7th EACR-OECI Joint Training Course Molecular 
Pathology Approach to Cancer 
8-10 May 2017; Amsterdam, Netherlands 
W: www.eacr.org/conference/ 
molecularpathology2017   
@EACRNews

BTOG Postgraduate Thoracic Oncology Course 
8-9 May 2017; Leicester, UK 
E: dawn.mckinley@uhl-tr.nhs.uk  
T: +44 (0)116 250 2811  
W: www.btog.org  
Twitter: @BTOGORG 

BAHNO 2017 
12 May 2017; London, UK 
http://bahno.org.uk

NEW 
2017 SBUR/SUO Joint Meeting 
12 May 2017; Boston, USA 
W: http://suonet.org/

NEW 
SUO 2017 Annual Meeting At the AUA 
13 May 2017; Boston, USA 
W: http://suonet.org/

NEW 
Annual Trainee Oncology Meeting  
13-14 May 2017; Belfast, UK 
W: www.rcr.ac.uk/clinical-oncology/events  
E: conf@rcr.ac.uk  
T: +44(0)20 7406 5942

NEW 
Targeted Treatments for Breast Cancer  
25 May 2017; Manchester, UK 
E: education.events@christie.nhs.uk  
W: https://ttbreast-cancer.eventbrite.co.uk

June
Communications meeting and Sylvia Lawler prize 
meeting 
7 June 2017; London, UK 
T: +44 (0)207 290 2982  
W: www.rsm.ac.uk

BAHNON National Conference 
9 June 2017; Birmingham, UK 
W: http://bahnon.org.uk

NEW 
An Introduction to Cancer: Anatomy, Biology and 
Treatments 
14–15 June 2017; Manchester, UK 
E: education.events@christie.nhs.uk  
W: https://intro-to-cancer.eventbrite.co.uk

8th International Conference on Children’s Bone 
Health (ICCBH) 
10-13 June 2017; Würzburg, Germany 
E: iccbh@ectsoc.org  
W: www.iccbh.org

Workshop on Methods in Clinical Cancer 
Research 
17-23 June 2017; Zeist, Netherlands 
www.ecco-org.eu/Workshop

NEW 
Introduction to Immunotherapy by Elaine Vickers 
20 June 2017; Manchester, UK 
E: education.events@christie.nhs.uk  
W: https://intro-immunotherapy.eventbrite.co.uk

BNOS 2017 Engaging Science Enhancing Survival 
21-23 June 2017; Edinburgh, UK 
W: www.bnos2017.efconference.co.uk

2nd EACR-AACR-SIC Special Conference 
24-27 June 2017; Florence, Italy 
www.ecco-org.eu/EAS2017

NEW 
9th WIN Symposium on Expediting Global 
Innovation in Precision Cancer Medicine 
26-27 June, 2017; Paris, France 
E: win@congressbydesign.com  
W: www.winsymposium.org

ESMO World GI Congress 
28 June-1 July 2017; Barcelona, Spain 
W: esmo.org

NEW 
Haematology: Chronic Lymphocytic Leukaemia  
29 June 2017; Manchester, UK 
E: education.events@christie.nhs.uk  
W: https://c-l-l.eventbrite.co.uk

July
NEW 
2nd Liverpool Hands–on Transoral Laser 
Microsurgery for Head & Neck Cancer Course  
3-5 July 2017; Liverpool, UK 
E: shonagh.nugent@aintree.nhs.uk

NEW 
Upper GI Study Day  
5 July 2017; Manchester, UK 
E: education.events@christie.nhs.uk  
W: https://upper-gi.eventbrite.co.uk

NEW 
The 2nd Christie Advanced Radiotherapy 
Summer School  
10–13 July 2017; Manchester, UK 
E: education.events@christie.nhs.uk  
W: https://2nd-summer-school.eventbrite.co.uk

September
NEW 
Newcastle University - Online - MSc in Oncology 
Starts September 2017 
E: noncpall@ncl.ac.uk  
T: 0191 208 7032/+44 191 208 7032  
W: www.ncl.ac.uk/medicalsciences-online/ 
oncology-cancer-palliative

NEW 
Newcastle University - Online - MSc in Cancer 
Studies 
Starts September 2017 
E: noncpall@ncl.ac.uk  
T: 0191 208 7032/+44 191 208 7032  
W: www.ncl.ac.uk/medicalsciences-online/ 
oncology-cancer-palliative

NEW 
Newcastle University - Online Module - 
Chemotherapy Nurse Training 
Starts September 2017 
E: noncpall@ncl.ac.uk  
T: 0191 208 7032/+44 191 208 7032  
W: www.ncl.ac.uk/medicalsciences-online/ 
oncology-cancer-palliative/ 
chemotherapy-nurse-training

ESMO 2017 – 42nd ESMO Congress 
8-12 September 2017; Madrid, Spain 
W: esmo@esmo.org  
T: +41 (0)91 973 19 00 E: 

NEW 
RCR 17 
11-13 September 2017; Liverpool, UK 
www.rcr.ac.uk/clinical-oncology/events  
E: conf@rcr.ac.uk  
T: +44 (0)20 7406 5942

NEW 
The 13th International Workshop on Microbeam 
Probes of Cellular Radiation Response 
14-15 September 2017; Manchester, UK 
E: education.events@christie.nhs.uk  
W: http://IWM2017.eventbrite.co.uk

NEW 
British Uro-oncology Group Annual Meeting 
15-16 September 2017; Newcastle, UK 
W: www.bug.uk.com

NEW 
Advances in interventional oncology 
20 September 2017; London, UK 
T: +44 (0)207 290 2982  
W: www.rsm.ac.uk

NEW 
The Christie Student Cancer Conference 
30 September 2017; Manchester, UK 
E: education.events@christie.nhs.uk 

October
NEW 
Head and Neck Cancer Study Day  
4 October 2017; Manchester, UK 
E: education.events@christie.nhs.uk

NEW 
Training the trainers  
11-12 October 2017; Leeds, UK 
W: www.rcr.ac.uk/clinical-oncology/events  
E: conf@rcr.ac.uk  
T: +44(0)20 7406 5942

