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NEWS FLASH

In Memory of

Tom Callahan

With Deep Sympathy
and Regret,
we list this name

We now have a Spanish
translation button on
each page of our
website.

Our webhosting and email
have recently changed
over to BlueHost.com. The
website is now being done
as a blog. So far we have
the same number of pages,
but it will be increasing
soon. Please check back
on it often to see what has
been added.
www.pcsanm.org
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Dr. Lindberg’s Take
Dr. Peter Lindberg is accepting new patients.
See below for current information.

In 1998, based on the Bolla trial of improved survival in prostate cancer achieved with hormones and
radiation, and also on my friend Bob Leibowitz's
results with triple hormone therapy®, I started to
treat patients with radiation plus triple Bicalutamide
150mg. + Lupron+finasteride for 1 year or longer
and then maintenance finasteride. We have now
treated about 80 men who have intermediate and
high risk localized disease plus 3 with low risk cancer. With about 66 months median follow-up, only
four men failed treatment; three early and one man
at 6 years. Calling or visiting with men recently, I
have discovered no other failures; i.e. biochemical
recurrences.
A recent series from Australia and New Zealand of
about 1200 men treated between 2006 and 2011
with hormones plus high dose modern external
beam radiation reported a 95% success rate at 5
years median followup. In contrast a recent comparison of robotic versus open radical surgery in about
1100 men operated at Vanderbilt University at 5
years about 305 of men had their PSA come backbiochemical recurrence. There are many reasons to
consider surgery to treat prostate cancer but a better
cure rate is not one of them.
2. IMMUNOTHERAPY Provenge vaccine improves survival in metastatic castrate resistant prostate cancer. A rising psa despite an extremely low
testosterone level caused by castration or meds like
Lupron defines castrate resistant prostate cancer.
Prostavac, a still experimental vaccine

also improves the immune system and survival. The
PSA level does not reflect these benefits. Best results
are achieved when there are fewer metastases and the
PSA is in the twenties rather than in the 200 plus
range. Recently a study in the New England Journal
of Medicine reported a 60% response rate in melanoma that has spread throughout the body with Ipilimumab (Trade name Yervoy, formerly known as
MDX-010 and MDX-101), and Nivolumab (Trade
name : Opdivo®), checkpoint inhibitors of pd- 1 and
ctla-4. This allows our body’s T cells to better destroy cancer. These benefits persist and some of these
incurables may be cured. Navilumab also shows benefit in lung cancer. The hope is that we will be able
to get these checkpoint blockers to work in prostate
cancer. Tissue culture type studies suggest a combination of our vaccines Provenge or Prostavac in theory could be a powerful combination. To be continued.
3. What to do when positive lymph nodes are discovered at time of surgery?? A recent analysis of tumor registry cases, 3540 men with positive lymph
nodes. Careful matching was done and about 600 of
these patients were matched, with 32% receiving hormones alone based on a previous trial proving benefit, and 51 % getting radiation in addition, and 10%
+ no extra treatment. The study concluded that radiation plus hormones in this situation improved survival by 50%. Not a randomized trial, but until such a
trial is done, is guidance for doctors who care for
these men, again showing the potency of hormones
and radiation.

Dr. Lindberg is presenting at our September 19 Surviving Prostate Cancer Forum
All of Dr. Lindberg’s articles from 2007 and later are now posted on our website.
Dr. Lindberg is in practice at New Mexico Cancer Center 4901 Lang Ave NE,
Albuquerque, NM 87109 Phone 505-842-8171
http://www.nmcancercenter.org/
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Researchers identify lynchpin molecule for prostate cancer metastasis
From OncologyNurseAdvsior.com
Kathy Boltz, PhD

