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Welcome to IHN issue 303, our last for 2019 and the first for 2020 
– our 29th year of publication. 
 

Bill Ware is taking a winter break till the end of January so I thought 
I would use this opportunity to acquaint you with my latest research.   
 

I was diagnosed with prostate cancer on June 22, 2009 – a date 
not easily forgotten.  I underwent androgen deprivation therapy and 
extensive radiation as my cancer was classified as high risk.  

 

All seemed under control until the end of November 2017 when my PSA rose to 13.3 
ng/ml.  A year later the reading had tripled and ultimately peaked at 51.8 in January 
2019. 
 

The level of PSA [Prostate Specific Antigen] is a reliable indicator of the presence 
and progression of prostate cancer.  It is measured through a routine blood test 
and a rising level indicates progression.  For someone my age a reading over 6.5 
spells trouble. 

 

During the latter part of 2018 I embarked on a program to research alternative 
methods of treating prostate cancer and eventually developed a protocol that proved 
to be effective.  I implemented it on February 9th 2019 and less than a month later my 
PSA had dropped to 50.7.  A slight, but highly significant drop especially when 

considering that based on my rate of progression the PSA reading on March 6 would 

have been expected to be 61.2 rather than 50.7. 
 

However, a PSA reading of 50.7 is definitely not to be trifled with so I was given the 
choice between surgical and medical castration to halt the progression.  I chose the 
surgical approach [orchiectomy] and saw my PSA decline to 7.2 one month after the 
surgery.  I have continued with my supplement protocol since February and my PSA 
is now 1.2 ng/ml confirming my initial finding that it is effective. 
 

I obviously do not have sufficient data to conclude that the protocol would be effective 
without total androgen deprivation [surgical or medical], but I have a hunch that it 
might be. As far as I know none of the components have ever been found to have 
adverse effects and I feel great after having been on the protocol for 10 months. 
 

 



I hope you will find “My Prostate Cancer Journey” interesting and some readers may 
even find it helpful.  Let me know your results if you decide to try the protocol. 
 

Wishing you and your family a happy Holiday Season and good health in the coming 
year. 
 
Hans R Larsen 
Founder and Publisher of International Health News 
 
 
 

My Prostate Cancer Journey 
 

By 
 

Hans R. Larsen MSc ChE 
 

Background 

My prostate cancer saga started in October 2005 when I was 73 years old.  At this time I 

began experiencing pronounced nocturia [frequent night-time urination] and difficulty in 

urinating.  By September 2008 my PSA reading was 12.5 ng/mL.   

 

In June 2009 my urologist here in Victoria felt a hard nodule on the prostate during a 

rectal examination.  A subsequent biopsy showed that I had stage T2a prostate carcinoma 

with 10 out of 12 cores positive.  Gleason score was 4+3 with a small percentage of 5.  

[Gleason score is a measure of the aggressiveness of the cancer with a range from 2 to 

10 with a score of 9 or 10 being associated with a very poor prognosis]. 

 

In July I underwent a TURP [transurethral resection of the prostate} at Victoria General 

Hospital.  This procedure was successful and essentially solved my urinating problems. 

However, the results from the biopsy of the resected tissue were not good.  Gleason score 

of 4+3 but now with about 10% of score 5 thrown in classifying my Gleason score as 8.  I 

was subsequently enrolled as a patient at the BC Cancer Agency and on July 31 received 

a Lupron [leuprolide acetate] depot injection good for 4 months and a 1 month supply of 

Casodex [bicalutamide].  By September 10th my PSA had dropped to 0.79 ng/mL.  I had 

a second Lupron depot injection in November and started external beam radiation 

therapy [EBRT] on December 17th 2009.  At this point my cancer had been classified as 

high risk warranting extensive radiation. 

 

My radiation treatment was completed on February 10, 2010 and on May 15 my PSA 

level had dropped to 0.08 ng/mL with a total testosterone level of 0.7 nmol/L [20 ng/dL].      