SIOP 2017 Congress 
12-15 October 2017; Washington (DC), USA 
W: www.siop-online.org

NEW 
Enhanced Supportive Care in Cancer 
18 October 2017; Manchester, UK 
E: education.events@christie.nhs.uk  
https://supportive-17.eventbrite.co.uk

NEW 
Lower GI - MDT management of anal cancer 
18 October 2017; Birmingham, UK 
W: www.rcr.ac.uk/clinical-oncology/events  
E: conf@rcr.ac.uk  
T: +44 (0)20 7406 5942

EVENTS DIARY
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Professor Denys Wheatley is Editor, and is Director of BioMedES. He has strong 
research ties in Albany, Davis, Auckland, Valencia, Detroit, Budapest, St Petersburg, 
Heidelberg, Zürich and Hong Kong. He is eager to establish strong interaction with 
cancer and cell biology teams worldwide, and initiate programmes in the areas in 
which his expertise lies. His work in cancer research, other scientific fields, with IFCB, 
and in publishing and scientific communication has led to his receiving awards in 
recent years.

Dr Richard J Ablin (Associate Editor), is Professor, Pathology, University of Arizona 
College of Medicine and a Member of the Arizona Cancer Center, Tucson, Arizona. He 
received the First Award for scientific excellence from The Haakon Ragde Foundation 
for Advanced Cancer Studies. Dr Ablin discovered prostate-specific antigen (PSA) in 
1970. A pioneer of cryosurgery and cryoimmunotherapy, he has extensive experience 
in cancer research. 

Mr Richard Novell is Assistant Co-Editor – Gastrointestinal Section, and is a 
Consultant Colorectal Surgeon at the Royal Free Hospital. He was a member of the Court 
of Examiners of the Royal College of Surgeons for eight years and has been an advisor to 
NICE, NCEPOD and CORESS, the Confidential Reporting System in Surgery.  

Dr Miriam Dwek is Assistant Co-Editor – Breast Cancer, she is a Senior Lecturer 
in Biochemistry at the Department of Molecular and Applied Biosciences, School of Life 
Sciences, University of Westminster in London.

Farrokh Pakzad is Assistant Editor – Skin Cancer, and is currently Consultant 
Oncoplastic Breast and Melanoma Surgeon at Royal Surrey County Hospital. His main 
areas of specialist interest are in the management of breast disease, oncoplastic and 
reconstructive breast surgery and the management of skin cancers, in particular, melanoma. 
Farrokh completed his higher surgical training in London, during which he was selected 
onto the highly competitive National Oncoplastic Fellowship program. 

Dr Constantino Carlos Reyes-Aldasoro is Assistant Editor – Image Analysis. He 
is a Lecturer in Biomedical Image Analysis at the School of Engineering and Mathematical 
Sciences, City University London. He has developed a unique portfolio of interdisciplinary 
skills that span from the acquisition of microscopical images to the analysis of biomedical 
datasets such as magnetic resonance, computed tomography and microscopy to 
advanced computer programming and website development.

Mriganka De is Assistant Editor – Head & Neck Oncology. Mr De is a Consultant 
ENT/Head and Neck surgeon at Royal Derby Hospital, Derby. His interest is head and 
neck cancer with particular focus on management of early laryngeal cancers.

International Liaison Committee

Mikhail Yu Reutovich, Abdominal Oncology Department, NN Alexandrov National 
Cancer Center of Belarus, Minsk, Belarus.

Alan Cooper is Assistant Co-Editor – Urology, and is Lead Scientist with the urology 
research group in Southampton University Hospitals and senior lecturer (albeit with 
virtually no lecturing burden) in the Department of Biomedical Sciences at Portsmouth 
University.

Meet the Editorial Team

Prof Mohammed RS Keshtgar BSc, FRCSI, FRCS (Gen), PhD is Assistant Co-Editor 
– Breast Cancer, and is a Professor of Cancer Surgery and Surgical Oncology, Royal Free 
London Foundation Trust. His main area of interest is minimally invasive approaches in 
diagnosis and treatment of breast cancer.  His research interest is in sentinel node biopsy, 
intra-operative radiotherapy, quantum dot nanotechnology in breast cancer. 

Professor Geoffrey J Pilkington is Assistant Editor Neuro-Oncology, is a 
Professor of Cellular and Molecular Neuro-oncology at the Institute of Biomedical and 
Biomolecular Sciences, Portsmouth. His research focuses on the development of models 
for the study of intrinsic brain tumours, elucidation of their metabolism and mechanisms 
underlying diffuse local invasive behaviour.

NEW 
Introduction to Cancer Biology and personalised Cancer Treatments 
19-20 October 2017; Manchester, UK 
E: education.events@christie.nhs.uk  
https://personalised-cancer2017.eventbrite.co.uk

NEW 
Trainee in Difficulty 
20 October 2017; Manchester, UK 
www.rcr.ac.uk/clinical-oncology/events  
E: conf@rcr.ac.uk  
T: +44(0)20 7406 5942

November
6th Trends in Head and Neck Oncology 
2-4 November 2017; Nice, France 
W: www.thno2017.org

NEW 
NCRI  
6-9 November 2017; Liverpool, UK 
www.rcr.ac.uk/clinical-oncology/events  
E: conf@rcr.ac.uk  
T: +44(0)20 7406 5942

Haematology Study Day: Acute Leukaemia 
20 November 2017; Manchester, UK 
E: education.events@christie.nhs.uk

Colorectal Cancer Peritoneal Metastases: What you and your MDT 
need to know  
21 November 2017; Manchester, UK 
E: education.events@christie.nhs.uk  
https://www.pmcr.eventbrite.co.uk

An Introduction to Cancer: Anatomy, Biology and Treatments 
22-23 November 2017; Manchester, UK 
E: education.events@christie.nhs.uk 

Management skills for oncologists  
27-29 November 2017; London, UK 
www.rcr.ac.uk/clinical-oncology/events  
E: conf@rcr.ac.uk  
T: +44 (0)20 7406 5942

