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CONFERENCE DIGEST

In patients with gastric cancer postoperative treatment 
intensification with chemoradiotherapy (CRT) delivered no 
additional overall survival benefits compared to postoperative 

chemotherapy (CT), reported the phase III CRITICS study.
Perioperative (pre and postoperative) chemotherapy are the current 

standard treatments for gastric cancer, but studies have suggested 
postoperative chemoradiotherapy alone might improve outcomes.

Between January 2007 and April 2015 in the CRITICS study, 
788 patients with stage Ib-IVa resectable gastric cancer all 
received preoperative chemotherapy consisting of three courses 
of epirubicin, a platinum compound (cisplatin or oxaliplatin) and 
capecitabine. Following surgery, patients were randomised to 
‘standard’ treatment with another three courses of the CT regime 
(n=393) or to CRT (n=395), involving 45Gy in 25 fractions 
combined with weekly cisplatin and daily capecitabine.

Results showed five year survival rates of 40.8% in the 
chemotherapy arm versus 40.9% in the chemoradiotherapy arm 
(P=.99). The five year progression free survival rates were 38.5% 
for chemotherapy versus 39.5% for chemoradiotherapy (P=.99). 
There was a higher incidence of grade 3 or higher haematological 

adverse events in the chemotherapy arm (44% versus 34%); 
but a higher incidence of gastrointestinal adverse events in the 
chemotherapy arm (42% versus 37%).

It is also noteworthy only 47% and 52% of patients completed 
postoperative CT and CRT respectively, with reasons for stopping 
including personal preference, progressive disease and toxicity in 
the preoperative setting.

“Based on the currently available data, no advice can be given 
on the preferred adjuvant strategy,” said Marcel Verheij, the 
principal investigator, from The Netherlands Cancer Institute, 
Amsterdam.

Since less than half of patients could complete full treatment, 
he said, greater emphasis should be placed on preoperative 
strategies. Ongoing analyses, he added, may identify treatment 
benefits for specific subgroups.
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Gastric cancer: after surgery chemoradiotherapy delivers no additional benefits 
over chemotherapy 

Metastatic colorectal cancer (mCRC) 
patients with baseline liver tumour 
burdens (≥12%) treated with mFOLFOX6 

and selective internal radiation therapy (SIRT) SIR-
Spheres Y-90 resin treatment achieved greater 
depth of response (DpR) than those receiving 
chemotherapy alone, reports a German study. The 
new analysis of the phase III SIRFLOX study found 
no differences in DpR rates between the two 
treatment groups for patients with liver tumour 
burden (≤12%) at study entry.

SIRT, also known as radioembolisation, allows 
tumours to be selectively irradiated leaving healthy tissue relatively 
unaffected. For the technique, tens of millions of Yttirum-90 
labelled coated resin microspheres (Sirtex) are injected into the 
hepatic arterial supply of the liver via a catheter inserted into the 
femoral artery thorough an incision in the groin. The spheres, 
which are 32 microns in diameter, deliver high doses of ionising 
pure beta radiation to tumours. 

In the SIRFLOX study, 530 patients with previously untreated 
metastatic colorectal cancer were randomly assigned 1:1 to FOLFOX 
(±bev) plus SIRT or FOLFOX (±bev) alone. Results, published this 
February in the Journal of Clinical Oncology, showed although 
SIRT did not influence progression free survival (PFS) at any site, it 
delivered a 7.9 month prolongation of PFS in the liver.

In the current analysis, Volker Heinemann and 
colleagues developed the DpR analysis where 
shrinkage of up to five target liver tumours was 
tracked until reaching the shortest length or ‘nadir’. 
The investigators identified patients from the SIRTEX 
study with baseline tumour loads ≥12% (n=245 
patients) and tumour loads ≤ 12% (n=239 patients).

Results show for patients with ≥12% tumour burden, 
depth of response was 77.5% for FOLFOX (±bev) + 
SIRT compared to 57.2% for FOLFOX (±bev) (P=0.003). 
In contrast, for patients with ≤12% tumour burden 
the depth of response was 72.5% for FOLFOX (±bev) 

+SIRT versus 80.6% for those receiving FOLFOX (±bev) (p=0.763). 
“The greater depth of response following SIR-Spheres Y-90 resin 

microspheres, together with the prolonged PFS in the liver, are 
very encouraging and increase our anticipation for the survival 
data we hope to see in 2017,” said Heinemann, from the Ludwig-
Maximillian University, Munich.
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Internal radiation found to be more effective in larger metastatic colorectal liver tumours

Volker Heinemann
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Xilonix™, a novel anti-interleukin 1-alpha antibody, 
demonstrated significantly improved clinical 
response rates (CRRs) at eight weeks using a novel 

endpoint compared with placebo in advanced colorectal 
cancer, reported a phase III study.

Xilonix™ (XBiotech) is the first monoclonal antibody 
immunotherapy that specifically targets and neutralises 
interleukin-1 alpha (IL-1), a potent anti-inflammatory 
signalling molecule known to promote angiogenesis and 
break down of connective tissue. The same signals, it is 
believed, may be involved in metastasis and messaging 
to the brain to cause pain, fatigue, anxiety, appetite 
suppression and hypermetabolic syndrome that are seen in 
advanced cancer.

In the double blind study, 309 patients with metastatic 
colorectal cancer refractory to standard chemotherapy 
were randomly assigned 2:1 to receive Xilonix ™ plus best 
supportive care or placebo plus best supportive care.

The primary endpoint  used in the study was clinical 
response rate (CRR) at eight weeks, developed in collaboration 
with European Medicines Agency (EMA), to assess the anti-
tumour benefit of therapy based on control of symptoms 
known to be inversely correlated with overall survival, 
including pain, fatigue, appetite loss and muscle loss.

In the study Xilonix™-treated patients with advanced 
disease and multiple symptoms known to inversely 
correlate with overall survival experienced a 76% relative 
increase in clinical response rate compared to placebo 
(33% versus 19%, respectively; p=0.0045). Among 
subjects in both groups (treatment and placebo), clinical 
response was associated with a 2.7 fold increase in 
overall survival 11.5 months in responders versus 4.2 
months in non-responders. In addition, responders gained 
more lean body mass compared to non-responders 
(p<0.0007), had reduced fatigue and pain (P<0.001) and 
improved appetite (p<0.001). Furthermore, control of 
thrombocytosis and systemic inflammation, both known 
to be prognosticators of overall survival, were significantly 
improved in responders. There were one-quarter fewer 
serious adverse events in the treatment arm of the study 
compared to placebo.

“In this first-of-its-kind study, not only did treatment 
with Xilonix™ demonstrate clinical benefit but it was also 
very well-tolerated, suggesting Xilonix™ has the potential 
to meet the real and urgent need for more effective, 
less toxic therapies for patients with advanced colorectal 
cancer,” said study presenter Tamas Hickish, from the Royal 
Bournemouth Hospital NHS Foundation Trust, UK. The 
study, he added, provides evidence novel endpoints based 
on symptom recovery can serve as a predictor of overall 
survival benefits.
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Novel endpoints show benefit for 
new agent in advanced colorectal 
cancer
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FROM THE EDITOR

Old Hypotheses about Cancer

Now that Cancer Hypotheses is up and 
running (www.cancerhypotheses.org), 
the question to be asked is to what 

extent the hastening pace of research on cancer 
prevention, detection and cure are being built on 
hypotheses put forward many years ago. If there 
is “nothing new under the sun”, are modern day 
hypotheses, tenets and premises restatements 
of old ideas often dressed up in different words 
(jargon). If so, these stalwarts of the past seem 
to be given little credit? In Cancer Hypotheses* I 
hope to redress the balance, otherwise it seems 
many of us presume that old ideas retain little 
validity or have no place in the modern climate 
of research. If they do, however, it would be a 
worthwhile exercise to revisit them and re-assess 
their merit.

Let me reintroduce an old theory that seems 
to be dressed up in new jargon. The Conheim-
Ribbert hypothesis espoused at the beginning of 
the last century was that cancer could arise when 
an embryonic cell is left behind in development, 
“resting” within some differentiated tissue only 
to become activated later by some disturbance 
making it proliferate incessantly to form a cancer. 
The stem cell (pluripotent) idea began here, but 
the sophisticated reasoning now suggests that 
even cancers have their own stem cells. The 
whole issue needs a rethink, especially as others 
have considered that any cell (not necessarily 
an embryonic renegade) might be misplaced 
in a tissue and respond inappropriately to its 
environment, e.g. Smithers [1] maintained that a 
cancer cell was like a misplaced hooligan creating 
havoc in society. TOFT is now the expression of 
ideas coming from early work on carcinogenesis 
by Berenblaum and Shubik [2] among many 
others, and notably the carefully presented 
arguments of Foulds regarding field effects and 
the nature of progression [3], yet seldom if ever 
are these authors cited these days. That many 
cells within a limited area of the skin develop 
neoplastic characteristics at the same time in 
response to a powerful carcinogen flies in the 
face of the decades during which most of us 
have been hell-bent on the pursuit of the SMT as 
the fundamental basis of carcinogenesis. Several 
mutations are needed for complete malignant 
transformation of a cell (up to six?), but taking 
just four for the sake of argument, the chances 
of that same cell receiving a second mutation 
(assuming here only one cell in a million gets 
be mutated) are astronomically small. The only 
source reflecting on many of the above issues is 

Sonnenschein and Soto [4], who remark on their 
cover page – “back to the drawing board?” 

This leads to another conundrum about 
cancers in different animals - Peto’s Paradox [5]. 
If we were to accept that some specific single 
mutation of a cell can give rise to a cancer, Peto 
argued that a mouse would not be as vulnerable 
as a man because it has far fewer cells. On 
the same basis, whales should have cancers 
popping up all the time. Where’s the fallacy in 
this argument? It is by our understanding what 
is awry in these arguments that we advance our 
ideas about carcinogenesis. But we cannot do so 
unless we are prepared to re-examine these ideas, 
some of which can seem to be quite bizarre. If 
we accept that, according to some estimates, 
there are no less than 18 variables to contend 
with that influence the outcome regarding 
Peto’s paradox, then we can begin to analyse the 
problem, although the enormity of doing so is 
mind-boggling. It reveals the true complexity of 
the cancer problem, and therefore there are a 
vast number of hypotheses regarding its origin 
and nature. In a previous editorial I indicated that 
there was no “general theorem of cancer” [6]. 
However, the forum* is open for your comments 
and criticisms of old hypotheses, as well as for 
some refreshing new ideas about cancer. 

[*The journal was set up as a forum for discussion on ideas 
about cancer new and old; taking a historical perspective 
might indeed prove fruitful. Papers submitted to its website are 
welcome and will be published online free of charge until 2017.]
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Brain metastases (BM) are secondary 
tumours originating from tissues which are 
peripheral to the central nervous system 

and are the most common form of tumour found 
within the brain. They can be differentiated 
from primary brain tumours which are derived 
from neural cells. The incidence of BM has been 
estimated to be up to 10 times more than that 
of primary brain tumours [5] although there is 
some disagreement over these estimates. There 
is a reported BM generation of up to 40% from 
peripheral tumours although this has been 
difficult to quantify accurately [1]. One study 
which assessed all cancer patients diagnosed 
between 1973 – 2001 in a single clinical research 
centre reported a BM incidence of 9.6% for all 
primary tumour sites combined, with the highest 
for lung (19.9%), melanoma (6.9%), renal (6.5%), 
breast (5.1%), and colorectal (1.8%) cancers [2]. 
The difference is likely to reflect methods of 
detection and reporting, taking into account the 
asymptomatic nature of some BM which may 
only be detected at autopsy. Furthermore, there 
is likely to be a significant underreporting of 
specific aspects of metastatic disease, especially 
when multiple organs are involved and the 
presence of BM may not be assessed if no overt 
clinical signs are evident [8]. The survival rates 
for primary peripheral cancers have improved in 
recent years due to the development of targeted 
chemotherapeutic agents. However, the effect 
that this will have on the potential metastatic 
process is unknown as there is frequently a 
significant time lag between the diagnosis of 
the peripheral tumour and the subsequent 
development of metastases in the brain and other 
organs.

There is a lack of clarity about the prognosis 
of people who develop BM with estimates 
ranging from less than three months to more than 
four years following treatment. This is heavily 
influenced by the location of the primary tumour, 
its genetic fingerprint and the number of other 
organs which develop concurrent secondary 
metastases. It has been reported that following 
radiosurgical treatment to treat the BM, 92% 
of the patients ultimately died from metastatic 
tumour progression in peripheral tissues rather 
than as a direct consequence of the BM.

The “metastatic cascade”, whereby the cells 
detach from the primary tumour site and migrate 
to the brain, is an inefficient process with only a 
very small number of metastatic cells eventually 
forming BM. This may explain the lag period 

between treatments of the primary tumour and 
the development and subsequent identification 
of the secondary BM. Tumour types are also 
more likely to exhibit an organ-specific pattern of 
spread. For example, prostate cancer frequently 
metastasises to bone while melanoma is more 
likely to metastasise to the lung, liver and brain. 

There are four key steps in BM formation – 
cell migration, vascular spread, invasion and 
metastatic growth [6]. Specific elements on the 
surface of the vasculature mediate the binding 
between the cancer cell and the luminal side of 
the endothelial cells and their ultimate migration 
through or between the vascular endothelial 
cells and hence into the brain parenchyma. The 
subsequent BM have a substantial requirement 
for oxygen and nutrients and the formation of 
blood vessels (angiogenesis) within the tumours is 
a key element of the tumour growth. Endogenous 
factors, such as vascular endothelial growth 
factor (VEGF), play a key role in this process and 
could serve as a therapeutic target to attenuate 
BM development. The migration of additional 
cells to the site from within the brain, including 
astrocytes and fibroblasts, is also a key event in 
tumour formation although some of these may 
subsequently serve as a barrier for the access 
of cytotoxic drugs. While it is common to have 
multiple tumours, there is an uncertainty about 
the malignancy of the metastatic cells or whether 
these may be associated with the invasion of 
metastatic cells at a number of discrete sites.

