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WHAT IS PROSTATE 
CANCER?

•Prostate cancer is the second-leading 
cause of cancer deaths for men in the 
U.S. 

•This year, nearly 165,000 men will be 
diagnosed with prostate cancer

•About 1 in 9 men will be diagnosed with 
prostate cancer in their lifetime.



DOCTOR PROSTATE  



CHARLES HUGGINS UPON  
RECEIVING HIS NOBEL PRIZE

•OH , LORD , Thy sea is so 
vast and my bark is so small



HIS WORK
• Established a system to measure the effect  Hormone 

changes have on prostate function

• Discovered that castration or estrogen administration led to 
atrophy

• That the atrophy could be reversed with androgens

• With Clarence Hodges used acid phosphatase to measure 
therapeutic efficacy 

• The first to use systemic approach to treat prostate cancer



ACID PHOSPHATASE

• H&H noted acid phosphatase elevated in 21 out of 
47 prostate cases and 19 0f 25 with bone mets
present

• 8 were treated with castration and all had acid 
phosphatase levels fall drastically

• Administering testosterone restored acid 
phosphatase to at least pretreatment levels

• This demonstrated an androgen dependence and 
the anti cancer effect removal of the androgen had



HUGGINS  ET AL:

•3 men treated with 
Testosterone

•Only 2 were reported on

•Of the 2, 1 was  castrated prior



HUGGINS ET AL CONT.

•1 man  received testosterone injections 
without prior hormonal manipulation

• The basis for “Fuel on a fire” was 1 patient and 
a now known equivocal test

• The basis of this “myth”  was based on next to 
nothing



VA COOPERATIVE STUDY DEC. 73

• . The first VA study did not show that orchiectomy was superior to 
estrogen in treating cancer of the prostate or that the combination 
orchiectomy plus estrogen had much to offer beyond the benefits of 
estrogen alone.

• The results of the clinical trials over 12 years  revealed an unsuspected 
toxicity of DES used in treating patients with cancer of the prostate 
when given in a dose of 5.0 mg daily.

• The preponderance of evidence from the second study showed that 
1.0 mg of DES appeared to be about as effective as the 5.0 mg dose 
in treating cancer of the prostate without the excess hazard of 
cardiovascular deaths



• Many of us learned from our professors to 

describe the relationship of T to pCA as “fuel for 
a fire” and “food for a hungry tumor.” stratoor

estrogen treatment caused metastatic pCt

• To this day, androgen ablation remains a 

mainstay of treatment for advanced pCA, 

• the concern regarding T and the risk of pCA has 
reached to the highest levels of medicine.
Abraham Morgentaler MD



PROSTATE CANCER & 
TESTOSTERONE

• In 2001 the director of the National Cancer Institute in the United States explained his 
reluctance to fund a large testosterone replacement therapy (TRT) trial , he stated 
that he was “concerned that testosterone could spur the growth of prostate cancer 
among some men in the study”

• TRT has long been considered taboo among men with a prior history of pCA
regardless of disease status, and product information mandated by the FDA states 
that “known or suspected carcinoma of the prostate” is a contraindication for T 
products

• While there is no dispute that castration causes pCA to regress, proof for the second 
part of Huggins’ assertion, that T causes pCA to grow, has been elusive.

• “If testosterone is so bad for prostate cancer, why is it so hard to 
prove?”



PROSTATE CANCER AND 
TESTOSTERONE

• The original assertion that T caused pCA growth in untreated individuals was 
thus based on equivocal acid phosphatase results in a single individual.

• exogenous T in men with metastatic pCA
The largest series of exogenous T in men with metastatic pCA was reported 
by Fowler and Whitmore. Sixty-seven men, all with a history of bone 
metastases, received T injections under various protocols,  Of 52 men with 
evaluable responses, 45 had unfavorable responses. Four of these men had 
not previously undergone orchiectomy or estrogen treatment. Within this 
untreated group oneonehad a subjective “beneficial response,” and the 
remaining two eventually developed unfavorable responses at 56 and 310 d 
of daily T administration, respectively. Given the advanced stage of pCA in 
these men and the lack of a control group, we must consider that the 
“unfavorable responses” seen in this population may have been due to the 
natural history of their disease.



TRT & PCA
• Cancer. 1967;20:1871-78 Prout and Brewer, daily T injections  

in 26  men with stage C and D disease. 20 had not 
undergone castration or hormonal treatment. Majority 
experienced a sense of well being and some had decrease 
in pain. Acid phosphatase was variable.

• Cancer Res. 1957;17;473-479 pearson. 1 untreated patient 
with advanced pCa, severe bone pain secondary to mets.  
With addition of testosterone there was relief of pain, 
patient remained asymptomatic for 9 months while 
receiving daily T injections.



TESTOSTERONE AND PCA
•

Testosterone flare
With the introduction in the 1980s of luteinising hormone-releasing hormone 
agonists that reduced T to castrate levels, it was noted that a transient rise in 
T occurred over the first 8–10 d. Reports of adverse events occurring during 
this period of time, such as increased bone pain, urinary retention, and 
vertebral collapse with paraplegia, have been attributed to pCA growth 
with the“testosterone flare”.