18th Annual Meeting of the Society of Urologic Oncology 
28 November - 2 December 2017; Washington, DC, USA 
W: http://suonet.org/

December
For Clinical Nurse Specialists - An Update on the Management of 
Advanced Prostate Cancer 
2 December 2016; London, UK 
W: www.bug.uk.com

Skin cancer meeting  
4 December 2017; London, UK 
www.rcr.ac.uk/clinical-oncology/events  
E: conf@rcr.ac.uk  
T: +44(0)20 7406 5942

Keep up-to-date
 https://is.gd/oncologynewsfb

 @OncologyNewsMag

Visit: www.oncologynews.biz
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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

CONFERENCE NEWS

In November 2016 42 European 
experts met in Bergen, Norway at 
the 8th international workshop 

of the European Society of Skin 
Cancer Prevention (EUROSKIN) which 
took place together with the annual 
meeting for the Norwegian Society 
for Photobiology and Photomedicine 
(NOFFOF). This constellation enabled 
a lively discussion between experts of 
photobiology, coming from the lab, 
with epidemiologists and public health 
professionals dealing with primary and 
secondary prevention of skin cancer. 

One topic was the identification 
of biomarkers to quantify personal 
UV-exposure, to characterise risk 
groups for skin cancer and to detect 
biomarkers for early diagnosis and 
disease progression especially in 
secondary prevention of skin cancer. It 
turned out that body fluid associated 
miRNAs are very promising candidates 
for biomarkers to be used in skin cancer 
prevention and molecular epidemiology.

In a session about primary prevention 
the importance of combining behavioral 
changes (to decrease UV-exposure) 
and structural prevention (e.g. creating 
shade, reducing heat) was underlined. 
This will need a close collaboration 
between climate specialists, basic 
scientists, architects and city planners.

In the session about secondary 
prevention the effectiveness of skin 
cancer screening, including malignant 
melanoma, squamous cell carcinoma 
and basal cell carcinoma, was discussed 
and the need of education and training, 
to increase the effectiveness of the 
screening measurement, highlighted. 
Furthermore, it was pointed out that 
the success of screening efforts (for the 
non-melanocytic skin cancer, but also 
for malignant melanoma) should not 
only be measured in terms of mortality 
reduction, but to use alternative 
endpoints for evaluation, like morbidity 
or tumour specific severity scores. 

In a last session new communication 
concepts in skin cancer prevention were 
discussed as well as the difficulties to 

evaluate the effectiveness of primary 
prevention concepts. The experts agreed 
that evaluation concepts should always 
already be considered while creating an 
intervention project. 

During the workshop the preliminary 

draft of a 2nd Scientific Opinion: 
“Biological effects of ultraviolet radiation 
relevant to health with particular 
reference to sunbed use for cosmetic 
purposes”, which has been requested by 
the European Commission, DG Health 
and Food Safety, Scientific Committee on 
Health and Environmental Risks (SCHER), 
was introduced. The Opinion, which has 
been written by an expert group, was 
finalised in November 2016. 

The overall conclusion of the opinion 
states (beside others): UV is a complete 
carcinogen. There is strong evidence that 
sunbed exposure causes skin melanoma, 
squamous cell carcinoma and, to a lesser 
extent, basal cell carcinoma. There is no 
need to use sunbeds to induce vitamin 
D. There are no indications for threshold 
levels of UV-irradiance and UV-dose. 
There is no safe limit for UV irradiance 
from sunbeds.

EUROSKIN fully supports this overall 
conclusion as well as its scientific 
justification which has been given on 
about 100 pages in the opinion.

As usual EROSKIN will formulate 
recommendations to each topic which 
can be downloaded from the website 
www.euroskin.eu.

8th International Workshop of the European Society of Skin 
Cancer Prevention
Date: 3-4 November 2016. Venue: Bergen, Norway.

Prof. Terje Christensen welcomes experts from 9 European countries to the joint workshop of EUROSKIN and NOFFOF. 

“There is no need 
to use sunbeds to 

induce vitamin 
D. There are no 
indications for 

threshold levels of 
UV-irradiance and 
UV-dose. There is 
no safe limit for 

UV irradiance from 
sunbeds.”
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T his October saw the 48th Annual 
Congress of the International 
Society of Paediatric Oncology 

(SIOP) gather in Dublin, Ireland. More than 
2,300 delegates from 101 countries came 
together to broaden their knowledge and 
share their experiences within paediatric 
oncology.  As non-medical programme 
staff involved in designing interventions 
for paediatric oncology programmes 
in the developing world, we find it 
essential to access the knowledge of 
the variety of people we meet at these 
conferences. Being able to meet different 
healthcare professionals, parents, survivors 
and advocates, and learn from their 
experiences, enables us to build stronger 
programmes through our improved 
understanding. 

The programme delivered a wide range 
of debates and discussions, tailored 
towards the whole of the SIOP community, 
from nurses to clinicians, from parents to 
survivors. 

Over the first two days, attention 
was given to Paediatric Oncology in 
Developing Countries (PODC), allowing 
speakers from low to middle income 
countries share their successes and 
challenges. It was wonderful to hear how 
much progress had been made in such 
resources–poor settings. Of particular 
interest was a presentation from nurse 
Glenn Mbah on research collected 
around the destitution level of patients 
with Burkitt lymphoma in Cameroon, 
and the resultant effect on adherence to 
treatment and follow-up. The team in 
Cameroon had applied a scale for families 
to determine the level of financial support 
that they needed. They found that more 
than 80% of the families included in the 
study required at least 50% of their costs 
covered in order to adhere to treatment 
and attend follow-up appointments. A 
small amount of funding can go a long 
way, as the team have shown, to ensuring 
that patients can complete treatment.

The Essential Medicines Symposium (a 
jointly-led PODC and Childhood Cancer 
International session) was of one of 
the highlights of the week, providing a 
comprehensive overview of the difficulties 
facing many low to middle income 
countries trying to access essential 
childhood cancer medicines. Three 
breakout sessions were then formed, 
each being given a fundamental barrier 
to overcome; availability, affordability and 
accessibility. Where essential childhood 

cancer medicines are not included on 
national health insurance schemes, 
treatment can become unaffordable for 
many families. This can lead to high rates 
of treatment abandonment as drugs are 
simply not being produced at affordable 
prices. When medicines are available, the 
supply is often inconsistent and quality 
of drugs unreliable. These issues present 
real challenges for paediatric oncology 
units around the world and result in many 
children not being given quality treatment 
and care. 