BM treatment will vary according to the 
number and location of the tumours. Palliative 
treatment of the symptoms is usually indicated 
initially. As the majority of symptoms are likely 
to be associated with increased intracranial 
pressure, corticosteroids are usually indicated 
to minimise the inflammatory response. Anti-
epileptic drugs can be prescribed for people 
who experience seizures. In order to treat 
the tumours, whole brain radiation therapy is 
commonly used for patients with multiple BM, 
while stereotactic radiosurgery can be used to 
treat patients with a discrete number of BM 
(usually up to four). Depending on the location 
of the tumours, surgical resection may also be 
a possibility although this is usually associated 
with oligometastatic disease. Furthermore, the 
relative infrequency of surgery for BM provides a 
challenge for a greater pathological and genetic 
characterisation of the tumour cells. The surgical 
and radiotherapy approaches can be carried out 
in combination with specific chemotherapeutic 

The development and potential 
treatments of brain metastases
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drugs which can cross the blood brain 
barrier (BBB) [9]. Interestingly, studies 
have demonstrated that temozolomide, 
which is frequently used to treat 
primary brain tumours, has a minimal 
therapeutic effect on BM because 
of the different cellular origins. This 
underlines the challenge facing the 
treatment of secondary tumours 
and highlights the importance of the 
different cell lineage of BM to primary 
brain tumour cells [4].

The development of targeted 
chemotherapy for specific peripheral 
tumours such as lung, breast and 
melanoma has significantly increased 
the overall survival rates for people 
with these tumours. However, this may 
also provide an additional challenge 
for the treatment of BM. A growing 
body of evidence suggests that the 
cells contained within the BM may 
have evolved in order to exhibit subtly 
different characteristics to those within 
the primary tumour, thus rendering 
them less susceptible to the actions of 
the primary site-specific therapies.

The median survival for people with 
BM derived from breast cancer without 
treatment is 2-3 months. However, this 
can increase significantly depending on 
the tumour burden and the treatment 
provided. The potential for the primary 
tumour cells to metastasise and the 
subsequent prognosis has also been 
reported to be associated with the 
genotype of the primary tumour. 
Patients with HER2-positive or triple 
negative breast cancer have a higher 
incidence of BM and these will have 
a poorer prognosis. However, clinical 
trials are on-going to assess the clinical 
exhibit tumour specific therapies based 
on their genetic profile. Pre-clinical 
and early clinical studies suggest that 
lapatinib and trastuzamab, which both 
target HER2-positive tumours, may 
cross the BBB and target the BM.

Inhibitors of the enzyme anaplastic 
lymphoma kinase (ALK), including 
alectinib and ceritinib, are effective 
against non-small-cell lung cancer 
(NSCLC) cells. They have been proposed 
to have good BBB penetration and may 
therefore have a positive therapeutic 
effect on lung cell-derived BM. They are 
unlikely to be effective against primary 
brain tumours because of the specificity 
of their cellular target [10]. The PD-1 
checkpoint inhibitor pembrolizumab, 

which has a more general mode of 
action and is also used in the treatment 
of NSCLC, has also demonstrated 
a positive effect suggesting that an 
immunotherapy approach may also be a 
possibility for the treatment of BM. The 
therapeutic potential of some drugs 
is not always dependent on whether 
they can directly cross the BBB but 
rather some can exhibit a therapeutic 
effect by the stimulation of a local 
immune response. Both ipilimumab, 
which relies on activated T cells in the 
periphery to migrate into the CNS, as 
well as angiogenesis inhibitors such 
as bevacizumab, only need to reach 
the luminal side of the vascular wall 
in order to be transported across the 
membrane to target the tumour cells. 
Initial studies suggest that ipilimumab 
may be effective against melanoma-
derived BM. The use of bevacizumab 
in combination with standard 
chemotherapeutic agents such as 
carboplatin has demonstrated a positive 
response to BM derived from both 
breast cancer and NSCLC [7].

A next generation of therapeutic 
approaches is being developed to 
target brain metastases based on 
their association with the BBB. These 
include tumour-seeking stem cells 
which express metastatic tumour-
specific biomolecules which can 
activate the cellular apoptotic 
pathway. Furthermore, many genes 
whose products are necessary for the 
steps of BM formation - in particular 
extravasation and colonisation - have 
been identified and these can also 
serve as targets for cell- or gene-based 
strategies [2].

BM provide a significant therapeutic 
challenge due to their varying primary 
source, altered genetic profiles and the 
number of metastatic tumours. The 
increased survival rate of people with 
peripheral tumours also makes it likely 
that the incidence of BM will continue 
to grow as the cancer spread may be 
independent of peripheral tumour 
remission. While the development 
of new drugs may complement the 
existing therapeutic approaches, a 
greater awareness of the properties of 
BM and potential therapeutic targets 
is required in order to provide more 
accurate and effective treatments.
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“The mixed origins 
of brain metastases 
provide a real challenge 
for the development of 
appropriate treatments”
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Pain is one for the most feared symptoms 
of cancer. Physicians specialising in pain 
management may be involved in the 

multidisciplinary approach to the care of patients 
with cancer.  The British Journal of Pain dedicated 
a recent issue to papers on cancer pain, which 
are summarised in this article.

Cancer pain for the 21st century: 
Stepping off the ladder, stepping up 
to new challenges 
Sam Ahmedzai [1]

This editorial reminds reader that the British 
Pain Society published a document in 2010 
entitled “Cancer Pain Management” [2]. 
The WHO analgesic ladder is discussed, in 
particular that there is criticism of its evidence 
base for recommending oral morphine as 
the 1st line opioid. The WHO ladder is also 
not an appropriate approach to cancer pain 
management in an increasing population of 
survivors. These patients may require a non-
cancer pain approach to their analgesia, which 
relies less heavily on opioids. This is covered in 
the BPS “Cancer Pain Management” document. 

Splice variation of the mu-opioid 
receptor and its effect on the action 
of opioids  
Sophie K Gretton and Joanne Droney [3]

This excellent article discusses the genetic, 
molecular and phenotypic factors that can 
influence a patient’s response to opioids. Genetic 
factors include splice variation. Other factors 
include pharmacokinetic and pharmacodynamics, 
concomitant medication, disease status, pain 
phenotype, as well as epigenetic factors. 
Mu-opioids act by binding to the mu-opioid 
receptor (MOR). MOR is a G-protein coupled 
receptor with 7 transmembrane domains. Several 
subtypes of MOR exist, despite all of them being 
coded by the OPRM1 gene due to alternative 
splicing [4]. This involves the inclusion of 
different combinations of exons within mRNA 
to produce different protein products. MOR1 is 
the primary MOR transcript. Exon 1 codes for the 
extracellular terminus and 1st transmembrane 
domain and is required for morphine analgesia. 
Most human MOR splice variants that have 
been characterised are associated either with 
exon 1 or 11. Splice variants involving changes 
in these exons give rise to variations in affinity 

and efficacy of different mu-opioids. Exon 
11-associated splice variants express proteins that, 
despite being structurally similar to MOR1, differ 
in the distribution and expression within specific 
regions of the central nervous system (CNS). This 
exon mediates diamorphine, M6G and fentanyl, 
but not morphine or methadone [5].

Clinically the expression of MOR variants is 
regulated by HIV1 within different CNS cell types. 
Another study [6] looking at single nucleotide 
polymorphisms in the OPRM1 gene reported 
differences in post-operative nausea and 
vomiting. Another MOR variant, MOR1D, can be 
responsible for morphine-induced scratching [7].

Pain in cancer survivors 
Matthew RD Brown, Juan D Ramirez and Paul 
Farquhar-Smith [8]

Presented by a team from University of Oxford, 
The Royal Marsden Hospital and the Institute of 
Cancer Research London, this article discusses 
the growing problem of pain in cancer survivors. 
Pain can be due to the underlying disease 
or the treatment to which the patient has 
been subjected, including chemotherapy and 
radiotherapy. Pain in cancer survivors is common 
and affects their quality of life, work prospects 
and mental health [9].

The prevalence of chemotherapy-induced 
peripheral neuropathy (CIPN) varies with 
chemotherapeutic agent, cumulative dose and 
co-morbidities. If severe enough, CIPN can 
potentially result in suboptimal therapy. The 
underlying pathophysiology involves microtubule 
disruption, mitotoxicity, neuro-immune 
mechanisms and neuronal sensitisation. CIPN 
presents as a predominantly sensory neuropathy 
in a glove-and-stocking distribution. Guidelines 
from the American Society of Clinical Oncology 
[10] recommend trialing the anti-neuropathic 
agents, amitriptyline and gabapentin. Potential 
treatments currently being investigated include 
topical menthol and cannabinoid receptor 
agonists.

Radiotherapy may give painful side effects, 
particularly pain in the abdominal viscera 
and neuronal injury, such as brachial plexus 
neuropathy [11]. 

Chronic post surgery pain (CPSP) is seen after 
many surgical interventions, not just those for 
cancer. It is defined as postoperative pain lasting 
>3 months during which other pre-existing and 
surgical causes have been excluded. Clinically 
CPSP will present with spontaneous pain, 
hyperalgesia and hypersensitivity at the surgical 
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site. Prevalence ranges from 10-30%, but 
some types of surgery are associated 
with a higher risk of developing CPSP, 
including breast surgery, thoracotomy, 
cardiac surgery, limb amputation and 
hernia repair. CPSP is a mixed pain 
containing nociceptive and neuropathic 
elements. Neuro-inflammatory processes 
in the periphery lead to sensitisation 
of local neurons, and in turn to central 
sensitisation. The risk factors for 
developing CPSP, including pre-existing 
pain [12] and uncontrolled acute post-
operative pain [13], are also discussed by 
the authors.

Cancer pain physiology
Sarah Falk, Kirsty Bannister and Anthony 
H Dickenson [14]

This presentation comes from Prof 
Dickenson’s group, one of the world 
leaders in research into pain mechanisms. 
He is also an excellent speaker, making it 
worthwhile to attend one of his lectures. 
The authors open the article with a brief 
commentary on the increasing incidence 
of patients with cancer and hence 
patients with cancer pain. They quote 
an incidence of 75-90% of patients with 
metastatic or advanced-stage cancer 
developing severe pain that significantly 
compromises their quality of life [15]. 
There are multiple underlying mechanisms 
involved in cancer pain, including pain 
from the cancer itself (e.g. metastatic 
bone pain) and pain from treatments (e.g. 
surgery and chemotherapy). The authors 
explain that, as such, cancer pain is 
regarded as a mixed mechanism pain state 
involving inflammatory, neuropathic and 
cancer-specific pain mechanisms.

Peripheral pain mechanisms
Cancer-induced bone pain arises from 
progressive bone destruction and 
increased osteoclast activity, with 
tissue damage of the surrounding tissue 
resulting in inflammatory changes. The 
cancer cells themselves also release 
cytokines, and inflammatory and pain 
mediators. The tumour cells can also 
directly damage the sensory nerves by 
infiltration or compression, but also 
by inducing remodeling in the local 
microenvironment, which can lead to 
hyperinnervation or denervation of 
the bone, or stretching of the densely 
innervated periosteum. Bone has a dense 
network of sensory and sympathetic 

neurons involved in nociceptive 
processing to the spinal cord. Changes 
in bone homeostasis sensitises the 
peripheral terminals of these sensory and 
sympathetic neurons, thereby altering 
the signals to the spinal cord. In cancer, 
changes in bone metabolism can increase 
osteoblastic and osteoclastic activity, 
usually resulting in overall net resorption. 
This disrupts the microarchitecture of 
the bone and leads to a decrease in the 
strength and resistance to bending of the 
bone, eventually with an increased risk 
of fractures and sometimes a systemic 
state of hypercalcemia. Tumour-induced 
increased RANKL (receptor activator of 
nuclear factor kappa B ligand) activity 
causes local acidosis that sensitises 
sensory neurons. Osteoprotegerin and 
Denosamab affect RANK-RANKL binding, 
decreasing osteoclast activation that 
reduces bone resorption and bone pain 
in animal models. Bisphosphonates cause 
apoptosis of osteoclasts that reduce bone 
resorption and pain [16].

Cancer-induced bone pain is associated 
with an increase in inflammatory 
mediators that act on peripheral pain 
nerves, for which non-steroidal anti-
inflammatory drugs are often used.

Both sensory and sympathetic fibres 
innervate healthy bone, but these are not 
normally in close proximity to each other. 
Tumours can induce reorganisation and 
sprouting of both fibres and formation 
of neuroma-like structures, bringing the 
two fibres types into close proximity. 
Sympathetic neurons can excite sensory 
neurons by releasing nociceptive mediators. 
This neuronal reorganisation is associated 
with increased release of nerve growth 
factor (NGF), which can both increase the 
expression and sensitivity of the transient 
receptor potential cation channel 1(TRPV1). 
NGF also acts on the dorsal root ganglion 
and the expression of voltage-gated sodium 
channel (NaV) 1.8. Monoclonal antibodies 
against NGF, such as Tanezumab, reduce 
pain by disrupting this pathway.

Cancer-induced bone pain probably 
acts through different mechanisms to 
non-cancer pain, which may explain why 
traditional analgesic therapies do not 
tend to be effective in treating metastatic 
bone pain [17].