July 31, 2015

A single molecule appears to be the central regulator
driving metastasis in prostate cancer.
Cancer is a disease of cell growth, but most tumors only
become lethal once they spread from their first location
to sites throughout the body.
For the first time, researchers report that a single molecule appears to be the central regulator driving metastasis in prostate cancer.
The study, published in Cancer Cell (2015; doi:10.1016/
j.ccell.2015.06.004), offers a target for the development
of a drug that could prevent metastasis in prostate cancer, and possibly other cancers as well.
“Finding a way to halt or prevent cancer metastasis has
proven elusive. We discovered that a molecule called
DNA-PKcs could give us a means of knocking out major pathways that control metastasis before it begins,”
said corresponding author Karen Knudsen, PhD, director of the Sidney Kimmel Cancer Center at Thomas
Jefferson University in Philadelphia, Pennsylvania.
Metastasis is thought of as the last stage of cancer. The
tumor undergoes a number of changes to its DNA,
known as mutations, that make the cells more mobile,
able to enter the bloodstream, and then also sticky
enough to anchor down in a new location, such as the
bone, the lungs, the liver, or other organs, where new
tumors start to grow.
Although these processes are fairly well characterized,
there appeared to be many nonoverlapping pathways
that ultimately lead to these traits.
Now, Knudsen and colleagues have shown that one molecule appears to be central to many of the processes
required for a cancer to spread. That molecule is DNAPKcs, a DNA repair kinase.
The kinase rejoins broken or mutated DNA strands in a
cancer cell, acting as a glue holding the many broken
pieces of DNA together and keeping alive a cell that
should normally self-destruct.

The researchers showed that DNA-PKcs appears to
act as a master regulator of signaling networks that
turn on the entire program of metastatic processes.
Specifically, the DNA-PKcs modulates the Rho/Rac
enzyme, which allows many cancer cell types to become mobile, as well as a number of other gene networks involved in other steps in the metastatic cascade, such as cell migration and invasion.
In addition to experiments in prostate cancer cell
lines, Knudsen and colleagues also showed that in
mice carrying human models of prostate cancer, they
could block the development of metastases by using
agents that suppress DNA-PKcs production or function.
In mice with aggressive human tumors, an inhibitor of
DNA-PKcs reduced overall tumor burden in metastatic sites.
In a final analysis that demonstrated the importance
of DNA-PKcs in human disease, the researchers analyzed 232 samples from prostate cancer patients for
the amount of DNA-PKcs those cells contained and
compared those levels with the patients' medical records.
They saw that a spike in the kinase levels was a strong
predictor of developing metastases and poor outcomes
in prostate cancer. They also showed that DNA-PKcs
was much more active in human samples of castrateresistant prostate cancer, an aggressive and treatment
-resistant form of the disease.
“These results strongly suggest that DNA-PKcs is a
master regulator of the pathways and signals that lead
to the development of metastases in prostate cancer,
and that high levels of DNA-PKcs could predict which
early stage tumors may go on to metastasize,” said
Knudsen.
Although not all molecules are easily turned into
drugs, at least one pharmaceutical company has already developed a drug that inhibits DNA-PKcs, and
is currently testing it in a phase 1 study
(NCT01353625).

The difference between an indolent form of prostate cancer and an aggressive one is distinguished by labelling the
former as a 'kitty cat' and the latter as a 'tiger'. This is somewhat simplistic because there are many feline variants
between these two extremes — feral house cat, wild cat, caracal, cerval, jaguar, puma, cougar, cheetah, leopard, lion
— the main aim of a good diagnosis is to try and identify and discriminate between them. From yananow.org
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PROSTATE CANCER SUPPORT ASSOCIATION OF NEW MEXICO
SURVIVING PROSTATE CANCER FORUM
Saturday, September 19, 2015
Morning 9:00 -9:15 Welcome – Lou Reimer
9:15 – 9:45 Quiz on Basic Knowledge – Jerry Cross
9:45- 10:25 Diagnosis & Staging
Dr. Thomas Schroeder, UNMCC Medical Director, Radiation Oncology
10:25 – 10:40 Break
10:40-12:00 Staging and treatment tools
Pathology review (Gleason Score) 10:40- 11:20
Dr. Larry Massie - VA chief pathologist Genetic Testing 11 :20 – 12:00
Dr. David Albala - Genomic Health
Afternoon
12:00-1:00 Lunch
1:00 - 2:20 Prostate cancer location and treatment
MRI 1:00 – 1:40
Dr. Margaret Gallegos- Santa Fe Imaging
Laser Ablation treatment (Clinical Trial) 1:40-2:20
Bernadette Greenwood– Desert Medical Imaging
2:20- 2:35 Break
2:35 – 4:15 Breakout sessions -(2 cycles of 45 min each, plus 2 cycles of 5 min shift time)
each session on a different treatment modality starting with short presentation by doctor
followed by Q & A from attendees
Active Surveillance
Dr. Frances Alba - UNMCC
Surgery
Dr. Satyan Shah- UNMCC
Radiation
Dr. Paul Anthony- Las Cruces Hospital
Advanced PCa Treatments
Dr. Peter Lindberg – NMCC
4:15 Thank you for attending - Closing remarks - PCSANM
4:30 Shut down
Information tables/displays by various medical clinics and suppliers.
Albuquerque Urology Associates
Cancer Center at Presbyterian
Santa Fe Radiology
Accumet Rx/Urology Group of New Mexico
Bayer
Genomic Health
New Mexico Cancer Center
To be invited: Lovelace Radiation Clinic, UNMCC
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Transdermal Estradiol Gel, A New
Option for Prostate Cancer Patients
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Dr. Willet Whitmore:
Many more men die with prostate
cancer than of it. Growing old is
invariably fatal. Prostate cancer is
only sometimes so.
From yananow.org
testosterone, to which most prostate cancer cells are
sensitive. This can be done by a) physical removal of
the testes (i.e., orchiectomy) or b) by blocking testosterone release or its action (i.e., ADT).