Unfortunately, the treatment had two major adverse effects, persistent diarrhea, later 

diagnosed as radiation proctitis, and testicular failure meaning that my testosterone-

producing [Leydig] cells had been destroyed during the radiation treatment.  In January 

2011 I was diagnosed with primary hypogonadism and gynecomastia [breast 

enlargement]. 



 

In October 2011 my urologist suggested that I try testosterone replacement therapy with 

Androgel to deal with my fatigue, gynecomastia, and hot flushes.  I continued, on an 

on/off basis, with the replacement therapy till October 2016 by which time my 

testosterone level had increased to 15.9 nmol/L [458 ng/dL].  Unfortunately, this 

increase was accompanied with an increase in PSA to 12.1 ng/mL and the replacement 

therapy was stopped permanently.  

 

Testosterone or rather its metabolite, dihydrotestosterone, is the main driver of 

prostate cancer at least until it becomes castration-resistant [hormone independent].   

Normal blood level ranges from 10.4 to 34.7 nmol/L [300-1000 ng/dl]   and declines 

significantly with age. 

 

I had been supplementing with AHCC [Active Hexose Correlated Compound] since 2009 

and had also periodically supplemented with pomegranate extract, green tea, salvestrol, 

DIM, and milk thistle on a somewhat haphazard basis.  While there is no doubt that AHCC 

was effective in boosting my immune system [increasing white blood cell count] it is not 

possible to conclude anything about the effect of AHCC and the other supplements on 

the cancer due to the confounding effect of the on/off testosterone replacement. 

 

At this point the standard medical option would be to go on androgen deprivation therapy 

[ADT], likely with Lupron and Casodex, in order to slow the progression of the cancer.  

However, I knew that the survival benefit of doing so in my case was not impressive and 

I also knew from personal experience that going on ADT would have a devastating effect 

on my quality of life.  So, I decided to take a close look at my diet, modify it if necessary, 

and develop and evaluate an alternative medicine protocol to help keep my cancer under 

control. 

 

Diet 

In March 2018 I found out that red meat, dairy products, and saturated fats in general 

are known to fuel prostate cancer growth so I eliminated them from my diet as far as 

possible.  I replaced milk with almond milk and butter with pumpkin seed butter.  

Unfortunately I discovered that I am allergic to almonds so I switched to goat milk and 

goat cheese.  This turned out to be a very bad idea indeed as goat milk is very high in 

saturated fat (11%) as is goat brie cheese (23%).  Unfortunately, by the time I realized 

this I had been using goat milk and cheese for about two months.  It is now known that a 

diet high in saturated fat can cause prostate cancer to metastasize as mine was later 

found to have done.  Could the high fat diet be at least partly responsible? 

 

I also realized that sugar fuels cancer so cut way back on my sugar intake as well.  I 

eventually found a very palatable milk substitute in the Ripple pea drink which hopefully 

is safe.   
 

Alternative protocols 

My first experimental protocol was based on AHCC, salvestrol, DIM, POMI-T, and 

berberine and I started it on October 26, 2016. 



By April 2017 my PSA had dropped to 5.4 ng/mL accompanied by a drop in testosterone 

to 3.3 nmol/L [95 ng/dL].  PSA Doubling Time [PSADT] was an acceptable 9 months.  

[PSA doubling time [PSADT] is the time it takes for the PSA level to double].  

 

This favourable change was probably mainly due to stopping testosterone replacement 

in October 2016.  Unfortunately, this happy state of affairs did not continue.  By 

November 23rd PSA had increased to 13.3 ng/mL and on June 7, 2018 the PSA result 

came in at 24.5 ng/mL [testosterone 2.2 nmol/L [63 ng/dL]]. 