Spinal events
Why should one look at the spinal cord? 
As the authors explain, the spinal cord:
• Is the 1st relay for incoming pain 

messages

• Is where central hyperexcitability is 
first established

• Is where descending controls from 
the brain act to change the level of 
excitability at these 1st relays

• Is a key site for opioid modulation of pain
• Sends ascending projections to both 

sensory and affective areas of the 
brain, which are key to establishing the 
individual pain experience.

These authors reported clear changes 
in the responses of spinal cord neurons 
indicative of a hyper-excitability, being 
different from those seen in models 
of neuropathy or inflammation, and 
suggesting a unique state of pain in 
cancer. They also reported that recording 
in the superficial dorsal horn, compared 
to controls, cancer-induced bone pain 
leads to a greater proportion of wide 
dynamic range (WDR) neurons, which give 
hyperexcitable responses to mechanical, 
thermal and electrical stimuli.

Gabapentin and pregabalin modulate 
the central consequences of peripheral 
pain events by preventing calcium channels 
being transported to their active site on 
spinal neurons[18]. Chronic treatment 
with gabapentin reduces pain behavior 
and attenuates hyperexcitable dorsal horn 
responses [19]. The N-methyl-D-aspartate 
(NMDA) receptor is also involved in 
neuronal excitability and wind-up. Ketamine, 
an NMDA antagonist, inhibits responses of 
spinal WDR neurons in models of cancer-
induced bone pain. Spinal excitability may 
be enhanced after cancer, which could form 
a mechanistic basis for the use of ketamine 
in patients with cancer pain.

Opioid induced hyperalgesia 
(OIH)
Chronic consumption of opioids can be 
associated with worsening paradoxical 
pain, a mechanism thought to involve 
the NMDA receptor. Clinically, OIH can 
be prevented and reversed by adding 
ketamine [20] or switching opioid to 
methadone, which also acts on the 
NMDA receptor. Other drugs that 
reduce neuronal hyperexcitability (e.g. 
pregabalin), and descending seretonergic 
spinal circuits or alpha-2 receptors (e.g. 
dexmetomidine), also attenuate OIH. A 
new drug, Tapentadol, has a dual action, 
stimulating the mu-opioid receptor 
and activating spinal inhibitory alpha-2 
adrenoceptor by inhibiting noradrenaline 
reuptake; it is currently being trialed in 
patients with cancer pain.
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Pain services and palliative medicine – an 
integrated approach to pain management in the 
cancer patient 
Tony O’Brien and Christopher M Kane (21)

This article describes the role of pain specialists within palliative medicine. 
It starts by reminding us that 80-90% of patients with advanced cancer 
experience pain. Fortunately 90% of them will have their symptoms 
controlled according to the WHO pain ladder. This leaves an estimated 
48,000 patients per year in the UK with uncontrolled cancer pain. Good 
symptom control (including pain) is essential to improve the quality of life 
for the individual. It makes us aware that we are treating the “person in 
pain”, not just the pain in isolation.

The standard approach to cancer pain – regular administration 
of oral opioids – will remain the basis of cancer pain management; 
however, for those patients with refractory pain (defined as that 
which is not responsive to simple management strategies), a pain 
specialist needs to be involved as interventional therapies can be 
very effective in otherwise intractable pain.

The culture within palliative medicine has shifted from the historic 
“care of the dying” to a more active medical approach, managing 
patients earlier in the disease process. There is considerable 
geographical variation in access to pain services by palliative 
medicine. The “best case scenario” is to have a pain specialist with 
regular dedicated palliative care sessions to allow consistent and 
timely access to services. This also encourages discussion between 
palliative medicine and pain specialists to facilitate joint assessment 
and management of patients with complex pain early rather than 
waiting until the situation has become desperate. Unfortunately a 
joint report by the British Pain Society, the Royal College of General 
Practitioners and the Association for Palliative Medicine of Great 
Britain and Ireland notes that the partnership between pain and 
palliative medicine specialists is inconsistent (22). Several reasons for 
this were identified, including funding and availability of expertise. 

There is good evidence for several pain interventions, in particular 
coeliac plexus block (for pancreatic cancer pain), intrathecal drug 
delivery systems (for most types of cancer pain), and cordotomy (for 
mesothelioma); unfortunately there is wide geographical variation in 
access to these treatments. 

The authors conclude that dedicated and integrated access to pain 
specialists is an absolute necessity for palliative care services; the era 
of “ad hoc” arrangements is over.
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BREAST CANCER

In 2001, I proposed the hypothesis that 
regular dermal application of chemical 
constituents contained in underarm 

cosmetics are a contributory factor in 
the rising incidence of breast cancer [1]. 
This was supported by the unexplained 
disproportionality of breast cancer incidence in 
the upper outer quadrant of the breast, where 
more than half of breast cancers originate, and 
where chemicals are applied to the underarm 
and left on the skin allowing for low levels 
to be absorbed over long periods of time 
[2,3]. In the intervening years, it has become 
evident that the presence of many hundreds 
of pollutant chemicals, including chemicals in 
underarm products, can be measured in human 
breast tissue, and that many are genotoxic and/
or oestrogenic, thereby affecting breast cells 
[4]. The breast’s high fat content provides a 
good milieu because many of these chemicals 
are lipophilic.

Breast cancer was recorded in ancient 
Egypt and classical Greece, but the incidence 
is now rising quite rapidly. Advances have 
been made in its early detection and risk 
factors have been identified, but prevention 

cannot become a reality without more insight. 
Although inherited loss of function of the 
BRCA1/BRCA2 DNA repair genes, diet, radiation 
and alcohol are known risk factors, the main 
influence on the development of breast 
cancer is lifetime exposure to oestrogen [5]. 
Reduction in oestrogen action through the use 
of antioestrogens or aromatase inhibitors is 
the basis for the success in endocrine therapy 
as treatment for breast cancer [6]. With 
oestrogen being such a central component 
of breast cancer, the potential contribution 
of environmental chemicals with oestrogenic 
activity needs to be taken more seriously 
[4]. These chemicals may enter the human 
body by inhalation (pesticides, herbicides, 
cleaning products, personal-care aerosols), 
oral intake (water, food, plastic packaging, 
pharmaceuticals, oral hygiene products) or 
dermal absorption (cosmetics, personal care 
products, soft furnishings, clothing) [4]. Sources 
of environmental oestrogenic compounds are 
given in Figure 1, and examples of oestrogenic 
components present specifically within 
cosmetics/personal care products are given in 
Figure 2. Relevant references to the evidence 
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Figure 1 (left): 
Environmental sources 
of exposure of the 
human breast to com-
pounds with oestrogenic 
activity (see reference 
4 for associated refer-
ences).

Figure 2 (right): Chemical 
components of cosmetic 
products which have 
been shown to possess 
oestrogenic activity (see 
reference 4 for associat-
ed references).
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for their oestrogenic activity can be 
found in ref [4]. None of these sources are 
exclusive because, for example, exposure 
to pesticides and herbicides may be 
through contaminants in diet as well as 
through spraying, and because many of 
these chemicals are used in a wide range 
of consumer products. 

Dermal absorption
It has been shown that topical application 
of cosmetic chemicals can result in rapid 
dermal uptake. In Denmark,  Janjua et al. 
[7,8] showed that topical application of 
creams containing parabens, phthalates 
and UV filters [9] can result in measurable 
increases in these chemicals in the blood 
and urine within hours. Flarend et al. [10] 
traced absorption of isotopically-labelled 
aluminium (26Al) into blood from topical 
application to the underarm of aluminium-
based antiperspirant salts. An average of 
5.9+/-2.1% of a dose of topically applied 
Triclosan cream was absorbed within 48h 
[11]. It has been shown there is a reduction 
in urine concentrations of the following – 
phthalates, parabens, benzophenone-3 and 
triclosan – through cessation of exposure 
by consumer choice of products lacking 
these chemical components [12], which 
clearly shows that these burdens can be 
reduced by individual choice. 

Dermal absorption can lead to 
physiological consequences
The “Mortician’s Mystery” published in 
the New England Journal of Medicine 
in 1988 [13] describes the development 
of gynecomastia (enlargement of 
breasts in a man) and hypogonadotropic 
hypogonadism (due to impaired 
gonadotropin levels) in an embalmer 
with long-term exposure of his hands 
to embalming creams. He had a normal 
pubertal development and fathered seven 
children, but over a decade suffered 
progressive loss of libido, decrease 
in testicular size and marked breast 
development, all of which were reversed 
within a year by simply wearing gloves 
for his work [13]. Thus exposure of the 
hands to these creams had affected breast 
development. Pre-pubertal gynecomastia 
has been reported in three boys (28 
months, 33 months, 8 years of age) 
following indirect exposure to topical 
oestrogen-containing creams used by 
their mothers [14], and gynecomastia has 
also been seen following exposure to 

cosmetics containing lavender and tea-
tree oils [15].

These issues are not confined to men. A 
36-month girl in Italy had premature breast 
development (thelarche), together with 
menstruation and uterus enlargement, 
caused  by exposure to components in 
her mother’s hair lotion [16]. Another case 
describing physiological consequences 
following dermal absorption of cosmetic 
chemicals was in a patient who presented 
with bone pain and extreme fatigue 
associated with exposure to aluminium-
based antiperspirants. Plasma aluminium 
levels fell from 4μM to within the normal 
range (0.1-0.3μM) when she stopped using 
the antiperspirant, and the associated 
symptoms also disappeared [17].

Case for a link with breast 
cancer
The reversal of symptoms after ceasing to 
use a product implies that it was involved 
in their causation. However, since cancer 
is so seldomly reversible, a different 
approach has to be taken when cancer is 
suspected as an end-point of an adverse 
response. Given that animal models are of 
limited value in extrapolating to human 
situations [18], and that the effects of 
chemicals cannot be studied directly in 
the human breast in vivo, an approach 
to investigating the implications of 
the presence of mixtures of cosmetic 
chemicals (alone and in combination) at 
real-life concentrations on the human 

breast relies on human breast epithelial 
cell culture models. The hallmarks of 
cancer, as defined by Hanahan and 
Weinberg [19], offers a focus on which 
to assess the ability of the chemicals to 
influence processes leading to cancer 
development in breast cells. Using this 
approach, parabens showed four of 
the six basic hallmarks, one of the two 
emerging hallmarks and one of the two 
enabling characteristics [20]. Aluminium 
has also been shown to influence three 
of the basic hallmarks and both enabling 
characteristics [21]. Figure 3 summarises 
an emerging picture of how parabens 
and aluminium may influence different 
hallmarks in breast cells. What is needed 
is to understand how the many other 
components of cosmetics interact. For 
example, all the components of cosmetics 
with oestrogenic activity given in Figure 2 
can influence proliferation of oestrogen-
responsive human breast cancer cells 
[4] and therefore have the potential 
to influence the hallmark of sustained 
proliferation. With such a large number of 
cosmetic chemicals that can influence a 
single hallmark, there is a potential for the 
different chemicals to act in an additive 
manner at lower doses [22,23].  The more 
chemicals known to enter human breast 
tissue, the greater the possibility that 
a mixture of them might cover all the 
hallmarks; if the concentration is sufficient, 
then cancer could be the outcome in due 
course.

Figure 3. The hallmarks of cancer [19] which have been demonstrated following exposure to parabens [20] or aluminium 
[21]. Six basic hallmarks (red), two emerging hallmarks (blue), two enabling characteristics (purple) [19].
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Case for a link with benign 
breast disease
Gross cystic breast disease is the most 
common benign breast disorder [24]. 
Although not life-threatening in itself, 
the finding of a cyst causes stress and 
treatment can be invasive. Furthermore, 
some cyst types are associated 
with increased risk of breast cancer 
development [24,25]. Since Al-based 
antiperspirant salts act by blocking sweat 
ducts [26] and cysts arise as blocked 
breast ducts [24,25] in the adjacent region 
of the body, I previously suggested that 
breast cysts might arise as a result of 
the long-term use of antiperspirant from 
which sufficient Al has been absorbed 
by the underlying breast tissues [1]. The 
incidence of breast cysts is more frequent 
in the upper outer quadrant of the breast 
[27], which coincidentally is the site 
of application of antiperspirant to the 
underarm. Since Al levels are higher in 
breast cyst fluids than blood or milk [28], 
further consideration needs to be given 

to the possibility that antiperspirants 
induce cyst formation. If excessive use 
of antiperspirant leads to this benign 
disorder, then avoiding it could be a 
non-invasive strategy for prevention and 
treatment. 

Conclusions and regulatory 
considerations
Chemical contamination of human 
breast tissue and milk results from 
modern human behaviour [4]. The 
sources are varied, but they will include 
chemicals in cosmetics and other 
widely used personal-care products. 
Whilst it may not be possible to avoid 
exposure to many contaminants in 
air and diet, personal choices can be 
made to reduce or eliminate exposure 
to those in cosmetics. Stopping using 
them will reduce body burdens, as 
urine measurements show [12]. To date, 
cosmetic ingredients have received 
far less regulatory attention than 
other chemicals to which the human 

population is exposed. Within the 
European Union, the Cosmetics Directive 
(76/768/EEC) was set up in 1976 to allow 
for recommendation and ongoing review 
of chemical components published at 
intervals by the Scientific Committee on 
Consumer Safety (SCCS), but since 2013 
this has been replaced by the European 
Union Cosmetics Products Regulation 
(Regulation EC No1223/2009) [4]. In the 
United States, regulation of cosmetic 
chemicals is the responsibility of the 
Food and Drug Administration (FDA), and 
many manufacturers are altering their 
formulations in response to growing 
consumer demand [29]. Although there 
is no definitive proof of a link to breast 
cancer, there is certainly a substantial 
body of evidence of human breast tissue 
containing chemical components used in 
cosmetics, and of their potential to act 
at low doses in the long-term not only 
as individual chemicals, but as complex 
mixtures with the inherent ability to 
cause adverse effects on human breast 
biology, even cancer. 
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As we await the imminent publication of 
the final report from the Accelerated 
Access Review (AAR), I reflect on why 

we needed the AAR in the first place and the 
extent to which the contents of its final report 
are likely to change the innovation pathway in 
the UK, particularly in light of the recent vote to 
leave the European Union (EU).