•
A few studies have measured PSA in men with advanced pCA during the 
flare, PSA values never rose above baseline PSA.   The flat PSA curve noted 
during the T flare suggests that increased T did not cause pCA to progress 
The adverse events noted during the flare interval may have been due to 
the natural history of metastatic pCA



TESTOSTERONE & PCA

• Clinical trials of TRT
No large, long-term studies of TRT have been performed. However, the pCA
rate in published TRT trials is approximately 1% . This rate is similar to the 
cancer detection rate in prostate cancer-screening trials. . 

•
The relationship of T and other hormones to the development of pCA has 
been studied in at least 16 population-based longitudinal studies . Not one 
has shown a direct correlation between total T levels and pCA. 

• The largest study  of this type noted an increased pCA risk with low T levels.



TRT IN PCA PATIENTS

• Journal of Urology 2011 April, TRT in untreated 
pCa patients that were low in Testosterone 
had no growth effect on the cancer

•British Journal of Urology July 2014, 20 patients 
s/p brachytherapy some with Gleason scores 
of 3+4 and one with 4+4 followed for 31 
months, no cases of rising PSA



TESTOSTERONE & PCA

• TRT in a high-risk population
pCA has been reported to develop over 3 years in 25% of men with 
high-grade prostatic intraepithelial neoplasia (PIN) .

• In one study , TRT was provided to 20 hypogonadal men with PIN and 
55 hypogonadal men with benign biopsies. At the end of 12 mo, pCA
was identified in one man in the PIN group and none in the benign 
group, which represents a 5% cancer rate in the PIN group and a 1.3% 
risk overall. These results do not suggest an increase of pCA growth or 
development in this high-risk group.



TESTOSTERONE & PCA

• Since lowering T causes pCA to regress, why is it that raising 
T fails to cause pCA to grow? The solution lies in the concept 
of saturation, in which maximal stimulation of pCA growth is 
achieved at some relatively low concentration of T.

• This model for T and pCA was suggested by Fowler and 
Whitmore , who concluded a quarter century ago that 
“normal endogenous testosterone levels may be sufficient 
to cause near maximal stimulation of prostatic tumors.”



SATURATION



TESTOSTERONE & PCA

• At T levels below the saturation point, pCA growth would be expected to 
vary with T concentration, which is consistent with the observation of pCA
regrowth with T normalization after androgen ablation.

• This model is also supported in that exogenous T administered to normal 
men fails to cause any increase in PSA or prostate volume.

• In hypogonadal men, TRT results in only modest increases in prostate size, 
approximately 15% for PSA and prostate volume, with volume increasing to 
match optimized men, but rising no higher.

• there is not today—nor has there ever been—a scientific basis for the 
contention that a higher T concentration causes pCA growth.



TESTOSTERONE & PCA

• accumulating evidence linking low T with pCA, 
including associations with high-grade disease, 
higher stage at presentation, and worse prognosis? 
Might it even be possible that androgen 
administration could prevent pCA ? After 65 yr it is 
time to discard the myth and to entertain new ideas 
regarding the relationship of T and pCA.

• A Morgantaler MD



DR MORGANTALER



KNOWLEDGE 
ALLOWS US TO 
STAND UP TO 
THE STATUS 

QUO



PROSTATE CANCER FOUNDATION

•“ So the short answer is both simple and 
complicated, and it’s the same  advice your 
doctors will give you for almost any question, 
eat healthy foods, stay in shape, and get 
enough rest. You should also maintain a 
thoughtfully designed screening regimen for 
prostate cancer as you age. The rest…. is up to 
luck.”



ENDOCRINE DISRUPTORS AND 
PCA

• Increasing evidence that endorine disruptors may influence the 
development and progression of pCa

• Included are pesticides, PCBs and BPA ( found in urine of 93% of US 
population according to the CDC Calafat et al. 2008

• Appears to be increased risk of in developmental periods utero, neonatal 
and puberty

• Infants and children are hgh risk for developing pCa with aging.



QUALITY OF 
LIFE

•There is 
more to life 
than 
quantity



THE NEW DR 
PROSTATE

• Actively promoting the use of TRT 
and reshaping the therapeutic 
levels and indications

• Stood up to former professors who 
thought he was taking to big of risk 
using TRT in the 90s

• The first to re (read) the Huggins 
1941 article and notice details that 
all had missed



DR PROSTATE

•Continues to educate others on

• prostate Cancer

•Optimal levels of testosterone

• Testosterone benefits

•Educating the lay person on all aspects of 
Testosterone



SO WHAT ROLE DOES 
ESTROGEN HAVE IN 
PROSTATECANCER?



HAVE YOU READ THE WHI?

• Risks and Benefits of Estrogen Plus Progestin in Healthy Postmenopausal 
WomenPrincipal Results From the Women's Health Initiative Randomized 
Controlled Trial

• Writing Group for the Women's Health Initiative Investigators

• JAMA. 2002;288(3):321-333. doi:10.1001/jama.288.3.321 

• Results from WHI indicate that the combined postmenopausal hormones 
CEE, 0.625 mg/d, plus MPA, 2.5 mg/d, should not be initiated or continued 
for the primary prevention of CHD. In addition, the substantial risks for 
cardiovascular disease and breast cancer must be weighed against the 
benefit for fracture in selecting from the available agents to prevent 
osteoporosis.

https://jamanetwork.com/searchresults?author=Writing+Group+for+the+Women's+Health+Initiative+Investigators&q=Writing+Group+for+the+Women's+Health+Initiative+Investigators


AMMG
•THE PEOPLE 
IN THIS 
ROOM…….

•YOU ARE MY 
GANG



LIFE
•What’s 
really 
important