 

A PSA reading above 20 ng/mL mandates a bone scan to check for metastasis.  I had 

this scan on June 20th and the results were not good.  Metastases were found in 

numerous places including hips, spine, shoulder and skull.  This would indicate that the 

supplement protocol was not working so I discontinued it on June 25th.   

 

The whole-body NM bone scan done on June 20, 2018 used Tc99m-biphosphonate as 

the tracer.  This tracer would hone in on areas of unusual bone rebuilding activity as it is 

preferentially taken up by osteoblasts.  Prostate cancer cells have an affinity for 

osteoblast-rich regions of bone and cause the release of endothelin-1 and other factors 

which stimulate further osteoblast formation. 

 

Vitamin K2 plays a crucial role in bone formation and indeed, in the entire process of 

bone remodeling.  It not only stimulates osteoblast creation, but also protects osteoblasts 

from apoptosis while inhibiting osteoclast formation.  In other words, it is intimately 

involved in osteoblast formation. (1) 

 

With my low testosterone level I would be prone to develop osteoporosis so I have, for 

several years, been supplementing with vitamin K2 [200 mcg/day], calcium, magnesium, 

and vitamin D3 in order to prevent this.  My latest full-body DEXA scan showed that I have 

a very low FRAX score, presumably an indication that I do not have osteoporosis.  This 

would indicate that my remodeling process is fully active or, in other words, that my native 

osteoblast production may be higher than normally seen on a bone scan of someone my 

age.  This brings up the question: 

 

“Could the presence of a high level of vitamin K2 in my system and the accompanying 

increased concentration of osteoblasts explain, at least partially, the increased uptake 

of tracer noticed on the scan?” 

 

I do believe it could.  An article describing the mechanism of 99mTC-MDP accumulation 

in bone states:  “It is generally assumed that 99mTc-bisphoshonate accumulate at sites 

of active bone metabolism.”(2) 

 
(1)  Myneni, VD, et al.  Regulation of bone remodeling by vitamin K2.  Oral Diseases, Vol. 23, 

2017, pp. 1021-1028. 

(2)  Kanishi D.  99mTc-MDP accumulation mechanisms in bone.  Oral Surg Oral Med Oral Pathol. 

Vol. 75, No. 2, February 1993, pp. 239-46 

 



In other words, it is possible that I may not have bone metastasis, but obviously the 

cancer must be growing somewhere or my PSA level would not keep rising. 

 

On August 20th, 2018 I consulted a Victoria-based naturopathic oncologist.  He prescribed 

a regimen of alpha-lipoic acid, benfotiamine, berberine, high-dose MSM, and Solomon’s 

seal with periwinkle and yew to try to stop further progression of the cancer.  On 

September 14th my PSA reading was 33.8 ng/dL so cancer was still progressing.  On 

October 3rd DIM and Hoxsey tincture were added to the regimen, but unfortunately to no 

avail. On January 10, 2019 my PSA had risen to 51.8 ng/dL and PSADT had dropped to 

6.6 months.  My cancer was clearly progressing rapidly.  

 

I now clearly needed to completely eliminate testosterone and was given the choice of 

surgical castration [orchiectomy] or medical castration with Lupron [leuprolide acetate] 

or Firmagon [degarelix].  On January 14th I called my urologist’s office to arrange for a 

surgical castration procedure because going on an antiandrogen would not be a good 

idea in my case as antiandrogens, especially degarelix, may interact dangerously with 

flecainide, the drug that keeps my atrial fibrillation under control. 

 

During the latter part of 2018 I did a great deal of research to develop a protocol that 

would hopefully slow down or even reverse the cancer.  The final protocol which I 

implemented on February 9, 2019 [Theracumin was added in March] resulted in a drop 

in PSA from 51.8 ng/mL on January 10th to 50.7 ng/mL on March 6, 2019.  A slight, but 

significant drop especially when considering that based on a PSADT of 6.6 months the 

PSA reading on March 6 would have been expected to be 61.2 rather than 50.7. The drop 

in PSA was also expressed by an increase in PSADT from 6.6 months to 7.8 months.   