Access to cancer treatments has presented 
huge challenges to healthcare systems in the 
UK for at least 15 years [1]. Constraints and 
problems in the systems have not been properly 
understood, and the policy solutions put in 
place have had a variety of different goals, few 
of which have been about patients. They have 
had short-term priorities at their core and are 
almost always established without consideration 
of the long-term consequences.

There has also been a lack of cohesion 
and disconnects in the underlying strategies 
between the policies that have been put in 
place at different stages of the drug discovery, 
development, adoption and diffusion system [2]. 

That said, none of this is easy. The business of 
medical innovation, and the way in which it is 
adopted and diffused, is complex, involving many 
factors. Social structures and norms, individual and 
institutional contexts and behaviours, as well as 
the specific characteristics of any given innovation, 
have all been considered to be part of the complex 
interplay influencing the efficient adoption 
and diffusion of new treatments and medical 
technologies [3,4]. 

There are also inevitable tensions between the 
key stakeholders that contribute to an already 
complex picture [5]. Patients and patient groups 
want the best healthcare and earlier access to 
life-extending or saving medical innovations, 
whilst industry requires favourable regulatory 
and environmental conditions for stimulating 
innovation that ultimately deliver a commercial 
return. The NHS meanwhile must work within 
its own financial constraints, ensuring that the 
health of the population is optimised with the 
resources available. There is also an inherent 
tension in the need to speed up access to new 
medical innovations for patients, with ensuring 
that comprehensive evidence is collected to 
prove safety, efficacy and cost-effectiveness [6].

Previous attempts to address these tensions 
have largely failed. As a consequence, significant 
issues persist about how new treatments and 
medical innovations are appraised, approved for 
use and commissioned in the UK [7]. This has 
resulted in the unacceptable situation of too few 

patients getting access to the treatments they 
need.

Future solutions to improve access must 
take account of the journey from the needs of 
patients to drug discovery and back again. As 
well as being practicable and affordable, they 
also need to be future proof.

Myeloma UK is working to address the issues 
and barriers that prevent myeloma patients 
getting the right treatment when they need it. 
Our approach takes into account the interests, 
incentives and rewards of all stakeholders. 
Accordingly, we have developed a vision and 
an action plan that is delivering for all [8]. That 
being said, despite our success and progress, 
it has been a long and lonely road swimming 
against the current.

This is why I was delighted to hear about the 
AAR. For the first time I can recall there was an 
understanding that, by focusing simultaneously 
on the whole system and not just individual 
parts, it might be possible to better address 
current issues and look at preventative strategies.

So as the AAR publishes its final report what 
am I hoping for and what are my concerns? There 
should be a lot to look forward to. I welcome the 
focus on putting patients centre stage, and the 
recognition of the need to improve patient access. 
There is no doubt that better understanding the 
needs of patients [3] is critical to the success of 
the innovation cycle. It therefore goes without 
saying that patients must be co-pilots in the new 
system and not passengers. That said, this has been 
promised many times before but rarely delivered, 
and there remains concern about what this means 
in practice.

The recognition of the UK as an attractive 
place to do business and invest in research and 
development is also welcomed [9]. However, I 
worry about the feeling that, for it to happen, 
it is somewhat dependent on the willingness of 
local markets to pay for any resulting innovation. 
While I understand the commercial rhetoric 
around this, we need to position the UK as the 
best place to invest irrespective of the desire 
of the local market to pay for the outputs and 
outcomes of research and development. Industry 
is not investing in research and development in 
the UK just to produce outputs and outcomes 
for the local market; after all, it represents only 
3% [10] of the global market – they are doing it 
for the world.

There is also an acknowledgement that the 
NHS needs to invest to save [11]. Currently, at 
least in cancer, the NHS buys costs and not 

The Accelerated Access Review – a 
golden opportunity or false hope?
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outcomes as it seems unable to 
delineate between cost-cutting and 
efficiency saving. To overcome this, 
we need agility and flexibility in how 
we think about pricing. We must also 
look at how best to assess, adopt and 
diffuse the vast amount of evidence, 
information and intelligence that is 
available to ensure clinical pathways 
deliver for patients [12]. 

In turn, this will require alignment 
of the real-world unmet needs and 
the discovery and development 
pipeline, which is to ensure that 
the generation of inputs into the 
system produce outputs that are fit 
for purpose, thereby diminishing the 
need and propensity for meaningless 
sticking plaster policies [13].

Above all else, we need a system in 
which we trust doctors to innovate 
and help deliver better outcomes 
for patients whilst at the same time 
driving forward with efficiencies and 
value for money. We also need to 
deliver on our promises of patient 
choice and enabling them to play a 
bigger role in decision-making [14]. 
Treatments, including where and how 
they are delivered, should be seen as 
an investment and not simply a cost. 

However, a lot has happened 
between the publication of the interim 
and final report. The UK decided to 
leave the EU and a number of ministerial 
changes have taken place. It is too early 
to tell what impact these events may 
have on the content of the final report, 
and the extent to which all or any of it 
can be implemented.

It is clear that the life sciences 
sector in the new Government is in a 
difficult state after the loss of George 
Freeman, the now former Minister for 
Life Sciences. George Freeman was 
the main driver of the AAR and it is 

hard to imagine what might become 
of its long-term prospects without his 
commitment, passion and vision.

There is also uncertainty about 
future spending on medicines in the 
NHS. The Prime Minister and the 
Chancellor are still committed to 
reducing the budget deficit, even 
though the targets are expected to 
be pushed back into the 2020s. Even 
if some new relief is provided, the 
pressures on NHS finances will not go 
away.

Ministers are also aware of the 
concern expressed by the life sciences 
industry about the future of science 
in the UK following Brexit [15]. There 
are likely to be some issues and 
uncertainties around the regulatory 
approval of new medicines and 
devices, along with concerns about 
the attractiveness of the UK market, 
pricing and reimbursement, patents 
and other areas of protection, 
including data as well as commercial 
agreements and competition law, 
research funding, employment and 
immigration.

Assuming that the industry, 
academia and medical research 
charities continue to press their case, 
these will be key considerations for 
the Chancellor before he makes his 
Autumn Statement.

At a very uncertain time for 
the UK, the challenges facing the 
implementation of the final AAR 
report are now in sharp focus. What 
it cannot become is another well-
intended report gathering dust on the 
shelf. Should that happen, it would 
be a tragedy and a waste of the 
biggest opportunity we have had in a 
generation to make the transformative 
changes needed to improve patient 
outcomes in the UK.
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Patients who have had a course of 
radiotherapy to treat cancer will be 
well aware of who we are and what we 

do. We don’t take pictures and we aren’t just 
button pushers, we use high energy X-rays to 
treat a variety of different cancers. In fact 40% 
of people with cancer will receive radiotherapy 
and it will cure more cancers than cancer 
drugs. It can be used to reduce symptoms and, 
most importantly, pain. As a treatment that 
is used to kill cancer cells it is cost effective 
when compared to the cost of chemotherapy 
drugs and for most people doesn’t require 
being admitted to hospital. For the patient it’s 
as simple as lying still on a couch whilst the 
therapeutic radiographers position the treatment 
machine around them.  

Individuals who are unfortunate enough to 
have had a cancer diagnosis will have met a 
variety of people along their treatment journey 
including doctors, nurses and radiographers (both 
diagnostic and therapeutic). Whilst most people 
are aware of the amazing job that cancer nurses 
do, without the other healthcare professionals 
there wouldn’t be a service to offer. Even now 
there is a general assumption that, if you are 
female and work in radiotherapy, you are a nurse.

Historically the therapeutic radiographer 
would take an X-ray picture of the area to be 
treated, prepare and then deliver that treatment. 
However nowadays, from the moment a patient 
is given their diagnosis by a doctor, you may only 
see therapeutic radiographers throughout their 
cancer journey.  

The therapeutic radiographer is able to 
consent a patient for treatment, prescribe 
radiation, and even perform small procedures 
such as inserting gold seed markers into a 
prostate to make treatment more accurate. We 
may well see them for follow-up appointments 

and prescribe medications to help manage 
any side-effects. We are able to combine our 
technical skills with a more holistic approach to 
better deal with the side-effects of treatment. 
I am a site specialist practitioner for prostate 
and bladder cancers and part of my role is 
to support both the patient and their family 
throughout treatment, I provide continuity of 
care throughout the course of radiotherapy.

I am one of those therapeutic radiographers 
who is able to practise at an advanced level, 
having had robust training to ensure that I am 
competent and safe to perform procedures and 
prescribe medications. 

However, I still feel that I and colleagues 
of mine practising at this level don’t get the 
recognition we deserve. 

The move into independent prescribing for 
therapeutic radiographers, which will bring us 
in line with other healthcare professionals such 
as nurses, physiotherapists and podiatrists has 
recently been approved by Parliament. This 
will allow for even more autonomy within our 
advancing roles. It took me 10 years to get my 
advanced practitioner status but now it appears 
to me that there is a lack of consistency across 
the board and, if you chat to three different 
people in radiotherapy, you will get three 
different views about what advancing practice is. 

This confusion is also not helped by different 
radiotherapy departments using expert and 
advanced practitioner titles within their teams 
without considering what is advanced practice 
and how these roles demonstrate the benefits to 
the patient and service. It’s not just about a title. 
These advanced roles allow for more specialist 
patient-centred care and, unlike diagnostic 
radiographers, we may see our patients for up to 
eight weeks at a time so we get to know them 
well. 

The role of the therapeutic 
radiographer is changing. But 
what is a therapeutic radiographer, 
I hear you ask? 
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As far back as 2002, when the Society and College 
of Radiographers published its Education and 
Professional Development Strategy, there has been 
an emphasis on shorter waiting times and increased 
choice for patients. This has led to developing roles 
and increased responsibilities for all allied health 
professionals - for example my current Advanced 
Practitioner role was developed after a gap was 
identified in the quality of support for men with 
urological cancer. The advanced practitioner roles 
were recommended by the National Radiotherapy 
Advisory Group as they demonstrated the potential 
to drive efficiency and refocus radiotherapy around 
the needs of the patient. Advanced practitioners 
are expected to develop enhanced skills in their 
specialist areas and practise autonomously. This 
means we are legally accountable for those actions. 

It is a frustration as a therapeutic radiographer 
that we rarely get a mention and seem a long way 
down the pecking order in healthcare professional 
terms. Some notable health organisations even 
get it wrong, describing all key workers as nurses, 
which does nothing to help our cause. I guess as 
a workforce we sometimes don’t do ourselves any 
favours as having a plethora of job titles is confusing 
- are we therapy radiographers, radiotherapists, 
radiation therapists or, to use our legally protected 
title, therapeutic radiographers? This bewilders not 
only people in the profession but also the average 
person in the street. So perhaps we need to get our 
own house in order first. 

There is a lot to celebrate and be happy about as 
an advanced practice therapeutic radiographer. The 
opportunity to further develop my role to become 
a consultant radiographer is exciting but, most of 
all, seeing patients at follow-up and telling them 
their treatment has gone well and we’ve cured their 
cancer is a feeling like no other. 

However I think that as a profession there is more 
that needs to be done to bring clarity to the role 
that we play and raise its profile, so that there is 
the correct level of investment in site specialist 
practitioners and so that the public can gain a 
greater understanding of what we do.

Phil Reynolds recently played a role in the 
development of a report led by Prostate 
Cancer UK and the Society and College of 
Radiographers which assessed the current 
situation in relation to the United Kingdom 
prostate/urology site specialist radiographer 
workforce. The Prostate/Urology Specialist 
Cancer Workforce: Provision of Specialist 
Therapeutic Radiographers in the Treatment 
and Care of Men with Prostate Cancer can 
be downloaded at  
http://www.sor.org/learning/ 
document-library
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CONFERENCE NEWS

Approximately 250 attended 
“Trials, Technologies and T-cells” 
in Leeds 29th June – 1st July 

2016. First was the Education Day: 
five paired presentations by scientists 
and clinicians. Then: plenary sessions, 
proffered papers, posters, a special 
session for allied health professionals, 
and lunchtime seminars and exhibitions 
by sponsors. Plenary sessions were 
filmed, and will be made available on the 
BNOS website. BNOS awarded bursaries 
to five younger applicants.  

Invited speakers were: Bernhard 
Radlwimmer (German Research Center), 
Laura Evgin (Mayo Clinic), Nicola 
Sibson (Oxford Institute for Radiation 
Oncology), Stephanie Combs (ISAR 
Hospital, Munich), Richard Gilbertson 
(University of Cambridge), Luisa Ottobrini 
(University of Milan), Gelareh Zadeh 
(University of Toronto) and Sebastian 
Bradner (University College, London).

Social and networking opportunities 
were not ignored with a Welcome 
Reception at Leeds City Museum 
and Conference Dinner at the Royal 
Armouries Museum (after a most 
entertaining demonstration by two 
knights in medieval armour!)

Many presentations revolved around 
the set-up, testing and quality assurance 
of novel assay techniques. It is easy 
to forget that before research can 
progress, the methodological techniques 
themselves, be they innovative assays, 
imaging or mathematical modelling 
methods, have to be developed, 
optimised and standardised. One centre 
is even using an MDT approach when 
treating its mice!