BHR Pharma, LLC (BHR) is working with AccumetRx, a local,
Albuquerque-based clinical research company, to test the effectiveness of a new drug, BHR-200 0.36% (transdermal 17-β estradiol gel) for the palliative treatment of advanced androgensensitive carcinoma - prostate cancer. This article presents some
of the scientific knowledge used to develop the drug.

Either of these therapy options carries with it adverse
effects that can influence the quality of life/wellness of
prostate cancer patients with the overall effects of bone
density loss/bone fragility, loss of libido/erectile dysfunction, and decline in muscular strength (all due to
the loss of testosterone).

Prostate cancer is the most frequently diagnosed cancer in men
aside from skin cancer. In 2012, it was estimated that worldwide,
approximately 1.1 million men were diagnosed with, and 307,000
men died from cancer of the prostate. In Europe, prostate cancer
is the most frequently diagnosed cancer in men, accounting for
20% of all cancer diagnoses, with an estimated incidence of approximately 360 per 100,000 men and a mortality rate of 71 per
100,000 (Ferlay et al., 2013a, 2013b).

Before 1960, estrogens were the original treatment used
in ADT, effectively exploiting the body’s own negative
feedback systems to reduce testosterone secretion to
castrate levels. Then studies conducted in the 1960s
established a link between oral estrogen therapy, specifically the very potent synthetic estrogen diethylstilbestrol (DES), and cardiovascular side effects, including
heart attacks and blood clotting (Mellinger, 1967; Byar,
1973).

Between 2007 and 2011 in the US, the median age at diagnosis was
66 years of age. The median age at death due to cancer of the
prostate was 80 years of age. This reflects an overall 5-year relative survival rate of 98.9% (calculated from 2004-2010, SEERNCI, 2014).
These data indicate that many prostate cancer patients live with
the disease for years after initial diagnosis. However, upon disease
progression, due to either the advancement of disease previously
in remission, or the late diagnosis of disease that is already metastatic, the goal of therapy can be the palliation of symptoms to
maintain quality of life.
Little is understood about the causes of prostate cancer. Steroid
hormones, in particular androgens, are suspected to play a major
role, but the precise mechanism by which androgens affect prostate carcinogenesis, and the possible involvement of estrogens, is
not clear. A causal relationship between androgens and prostate
cancer, however, is likely given that the malignancy develops in an
androgen-dependent tissue and that the disease is usually sensitive
to ADT (Androgen Deprivation Therapy).
As many prostate cancer cells maintain their sensitivity to androgens during neoplastic transformation and metastasis, androgen
suppression (medical or surgical castration) can palliate symptoms
of advanced androgen-sensitive carcinoma of the prostate by removing the stimulus,