 

February 9th PCT Protocol 
 

Supplement Mg per 

capsule 

Before 

Breakfast 

Breakfast Lunch Dinner Total 

mg per 

day 

AHCC 500 2* - 2* 2* 3000 

Pectasol-C 5000 1 - - - 5000     

DIM 50 - 2 2 2 300 

Theracumin 60 - - 1 - 60 

MSM 1000 - 1 1 - 2000 

Vitamin K2 180/120  1 1  300 

          *   Before meals 

 

Total daily intake of vitamin K2: 120 mcg MK-7 and 180 mcg MK-4 

The PCT protocol was in addition to my general health-supporting protocol which contains a 

multivitamin, calcium, magnesium, coenzyme Q10, garlic extract, grape seed extract, milk thistle, 

vitamins C, D3, and E, and probiotics and digestive enzymes. 

 

On March 13th I underwent bilateral orchiectomy [scrotal approach] at Victoria General 

Hospital.  The procedure took only about 20 minutes and was performed using spinal 

anaesthesia (without sedation).  Recovery was quick and uneventful and I now have more 

energy and feel way better than I did prior to the procedure. 



At my follow-up on April 10, 2019 my testosterone level was below 0.1 nmol/L, PSA had 

dropped to 7.2 ng/mL and PSADT had increased to 11.7 months.  An unqualified success 

with which both I and my urologist were very happy.  My plan is to continue on the PCT 

protocol with PSA checks every 3 months.   

 
   

On July 8, 2019 [month 27] my PSA reading was 2.1 ng/ml so the protocol is obviously 

working.  On August 11, 2019 I stopped taking DIM altogether to avoid overdoing 

androgen blockade.  On October 8, 2019 [month 30] my PSA reading was 1.2 ng/ml.   

 
Date Month PSA ng/ml PSADT months Testosterone 

nmol/L 

May 2010  [1] 0.08 - 0.7 

October 2016 [2] 12.1 - 15.9 

April 2017 zero 5.4 9 3.3 

June 2018 14 24.5 - 2.2 

September 2018 17 33.8 - 2.8 

January 2019 21 51.8 6.6 - 

February 2019  22 [3] - - - 

March 2019  23 [4] 50.7 - - 

April 2019  24 [5] 7.2 11.7 <0.1 

July 2019 27 2.1 - - 

October 2019 30 1.2 - - 

 
[1] After androgen deprivation and radiation therapy 

[2] After termination of androgen [Androgel] therapy 

[3] Start of supplement protocol 

[4] Before orchiectomy 

[5] After orchiectomy 



 Current [October 8, 2019] PCT Protocol 
 

Supplement Mg per 

capsule 

Before 

Breakfast 

Breakfast Lunch Dinner Total 

mg per 

day 

AHCC 750 1* - 1* 1* 2250 

Pectasol-C 5000 1 - - - 5000     

Theracumin 60 - - 1 - 60 

MSM 1000 - 1 1 - 2000 

Vitamin K2 180/120  1 1  300 

         * Before meals 

 

I have no bone pain or other signs of metastasis.  Should the PSA reading increase in 

the future my first step to prevent further increase would be to reintroduce DIM. 
 

Protocol components 
 

AHCC 
AHCC [Active Hexose Correlated Compound] is a mushroom extract made by fermenting 

the mycelia [the below ground hair-like root structures] of shitake mushrooms and several 

hybrids of Basidiomycota fungi. This patented compound was developed in and is solely 

manufactured in Japan.  Since 1990 is has been widely used in cancer treatment in 

Japan, particularly in combination with radiation or chemotherapy.  AHCC strengthens the 

immune system, combats inflammation, and is a strong antioxidant. (1)  

 