Next generation sequencing is now 
central to research and diagnosis; the 
identification of particular genetic 
mutations present in sub-groups of 
specific brain tumours were discussed, 
with some evidence of differential 
response to treatment. Attendees were 
encouraged to contact their local NHS 
Genomic Medical Centre with a view to 

taking part in the Genomics England 
100,000 Genome Project, now extended 
to include adult gliomas and specified 
other brain tumours. 

The 2016 WHO classification combines 
histopathological features and molecular 
biomarkers. Some of the latter (e.g. 
IDH mutation and ATRX loss) can be 
easily tested with antibodies whilst TERT 
promoter mutation and 1p/19q loss are 
not yet available in all centres. Greater 
demands are therefore being placed on 
traditional diagnostic imaging techniques 
eg deduction of IDH mutation status 
from MR and spectroscopy, diffusion 
tensor MRI, concurrent spectroscopy 
and MRI, optical imaging by means of 
bioluminescence and fluorescence etc.

70-80% of neuro oncology patients 
are treated by means of radiotherapy so 
it is appropriate that efforts are being 
made to improve radiotherapy planning 
e.g. by fusing CT with MRI and use of 
MR-integrated LINACs.  

There has been a rapid move into 
various types of immune-viro therapy: 
vaccines, oncolytic viruses, checkpoint 
inhibitory monoclonal antibodies, and 
adoptive cell transfer with chimeric 
antigen receptor (CAR) T cells. The 
great variety of mechanisms of action 
ensures that an enormous number of 
combinations are possible, both with 
other immune-mediated therapies, of 
the same or different class, and with 
conventional chemo radiotherapy. 
However there are significant challenges 
to be overcome in terms of clinical 
endpoints and adverse effects.

It is not saying anything new to 
emphasise the enormous challenge 
that we face. We are not short of 
ideas – rather the opposite. There are 
a vast number of hypotheses as to 
the basis for the heterogeneity and 
plasticity of glioma, and its invasive and 
migratory capacity. In addition, one must 
consider the many (cause or effect?) 
inter-relationships between genomics, 
proteinomics and metabolomics, and the 

impact of the tumour on normal brain 
metabolism and, vice versa, the effect 
on the tumour of its micro-environment. 
One could be forgiven for thinking 
that the advent of genomic screening 
has made the situation even worse by 
characterising so many genetic lesions 
and aberrations requiring investigation 
(although we are at least able to better 
predict prognosis and response to 
current treatment in some tumours on 
the basis of these molecular variations). 
There are a plethora of putative 
treatment targets .... but we still seem 
far off significant clinical progress. 

On the one hand, there is the 
search for ever more specific and 
highly targeted, personalised therapies 
(that the NHS may never be able to 
afford?) whilst, on the other hand, 
the heterogeneity of the disease soon 
renders these ineffective, meaning 
that one either steps back to broader 
epigenetic strategies or devises ever more 
complex combinations of modalities 
with differing and, often cascading, 
mechanisms of action. 

Prizes

Best presentation prize: Jason 
Adhikaree, Nottingham (Enhancement 
of myeloid dendritic cells through 
MAPK p38 inhibition promotes T cell 
proliferation and restores adaptive 
immunity in GBM patients)

Best scientific poster: Chiara Moriconi, 
Cardiff (Caveolin-1 implicated as a pro-
invasive gene in high-grade glioma 
cell models: Implementation of a 3D 
spheroid matrix invasion assay)

Best clinical poster: Ingela Oberg, 
Cambridge (Nurse-led telephone clinics 
improve patient satisfaction and enhance 
follow-up for benign / low grade tumour 
patients)

BNOS 2017 will be held from  
21-23 June in Edinburgh

BNOS 2016 Conference,  
“Trials, Technologies and T-cells”
Date: 29 June – 1 July 2016. Venue: Leeds, UK. Report by: Maryanne Roach on behalf of the BNOS Council 
and BNOS 2016 organising committee. The full report is available on the BNOS website www.bnos.org.uk
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CONFERENCE NEWS

ESMO 2016 Congress will be held in 
the beautiful city of Copenhagen, 
Denmark, between 7-11 October.

“ESMO 2016 will be a fabulous 
platform where the most outstanding 
data are going to be presented,” said 
Andrés Cervantes, Scientific Chair. 
Nearly 2,900 abstracts were submitted 
for inclusion within the programme, 
marking a 70% increase since 2010, 
when researchers all over the world 
started to look at the European congress 
as the place to share their research with 
the community. “With USA, Italy, Spain, 
France and Japan being the top five 
submitters, the ESMO 2016 Congress 
will be a truly international convention at 
which to learn about the latest advances 
in cancer, discuss clinical challenges and 
share best practices in order to improve 
patient treatment and care. 

Around 60 late-breaking abstracts were 
submitted, anticipating breakthrough 
research findings with implications for 
clinical practice. Top submissions were 
in the fields of non-small-cell lung 
cancer, colorectal and gastrointestinal 

cancers, genitourinary tumours and 
immunotherapy, in addition to other 
important results in less common research 
areas. 

Three high-quality keynote lectures will 
offer congress attendees a sharp insight 
into the evolution of cancer research and 
patient care, offering thought-provoking 
interdisciplinary discussion:
• J Allison: The development of 

checkpoint inhibitors
• E Voest: The art of the possible: 

Bridging the gap between genomics 
and patient care? 

• J Soria: The patient journey: Is cancer 
cure around the corner?

ESMO 2016 will also represent the first 
ESMO annual congress, as announced 
last year: “Holding an annual congress 
will allow us to accommodate the rapid 
pace of progress in the field and to fulfil 
our mission of promoting education and 
disseminating knowledge to guarantee 

the best patient care,” said ESMO Past-
President Rolf A Stahel.  

“Equipping our members to fight 
cancer more effectively is ESMO’s 
principal goal,” said ESMO President, 
Fortunato Ciardiello. “Cancer patients 
and their needs are at the center of all 
that we do: our profession is driven 
by our determination, individually and 
collectively, to secure the best possible 
outcomes for people with cancer across 
Europe and around the world.” 

The ESMO 2020 Vision is a 
confirmation of such determination, 
promoting integrated cancer care, 
providing specialised education and 
advocating for sustainable cancer care.

Make sure you don’t miss the ESMO 
2016 Congress and save the dates for 
the most influential annual meeting for 
oncology professionals in Europe.  

For further information,  
please visit: www.esmo.org

ESMO 2016: From disease treatment to patient care
Date: 7-11 October 2016. Venue: Copenhagen, Denmark. Preview

Abraham Lincoln said “You can 
please some of the people all of 
the time, you can please all of the 

people some of the time but you can’t 
please all of the people all of the time”.

The Inaugural APM Supportive and 
Palliative Care Conference aims to 
“please” all of the APM membership in 
terms of its educational content, its social 
programme and value for money – at 
least for two days in March 2017! 

The organising committee has 
planned a programme to address the 
CPD requirements for all – from medical 
students to established consultants, 
highlighting new developments within 
the specialty, e.g. “early palliative care” 
and also to highlight the challenges for 
the specialty, e.g. Shape of Training. 
Moreover, the conference will consist 
of a main programme, with concurrent 
parallel sessions, so that delegates will 
always have a choice of sessions to 
attend. The conference will also include 
the APM’s Annual General Meeting.

The main programme will include 

invited lectures and submitted 
presentations relating to new 
research, service evaluations 
(service developments) and 
audits. Confirmed speakers 
include;
• Professor Janelle Yorke, who 

will give the Abe Guz Lecture
• Professor Bee Wee, who will 

discuss EOLC
• Dr Richard Berman, who will present 

on early palliative care and the Christie 
Hospital model

• Professor Karen Forbes, who will speak 
about the SCE.
In addition, there will be the Fiona 

Hicks Memorial Lecture, which will relate 
to her enduring passion for Palliative 
Medicine education and training. We will 
confirm the speaker for this session in 
due course.

The parallel sessions have been 
organised in conjunction with our 
invited partner organisations, e.g. the 
Irish Palliative Medicine Consultants 
Association (IPMCA) and the All Ireland 

Institute of Hospice and 
Palliative Care (AIIHPC). As well 
as formal sessions, there will 
be more informal “meet the 
expert” sessions, to discuss a 
range of topics from careers 
advice for Junior and SSAS 
Doctors to undertaking research 
and medical writing. 

In addition to the educational 
programme, there will be ample 
opportunity to network with colleagues 
and to sample the “active” social scene in 
Belfast. The conference centre is situated 
close to the city centre and to a number 
of hotels, restaurants and bars and also 
the major tourist attractions, e.g. the 
Titanic Museum, the Crumlin Road Gaol 
and Game of Thrones tours. Moreover, 
the people are very friendly and the 
atmosphere is very relaxed.

So…..book your study leave now - 
before your colleagues do! And I look 
forward to seeing you in Belfast next 
March.

Inaugural APM Supportive & Palliative Care (ASP) Conference  
Date: 30-31 March 2017. Venue: Belfast, UK. Report by: Dr Andrew Davies, Chair, The APM Supportive and Palliative Care Conference. Preview



Volume 11 Issue 4 • September/October 2016 117

The Institute of Cancer Research, London, has been awarded a 
highly prestigious Regius Professorship by Her Majesty the Queen 
to mark her 90th Birthday. 

The ICR is among a select group of 12 institutions across the 
country to be awarded the title.

The Regius Professorships are rare awards bestowed by the 
Sovereign to recognise exceptionally high quality research at an 
institution. Prior to these awards only 14 had been granted since 
the reign of Queen Victoria, including 12 to mark Her Majesty’s 
Diamond Jubilee.

The creation of a new Regius Professorship of Cancer Research 

at the ICR will be the first associated with efforts to understand 
and defeat the disease and recognises both academic excellence 
and the real-world impact of ICR’s research.

ICR Chief Executive Professor Paul Workman said: “This is a 
rare honour that recognises both our outstanding academic 
achievements in understanding cancer and also the impact of 
our innovative research on people with cancer and on society as 
a whole, including business and the economy. It is a tribute to 
our pioneering research and the many discoveries made by ICR 
scientists — both in recent years and throughout our history — 
that have moved us closer towards defeating cancer.”

This year’s Pontecorvo prize for Best PhD 
Thesis has been awarded to Dr Nicholas 
McGranahan (pictured), an outstanding 
young CRUK Lung Cancer Centre of 
Excellence scientist at University College 
London and the Francis Crick Institute.

The Pontecorvo prize is awarded to 
CRUK-funded students who have produced 
outstanding PhD theses and made the greatest contribution to 
scientific knowledge in their field.

Nicholas is now a postdoc with Professor Charles Swanton, 
who describes him as a ‘rare breed’ due to the interdisciplinary 
nature of his work. With parallel interests in Mathematics and 
Cancer Biology, he completed his PhD in Cancer Bioinformatics 
at UCL’s centre for interdisciplinary research in the medical 
and life sciences – the Centre for Mathematics, Physics and 
Engineering in the Life Sciences and Experimental Biology 
(CoMPLEX). We recognise that new and innovative ideas emerge 
when researchers, ideas and methods from disparate fields 
come together to tackle a question, and we aim to support 
more researchers like Nicholas who develop a multidisciplinary 
approach to their research.

Prof Charles Swanton commented, “Nicky is a truly remarkable 

individual with a stellar career ahead of him.”
The judging panel were extremely impressed 

when they saw the impact that Nicholas has 
had, including his striking publication record. 
In five years he has delivered work that has 
led to a total of 25 papers and two patents. 
He has co-authored in journals such as Cancer 
Discovery, Journal of Pathology, Nature, Nature 

Genetics and Science Translational Medicine, with several first 
author papers resulting from his PhD.

Nicholas’s most striking contributions have been through his 
development of major new insights into mechanisms of cancer 
branched evolution and genomic instability. He has helped to set 
novel directions for TRACERx – a multi-million pound programme 
and our largest single investment in lung cancer research.

Dr Nicholas McGranahan commented, “I felt very privileged to 
be nominated for this prestigious prize and it was therefore a great 
honour and pleasant surprise to be selected as the winner. I had a 
fantastic and rewarding experience working in Charlie Swanton’s 
group during my PhD and was fortunate to be involved in a great 
deal of exciting work. There is no doubt this work would not have 
been possible without the generous support from CRUK and I 
hope I can build upon this research in the future.”

UK charity Pancreatic Cancer Action are once 
again inviting scientists to apply for one of their 
Early Diagnosis Challenge Award grants.  The 
purpose of these grants is to encourage more 
research into improving early diagnosis of pancreatic cancer so 
that more patients are diagnosed in time for surgery, which is 
currently the only potential for a cure.

Pancreatic Cancer is the UK’s fifth biggest cancer killer and 26 
people die a day from the disease. The 5 year survival rate is just 
4%, a figure which has barely changed in over 40 years. Most 
pancreatic cancer patients are diagnosed too late.

Pancreatic Cancer Action exists to save lives by optimising early 
diagnosis.  The Early Diagnosis Challenge Award programme is 
part of the charity’s research strategy that aims to invest at least 
£1 million into research in the next five years.

The charity, which is a member of the Association of Medical 

Research Charities (AMRC), says that successful 
applicants are likely to be those whose 
applications are in accordance with PCA’s 
research objectives.  All research applications 

must focus on improving early diagnosis of pancreatic cancer and 
the charity encourages applications for projects that:
· Explore a novel approach to diagnosis;
· Investigate areas of unexplored potential;
· Focus on the novel application of technology;
· Grow and access a rich patient/sample cohort;
· Have potential for further funding after proof of concept.
Ali Stunt, founder and chief executive of Pancreatic Cancer Action, 
said: “We invite applications for projects that offer a unique and 
experimental approach.