Of particular interest to the team at 
World Child Cancer was the advocacy 
symposium held during the last day of the 
conference. This panel discussion brought 
together key stakeholders from the WHO, 
Ethiopia, Ghana, Myanmar, USA and 
Europe; to discuss the country-specific 
need to invest in childhood cancer. SIOP 
is working in collaboration with the WHO 
to bring forward childhood cancer in the 
global agenda, and working with partners 
to ensure that a tangible and funded plan 
can be implemented.

The final PODC day of the conference 
hosted a global village and highlighted 
how collaborative models are working 
towards creating sustainable solutions 
for childhood cancer around the world. 
This was a chance for organisations to 
demonstrate how they are contributing 
towards capacity building, twinning, 
research and consortia, and to show 
the impact that they are having globally. 
Groups presenting in this session included 
extremely interesting updates from World 
Eye Cancer Hope, the Jiv Daya Foundation 
and the Tanzanian Paediatric Oncology 
Team, and demonstrated how different 
organisation are leading the way in 
providing support for paediatric oncology 
teams and patients who would otherwise 
not be able to access appropriate care.

This was a remarkable symposium, 
highlighting urgency of the issues of 
delivering quality paediatric oncology 
care, and presenting a genuine 
opportunity for the SIOP community 
to collectively discuss approaches to 
overcoming these barriers. 

International Society of Paediatric Oncology Congress
Date: 19-22 October 2016 Venue: Dublin, Ireland. Report by: Joe Dixon & Liz Burns, World Child Cancer.

Joe Dixon, World Child Cancer, 
outside the Convention Centre 
in Dublin.

(L-R) Glenn Mbah (Cameroon), Rachel Hollis (UK), Dr Francine Kouya (Cameroon), Dr Jess Morgan (UK) at the SIOP conference
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T he American College of Radiation 
Oncology (ACRO) Annual Meeting 
has become the conference 

for radiation oncologists to network 
with peers, learn the latest trends, and 
mentor the next generation of radiation 
oncologists. For over a quarter century, 
practitioners have come to this smaller 
meeting to learn about the latest 
information in the field in a low stress but 
informative environment. It is the ideal 
meeting to prepare for recertification 
exams, gain clinical insights, and advocate 
for radiation oncology.

The 2017 conference will see some 
changes to the schedule but will still 
offer the value radiation oncologists have 
come to expect from the ACRO Annual 
Meeting. This year’s theme is “Radiation 
Oncology: An Expanding Role” and the 
agenda reflects a more progressive look at 
the issues impacting radiation oncology. 
As patients and practices change, ACRO 
has created a program aimed at giving 
radiation oncologists the knowledge and 

connections to (1) grow professionally, (2) 
see and hear the latest best practices in 
the field, and (3) meet some familiar and 
new faces.

This year’s scientific program offers 8 
SAMs for maintenance of certification 
(up from 3 last year). The meeting 
has nine plenary sessions covering the 
major tumour areas like gastrointestinal, 
breast, gynecological, and lung. ACRO is 
pleased to share that The Radiosurgery 
Society will co-present a special session 
on “Radiosurgery as Salvage Therapy”. In 
addition, there will be a general plenary 
on “The Future of Metastatic Disease” 
featuring sessions on oligometastatic 
disease and radiology to jumpstart 
immune therapy. The popular contouring 
mini-symposium will return, this year with 

three sessions including a demonstration 
of e-contouring. Finally, the popular 
“Business and Economics” plenary 
focused on business issues with the 
specialty returns and will include a session 
on MACRA regulations.

For residents, there will be 
opportunities to support their colleagues 
as well as network and learn. The 
Resident Symposium returns with an 
emphasis on the economic issues facing 
a resident in the profession. For those 
interested in career discussions and 
mentoring, the Resident Joblink will 
be available to connect with veteran 
practitioners. 

All of this education will be combined 
with increased networking. Join ACRO 
March 9-11, 2017 at the Hilton Orlando, 
an Official Walt Disney World © Hotel, for 
a meeting not to miss.

Visit: https://www.acro.org/education/
annual-meeting

Cancer Genomics 2017 is the third 
EACR conference on this topic. It 
has now established itself as the 

premier European conference dedicated 
to cancer genomics. This edition will 
update you on the latest exciting 
developments: cancers as communities 
of clones and communities of cells, 
liquid biopsies, genomics and cancer 
immunology, mutational processes, and 
genomic and immune system landscapes 
of human cancers. 

Churchill College will once again host 
the EACR Cancer Genomics conference. 
Bed and Breakfast accommodation is 
available onsite for participants who wish 
to enjoy the parkland surroundings of the 
largest college campus in Cambridge. It 
is just a short walk to the city centre, and 
to The Eagle pub where Crick and Watson 
first announced their discovery of how 
DNA carries genetic information.

Featuring an exceptional international 
faculty, extensive networking 
opportunities and a maximum of 200 
participants, this conference will provide 
an intimate setting for top quality 
scientific interaction. Reduced registration 
rates are available for all EACR members 
and five EACR Meeting Bursaries will be 

awarded.
Keynote lectures will be given by:

- Gad Getz (Cancer Genome 
Computational Analysis group leader, 
Broad Institute of MIT and Harvard)

- Ton Schumacher (NKI): “T cell 
recognition of human cancer”

- Olli Kallioniemi (Director, SciLifeLab): 
“Patient-derived primary cancer cells, 
integrative omics and functional drug 
testing facilitating precision cancer 
medicine”

“The field of cancer genomics has 
provided unique insights into tumour 
heterogeneity and evolution (increasingly 
at single cell level), interactions between 
mutated tumour cells and the immune 
system, opportunities for targeted 
therapies, understanding of drug 
sensitivity/resistance, and as a novel 
tool for cancer monitoring using liquid 
biopsies. Leaders in all of these fields 
will be presenting,” said Carlos Caldas, 
Conference Chair. “We aim to achieve a 

friendly and collegial atmosphere at the 
conference with plenty of interaction and 
discussion between participants. We look 
forward to welcoming you to Cambridge 
for this exciting meeting!”