 I was first alerted to the potential use of AHCC [Activated Hexose Correlated Compound] 

in prostate cancer treatment through an article “Dramatic prostate specific androgen 

response with activated hemicellulose compound in metastatic castration-resistant 

prostate cancer” published in 2009 in the journal Anticancer Drugs (2) 

 

The article describes the case of 66-year-old man who was admitted to hospital in July 

2006 with metastatic prostate cancer.  At the time of admission his PSA was 2000 ng/mL 

and his Gleason score was 9.  He was treated with complete androgen blockade [Lupron 

and Casodex] and radiotherapy after which his PSA declined to 2.7 ng/mL.  He continued 

on androgen deprivation therapy [ADT] with Lupron, but by June 2007 his PSA had risen 

to 69.3 ng/mL.  At this point the patient started self-administering AHCC and by August 

2007 his PSA had dropped to 1.5 ng/mL   At the last follow-up in November 2007 his 

PSA was 2.6 ng/mL 

 

The authors [MDs from University of South Carolina] believe that AHCC owes its cancer 

killing effect to its ability to stimulate the immune system – more precisely – natural killer 

[NK] cells and various cytokines [interferon, Interleukin-2, and tumor necrosis factor 

[TNF]].  

 

Medical researchers at Drew University of Medicine and Science in Los Angeles were the 

first to report [in English language literature] on the anticancer effects of AHCC in their 



1995 article “Immunomodulatory and anticancer effects of active hemicellulose 

compound [AHCC]” published in International Journal of Immunotherapy (3). 

 

Eleven randomly selected patients with different types of advanced cancer were included 

in the study.  Three of the patients had prostate cancer and were being treated with 

Lupron.  All patients were supplemented with 3000 mg/day of AHCC for up to 8 months. 

All experienced a significant drop in PSA as shown below: 

 
Patient Age Baseline PSA PSA @ 1 month PSA @ 4 months PSA @ 8 months 

62 7.9 0.5 <0.2 <0.6 

55 87.2 51.2 7 - 

65 6.8 0.1 -  

 

The researchers conclude that the observed drop in PSA can primarily be ascribed to the 

ability of AHCC to activate the immune system by increasing natural killer cell activity. 

Cell culture experiments also showed that AHCC has the ability to directly kill cancer cells 

in selected cancer cell-lines. (3) 

 

Clinical studies on humans have shown that supplementing with up to 9000 mg/day of 

AHCC is entirely safe and there is no indication that AHCC “revs up” the immune system 

unless cancer or a viral infection is actually present.  Partially acetylated alpha-1,4-

glucans are believed to constitute the main active compounds in AHCC (4,5). 

 

Pectasol-C 
Pectasol-C [modified citrus pectin] is a complex polysaccharide obtained from the peel 

and pulp of citrus fruits.  Modified citrus pectin is rich in galactose which binds to galectins 

on the surface of cancer cells, resulting in inhibition of cancer cell aggregation and 

adhesion and thus effectively preventing metastasis. (6) 

 

In July 2003 a group of oncologists in California reported on a Phase II study aimed at 

determining if Pectasol-C would increase PSADT in a group of 10 prostate cancer patients 

whose PSA readings had begun to increase following primary treatment with 

prostatectomy, radiation or cryosurgery.  The patients supplemented with Pectasol-C (six 

800 mg capsules three times daily) for 12 months.  At the end of the trial PSADT had 

increased significantly in 70% of the patients although the PSA level itself did not change 

significantly. The authors of the study believe that Pectasol-C works by binding to galectin-

3 receptor sites on cancer cells and thereby prevents them from adhering to normal 

endothelial cells and also prevents them from clumping together to form new tumours   

(7). 

