
Researchers from the 

University of York 

have discovered that a 

protein in bone marrow 

acts like a ómagnetic 

docking stationô for 

prostate cancer cells, 

helping them grow and 

spread outside of the 

prostate. 

They have found a way 

to block the signal in 

the cancer cells, dis-

abling the cell and pre-

venting it from multi-

plying at a new site in 

the body, according to 

a new report published 

in the journal Onco-

genesis. 

Their research showed 

that the protein, which 

normally functions to 

reduce inflammation 

after infections, has a 

key-like structure that 

locks on to opposite 

receptors on the stem 

cells of prostate can-

cer.  This allows can-

cer cells that have 

spread from the prostate 

to ódockô with the pro-

tein in the bones and 

multiply to form a new 

tumour. 

Once the prostate can-

cer has attached to the 

protein, a signal is sent 

from the surface of the 

cancer to the nucleus of 

the cell, telling it that it 

can start to grow. 

Professor Norman Mait-

land, the studyôs lead 

author, said: óWe have 

always known that the 

two places where pros-

tate cancer spreads are 

the bones and lymph 

nodes, but we have not 

fully understood why 

these two locations are 

preferred.ô 

óIf we imagine the pros-

tate cancer cell as a 

floating óspace rocketô 

and the only way for it 

to perform its mission is 

to ódockô with another 

óspace vehicleô, we start 

to get a picture of what 

happens when a cancer 

cell moves around the 

body in search of a new 

home.ô 

óWithout this docking 

station, the óshipô, or 

cell, will just float 

around, not causing any 

further harm. The recep-

tors on the ódocking sta-

tionô, or the protein in 

bone, act like a magnet 

for the receptors on the 

stem cells of the cancer 

and once it is ódockedô, 

getting rid of the cancer 

becomes much harder.ô 

Replicating this 

ódocking processô in 

human prostate cancer 

cells, the team were 

able to identify the sig-

nal going into the nu-

cleus of the cancer cell 

and blocked it with a 

non-toxic drug ï known 

as AS1517499 ï that 

has previously been 

tested for treatment of 

allergic asthma. 
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They found that the drug inhibits the signal, allowing the cancer cell to survive, but ultimately disabling its 

ability to spread.  This could mean that cancer spread can be slowed down or be made more receptive to 

cell death following traditional treatments such as chemotherapy. 

Testosterone Patterns Predict  

Prostate Cancer Risk  
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Prostate cancer (PCa) may be more likely to develop in men who experience large drops or 

fluctuations in testosterone levels, especially earlier in life, according to researchers.  

In a study of 376 untreated hypogonadal men  aged 45 to 74 years, PCa developed in 26 men 

during 2 to 11 years of follow -up, according to findings published in the Journal of Urology. 

The older a man was when his total testosterone fell to 12.1 nmol/L or below, the lower his 

lifetime risk of PCa. The risk declined by 32% for each 1 -year increase in age at diagnosis.  

Experiencing any further swings or drops in testosterone following the hypogonadism diag-

nosis also was associated with greater PCa risk . A man with a high versus low coefficient of 

variation, a measure of testosterone fluctuation over time, had 4.9 times the risk. A man 

with a maximum drop in testosterone that differed by 20% or more from his average or with 

a relatively large median drop within 2 years had 8.5 and 2.7 times greater risks, respec-

tively. Models incorporated major confounders including family history of PCa, alcohol use, 

smoking status, and body mass index (BMI).  

òOur study is the first to provide evidence of the association between dynamic patterns of T 

and PCa development and may have substantial clinical impacts on PCa prevention,ó Xiao-

hui Xu, PhD, of Texas A&M University in College Station, Texas, and collaborators wrote.  

The investigators speculated that normal prostate cells have a normal range of testosterone 

level that differs from man to man. Abnormal testosterone drops within an individual might 

disrupt the stable environment within the prostate and lead to cellular adaptations that pos-

sibly give rise to PCa, they explained.  

http://www.renalandurologynews.com/hospital-medicine/hypogonadism-and-testosterone-treatment/article/605195/
http://www.renalandurologynews.com/hospital-medicine/prostate-carcinoma/article/602214/
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