Cancer Genomics 2017 will be relevant 
to participants from across a number 
of fields including cancer medicine, 
cancer biology, translational research, 
bioinformatics, epigenomics, cancer 
immunology and molecular pathology. 
Importantly, early career researchers will 
have the opportunity to present their 
work to the international community.

Feedback from the 2nd EACR 
conference on Cancer Genomics: 
- “It was an outstanding meeting, the 

latest discoveries in the field were 
presented and there were lots of 
opportunities for networking.” 

- “Outstanding speakers and very good 
organisation.”

- “Presentation of high impact 
unpublished results.”

For further information, please 
visit: www.eacr.org/conference/

cancergenomics2017

American College of Radiation Oncology Annual Meeting  
Date: 9-11 March 2017. Venue: Orlando, USA.

3rd EACR Conference on Cancer Genomics  
Date: 25-28 June 2017. Venue: Cambridge, UK.
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On a beautiful evening of Glasgow, 
scientists from all over the world, 
from USA to Australia, gathered 

at the Cancer Research UK Beatson 
Institute for the opening of Beatson 
International Cancer Conference Modelling 
the Mechanisms of Malignancy-In Vivo 
Veritas. The focus of the conference was 
briefly the mechanisms, which drive cells to 
cancerous and metastatic state, and studies 
with cancer models. The opening session 
and reception were hosted in Cancer 
Research UK Beatson Institute, while rest 
of the conference was held at The Bute 
Hall, Glasgow University. The Conference 
included 34 talks, including short talks, and 
67 Poster presentations. 

The Opening Session of the Conference 
was sponsored by Worldwide Cancer 
Research (formerly known as AICR). Prof. 
Owen Sansom, Interim Director of CR-UK 
Beatson Institute, and Prof. Jim Norman, 
CR-UK Beatson Institute, welcomed us and 
gave a brief introduction about the history 
of the Beatson Institute and the Conference. 
One of the most anticipated and exciting 
talks of the Conference was addressed by 
EACR president Prof. Richard Marais for 
Colin Thompson Memorial Keynote Lecture 
in the Opening Session. In the Lecture, 
Prof. Marais emphasised the importance of 
understanding cancer biology to improve 
patient care. He talked about melanoma 
initiation mechanisms and the importance 
of deciphering cancer biology of the patient 
before starting the treatment by giving 
several interesting examples. One of the 
highlights of the Conference was The Colin 
Thomson Memorial Medal award. Prof. 
Marais received Colin Thomson Medal 
from Maureen Thomson for his exceptional 
contributions to cancer research. 

The rest of the Conference was held 

in Bute Hall at Glasgow University. Bute 
Hall provided a wide space and a historic 
environment, which was very impressive 
and reflected the historical significance 
of Glasgow University. The Conference 
program was designed in five sessions; 
Stem, Metastasis, Micro-environment, 
Metabolism and Heterogeneity. In each 
session, distinguished speakers presented 
up to date information on recent studies 
in cancer research and cancer models. In 
addition, potential therapeutic targets and 
agents were introduced. 

Before the last day of the Conference, 
delegates presented their studies in Poster 
Session at Hunter Halls, where the Poster 
Session and Trade Exhibitions were held. 
Delegates discussed their results and 

received feedbacks. Poster session and the 
Conference were very successful in terms of 
networking and interacting of the scientist 
ranging from post-docs to group leaders. 

Prof. Jim Norman presented the AMSBIO-
Trevigen best poster prize winner Michael 
Hodder and closed the very accomplished 
and enjoyable Beatson International Cancer 
Conference.

Overall, the Conference was very 
informative and inspiring for the 
participants. It provided detailed 
information on cancer mechanisms, 
treatment options and latest developments 
in cancer research. During the Conference, 
I am very impressed how new technologies 
extensively used in recent cancer studies 
and how the results are interpreted to find 
new therapeutic approaches. One of the 
frequently mentioned cancer type in the 
Conference was pancreatic cancer, which 
has personnel significance for me. Two 
weeks before the Beatson Conference, my 
grandmother passed away because of the 
pancreatic cancer. When someone you care 
diagnosed with this disease at the advanced 
stage, you understand how important to 
find new markers or methods for early 
diagnosis, or treatment options that are 
more successful, less painful or deleterious 
for the body. Even the smallest research 
counts. Our studies will be shared, build up 
and hopefully will end up saving someone’s 
beloveds life. Therefore, I am very grateful 
to EACR for giving me the opportunity 
to attend the Conference, expand my 
knowledge in cancer research and share my 
insights with this short report. I specially 
thank to Hacettepe University Scientific 
Research Coordination Unit (Project Number 
TBB-2016-10711) for supporting me in 
Glasgow and my travel.

19th Cancer Research UK Beatson International Cancer 
Conference
Date: 3-6 July 2016. Venue: Glasgow, Scotland. Report by: Assist. Prof. Dr. Ceren Sucularli, Hacettepe University, Institute of Health Sciences, 
Department of Bioinformatics.

Author Ceren Sucularli during Poster Session.

Are you interested in reviewing 
journals for Oncology News? 
If so, let us know. You can also nominate 
journals you’d be interested in reviewing and 
we’ll try to get a subscription for you. 

T: +44 (0) 288 2897023 
E: Patricia@oncologynews.biz
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What patients should expect from follow-up care

In their booklet Living Well, Beating Bowel 
Cancer advises patients about what they 
should expect from follow-up care. This 
includes:

Regular follow-up is offered to all bowel 
cancer patients who have had ‘treatment 
with curative intent’ (to cure the cancer). 
This starts with a clinic visit four to 
six weeks after your treatment ends, as 
well as regular surveillance, which may 
include CT scans, regular blood tests and 
a surveillance colonoscopy.