Consequently, gonadotropin-releasing hormone
(GnRH) agonists, such as leuprorelin, and GnRH antagonists such as Degarelix, were developed to replace
estrogen therapy. These treatments now dominate current hormone therapy for the treatment of prostate
cancer.
GnRH agonists (like leuprorelin), diminish testosterone
levels and push estrogen levels below those naturally
occurring in men. This leads to the common side effects
seen with this class of drugs, such as bone loss (in some
cases leading to osteoporosis), testosterone
‘flare’ (sudden increase in testosterone levels), and vasomotor effects (hot flashes).
Because of these side effects, interest in the use of estrogens for ADT has resumed. New research data indicate
that the route of delivery (i.e., oral or injection) may
have been responsible in some part for the side effects
seen previously in estrogen therapy (Menon and
Vongpatanasin, 2006).
This with transdermally-administered estradiol
(through gel applied to the skin), the side effects are
alleviated, without diminishing the overall effectiveness
of the treatment (O’Connell, 1995). Continued page 7
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Estradiol gel continued
Although estrogens and GnRH therapies both suppress
testosterone production and testicular function, there
are clear differences between the two therapies, notably in their side effect profile.
As estradiol is a natural metabolite of testosterone,
GnRH treatment depletes both hormones. This dual
action achieves the clinical goal of removing the testosterone stimulus to the prostate cancer cells. However,
the loss of estradiol causes two of the major side effects
seen with ADT: a reduction in bone mineral density
(BMD) and the occurrence of hot flashes, both of which
have a significant negative impact on quality of life and
contribute to an increased risk of other health concerns
associated with aging (Higano, 2003). Additionally, one
of the most pronounced initial side effects associated
with the use of GnRH agonists is the surge of testosterone (or “flare”) produced upon first exposure due to
the initial agonist properties of this pharmacological
class.
All of these side effects can be treated. For example,
anti-androgens are administered to control the initial
testosterone flare however this escalates the cost of
therapy and necessitates close management of patient
therapy. However, the additional healthcare costs associated with treating the morbidities of ADT may actually eclipse the cost of the already-expensive therapy
(Bayoumi et al., 2000; Krupski et al., 2007).
Bone Loss. Bone loss due to the hormonal treatment of
prostate cancer is a significant clinical concern with
prostate cancer patients, who typically have a low bone
mineral density (BMD) prior to treatment, whether
due to age or other comorbidities. Then the patient’s
bone loss is further exacerbated by treatment with
GnRH agonist and the loss of both testosterone and
estrogen. When the treatment is long-term, ADT causes progressive decreases in BMD, with the risk of fragility fractures increasing when compared to those not
receiving ADT.
On the other hand, estradiol naturally preserves bone
strength by its innate ability to suppress bone resorption and to promote bone formation. Indeed, estradiol
and testosterone are crucial for the maintenance of
bone mass in both men and women, as shown by the
development of osteoporosis in menopausal women
associated with a corresponding decrease in estrogen
levels (Riggs et al., 2002).
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Comparable to women’s loss of estrogen at menopause, men who
undergo GnRH therapy experience a total depletion of both testosterone and estradiol, making them susceptible to osteoporosis.
Exogenous estradiol, when used in the hormonal treatment of
prostate cancer, not only suppresses testosterone and deprives
prostate cancer cells of their stimulus, but also prevents the skeletal complications of the increased risk of bone fractures seen with
other forms of ADT (Sharifi et al., 2005).
Furthermore, with extended estradiol treatment (over 12
months), some prostate cancer patients may experience an increase in BMD, an outcome demonstrated in a study of patients
with newly diagnosed, locally advanced, or metastatic prostate
cancer are treated with transdermal estradiol patches (Ockrim,
2004).
Hot Flashes. It is well known that hot flashes are a commonly
reported side effect of conventional hormonal therapy, with up to
80% of men experiencing persistent flashes (Higano, 2003),
thought to be due to estrogen depletion. In a review of several
studies, hot flashes were experienced by one-third to one-half of
GnRH treated patients as compared to 5 to 25% of estradiol
patch treated patients. It is therefore anticipated that patients
undergoing ADT with BHR-200 will have a lower incidence of hot
flashes compared to those taking GnRH agonists alone.
Overall, GnRH agonist and estrogen treatment both lower testosterone to castrate levels, the therapeutic goal of ADT. However,
GnRH agonists also reduce estrogen levels, the cause of the major
two persistent side effects with the use of these agonists, a reduced
BMD (leading to an increased fracture risk) and hot flashes. As
estradiol is used in the treatment of both of these side effects, its
use as the primary mechanism by which androgen suppression is
achieved in the palliative treatment of prostate cancer may avoid
these side effects, while maintaining testosterone below castrate
levels.

BHR-200 is not available to the general public until
approved by the FDA. If you would like more information on BHR-200, or, if you are interested in participating in the clinical trial studying this drug, please
call AccumetRx at 505-872-4091, and ask for Jeremy
or Heather.