 

EcoNugenics, the manufacturer of Pectasol-C, initiated a clinical trial of the supplement 

in June 2013 [https://clinicaltrials.gov/ct2/show/NCT01681823].  The study was to 

involve 60 prostate cancer patients [median age: 74 years] who were experiencing rising 

PSA levels after prostatectomy or radiation or both.  Estimated completion date of the 

trial is September 2019.  An interim report was published [online] in February 2018.  The 

conclusion was that PSA doubling time stabilized or increased in 79% of the 34 patients 

https://clinicaltrials.gov/ct2/show/NCT01681823


who had supplemented with Pectasol-C for 6 months [six 800 mg capsules three times 

daily away from meals]. (8) 

 

The National Cancer Institute [USA] provides the following information about Pectasol-C: 

 

“A dietary supplement containing the modified citrus pectin (MCP) derived from the 

soluble fiber of citrus fruit peels and a galectin-3 inhibitor with potential antioxidant, 

hypocholesterolemic, immunostimulatory, metal chelating, and anti-metastatic activities. 

MCP is a low molecular weight version of pectin composed of short, slightly-branched 

carbohydrate chains and is modified for enhanced absorbability. The bioactive 

fragments, most likely the galactin-containing portion, of pectin binds to galectin-3, a 

carbohydrate-binding protein involved in inflammation, heart disease and is upregulated 

on the surface of certain types of tumor cells. Binding of MCP may result in the 

suppression of cancer cell aggregation, adhesion, proliferation and metastasis. In 

addition, MCP decreases prostate specific antigen (PSA) levels and may remove heavy 

metals. Also, unsaturated oligogalacturonic acids in MCP may stimulate the immune 

system through the activation of natural killer cells, cytotoxic T-cells, and B-cells.” (9) 

 

DIM [3, 3’-Diindolylmethane] 
There is substantial evidence that consumption of cruciferous vegetables of the Brassica 

family [broccoli, Brussels sprouts, cauliflower and kale] helps prevent the development 

of breast, colon, and prostate cancer.  The active component in these vegetables is 

indole-3-carbinol which when digested by humans turns into 3, 3’diindolylmethane [DIM]. 

 

A group of researchers from the University of California and Lawrence Livermore National 

Laboratory has found that DIM is effective in suppressing the growth of human androgen-

dependent cancer cells [LNCaP cells]. Their cell culture experiments showed that DIM 

suppresses cancer cell proliferation, blocks androgen receptors on the cells, and 

prevents dihydrotestosterone [DHT] from initiating the production of more cancer cells. 

 

They also observed that DIM reduced the production of prostate-specific androgen [PSA] 

which has been shown to promote the proliferation, migration, and metastasis of prostate 

cancer cells.  A comparison [using cell cultures] showed that DIM is as effective as 

bicalutamide [Casodex] in blocking androgen receptors.  Maximum effectiveness of DIM 

was observed at a concentration of about 50 micromol/L.  This concentration can be 

obtained in the human body by absorbing 60 mg/day of DIM.   NOTE: DIM in supplement 

form is poorly absorbed so a daily dose of at least 300 mg of a highly bioavailable form 

is probably needed to achieve an adequate blood level. (10) 

 

In May 2012 researchers at Wayne State University School of Medicine reported that BR-

DIM [a highly bioavailable, microencapsulated form of DIM manufactured by Bioresponse 

Nutrients] is effective in preventing prostate cancer metastasis to the bones. They 

postulate that prostate cancer cells promote the break-down [resorption] of bone and 

then work to ensure that newly formed bone is populated with cancer cells.  BR-DIM was 

found to inhibit this process. (11) 

 



Androgen deprivation therapy [ADT] with surgical castration or medical castration using 

such agents as leuprolide [Lupron] and degarelix [Firmagon] is the first-line treatment for 

recurring prostate cancer.  However, ADT eventually stops working and the cancer is then 

termed castration-resistant.  Enzalutamide [Xtandi] is a pharmaceutical drug used to 

treat castration-resistant cancer by blocking androgen receptors.  Unfortunately, as is the 

case with ADT, enzalutamide also eventually stops working.  The reason for this is that 

cancer cells exposed to long-term ADT develop variants (splice variants) of the androgen 

receptor which are not blocked by enzalutamide.  Researchers at Wayne State University 

recently reported that BR-DIM is effective in blocking splice variants and reduces the 

markers for cancer stem cells. They believe that a combination of enzalutamide and BR-