Follow-up appointments give you the 
opportunity to discuss your test results 
and how you are feeling. You can also 
agree plans to investigate any ongoing 
symptoms and changes in your body.

You will be able to complete a Holistic 
Needs Assessment (HNA) form to help 
shape your rehabilitation and recovery 
care plan.

Your GP will be kept up-to-date by 
your hospital team. Your GP is in charge 
of your care when you are not receiving 
active treatment from your surgeon, 
oncologist or palliative care team. Your 
GP is also required to carry out a Cancer 
Care Review with you within six months of 
your diagnosis.

For more information 
https://www.beatingbowelcancer.org/
wp-content/uploads/2016/03/ 
Living-Well-Booklet-1.pdf

Latest developments on products and services from the industry. To have your news included contact  
Patricia McDonnell at Oncology News on T/F: +44 (0)288 289 7023, E: patricia@oncologynews.biz

NEWS UPDATE

Treatments commence using UAE’s first Varian TrueBeam™ System

Cancer patients in the United Arab Emirates 
have gained access to advanced radiotherapy 
and radiosurgery treatments with the clinical 
introduction of the country’s first TrueBeam™ 
medical linear accelerator from Varian Medical 
Systems. A male patient with neck Hodgkin’s 
lymphoma received the first treatment on a 
TrueBeam at Mediclinic City Hospital’s new 
comprehensive cancer center in Dubai. 

“This landmark treatment means that 
patients in the UAE now have access to one 
of the most precise and efficient technologies 
for treating cancer,” said Dr Salim Chaib 
Rassou, the cancer center’s lead radiation 
oncologist. “We will be able to achieve high 
levels of precision, excellent image quality 
and fast throughput using the new TrueBeam 
technology.”

“This is an important clinical advancement 
in the treatment of many different types of 

cancer in the UAE and brings new hope to 
cancer sufferers across the country,” he added. 

“Mediclinic City Hospital is very proud to be 
able to offer the first TrueBeam radiotherapy 
treatment in the UAE at our newly-opened 
comprehensive cancer center,” said hospital 
director Christian Schuhmacher. “The center 
has been set up in collaboration with experts at 
Mediclinic’s Swiss sister company Hirslanden, 
with TrueBeam data matched to that at 
Hirslanden. This means that it is possible 
for a patient to be treated both in Dubai, 
or if necessary at Hirslanden in Switzerland, 
without the need for dose recalculations.”

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

Further information from: Ivor Smith, ScheBo • Biotech UK Ltd, PO Box 6359, Basingstoke, RG22 4WE
Tel: 01256 477259    Fax: 01256 327889    E-mail: i.smith@schebo.co.uk     www.schebo.co.uk

®

Bringing sensitivity to bowel cancer screening

®

®
•

•
“In conclusion, faecal M2-PK, either as an ELISA or as a lateral rapid flow test, is a 

cost-effective and easy-to-perform routine test.” Tonus, C. et al. World J Gastroenterology, 2012. 

Can detect non-bleeding, as well as bleeding, polyps and tumours.

Oncology News Dec15_Oncology News Dec15  15/12/2015  13:51  Page 1
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Proton Partners deploys state-of-the-art beam precision 
technology to support advanced cancer treatment

The first ever Proton Partners International 
site, specialising in proton beam therapy, has 
acquired a Blue Phantom2 data acquisition 
system from IBA to commission its IBA 
Proteus®ONE compact proton therapy machine 
and Elekta Versa HD™ linear accelerator. 
Distributed by Oncology Systems Limited, IBA’s 
Blue Phantom2 is used to implement beam 
shaping precision for patient treatment plans. 

The Blue Phantom2 significantly speeds up 
the set-up procedure for beam data acquisition 
but still ensures the most accurate and reliable 
measurement data. The measured data is 
used to create energy-specific beam models 
within the treatment planning system to ensure 
treatment planning and delivery is accurate and 
precise so clinicians can specifically target the 
tumour and spare healthy tissue.

John Pettingell, Head of Physics at Proton 

Partners International comments, “We’re using 
the Blue Phantom2 water tank to measure the 
beam data required to model our linac beams in 
the treatment planning system. There’s a lot of 
experience behind the hardware and software, 
it’s well developed, flexible, and very easy to 
use which makes the commissioning process 
quicker and more straight-forward. We use 
our beam models to plan patient treatments, 
so the more accurate data we can take, the 
more accurate our treatments will be. The Blue 
Phantom2 uses a magnetic detector positioning 
system accurate to 0.1mm, so we have great 
confidence in the quality of our data.” 

For further information visit  
www.osl.uk.com or  
T: +44 (0)1743 462694.

Varian supplies Edge™ Radiosurgery Suite to leading 
Croatia hospital

Cancer patients in Croatia will gain access 
to advanced radiotherapy and radiosurgery 
treatments with the installation of South-
Eastern Europe’s first Edge™ Radiosurgery 
system from Varian Medical Systems. The system 
is being installed at the new Radiochirurgia 
Zagreb Clinic and doctors there expect to start 
delivering advanced radiosurgical treatments 
to tackle a wide range of tumours in January.

“The capabilities the Edge Radiosurgery 
system offers are perfectly suited to our 
patients’ needs,” said Professor Dragan 
Schwartz, general manager of Radiochirurgia 
Zagreb. “We selected Edge because it delivers 
state-of-the art technology combined with the 
flexibility to treat a wide variety of patients. We 
expect this cooperation with Varian will bring 
radiosurgery in Croatia to a higher level.”

Radiochirurgia Zagreb is the first private 
hospital in the region dedicated exclusively 
to cancer diagnostics and treatment and is 
expected to provide advanced radiotherapy, 
radiosurgery and chemotherapy to treat a wide 
variety of tumours. Patients at the hospital 
will also have access to a variety of screening 
procedures to help detect cancers at an early 

stage. “We are hoping that working with 
our colleagues in Croatia and surrounding 
countries we will improve early discovery 
and make a significant step towards a more 
successful cancer treatment for our patients,” 
added Professor Schwartz.