PCSANM now has all Lifeline
Newsletters going back to
2007 posted on our website

A little known fact is that the famous Bard of Avon, William Shakespeare, suffered from
an enlarged prostate as he got older. On many evenings he would try to sleep, but he was
unable to do so. He would have to go to the bathroom. But he also wanted to get a good
night's sleep. With his eyes wide open, he would stare at the ceiling and say to himself,
"To pee or not to pee, that is the question." from www.yananow.org
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Prostate Cancer Divided Into Five Distinct Types
Zosia Chustecka August 03, 2015 www.medscape.com
The great hope in prostate cancer is for a test that would differentiate between patients with aggressive disease who need
intensive treatment from those patients with mild forms of the
disease, who may not need treatment. Much effort has gone
into looking for genetic markers that could do this, and now a
team of researchers from the United Kingdom says they have
made a breakthrough. They have identified five distinct genetic types of prostate cancer, and say that their classification
performs better than previously reported genetic signatures
and that it is better at identifying the most aggressive cancers
than established clinical measures such as prostate-specific
antigen (PSA) levels and Gleason score.
"Our exciting results show that prostate cancer can be classified into five genetically different types. These findings could
help doctors decide on the best course of treatment for each
individual patient, based on the characteristics of their tumor," said study author Alastair Lamb, MD, from the Department of Urology, Addenbrooke's Hospital, and the Cancer
Research UK Cambridge Institute at the University of Cambridge, United Kingdom. "The next step is to confirm these
results in bigger studies," he said in a statement.
The findings were published online July 29 in EBioMedicine.
"Our refined 100-gene set seems, in our analysis, to be more
informative than any other published signature to date, and as
such presents a practically useful, robust tool to help clinicians distinguish good and poor outcome disease," the authors
conclude.
However, approached for comment on the study, an expert
who was not involved in the research warned that there was
much work yet to be done.
This is a "very sophisticated genomic analysis that underscores the complexity prostate cancer," said Marc Garnick,
MD, Gorman Brothers Professor of Medicine at Harvard
Medical School (HMS) and the Beth Israel Deaconess Medical Center in Boston, and editor-in-chief of the HMS Annual
Report on Prostate Diseases.
"This is great news and provides optimism that the years of
research in trying to dissect out genomic predictors of clinical
behavior are beginning to see the light at the end of the tunnel. But how long is that tunnel? Right now, pretty far away,"
he told Medscape Medical News.

"While the authors portray great excitement about their
work, its limitations need to be acknowledged. The numbers in each of the cohorts are small and the follow-up is
very short — woefully short — for any claims of superiority of existing data. There is no comparison to already better-established genomic predictors of either behavior or
pathology, and there is no comparison to a multitude of
bedside, clinically available metrics that are easily used in
clinical practice for decision making, such as PSA doubling time, time to relapse, initial Gleason score, initial
PSA level," Dr. Garnick commented.
"These data, along with that of other genomic research
compilations from prostate cancer tissues, are exciting for
both basic and clinical research. As such, it should be a call
to action for the integrated efforts of research teams to
band together and provide the correct clinical protocols
that provide adequate patient numbers, with adequate follow-up so the relative importance of these profiles can be
put into their proper context," he said.
Study Details For the study, the researchers studied a
total of 482 tissue samples from 259 men with primary
prostate cancer, which included both prostate cancer tissue
and benign prostate tissue.
The work was carried out in two steps, as explained in a
Cancer Research UK blog.
In the first step, the team analyzed tumor samples from 156
men who had undergone prostatectomy in Cambridge.
They then confirmed their findings in another group 103
men who had undergone surgery in Sweden.
The team used a combined approach of looking both for
abnormal chromosomes (copy-number alterations) and
measuring gene activity (messenger RNA levels), and developed a refined 100-gene signature that showed five distinct patterns of genomic activity, as follows:
One group of patients had many DNA deletions and consequently low activity of certain genes.
Another group had high amounts of DNA repetition, which
resulted in increased activity of specific genes.
Two more groups had very few copy-number alterations or
changes in activity.
The fifth and final group had some — but not too many —
copy-number alterations.
Continued on page 9
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continued