“All applications which fit the eligibility criteria are externally 
reviewed by our Scientific Advisory Committee (SAC) chaired 

Queen awards prestigious Regius Professorship to the ICR

Pontecorvo prize was awarded to Dr Nicholas McGranahan

Pancreatic Cancer Action invites applicants for research funding

AWARDS AND APPOINTMENTS



118 Volume 11 Issue 4 • September/October 2016

AWARDS AND APPOINTMENTS

by Professor Hemant Kocher, Professor 
of Liver and Pancreas Surgery, Centre for 
Tumour Biology, Barts Cancer Institute, 
which is wholly independent of Pancreatic 
Cancer Action’s Board of Trustees or charity 
administrative staff.”

Earlier this year, the charity awarded 
£180,000 for four research grants to a 
variety of unique and exciting projects in 
the UK.  One of the award recipients, John 
Timms, who is leading A Novel Approach 
to the early detection of pancreatic cancer 
project, at University College London said:  
“Receiving the award from Pancreatic Cancer 
Action is fantastic news. The funding will 
allow us to build and test novel biomarker 
models as blood tests for the early detection 
of pancreatic cancer. We are using a 
completely novel approach to combining 
candidate biomarker data from a unique set 
of blood samples taken prior to the diagnosis 
of pancreatic cancer. We hope to translate 
the findings of this exciting work into a rapid 
diagnostic pathway for pancreatic cancer.”

Pancreatic Cancer Action is determined 
to get more patients diagnosed early and 
in time for life-saving surgery, by funding 
research into early diagnosis, educating 
medical professionals and raising awareness 
of signs and symptoms.

Ali Stunt, chair of Pancreatic Cancer Action, 
said: “Pancreatic cancer has the worst survival 
rate of all common cancers due to late 
diagnosis.  This is why we are determined to 
support projects that will ultimately get us 
closer to getting more patients diagnosed in 
time for surgery.

“We are very much looking forward to 
receiving this next round of applications.”

Full details of the grants and how 
to apply can be found online at:  

https://pancreaticcanceraction.org  

Grant applications for the 2016/17 
round of funding will close on  

31st October 2016.

Cancer researcher celebrates silver 
award for excellence

Dr Vinodh Kannappan, aged 30, a 
postdoctoral research associate at the 
University of Wolverhampton, celebrated 
winning a Silver Award for biomedical 
research excellence – walking away with 
a £2,000 prize.

Vinodh presented his research to 
dozens of politicians and a panel of 
expert judges at the House of Commons 
as part of the poster competition SET 
for Britain, earlier in 2016.

His research, which focuses on 
“Translation of an anti-alcoholism drug 
into a non-profit anticancer drug using 
nanotechnology” was judged against 59 
other shortlisted researchers’ work and 
came out as one of the three winners.

Vinodh said: “This win highlights the 
importance of our work nationally. It 
was a great honour to receive the Silver 
Award on behalf of our hardworking 
research team – especially considering 
the caliber of the Universities competing 
in the competition.

“This national recognition will 
encourage the team to continue in its 
endeavours to provide cancer patients 
and the NHS with an economical, 
affordable and effective treatment. I 
am very grateful to the RIHS, University 
of Wolverhampton and the funding 
bodies who believed in our research 
capabilities. I would also like to extend 
my thanks to the event organisers for 
such a fantastic opportunity for all 
scientists in Britain.”

Team leader, Professor Weiguang 
Wang, said: “This is the second time the 
University of Wolverhampton Cancer 
Research Group has been shortlisted for 
this extremely prestigious competition 
and it’s an honour for our collective 
work to be nationally recognised at SET 
for Britain in the company of our local 
MPs and the wider audience.

“We are at a very exciting stage in our 
research following collaboration with 
scientists in Europe, the USA and China 

which has resulted in our invention 
being patented by the University. 
Hopefully this will be translated into 
treatment in the near future providing 
cancer patients and the NHS with an 
economical, affordable and effective 
treatment.”

Rob Marris, MP for Wolverhampton 
South West, said:  “I’m very proud of 
Vinodh and the team from the University 
of Wolverhampton and was honoured to 
be able to celebrate with them.  Although 
they were competing with the likes of 
Oxford and Cambridge, I was delighted 
that the team won a Silver Award – high 
praise indeed after four rounds of tough 
judging and examinations.”

SET for Britain aims to help politicians 
understand more about the UK’s 
thriving science and engineering base 
and rewards some of the strongest 
scientific and engineering research 
being undertaken in the UK.

Stephen Metcalfe MP, Chair of the 
Parliamentary & Scientific Committee, 
said: “This annual competition is an 
important date in the parliamentary 
calendar because it gives MPs an 
opportunity to speak to a wide range 
of the country’s best young researchers. 
These early career engineers, 
mathematicians and scientists are the 
architects of our future and SET for 
Britain is politicians’ best opportunity to 
meet them and understand their work.”

The Parliamentary and Scientific 
Committee runs the event in 
collaboration with the Council for 
Mathematical Sciences, the Institute 
of Physics, The Physiological Society, 
the Royal Academy of Engineering, the 
Royal Society of Chemistry and the Royal 
Society of Biology, with financial support 
from Essar, the Clay Mathematics 
Institute, Warwick Manufacturing Group 
(WMG), the Institute of Biomedical 
Science, the Bank of England and the 
Society of Chemical Industry.
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NEWS UPDATE

Provectus Biopharmaceuticals establishes Australian subsidiary

Provectus Biopharmaceuticals, Inc have 
formed an Australian subsidiary, Provectus 
Biopharmaceuticals Australia Pty Ltd. In 
addition, the Company is opening a Sydney 
office in New South Wales. 

Peter Culpepper, Interim CEO, stated, 
“The creation of an Australian entity is a 
fundamental part of our plans for extended 
global reach in conjunction with planned 
partnering for commercialisation of PV-10.” 

He noted, “Provectus has already been 
very active in Australia for years because of 
our research into PV-10 as an investigational 
treatment for melanoma. In fact, we began 
our phase 1 study of PV-10 in 2005 at the 
Sydney Melanoma Unit in North Sydney and 
the Newcastle Melanoma Unit in Waratah, 
both in New South Wales. Since then, we 

have also worked with the Princess Alexandra 
Hospital in Brisbane, Queensland, the Royal 
Adelaide Hospital in Adelaide, South Australia, 
and the Peter MacCallum Cancer Centre in 
Melbourne, Victoria.” 

Culpepper concluded, “With a subsidiary 
in Australia, we are bringing our corporate 
structure in line with our scientific work. Our 
research and development program has been 
international from the very beginning, and 
now, Provectus is an international company. 
The new unit should make it easier to work 
with the Australian regulatory authorities, and 
having an office in the region may facilitate 
our work in Asian markets as Sydney is 
just two hours ahead of Beijing, Honk Kong 
and Singapore. If and when PV-10 receives 
approval in Australia and other nations in the 
region, we will have pre-positioned ourselves 
to develop a sales and marketing force.” 

For further information visit:  
www.provectusbio.com

Cepheid announces results of validation study for use of Xpert HPV In primary 
cervical cancer screening
Cepheid announced the publication of a 
validation study assessing the use of Xpert 
HPV (Human Papillomavirus) as a front-line 
cervical screening test in certain countries 
outside the United States. “Performance of 
a cartridge based assay for the detection of 
clinically significant HPV infection – lessons 
from VALGENT (Validation of HPV Genotyping 
Tests)” has been published on the Journal of 
Clinical Microbiology website, concluding that 
“the clinical performance and reproducibility 
of Xpert is comparable to well established HPV 
assays and fulfils the criteria for use in primary 
cervical cancer screening.”

“In two years, we have seen at least four 

European countries – including England – initiate plans 
to move to front-line HPV testing as a screen for cervical 
cancer,” said John Bishop, Cepheid's Chairman and Chief 
Executive Officer. “As shown in large European studies, 
HPV as a front-line screening test is demonstrably more 
effective than cytology in identifying women at risk for 
cervical pre-cancer or cancer.”

“Xpert HPV has performance highly comparable to 
established and validated assays, and can now be added 
to the list of tests validated for primary cervical cancer 
screening,” said Jack Cuzick, PhD, FRS, Head of the Centre 
for Cancer Prevention. “It is an easy to use test that reports 
individual high risk HPV results in less than one hour.”

For further information visit: www.cepheid.com

Mount Vernon Cancer Centre puts patient comfort 
at the forefront of its breast oncology service 
Mount Vernon Cancer Centre, part of 
East and North Hertfordshire NHS Trust, 
has recently upgraded its range of breast 
boards to improve patient comfort and 
optimise clinical efficiency. The centre’s 
Radiotherapy Department, which treats 
over 4,200 patients a year, has already 
received positive feedback following 
the purchase of 11 MacroMedics® 
BreastBoard LX™ units from Oncology 
Systems Limited (OSL). The easily 
adjustable and lightweight boards will 
enable reproducible day-to-day patient 
setup, creating time efficiencies when 
used in conjunction with CT and linear 
accelerator systems. 

“Our previous breast boards were 
becoming outdated so we sought to 

replace them with a modern alternative 
that would support departmental 
efficiencies, states Oliver Shoffren, 
Superintendent Radiographer at Mount 
Vernon Cancer Centre. We trialled a 
number of boards looking at criteria 
such as weight, storage and size for 
manageability, the design for patient 
comfort and the cost-effectiveness. The 
MacroMedics BreastBoard LX came out 
on top, and the service provided by 
Oncology Systems Limited helped to 
ensure a smooth transition from old to 
new.”

For more information on the BreastBoard 
LX, see the Oncology Systems Limited 
website or E: enquiry@osl.uk.com

Picture caption: Left to right: Mark Kpatakpa, Student at University of 
Hertfordshire; Elaine Dancer, Superintendent Radiographer; Leila Begum, 
Senior Radiographer; Oliver Shoffren, Superintendent Radiographer at 
Mount Vernon Cancer Centre and Serafine O’Brien, Territory Manager at 
Oncology Systems Limited.
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Almac publish second validation of Stage II colon 
Cancer Recurrence Assay in the Journal of Clinical 
Oncology

Almac Group’s Diagnostics business unit 
announced the publication of the second 
validation study of their stage II colon cancer 
recurrence signature ColDx in the Journal of 
Clinical Oncology (JCO).

The publication entitled ‘Association 
Between Results of a Gene Expression 
Signature Assay and Recurrence-Free Interval 
in Patients With Stage II Colon Cancer in 
Cancer and Leukemia Group B 9581 
(Alliance)’ demonstrates that the ColDx assay 
is a significant, independent predictor of 
Recurrence-Free Interval (RFI) in stage II colon 
cancer therefore indicating it’s potential utility 
with the traditional clinical markers of risk to 
refine patient prognosis.

The study was performed in conjunction 
with the Alliance for Clinical Trials in Oncology.  
This large, independent clinical validation 
study utilised data from 393 stage II colon 
cancer patients enrolled in the phase III CALGB 
(Alliance) 9581 clinical trial to assess the 
ability of the prognostic, 634-probe gene 
expression signature (ColDx) to improve upon 

current methods of differentiating patients 
as higher versus lower risk of recurrence 
within five years post-surgery.  The signature 
remained significant after adjustment for 
conventional prognostic risk factors, including 
micro-satellite instability (MSI), T-stage and 
number of nodes examined.

The ColDx assay has been out-licensed 
and is currently being marketed by Helomics® 
Corporation under the name GeneFx® Colon in 
the United States.

For further information visit:  
www.almacgroup.com or  
E: media@almacgroup.com

medac launches Spectrila®, a recombinant E.coli 
asparaginase for the treatment of acute lymphoblastic 
leukaemia

This innovative drug is bioequivalent to 
reference E.coli asparaginase and therefore 
a safe and effective replacement in treatment 
protocols. Produced in a state-of-the-art 
production process, Spectrila® was developed 
to have a low content of protein aggregates. 
Associated with a considerably lower rate 
of allergic reactions, it promises a high 
compliance rate. Spectrila® is licensed for use 
as part of antineoplastic combination therapy 

to treat acute lymphoblastic leukaemia (ALL) 
in infants and adolescents (from birth to 18 
years) as well as in adults [1].

Spectrila® 10,000 U powder for concentrate 
for solution is administered once every three 
days by intravenous infusion. The dosage 
depends on the patient’s age or body surface 
area respectively.

With the EU-wide approval and a newly 
developed manufacturing process, medac is 
able to ensure a long term supply in the UK 
with this established therapeutic agent. 

For further information on Spectrila®,  
contact medac GmbH,
T: +44 (0)1786 458086,  
E: info@medac-uk.co.uk  
W: www.medacuk.com

Reference

1. medac Gesellschaft für klinische Spezialpräparate 
mbH, Summary of product characteristics Spectrila 
10,000 U powder for concentrate for solution for 
infusion, Wedel January 2016

Spectrila® 10,000 U powder for concentrate for solution 
for infusion.

Provectus 
Biopharmaceuticals 
receives patent 
alowance for use 
of Halogenated 
Xanthenes in  
pharmaceutical  
compositions and as 
medicaments 

Provectus Biopharmaceuticals, Inc. 
have received a Notice of Allowance 
from the U.S. Patent and Trademark 
Office covering additional aspects 
of its process for synthesising 
halogenated xanthenes, the family 
of compound to which rose bengal 
belongs. The allowed claims cover use 
of certain halogenated xanthenes in 
pharmaceutical compositions and as 
medicaments. 

Peter Culpepper, Interim CEO of 
Provectus, remarked, "This patent 
allowance speaks to the first and 
second pillars in our value proposition: 
our intellectual property and our 
control of the drug supply chain. We 
have a robust portfolio of patents 
related to the production of PV-10, and 
this allowance extends the value of that 
to potential future products that build 
on the work we've put into PV-10." 