For more information, visit www.varian.com or 
follow us on Twitter.

Provectus 
Biopharmaceuticals 
announces agreement 
with POETIC to study 
potential of PV-10 for 
pediatric cancer

Provectus Biopharmaceuticals, 
Inc. and POETIC, The Pediatric 
Oncology Experimental Therapeutics 
Investigators Consortium, a group 
of 10 top-tier academic medical 
centres developing new pediatric 
cancer therapies, are pleased to 
announce a joint research agreement 
focused on pediatric applications of 
PV-10, an investigational ablative 
immunotherapy, as a potential 
treatment for childhood cancers.

Peter Culpepper, Interim CEO of 
Provectus, and Tanya Trippett, MD, 
Co-Founder and Executive Director of 
POETIC, announced the signing of the 
agreement to establish a framework 
for collaborative pre-clinical research 
projects the Company may conduct 
with members of POETIC within the 
field of pediatric oncology.

The program will involve 
collaboration with a number of NCI 
Cancer Centers that are part of the 
POETIC group including Memorial 
Sloan Kettering Cancer Center (MSK), 
Alberta Children’s Hospital, and other 
top-tier cancer centers of excellence.

“We are pleased to collaborate with 
Provectus on this shared vision to 
advance promising new approaches 
for cancer that ultimately could lead to 
new treatments for pediatric patients, 
leveraging PV-10’s novel characteristics 
and mechanism of action,” said Dr 
Trippett.

PV-10 is an injectable formulation of 
Rose Bengal that is under investigation 
as an ablative immunotherapy for 
solid tumour cancers. Provectus has 
received orphan drug designations of 
PV-10 from the FDA for melanoma and 
hepatocellular carcinoma indications. 
The company is conducting a Phase 
3 clinical trial of PV-10 for locally 
advanced cutaneous melanoma.

For more information on this 
partnership, visit  
http://poeticphase1.org or  
www.provectusbio.com

Right to left: 
Asia Baginska, 
Medical Physicist 
at Oncology 
Systems Limited; 
Josephine 
Clorley, Senior 
Medical Physicist; 
Ignacio Di Biase, 
Deputy Head of 
Physics and John 
Pettingell, Head 
of Physics at 
Proton Partners 
International
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SEER study in patients with high-grade tumours treated based on Oncotype DX® 
results shows many patients have excellent outcomes without chemotherapy 

A study recently presented at the 2016 San 
Antonio Breast Cancer Symposium (SABCS) 
based on the Surveillance, Epidemiology, and 
End Results (SEER) registry program of the 
National Cancer Institute (NCI), the premier 
source of cancer statistics in the United States, 
analysed outcomes in patients with poorly 
differentiated tumours who were treated 
according to their Recurrence Score® results 
[1]. Although these patients generally have 
a worse prognosis, the study demonstrates 
that Oncotype DX can identify a sizeable 
proportion of patients with low Recurrence 
Score results who can expect good outcomes 
without chemotherapy and its associated 
toxicity. 

An analysis of clinical outcomes in 9,201 
patients with node-negative and node-positive 
disease and poorly differentiated tumours 
demonstrated a wide distribution of the 
Oncotype DX® Breast Recurrence Score™ 
results and showed the test was a strong 

predictor of breast cancer-specific survival 
(BCSS) (p < 0.001). Of these patients, those 
with Recurrence Score results less than 18 
had excellent five-year BCSS (>99 percent) 
regardless of tumour size and nodal status.  

Separately, a summary of the evidence from 
over 10 years of clinical use in more than 
50,000 patients confirmed the valuable role 
of Oncotype DX in identifying patients who 
can be treated safely with hormonal therapy 
and avoid the toxicity and quality of life impact 
of chemotherapy [2]. These data underscore 
the value to both clinicians and patients of 
analysing tumour biology alongside traditional 
parameters to allow better informed treatment 
decisions and greater personalisation of 
treatment.

To learn more about the Oncotype DX test, 
visit: www.OncotypeDX.com
To learn more Genomic Health, visit: www.
genomichealth.co.uk  

NOTE: The Genomic Health logo, Oncotype, 
Oncotype DX Breast Recurrence Score 
and Recurrence Score, are trademarks or 
registered trademarks of Genomic Health, 
Inc. All other trademarks and service marks 
are the property of their respective owners

1. Petkov VI et al. SEER study of breast cancer-
specific mortality in patients with poorly 
differentiated tumours treated based on 
recurrence score results. San Antonio Breast 
Cancer Symposium. December 2016.

2. Sing AP et al. Real world clinical experience and 
outcomes in patients with early-stage breast 
cancer (EBC) treated according to the 21-gene 
Recurrence Score (RS) result. San Antonio Breast 
Cancer Symposium. December 2016.

Provectus Biopharmaceuticals announces two poster presentations on PV-10 for 
liver tumours 

Provectus Biopharmaceuticals, Inc. have 
announced acceptance of two abstracts for 
poster presentations at international oncology 
conferences in February 2017. Both abstracts 
describe data from the Company's phase 
1 study of PV-10 in tumours of the liver 
(https://www.clinicaltrials.gov/ct2/show/
NCT00986661). 

The first abstract, titled "Percutaneous Rose 
Bengal as an Ablative Immunotherapy for 
Hepatic Metastases," to be presented at Clinical 
Interventional Oncology (CIO) on February 
4-5, 2017, in Hollywood, Florida, focuses on 
outcome in patients with colorectal cancer 
that has metastasised to the liver. 

The second abstract, titled "Intralesional 

Rose Bengal as an Ablative Immunotherapy for 
Hepatic Tumours," to be presented at the 26th 
Conference of the Asian Pacific Association 
for the Study of the Liver (APASL) on February 
15-19, 2017, in Shanghai, China, focuses 
on outcome in patients with hepatocellular 
carcinoma. 

Eric Wachter, Ph.D., Chief Technology Officer 
of Provectus, observed, "We are pleased to be 
able to update the oncology community on 
our investigation of PV-10 in tumours of the 

liver. Our phase 1 'basket study' allows us 
to collect data on a range of tumour types 
affecting the liver. CIO is an attractive venue 
to focus on results with tumours metastatic 
to the liver, which remains an important 
clinical challenge in the west. Similarly, the 
high incidence of hepatocellular carcinoma 
(primary liver cancer) in Asia makes Shanghai a 
tremendous opportunity to provide an update 
on HCC." 