Next, the team traced the subsequent medical history for
both sets of patients. They found that men in the subgroups
with greater numbers of gene changes were more likely to
relapse, compared with patients who had fewer changes.
Dr. Lamb says that these gene signatures could be used
alongside clinical tests to provide a more accurate idea of
prognosis. "By combining the molecular information provided by this gene signature with existing clinical information, doctors might be able to identify those most at risk
of relapse and treat them accordingly. For example, if a
man had a low Gleason score but high levels of genetic
alteration, he would be considered to be at a moderate to
high risk of relapse," he explained in the blog.
Dr. Lamb also discussed several caveats to the findings in
the blog. The hope is that these findings will help to guide
treatment at diagnosis, and for that the analysis would be
done on tissue samples taken from diagnostic biopsies,
whereas this study used tissue samples taken from prostatectomies. There are questions whether the diagnostic biopsy would provide enough tissue to perform this genetic
analysis, and there is also the issue of tumor heterogeneity,
although new techniques such as MRI-guided targeted biopsy could help to ensure that the biopsy represents the
majority of cancer cells in the tumor, he suggested.
"We still need to do more research to see if this technique
can be used routinely by doctors in the hospital. We also
need to confirm that it can change how we manage patients' treatment for the better, and reduce the number of
men relapsing after prostate surgery," he added.
Dr. Garnick also emphasized the need for more work before these findings can be used in a clinical setting. "We
are beginning to see the light at the end of the tunnel," he
commented, but added: "Right now, we are now just entering that tunnel, whose length, unfortunately, is unknown.
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Become part of the Prostate Cancer research community!
Join the Prostate Cancer Registry at AccumetRx Research
of New Mexico!
Enrollment is easy and always open. We encourage caregivers and providers to register as well!
There are many exciting discoveries in the fight against
prostate cancer. For example, in early August 2015, a research group in Britain discovered that there are at least 5
genetically-different types of prostate cancer. While we are
years away from developing tests to identify which type an
individual patient may have, the discovery opens the door to
the creation of new therapies targeted for a specific prostate
genotype. It also helps to explain to the lay person why one
treatment works for one patient and not for another.
We are seeking as many people as possible to sign up for our
Prostate Cancer Registry (requires only a simple phone
call).
Once on the registry, you will have access to:
Opportunities to participate in prostate cancer research
trials and surveys.
Access to innovative treatment through the clinical trials.
Insights into the success the medical community is having in
the fight against prostate cancer.
Your information is confidential.
Signing up for the prostate cancer registry does not commit
you to becoming a participant in any study.
We have two studies that are looking for patients who have
castrate-resistant prostate cancer (CRPC).
Study 1 is seeking patients who are castrate resistant and
their cancer has not spread elsewhere.
Study 2 is seeking patients who are castrate-resistant and
are not responding to other castration treatments. The therapy may reduce side effects of current treatments, such as
hot flashes and is applied a gel on the arm.
Several more studies on prostate neoplasms are in the
works. We will be seeking study patients for these in late
2015.
If you are interested in joining the registry or want to find
out more information about research studies, please call one
of our friendly coordinators:
Heather or Jeremy at 505-872-4091, ext. 117or 118

FYI www.choosingwisely.org Choosing Wisely aims to promote conversations between
clinicians and patients by helping patients choose care that is:
Supported by evidence
Not duplicative of other tests or procedures already received
Free from harm
Truly necessary
http://consumerhealthchoices.org/wp-content/uploads/2014/04/
ChoosingWiselyProstateCancerASTRO-ER.pdf
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Prostate cancer - University of York scientists discover why
some tumours are resistant to radiotherapy
Pub. 24 July 2015 on MedicalNewsToday.com
Scientists at the University of York believe they have
identified how some tiny regulatory molecules in cells
can make prostate cancers resistant to radiotherapy.
It is hoped that this new development could pave the
way for more effective treatments - allowing a lower
dose of radiotherapy to be used while prolonging the
lives of thousands of men.
Prostate cancer is the most commonly diagnosed form of
male cancer in the UK and kills more than 11,000 men
every year.
In the latest studies, published in European Urology and
the British Journal of Cancer, scientists in The YCR
Cancer Research Unit in the Department of Biology at
York have shown a direct link between these tiny molecules - known as micro-RNAs - and resistance to radiotherapy.
Every cell has hundreds of micro-RNAs, whose function
is to control the expression of genes.
Once regarded as "junk" by scientists, they are now
considered vital for the organization of the various tissues in the body, instructing genes when and where to be
active.
The York team have now shown that they are the switch
which enables cells to react very rapidly to changes in
their environment, such as that provided by cancer
treatments.
Previous research has revealed that all prostate cancers
contain at least four different cell types, including the
cancer stem cells which resist most current treatments.
By looking at the micro-RNAs present in each of the cell
types individually, the researchers found that some micro-RNAs acted in a positive manner, switching off
genes which could make the stem cells susceptible to radiotherapy, whilst other micro-RNAs were not expressed in the resistant stem cells, permitting the expression of resistance genes.