DIM will be effective in the treatment of castration-resistant cancer and will also help 

prevent metastasis.  A clinical trial is underway to evaluate this approach. (12) 

 

In January 2016 the Wayne State researchers reported on a clinical trial involving 36 men 

with localized prostate cancer [Median age: 58 years, median PSA value: 6.4 ng/mL, 

Gleason score: 6-7].  The study participants supplemented with BR-DIM [3x75 mg twice 

daily] for at least two weeks prior to surgery to remove their prostate [prostatectomy].  

Measurements of DIM concentration before and at the end of the supplementation period 

showed an increase from 0 ng/mL to 7.5 ng/mL in blood plasma and from 0 ng/mL to 

11.6 ng/mL in prostate tissue [recovered during prostatectomy].  The increase in DIM 

concentration was independent of treatment duration supporting a previous observation 

that it reaches a steady state level after treatment for one week.  A small, but significant 

decrease in median PSA level from 6.4 ng/mL at start of treatment to 5.9 ng/mL at the 

end of treatment was also noted. 

 

The researchers were also able to compare the activity [ability to allow DHT into the cell 

nucleus and thus promote cancer growth] of androgen receptors on biopsy samples 

[taken prior to DIM treatment] and on tissue samples from the prostatectomy.  They found 

the activity to be significantly lower after treatment and conclude that DIM is well-

tolerated and effective in blocking androgen receptors.  They conclude: “These results 

support further investigation of BR-DIM as a chemopreventive and therapeutic agent in 

prostate cancer”. (13) 

 

Curcumin 

Curcumin is a yellow pigment found in turmeric, a flowering plant of the ginger family best 

known as a spice used in curry. It’s a polyphenol with strong anti-inflammatory properties 

and the ability to increase the amount of antioxidants that the body produces.  It is widely 

used to treat many types of diseases, including cancers such as those of lung, prostate, 

breast, bone, and liver.  It also has antibacterial and antispasmodic properties but 

unfortunately, ingesting large amounts can lead to severe gastrointestinal problems. 

 

Thus its effectiveness has been limited due to poor aqueous solubility, low bioavailability 

and rapid metabolism and systemic elimination. To solve these problems, researchers 

have explored novel delivery systems such as liposomes, solid dispersions, micro-

emulsions, micelles, and nano-gels. (14) 

 



Theracumin is a liposomal formulation [dispersed colloidal nano-particles] developed in 

Japan.  Experiments showed that ingesting Theracumin results in a 27-fold increase in 

curcumin plasma level over that achieved with curcumin powder.  Thus supplementing 

with 60 mg of Theracumin would have the same effect as ingesting 1620 mg of curcumin 

powder. (15) 

 

In October 2014 researchers at University of Tennessee Health Science Center reported 

that curcumin nano-particles are readily taken up by prostate cancer cells [both 

androgen-independent and androgen dependent] and are highly toxic to these cells 

resulting in their demise [apoptosis] and elimination of their ability to form larger 

“colonies” [tumours].  Experiments on mice confirmed these effects and also showed that 

curcumin is not associated with systemic toxicity – in other words, it does not adversely 

affect normal cells. (16)  

 

Other researchers have found that curcumin also induces apoptosis in metastatic human 

prostate cancer cells [PC3 cells].  They conclude that “curcumin may serve as a promising 

anticancer agent”. (17) 

 

Researchers at Shanghai University of Traditional Chinese Medicine in October 2017 

reported the very exciting news that curcumin inhibits human prostate cancer stem cells 

by suppressing their proliferation, in vitro invasion, and ability to form tumours. (18) 

 

MSM [Methylsulfonylmethane] 
MSM is a popular dietary supplement that is well tolerated by most individuals at dosages 

up to 4 g/day.  It is an antioxidant/free radical scavenger and has been found effective 

in the treatment of inflammation, arthritis, cartilage destruction, joint/muscle pain, and 

oxidative stress.  There is also evidence that MSM induces apoptosis in liver and colon 

cancer cells. (19) 

 

In December 2018 a group of researchers from University of Lodz in Poland released a 

report of their findings supporting the use of MSM in the treatment of prostate cancer.  