Culpepper added, "Earlier this 
year, we received U.S. Patent No. 
9,273,022, which extends the scope 
of protection of the manufacturing 
process conferred by our September 
2013 patent to include coverage of 
the use of alternative raw material 
in manufacturing halogenated 
xanthenes, including rose bengal, 
the active pharmaceutical ingredient 
(API) in PV-10. That patent, which 
is wholly owned by Provectus and 
conferring coverage to at least 2031, 
provides further protection around 
our proposed commercial process for 
manufacturing PV-10. Investigational 
drug product generated using this 
proprietary technology is being used 
in all ongoing clinical trials of PV-10, 
including the pivotal phase 3 trial in 
melanoma (NCT02288897)." 

For further information visit:  
www.provectusbio.com
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NEWS UPDATE

Varian Medical Systems selected to supply first 
modern radiotherapy systems in Ethiopia

Cancer patients in Ethiopia will gain 
access to modern radiotherapy 
treatments for the first time with the 
announcement that Varian Medical 
Systems has been selected to supply 
advanced medical linear accelerators 
to six hospitals in the country.  The 
Clinac™ iX treatment systems will be the 
first such devices offering treatments to 
cancer patients in a country of 93 million 
people.      

The first phase of a cancer plan being 
rolled out by the Ethiopian government 
will see Varian supplying the treatment 
systems to Ethiopian university hospitals 
in the cities of Harar, Mek’ele, Jima, 
Hawasa, Gondar, and the capital Addis 
Ababa. The first of these projects is 
intended to start offering clinical 
treatments by the end of this year. The 
order for the six treatment machines was 
received by Varian in June. 

The Clinac iX systems will be capable 
of delivering fast and precise RapidArc® 
treatments with image-guidance tools 
on each system. Each site will have an 
Eclipse™ system for treatment planning 
and 3 ARIA® oncology information 
management workstations, and each 
hospital will have two radiotherapy 

bunkers to enable future expansion. 
Varian and Elsmed, one of its local 
representatives, are also working with 
the Ethiopian government to establish 
clinical education and training resources 
in the country. 

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

Pioneering research aims to end misery of 
cancer-induced bone pain 

Researchers at the University of Oxford 
have launched a pioneering project to 
tackle crippling bone pain suffered by 
thousands of cancer patients.

An estimated 30,000 people every 
year develop this cancer-induced pain 
linked to a destructive and hugely 
debilitating bone disease caused by their 
cancers. 

It affects people with primary bone 
tumours, bone marrow cancers such 
as multiple myeloma and other forms, 
such as breast and prostate cancer, that 
commonly spread to bone.

Dr Claire Edwards, Associate Professor 
of Bone Oncology at the University of 
Oxford, is leading the research project, 
believed to be the first of its kind. 

She said: “The major clinical feature 
of this cancer-induced bone disease is 
significant and life-altering bone pain 
but it’s the thing that we understand 
least.

“We believe that tumour cells increase 
the expression of molecules that 
promote pain. Our goal is to identify 
and understand pain-related changes 
in patients with cancer-induced bone 
disease so that new approaches to target 

this pain can be developed.” 
The two-year Oxford project is being 

funded by Orthopaedic Research UK 
(ORUK), one of the country’s leading 
charities working to improve the lives 
of people with bone and joint disease 
and injury.

For further information contact: 
a.angadji@oruk.org or  
visit www.oruk.org

Dr Claire Edwards Associate Professor of Bone 
Oncology at Oxford University

Provectus Biopharmaceuticals, 
Inc. receives patent from USPTO 
related to Rose Bengal Analogs 

Provectus Biopharmaceuticals, Inc. has received a U.S. 
patent covering additional aspects of its process for 
synthesising halogenated xanthenes, the family of 
compound to which rose bengal belongs. The patent covers 
use of certain halogenated xanthenes in pharmaceutical 
compositions and as medicaments. 

Eric Wachter, CTO of Provectus, noted, "U.S. Patent 
No. 9,422,260 covers claims that we announced in 
mid-July had been allowed by the U.S. Patent and 
Trademark Office. It covers subject matter included in 
the original, 'parent' case that led to issuance of U.S. 
Patent 8,530,675 in September 2013, covering our novel 
process for synthesising rose bengal and related analogs. 
This 'daughter' patent extends protection to use of a wide 
range of those analogs in or as therapeutic products, and 
provides complementary protection to that afforded by 
the parent patent." 

Wachter added, "The daughter patent provides a 
significant potential commercial lifetime for these analogs. 
Along with U.S. Patent No. 9,273,022, issued earlier this 
year and also derived from the original parent case, the 
new patent expands our ability to control the supply chain 
for rose bengal and related analogs for use in PV-10, 
PH-10 and possible successor products." 

For further information visit:  
http://www.provectusbio.com/news/press-releases/
provectus-pr-20160823-1

Poster titled ‘Intralesional Rose 
Bengal for Stage III and IV 
Melanoma’ Congress sched-
uled to run October 7-11, 2016, 
Copenhagen, Denmark 

Provectus Biopharmaceuticals, Inc. announced 
that the European Society for Medical Oncology's 
Scientific Committee has accepted an abstract for a 
poster presentation detailing the use of PV-10 as a 
treatment for stage III and IV melanoma as part of 
ESMO's 2016 Congress. The exact date and time of the 
presentation, titled ‘Intralesional Rose Bengal for Stage 
III and IV Melanoma,’ has yet to be decided. When the 
schedule is set, the details for this abstract, #3438, 
will be available at http://www.esmo.org/Conferences/ 
ESMO-2016-Congress/Programme. 

In addition, the abstract will also be published in the 
ESMO 2016 Congress Abstract Book, a supplement to the 
official ESMO journal, Annals of Oncology. ESMO has not 
yet announced the final publication number. The ESMO 
2016 Congress will be held in Copenhagen, Denmark, 
from October 7-11, 2016. 

For further information visit: www.provectusbio.com
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JOURNAL REVIEWS

Clinical Lymphoma, Myeloma & 
Leukemia

Autologous Stem Cell Mobilisation in the 
Age of Plerixafor

Dennis L. Cooper, Erin Medoff et al.  
Clinical Lymphoma, Myeloma & Leukemia. 
2016; Jul 16(7):411-6.

Background: High dose chemotherapy (HDT) with 
autologous peripheral blood stem cell (PBSC) rescue is 
standard treatment in chemo-sensitive relapsed Hodgkin’s 
disease and Non-Hodgkins lymphoma. In patients with 
multiple myeloma, HDT and PBSC rescue continues, even 
in the era of novel therapies, to be the cornerstone of 
consolidation in first remission. In multiple myeloma, 
second transplants at the time of disease relapse can 
be beneficial especially in patients who achieve a long 
remission following the first transplant. Standard 
mobilisation regimens consist of chemotherapy + G-CSF 
or G-CSF alone. Mobilisation failure remains a significant 
problem in approximately 10% of patients especially 
if there has been a prior exposure to fludarabine or 
lenalidomide. Plerixafor, a potent stem cell mobilisation 
agent, significantly enhances mobilisation in patients with 
suboptimal or failed mobilisation attempts.

Methods: This study reviewed patients with multiple 
myeloma and lymphoma (Hodgkins disease and 
Non-Hodgkins lymphoma) over a 3 year period from 2009 
to 2011. Three strategies of stem cell mobilisation were 
used: (1) Chemotherapy plus G-CSF, (2) G-CSF plus rescue 
(“just in time”) plerixafor in patients with low (<20/ul) 
CD34 counts on day 4 of mobilisation, and (3) a planned 
course of G-CSF and plerixafor (predominantly at the 
start of the study period) to a small number of myeloma 
and lymphoma patients with risk factors for mobilisation 
failure. This strategy was also used as a salvage (second 
attempt) mobilisation in patients who failed their first 
mobilisation. The target collection of lymphoma patients 
was >5x106 CD34+ cells/kg. The target for myeloma 
patients was >8x106 CD34+cells/kg (enough stem cells 
for 2 transplants). 

The HDT regimen used in myeloma patients consisted 

of melphalan 200mg/m2, with stem cells given of the 
following day. The lower dose of 140mg/m2 was used 
in patients with renal insufficiency, >65yrs or other 
significant co-morbidities. G-CSF was started on day +2 
and continued until neutrophil engraftment.

The majority of lymphoma patients received BEAM 
chemotherapy. Patients with transformed or recurrent 
follicular lymphoma were treated with ibritumomab 
tiuxetan/BEAM. Patients with primary central nervous 
system (CNS) lymphoma were treated with thiotepa, 
busulphan and cyclophosphamide (TBC). G-CSF was 
started on day +2 in all lymphoma cohorts and continued 
until neutrophil engraftment. 

Results: During the observation period from 2009 
to 2011, a total of 277 patients with lymphoma and 
myeloma underwent stem cell mobilisation. A total of 
270 (97.5%) of these patients were successfully mobilised. 
This included 115 (41.5%) who received plerixafor. 
Seven patients (2.5%) failed to collect enough cells for 
1 transplant. In this group, 5 of the 7 never received 
salvage mobilisation due to disease progression. In the 115 
(41.5%) of patients who received plerixafor, 62 patients 
(22%) received “rescue” plerixafor, 26 patients ( 9.3%) 
were salvaged with G-CSF plus plerixafor and 27 patients 
(9.7%) had a planned G-CSF + plerixafor mobilisation. 
Five lymphoma patients required 2 courses of plerixafor to 
achieve an adequate cumulative stem cell collection.

Rescue plerixafor was a more effective strategy for 
myeloma patients than lymphoma patients. After 1 dose 
of plerixafor, 85% versus 55% of patients respectively 
collected a minimum of 2x106 CD34+ cells/kg and 51% 
versus 15% collected >5 x 106 CD34+ cells/kg. 

After transplantation, the speed of engraftment was no 
different between the plerixafor naive and the plerixafor 
treated mobilisation groups. An increased stem cell dose 
(>3.5x106 CD34+ cells/kg) was associated with reduced 
need for platelet support in both the lymphoma and 
myeloma cohorts.

Conclusion: The appropriate use of plerixafor allows 
the majority of patients to collect sufficient stem cells for 
transplantation. In the assessment of the cost effectiveness 
of plerixafor, consideration needs to be taken of its impact 
in the efficiency of mobilisation, the stem cells dose 

PANEL OF JOURNAL REVIEWERS

Mr Mriganka De, FRCS (ORL-HNS), Consultant ENT Head & Neck/Thyroid Surgeon, Derby Royal Hospital, UK.
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2016

September
Future horizons in lung cancer 
1 September 2016; London, UK  
W: www.rsm.ac.uk

Medicine Management Study Day  
6 September 2016; London, UK 
E: conferenceteam@rmh.nhs.uk  
T: +44 (0)20 7808 2921  
W: www.royalmarsden.nhs.uk/studydays

Childhood Cancer 2016 
6-7 September 2016; London, UK 
http://childhoodcancer2016.org.uk/

Introduction to Cancer Biology and 
Personalised Cancer Treatments 
6-7 September 2016; Manchester; UK 
E: education.events@christie.nhs.uk  
T: +44 (0)161 918 7409

7th European Congress of Head & Neck 
Oncology 
7-10 September 2016; Budapest, Hungary 
W: http://echno2016.org

NEW 
Clinical Trials at The Christie - An education 
day for non-clinical scientists  
10 September 2016; Manchester, UK 
W: www.christie.nhs.uk/SoO  
E:  education.events@christie.nhs.uk  
T: +44 (0)161 918 7409 or Tweet  
@TheChristieSoO  
W: clinical-trials.eventbrite.co.uk

16th International Conference on Progress in 
Vaccination Against Cancer (PIVAC-16) 
12-14 September 2016, Winchester, UK 
www.eacr.org

23rd Congress of the European Association 
for Crano Maxillo-Facial Surgery 
13-16 September 2016; London, UK 
W: www.eacmfscongress.org

Royal College of Radiologists Annual 
Scientific Meeting 2016 
14 September 2016; London, UK 
W: www.rcr.ac.uk/asm

Myeloma Academy Roadshows – doctors 
14 September 2016; Birmingham, UK 
E: academy@myeloma.org.uk  
T:  +44(0)131 557 3332  
W: myeloma-academy.org.uk

Medicine & me: Living with Lymphoma  
15 September 2016; London, UK 
W: www.lymphomas.org.uk/ 
how-we-can-support-you/ 
patient-and-carer-events 

Myeloma Academy Roadshows – nurses 
15 September 2016; Birmingham, UK 
E: academy@myeloma.org.uk  
T:  +44 (0)131 557 3332  
W: myeloma-academy.org.uk

Targeted Treatments of Paediatric Cancers 
15 September 2016; London, UK 
E: conferenceteam@rmh.nhs.uk  
T: +44 (0)20 7808 2921  
W: www.royalmarsden.nhs.uk/studydays

Lymphoedema: Core Skills and Knowledge 
(Level 3) 
16 September 2016; Glasgow, UK 
Margaret Sneddon  
T: +44 (0)141 330 2072   
E: lymph@glasgow.ac.uk

Breast cancer in the young, the pregnant and 
with family history 
16 September 2016; London, UK 
W: www.rsm.ac.uk

NEW 
Cyberknife Symposium 
17 September 2016; Dublin, Ireland 
T: 01 6459216  
E: kwalsh@hermitageclinic.ie

Active Immune Therapy of Cancer – 
Emerging Strategies 
20 September 2016; London, UK 
www.smi-online.co.uk/pharmaceuticals

Cancer Vaccines & Combination Therapies 
20 September 2016; London, UK 
www.smi-online.co.uk/pharmaceuticals

Applied therapeutics for palliative medicine: 
An intensive update for consultants, other 
senior doctors and senior clinicians 
20 September 2016; London, UK 
W: www.rsm.ac.uk

Proton Therapy Congress 
20-21 September 2016; London, UK 
http://protontherapycongress.com/

Cancer in low and middle income countries: 
A call for a global fund - the evidence 
21 September 2016; London, UK  
W: www.rsm.ac.uk

Cancer Vaccines 
21-22 September 2016; London, UK 
www.smi-online.co.uk/pharmaceuticals

SBNS Autumn Meeting 
21-23 September 2016; Stoke, UK 
W: www.sbns.org.uk

Foundations Oncology Skills for Nurses new 
to working in Paediatric and Adolescent 
Cancer Care 
22-23 September 2016; London, UK 
E: conferenceteam@rmh.nhs.uk  
T: +44 (0)20 7808 2921  
W: www.royalmarsden.nhs.uk/studydays

EUSOBI Annual Scientific Meeting 2016 
23-24 September 2016; Paris, France 
W: www.eusobi.org

To have your event listed in the Oncology News diary, E: patricia@oncologynews.biz by 
October  4th 2016.
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needed for optimal engraftment and the 
impact of residual bone marrow function 
on haematological tolerance to further 
therapy post-transplantation. 