By manipulating the levels of these critical microRNAs in the clinic, scientists say it should be possible
to kill greater numbers of cancer stem cells than ever
before, reducing the 30 per cent of prostate cancer patients whose tumours recur after radiotherapy.
Professor Norman Maitland, of The YCR Cancer Research Unit, said prostate cancer is diagnosed in about
42,000 men every year in the UK. Of those men about
a third will get radiotherapy, and of those, about a
third will fail on radiotherapy.
"Doctors don't know which patients are going to relapse - and the reason they relapse is probably because
the radiotherapy is not focused on the stem cell, it is
focused on the whole tumour.
"We think that by exploiting this new knowledge we
can make radiotherapy more effective. What is the
impact? We believe it could extend the lifetime of
these men. It could also allow a lower dose of radiotherapy to be used and that's really what we are testing at the moment.
"Now we have a handle on why stem cells cause men
to relapse after radiotherapy, this will be the bridge to
transforming that into a treatment and making radiotherapy better."
The research used tissues from prostate cancer patients, generously donated for this purpose via a HullYork Medical School cooperation with Mr. Matt
Simms at Castle Hill Hospital in Hull.
The analysis was carried out by Dr. Jayant Rane, as
part of an EU-funded international consortium
(PRONEST), in collaboration with Professor Tapio
Visakorpi (University of Tampere, Finland), and Finnish bioinformaticians Antti Ylipaa and Professor
Matti Nykter.

If you are in the ABQ metro area, come and see us at our table at the Prime Time 50+ Expo,
Thursday, October 8, at the Embassy Suites, Lomas and I-25, from 8:30 a.m.—2:30 p.m.
Free admission, medical information, and fun. Prime Time Monthly’s 50+ Expo is brought to
you this year by BlueCross BlueShield of New Mexico and sponsors Stryker, ABQ Health
Partners, and the City of Albuquerque Department of Senior Affairs.
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Game changer: Rutgers researcher heads
groundbreaking prostate cancer study
Media for NJ.com By Tim Darragh The Star-Ledger
August 05, 2015
Every year, more than 200,000 men are diagnosed with prostate
cancer in the United States. For most of them, surgery or radiation
along with hormonal treatment works and they can go on with
their lives. But some of them experience a recurrence of the disease, often in their bones and lymph nodes, which then requires
chemotherapy. Nearly 30,000 of these men die each year.
Now, however, a large, multi-institution study, led by Rutgers
Cancer Institute of New Jersey Director Robert S. DiPaola, will
provide more hope for these patients. In the study, published today
in the New England Journal of Medicine, researchers found that
for patients who have recurrent prostate cancer that has spread,
combining the standard hormone therapy with chemotherapy increased survival on average by more than a year.
"It's important because it now supports a different standard of
care," said DiPaola, senior author of the study. The study goes
back 10 years, when DiPaola and cancer researchers at a host of
institutions hypothesized that introducing chemotherapy earlier in
the patient's care and in combination with hormonal therapy would
benefit patients.
At the time they started the study, medical researchers were finding that combinations of therapies that had been similarly staged
had been shown to work in some breast cancer patients, DiPaola
noted. Under the current protocol, patients wouldn't receive chemotherapy unless they developed resistance to the hormonal therapy.
Over the course of the study, researchers worked with 790 patients,
giving half standard hormonal therapy – which has been the standard of care for around 60 years, DiPaola said, and the other half
hormonal therapy in combination with a standard chemotherapy
drug, docetaxel. They found that patients who received the combined therapy survived on average 13.6 months longer than those
who received only hormonal treatment.
For patients who had more extensive disease, the benefit was even
greater: 17 months survival difference, he said. "The benefit was
dramatic," DiPaola said. "Any improvement in survival ... offers
additional opportunities for additional therapies or new clinical
trial options." The findings are strong enough to support changing
that 60-year-old standard of care, said lead author Christopher
Sweeney, associate professor of medicine at Dana Farber Cancer
Institute in Boston. Publication in the journal, he said, "is the final
piece required for treatment guidelines to be updated around the
globe."
The findings suggest that researchers should study multiple targeted therapies earlier in the disease treatment process, said Dr. Michael Carducci, professor of oncology at Johns Hopkins Kimmel
Cancer Center. DiPaola said a study of this sort could only be
done in concert with other cancer research centers and community
cancer facilities. DiPaola and more than a dozen other researchers
collaborated on the paper in the journal.