Provectus believes the posters will be 
available online following each conference. 

For further information visit:  
www.provectusbio.com

Provectus Biopharmaceuticals announces poster presentation on PV-10 at Society 
for Immunotherapy of Cancer 2016 Annual Meeting

Provectus Biopharmaceuticals, Inc. has 
announced the presentation of data on PV-10 at 
the Society for Immunotherapy of Cancer 2016 
Annual Meeting. The abstract for the presented 
data, titled “Intralesional Injection with Rose 
Bengal and Systemic Chemotherapy Induces 
Anti-Tumour Immunity in a Murine Model of 
Pancreatic Cancer,” poster 264, is available 
at https://www.eventscribe.com/2016/SITC/ 
aaSearchByPosterDaySession.asp?h=Browse 
%20by%20Poster%20Day 

Dr Shari Pilon-Thomas, Associate Member, 
Department of Immunology, Moffitt Cancer 
Center, presented the poster on Saturday, 
November 12, 2016. The published abstract 

concludes that, in the murine model studied, 
“Regression of untreated pancreatic tumours 
by IL injection of PV-10 in concomitant tumour 
supports the induction of a systemic anti-
tumour response. Addition of [Gemcitabine] 
chemotherapy enhances the effects of IL PV-10 
therapy.” The presented poster concludes that, 
“These results may warrant a clinical trial to 
evaluate the combination of IL PV-10 with 
gemcitabine in metastatic pancreatic cancer 
patients.” 

Eric Wachter, PhD, Chief Technology Officer 
of Provectus, noted, “According to statistics 
from the American Cancer Society, pancreatic 
cancer has grown from 33,730 new cases 
in the U.S. in 2006 to 53,070 new cases 
expected in 2016. Over the same period, 
deaths increased from 32,300 to 41,780, and 
this is now the 4th most common cause of 
cancer death in men and women alike. The 
five-year overall survival rate is 8%. Thus, this is 
an area in oncology with a large and growing 
unmet need.” 

For further information visit:  
www.provectusbio.com
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BAHNO ANNUAL SCIENTFIC MEETING 2017
Joint Meeting with Allied Health Professionals

Royal College of Physicians, London
Friday 12th May 2017

 ‘Functional Rehabilitation of the Head and Neck Cancer Patient’

Free paper sessions: Parallel sessions in main Auditorium 
HANA update: Mr M Fardy
NCRI Trials: Dr B Foran
Blair Hesketh Lecture:  Professor Katherine Hutcheson,  
 Associate Professor, Department of Head & Neck  
 Surgery, Section of Speech Pathology & Audiology,  
 The University of Texas MD Anderson Cancer Centre,  
 Houston, TX
Case based panel discussion: ‘Treatment, decision-making, early post-operative  
 management and late treatment effect’
Debate title: ‘Immunotherapy will replace chemotherapy as  
 standard of care in Head and Neck cancer’
Prizes will be awarded Trainee oral, poster and AHP contribution

The cost of the meeting which will include Coffee, Lunch and Tea will be:-
BAHNO 
Consultants: £125 (Full members)  
Non - member Consultants:  £195 
Trainees/Associates: £95 
Affiliates: £75   
Non Mem Trainee/Associates: £120  

Non Mem Affiliate: £100  
Honorary/Senior members: £75
Late or on the day registrations 
Fee as above plus extra charge: £75
Undergraduate Student: FOC

Important dates: 
Closing date for abstract submission: 12 NOON - 24th JANUARY 2017  
(notified by 24TH FEBRUARY)
Acceptance by applicants – 3RD MARCH 2017
Closing date for meeting registration: 8TH MAY 2017
Registration and payment MUST BE COMPLETED via online registration in order to 
be included in the programme. 

www.bahno.org.uk • Tel: 01730 813700 • Email: secretariat@bahno.org.uk

Engaging Science Enhancing Survival
Wednesday 21st – Friday 23rd June 2017

Venue: John McIntyre Conference Centre, University of Edinburgh
Dedicated Parallel Quality of Life Sessions for Nursing staff and Allied Healthcare Professionals
Keynote Speakers: James Perry, Toronto – Late Effects and Anthony Byrne, Cardiff  – End of Life Care
Welcome Reception: Dynamic Earth
Gala Dinner: Playfair Library, Old College, University of Edinburgh

Visit www.bnos2017.efconference.co.uk  for further information – See you there!

BNOS 2017



BTOG 2017 – 15th Annual BTOG Conference 2017
Wednesday 25th January 2017 to Friday 27th January 2017
Doubletree by Hilton Hotel, Dublin
Poster submission – Closed
Registration and hotel booking – Open

Mesothelioma UK/BTOG – Mesothelioma 2017 – The Essential Update
Wednesday 22nd March 2017
Wellcome Collection, Euston Road, London
Registration opens 1st October 2016

BTOG Postgraduate Thoracic Oncology Course
Monday 8th and Tuesday 9th May 2017
Glenfield Hospital, Leicester 
Aimed at trainees, newly appointed consultants, specialist registrars, specialist nurses or 
allied health professionals involved in thoracic oncology.  
Registration opens 1st December 2016

BTOG is a multi-disciplinary group for professionals involved with thoracic malignancies.  
BTOG aims to improve the care of patients with thoracic malignancies through multidisciplinary education, 
developing and advising on guidelines for patient care and facilitating and nurturing clinical trial ideas into 
full protocols.  BTOG Chair:  Dr Sanjay Popat

Secretariat:  British Thoracic Oncology Group (BTOG) – Charity No. 1166012 
Glenfield Hospital, Leicester LE3 9QP, England

Email: dawn.mckinley@uhl-tr.nhs.uk 
Telephone: +44 116 250 2811      

Website:  www.btog.org              @BTOGORG 

BTOG  
– CPD Educational 
Events 2017