The viability of prostate cancer cells [LNCaP, PC3, and DU-145] was evaluated after being 

exposed to MSM for 24 hours.  The researchers found that MSM induces apoptosis and 

decreases cell invasiveness and migration and conclude that “Considering the low overall 

body toxicity and insignificant side effects of MSM, its apoptosis-inducing properties 

might be used in PC treatment in the future”. (20) 

 

Vitamin K2 
Vitamin K comes in two forms - phylloquinone (vitamin K1) and menaquinone (vitamin 

K2). Phylloquinone is found in dark green vegetables like spinach, broccoli and kale. 

Menaquinone is found in meats, butter, cheese and fermented foods (especially natto) 

and can also be produced by conversion of vitamin K1 in the intestinal tract. The main 

role of vitamin K1 is to aid in blood coagulation.  

The main roles of vitamin K2 are to prevent calcification of arteries and to act as a 

cofactor for the conversion of glutamate into gamma-carboxyglutamate, which, in turn, is 

involved in the synthesis of osteocalcin, the hormone that promotes bone [osteoblast] 



formation. Vitamin K2 comes in two main forms, MK-4 and MK-7. K2 has a specific 

binding protein in the nucleus of the osteoblast [the bone making cell]. As an added 

advantage the tail of the K2 molecule suppresses the formation of osteoclasts [bone 

removing cells].  MK-7 is the preferred form. (21) 

It is likely that between 200 and 500 micrograms/day of dietary vitamin K2 is required 

for optimal gamma-carboxylation of osteocalcin. Unfortunately, relatively few people 

achieve such high intakes from their diet. Fortunately, available evidence regarding 

relative bioavailability suggests that 100 micrograms/day of vitamin K2 in the form of 

supplements is equivalent to 200 - 500 micrograms/day obtained from the diet. (22)  

The first indication that vitamin K2 might be beneficial in preventing prostate cancer 

came in 2008 when researchers at the German Cancer Research Center in Heidelberg 

reported a strong inverse correlation between dietary vitamin K2 [mainly MK-7] intake 

and advanced prostate cancer. A year later the same researchers reported that elevated 

serum levels of vitamin K2 were associated with a significantly lower risk of high-grade 

and advanced prostate cancer. (23, 24) 

The work of the German researchers was taken up by a team at University of Illinois who 

later reported that vitamin K2 suppresses the viability of both androgen-dependent and 

androgen-independent prostate cancer cells.  They also observed that vitamin K2 has 

significant anti-inflammatory effects, reduces androgen receptor expression and PSA 

secretion and increases apoptosis [cancer cell death]. (25, 26) In 2018 the Illinois 

researchers reported that vitamin K2 inhibits the proliferation and migration of 

metastatic, castration-resistant prostate cancer cells and induces apoptosis in these 

cells. (27) 

  

Summary of PCT Protocol Effects 
 
Effect AHCC Pectasol-

C 

DIM Theracumin MSM Vitamin 

K2 
Strengthens immune 

system 

x      

Promotes apoptosis  x  x x x 

Prevents metastasis  x x  x  

Suppresses cell invasion   x x x x 

Blocks androgen 

receptors 

  x   x 

Blocks splice variants   x    

Inhibits cancer stem cell 

production 

   x   

Increases PSA doubling 

time 

 x x    

Combats inflammation x   x x x 

Acts as a strong 

antioxidant 

x x  x x  
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