Page 11

One man's quest to raise awareness
for prostate cancer
By Terry Reilly Wilmington, NC StarNews 8/5/2015
Dominic Marrese, a 10-year prostate cancer survivor, poses with
the ìHope Award he received in 2014 from Us TOO, the international prostate cancer support group. “I'm too young to be screened
for prostate cancer.” That comment infuriates Dominic Marrese.
“People think prostate cancer is an 'old man's disease.' It's not,”
said the 10-year survivor of the disease.
The 59-year-old Wilmington resident is not dialing back because of
his condition. In fact, he is dialing out to help others on cancer's
front lines. “When I was diagnosed, I felt very strongly that I had to
get the message out. I was dealt lemons and wanted to make
Limoncello. But now its lemonade, since I no longer drink,” he
joked.
Marrese had just finished a phone call with a newly diagnosed 43
year old man with advanced cancer. “His doctor did not think he
needed screening because he's so young. This situation is happening more and more,” he said with a mixture of anger and sadness.
The PSA screening test is controversial. In 2011, the U.S. Preventative Service Task Force ruled against screening for men.
Marrese strongly disagrees. He says that the test may be imprecise
but it's an indicator that should be used. “I would not be alive today
if I had not had the test in my 40s,” he said. Rather than dismiss
screening entirely, he believes that the task force should have emphasized the risks of overtreatment.
According to the American Cancer Society, one in seven men will
get prostate cancer. More than 2.9 million survivors currently live
with the disease in the U.S. Each year, 30,000 die from prostate
cancer. Of the 233,000 men diagnosed with prostate cancer in
2014, over 98,000 were younger than 65, reports the American
Cancer Society.
Eighteen months ago, Marrese joined the “Reluctant Brotherhood.”
The prostate cancer support group hosts weekly conference calls.
Marrese co-hosts calls for those with advanced prostate cancer.
Usually about 20 people from around the world exchange advice
about treatments and dealing with the side effects.
“There is so much information - you need help sorting through it
all, while giving and getting empathetic support,” said Marrese.
Marrese is a board member of the Wilmington Prostate Cancer
Support Group. Meetings are held at New Hanover Regional Medical Center. The group is struggling to increase awareness. “Men
typically don't want to share this information. Many struggle on
their own with this disease,” Marrese said. He hopes that prostate
cancer campaigns can approach the success of breast cancer advocacy.
The annual number of breast and prostate cancer cases is almost
identical. But breast cancer receives significantly more funding
than prostate cancer research. Marrese is also a consumer reviewer
for Prostate Cancer Research Programs. This year, the federal government will award $80 million in grants for prostate cancer research.
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Chairman’s Message, October 2015
This issue of Lifeline is published early to remind you about our September 19, 2015 conference. This conference is an educational opportunity to learn more about the diagnosis and
treatment of this disease we are all dealing with. Don’t miss this FREE opportunity.
On a different note, recently PCSANM is seeing a greater percentage of men who have been
diagnosed with advanced prostate cancer. Advanced cancer requires a much more aggressive treatment regime than early stage cancer, has more severe concurrent side effects,
longer time in treatment, larger expenses, and poorer outcomes. Getting an advanced prostate cancer diagnosis is often due to lack of early screening.
All our members have benefitted from being screened and we need to be advocates for
screening. I am asking you to do two things as individuals to promote screening. The first is
to urge your friends to request PSA testing during their annual doctor visits. Secondly, ask
if PCSANM can address groups you may belong to. We want to raise public awareness of
prostate cancer and how to lessen the odds of an undesirable finding. If we are invited, we
will show our prostate cancer awareness power-point presentation and answer questions
during and after the presentation. Call the office with any opportunities you may uncover.
I wish all our members good health and well-being.
Lou Reimer, Chairman of the Board