Reviewer’s comments: MConsolidation 
of treatment with HDT and PBSC 
transplant is an integral part of myeloma 
and lymphoma management and ensures 
best possible outcomes. Historically 
approximately 10% of patients were 
unable to receive these treatments due to 
inadequate stem cells harvests. The results 
of this retrospective analysis confirms that 
majority of patients can be mobilised. 
Plerixafor is however an expensive 
resource and protocols need to be in 
place to ensure that it is used wisely. 

This study, similar to other studies, 
has shown that plerixafor was more 
successful in the rescue of inadequately 
mobilised (<20/µl CD34+ cell on 
day 4) patients with myeloma than 
lymphoma. This is most likely due to the 
timing of stem cell collection (following 
induction in myeloma patients versus 
following treatment of relapsed disease 
in lymphoma patients) and also due 
to the higher exposure of lymphoma 
patients to stem cell toxic regimens. Many 
centres have now adopted this strategy 
as routine practice. This reduces the need 
for re-mobilisation and the time interval 
between the end of treatment and 
the initiation of HDT and PBSC rescue. 
This in turn reduces the risk of disease 
progression.

The use of plerixafor in this study was 
higher than would usually be predicted 
and reflects the higher targets that 
were set (aiming for optimal rather than 
minimal stem cell doses). Adoption of 
this practice, with the higher costs it 
incurs, will only be possible if it can be 
demonstrated that the higher optimal 
stem cell dose leads to better engraftment 
and, in the long term, a more robust 
bone marrow function. This is particularly 
important as post transplantation therapy 
is extensively used in myeloma patients 
and approximately 50% of lymphoma 
patients go onto relapse and need 
further treatment. Poor long term bone 
marrow function can result in additional 
haematological toxicities when exposed 
to chemotherapy post transplantation 
leading to subsequent dose reductions 
and ultimately sub-optimal treatment 
responses. This needs to be studied in 
further detail. – FW
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NEW 
The 6th Christie International Student Cancer 
Conference  
24-25 September 2016; Manchester, UK 
W: www.christie.nhs.uk/SoO  
E:  education.events@christie.nhs.uk  
T: +44 (0)161 918 7409 or  
Tweet @TheChristieSoO  
http://CSCC16.eventbrite.co.uk

Orbs ‘Live’ 2016 
29–30 September 2016; Nottingham, UK 
www.orbsmeetings.com

October
Cytotoxic Medication Study Day for Nurses New 
to Cytotoxic Treatment Care 
4 October 2016; London, UK 
E: conferenceteam@rmh.nhs.uk  
T: +44 (0)20 7808 2921  
W: www.royalmarsden.nhs.uk/studydays

9th European Head and Neck Course 
5-7 October 2016; Amsterdam, The Netherlands 
W: http://eurohnc.com

ESMO 2016 – 41st ESMO Congress 
7-11 October 2016; Copenhagen, Denmark 
W: www.esmo.org/Conferences/ 
ESMO-2016-Congress  
T: +41 (0)91 973 19 00  
E: esmo@esmo.org

9th Annual Royal Marsden Breast Cancer Meeting: 
Hot Topics in Breast Cancer 
7 October 2016; London, UK 
E: conferenceteam@rmh.nhs.uk  
T: +44 (0)20 7808 2921  
W: www.royalmarsden.nhs.uk/conferences

Royal Brompton Chest X-Ray Study Day 
8 October 2016; London, UK 
E: conferenceteam@rmh.nhs.uk  
T: +44 (0)20 7808 2921  
W: www.royalmarsden.nhs.uk/studydays

Minimally Invasive Head and Neck Surgery 
Symposium 
10 October 2016; London, UK 
T: +44 (0)1114 225 9143  
E: academia.bbmuk@bbraun.com

4th ESSO Advanced Course on the Management 
of Colorectal Liver Metastases 
10-11 October 2016; Bordeaux, France 
E: ana.galan@essoweb.org

The Royal Marsden Palliative Care Update Day 
12 October 2016; London, UK 
E: conferenceteam@rmh.nhs.uk  
T: +44 (0)20 7808 2921  
W: www.royalmarsden.nhs.uk/studydays

12th EANO Meeting 
12-16 October 2016; Mannheim, Germany 
E: eano-meetings@eano.eu W: www.eano.eu

The Royal Marsden Bladder and Testicular Cancer 
Symposium 
14 October 2016; London, UK 
E: conferenceteam@rmh.nhs.uk  
T: +44 (0)20 7808 2921  
W: www.royalmarsden.nhs.uk/conferences

1st London Minimally Invasive Head and Neck 
Surgery Symposium  
14 October 2016; London, UK 
E: caitlin.oates@aesculap-academy.com  
T: +44 (0)114 225 9036  
W: www.aesculap-academia.co.uk

NEW 
EONS 10 Autumn Convention Psychology-
Oncology 
17-18 October 2016; Dublin, Ireland 
W: www.cancernurse.eu

NEW 
Lymphoma Masterclass 2016 
18 October 2016; London, UK 
W: www.lymphomas.org.uk/health-professionals/
education-and-training-health-professionals 

NEW 
Annual Marie Curie Palliative Care Research 
Conference jointly with the Palliative Care 
Section of the RSM 
19 October 2016; London, UK 
W: https://www.mariecurie.org.uk/research/
annual-research-conference 

NEW 
Current Management of Breast Cancer: where we 
are now and how we got here  
19 October 2016; Manchester, UK 
W: www.christie.nhs.uk/SoO  
E:  education.events@christie.nhs.uk  
T: +44 (0)161 918 7409 or  
Tweet @TheChristieSoO  
http://breast-cancer.eventbrite.co.uk

SIOP 2016 Congress  
19-22 October 2016; Dublin, Ireland 
W: www.siop-online.org

NEW 
Haematology Oncology: Stem Cell 
Transplantation  
20 October 2016; Manchester, UK 
W: www.christie.nhs.uk/SoO  
E:  education.events@christie.nhs.uk  
T: +44 (0)161 918 7409 or  
Tweet @TheChristieSoO   
http://haem-oncology.eventbrite.co.uk

NEW 
ESMO Advanced Course on Metastatic EGFR 
Mutant NSCLC  
28-29 October 2016; Seoul, Korea 
W: esmo.org 

NEW 
2016 World Cancer Congress 
31 October-3 November 2016; Paris, France 
W: www.uicc.org

November
NEW 
4th Christie Metastatic Spinal Cord Compression 
Study Day  
2 November 2016; Manchester, UK 
W: www.christie.nhs.uk/SoO  
E:  education.events@christie.nhs.uk  
T: +44 (0)161 918 7409 or  
Tweet @TheChristieSoO  
W: 4th-christie-mscc.eventbrite.co.uk

NEW 
ESMO Symposium on Immuno-Oncology 
4-6 November 2016; Lausanne, Switzerland 
W: esmo.org 

NEW 
Joint BASO~ACS Annual Scientific Conference and 
NCRI Cancer Conference 2016 
6-9 November 2016; Liverpool, UK 
W: conference.ncri.org.uk  
E: rattandeepjhita@baso.org.uk  
T: 0207 869 6854  
F: 0207 869 6851 
@NCRI #NCRI2016

Gynaecological Cancer Study Day 
9 November 2016; London, UK 
E: conferenceteam@rmh.nhs.uk  
T: +44 (0)20 7808 2921  
W: www.royalmarsden.nhs.uk/studydays

NEW 
2nd Guildford Supportive Care in Cancer Course 
9–10 November 2016; London, UK 
Victoria Robinson  
E: Rsc-tr.SPCT-Courses@nhs.net

NEW 
Lung Cancer: Towards a brighter future? 
10 November 2016; Manchester, UK 
W: www.christie.nhs.uk/SoO  
E:  education.events@christie.nhs.uk  
T: +44(0)161 918 7409 or  
Tweet @TheChristieSoO  
http://lung-cancer2016.eventbrite.co.uk

NEW 
10th International Head & Neck Cancer QoL 
Conference 
10-11 November 2016; Liverpool, UK 
E: snrogers.aintree@gmail.com

8th Annual Royal Marsden Head and Neck 
Conference 
11 November 2016; London, UK 
E: conferenceteam@rmh.nhs.uk  
T: +44 (0)20 7808 2921  
W: www.royalmarsden.nhs.uk/conferences

NEW 
UKONS Annual Conference 2016 
11-12 November 2016; Brighton, UK 
W: www.ukons.org

NEW 
Sentinel lymph node biopsy in mucosal and 
cutaneous head and neck cancer: Why, when and 
how? 
12 November 2016; London, UK 
E: conferenceteam@rmh.nhs.uk  
T: +44 (0)20 7808 2921  
W: www.royalmarsden.nhs.uk/conferences

NEW 
Myeloma Academy Roadshows – doctors 
16 November 2016; London, UK 
E: academy@myeloma.org.uk  
T: +44 (0)131 557 3332  
W: myeloma-academy.org.uk

Neuro-Endocrine Tumour: The Evolving Horizon 
17 November 2016; London, UK 
E: conferenceteam@rmh.nhs.uk  
T: +44 (0)20 7808 2921  
W: www.royalmarsden.nhs.uk/conferences

NEW 
Myeloma Academy Roadshows – nurses 
17 November 2016; London, UK 
E: academy@myeloma.org.uk  
T:  +44 (0)131 557 3332  
W: myeloma-academy.org.uk
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BTOG Cachexia Study Day
Definition, clinical implications and treatment
Friday 25 November 2016
Wellcome Collection, Euston Road, London
Registration opens 1st August 2016

BTOG 2017 - 15th Annual BTOG Conference 2017
Wednesday 25th January 2017 to Friday 27th January 2017
Doubletree by Hilton Hotel, Dublin
Poster submission opens 1st August 2016
Poster submission closes 1st October 2016
Registration and hotel booking opens 1st September 2016

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

Telephone: 0116 250 2811     

Website:  www.btog.org              @BTOGORG 

BTOG  
– CPD Educational 
Events 2016/17
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European Multidisciplinary
Colorectal Cancer Congress

th

11-13 December 2016 

www.EMCCC2016.org

RAI Amsterdam, The Netherlands

Topics include:
•	Science	journalism
•	Radiobiology	and	prostate	cancer
•	 Immunotherapy
•	 APOBECs	and	relevance	to	cancer
•	 Phase	III	trials
•	 Surgical	oncology	
 And many more...

Confirmed speakers include:
•	Kat	Arney

 Freelance science writer and science broadcaster, 
London, UK

•	Rob	Bristow
	 University of Toronto, Canada
•	David	Currow
 Flinders University, Australia 
•	 Lieping	Chen
 Yale School of Medicine, USA 
•	 Iain	Hagan
 Cancer Research UK Manchester Institute, UK
•	Reuben	Harris
 University of Minnesota, USA
•	Mark	Krasnow
 Stanford University, USA
•	Charles	Rudin
 Memorial Sloan Kettering Cancer Center, USA
•	Alex	Snyder
 Memorial Sloan Kettering Cancer Center, USA
•	 Jennifer	Wargo
 MD Anderson Cancer Center, USA

conference.ncri.org.uk           @NCRI_partners           #NCRI2016

Standard	
registration	
closes	on	
30 September 
2016

Onsite	
registration	
available	from		
6 November 
2016

Join us at the 
2016 NCRI Cancer Conference
The UK’s Largest Cancer Research meeting

6 – 9 November 2016
BT	Convention	Centre
Liverpool,	UK
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PICK UP YOUR COPY OF  
ONCOLOGY NEWS AT:

SIOP – Dublin, October 2016

NCRI – Liverpool, November 2016

BTOG – Dublin, January 2017

BAHNO – London, May 2017

BNOS – Edinburgh, June 2017

Contact Patricia for further information:
T: +44 (0)288 289 7023
Patricia@oncologynews.biz
www.oncologynews.biz
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48th Congress of the 
International Society of 

Paediatric Oncology

Early Registration Deadline: July 19, 2016

Registration Deadline: September 27, 2016

siop2016.kenes.com

T h e  C o n v e n t i o n  C e n t r e

REGISTER TODAY



eccocongress.org

Scientific Programme Online:
eccocongress.org/Programme

EVIDENCE TO PRACTICE IN 
MULTIDISCIPLINARY CANCER CARE

ECCO2017 is a unique, clinically oriented, multidisciplinary annual congress 
with a strong educational focus.

•   Discover which clinical trial results will truly change practice - and how they  
might be made affordable

• Learn how to manage challenging cases

• Update your knowledge 

28 Nov 2016  Regular Rate Registration Deadline


