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Anti-Cancer Nutrients of Importance: Research Update

Only a handful of nutrients (supplements) have been shown in human trials to 

help reduce cancer recurrence, inhibit the progression of precancerous lesions 

into full-blown cancer, and/or provide important synergistic effects to 

conventional cancer treatments that improve patient outcomes (remission, 

decreased metastasis, survival etc.).

In this webinar, Dr. Meschino highlights the most well documented anti-cancer 

nutrients that fulfill the above criteria, explaining their mechanism(s) of action, 

as well as reviewing the published human clinical trials and dosage where these 

nutrients have been administered.



Nutrients Covered in this Presentation
1. Vitamin D

2. Calcium

3. Folic Acid

4. Antioxidants (Vitamin C, Vitamin E, Selenium)

5. Vitamin E Succinate

6. EGCG from Green Tea

7. Curcumin

8. Boswellia

9. Indole-3-Carbinol

10. Medicinal Mushrooms

11. Lycopene

12. Soy Isoflavones

13. Melatonin

14. Ground Flaxseed

15. Pomegranate Juice – Ellagic Acid



Vitamin D and Cancer

Prostate and Breast Cancer



Vitamin D and Prostate Cancer

Vitamin D - The administration of cholecalciferol at physiological doses, has been shown to 
decrease or slow the rise in PSA levels in men with prostate cancer in the past number of 
years, without risk of vitamin D toxicity. 

• A study to investigate the use of vitamin D in the treatment of prostate cancer was published 
in the journal, Nutrition and Cancer, in 2005, by TCS Woo and fellow researchers (volume 51, 
number 1). 

• In this study 15 prostate cancer patients were given 2,000 IU (50 ug) of vitamin D daily and 
monitored prospectively every 2-3 months. 

• In 9 patients, the PSA level decreased or remained unchanged (no further rise) and these
results were sustained during the 21-month course of vitamin D administration. Analysis also
showed that there was a statistically significant decrease in the rate of PSA rise after
administration of vitamin D compared with that before vitamin D administration.



• The median PSA doubling time increased from 14.3 
months prior to vitamin D administration to 25 months 
after commencing vitamin D.

• In fact, 14 of the 15 patients showed a prolongation of the 
PSA doubling time after vitamin D supplementation was 
introduced to this group. There were no side effects 
reported by any patient.



• The marked prolongation of PSA doubling time is an 
extremely important outcome to the administration of 
vitamin D in these patients, according to the recent work of 
Partin and fellow researchers (J Urol, 2003).

• Partin and fellow researchers showed that the risk of distal 
metastasis of prostate cancer (with respect to relapse after 
prostate cancer surgery) at 5 years was 65% to 75% when 
PSA doubling time was less than 10 months compared with 
10-20% when PSA doubling time was greater than 10 
months.



• As such, researchers working in this field point out that agents such 
as vitamin D that lengthen PSA doubling time or decrease the rate 
of PSA increase, might be clinically useful in the treatment of 
prostate cancer cases, with respect to affecting (slowing) the clinical 
course of the disease, and improving survival rates and quality of 
life, even if they do not reset the PSA levels into the normal range.
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Vitamin D Doubles Breast Cancer Survival

• Over the past 20-25 years various studies have shown that women who have higher 
blood levels of vitamin D have an associated lower incidence of breast cancer 
(1,2,3). 

• In 2007 a large 4-year clinical trial, involving 1179 healthy postmenopausal women 
(over the age of 55), reported that the women given vitamin D supplementation 
(1100 IU per day) and calcium supplementation (1400-1500 mg per day) showed a 
77% reduction in incidence of all combined invasive cancer, including breast cancer, 
compared to women given the placebo (4).

• A study published in March 2014 in the journal Anticancer Research has now shown 
that breast cancer survivors would be well advised to keep their vitamin D blood 
level within the ideal range. The study by B. Sharif et al showed that breast cancer 
patients with high levels of vitamin D in their blood were twice as likely to survive the 
disease compared to women with low levels of vitamin D (5).



• These researchers analyzed data from Five Large Breast Cancer studies, 
involving a total of 4,443 breast cancer patients, with an average follow-up 
period of nine years (9 yr follow up)

• The data showed that women who had an average vitamin D 
blood level of 30ng/ml experienced survival rates double that of 
women who had an average blood vitamin D blood level of 
17ng/ml.

• The researchers pointed out that the average vitamin D blood level in 
patients with breast cancer in the United States is 17ng/ml (5). 



• The form of vitamin D measured in the blood is 25-hydroxycholecalciferol. 
Upon ingestion of vitamin D supplements (cholecalciferol) the liver converts 
this form of vitamin D to 25-hydroxycholecalciferol and releases it to the blood 
stream. Likewise, the vitamin D made in the skin upon exposure to sunlight is 
also converted to 25-hydroxycholecalciferol by the liver.

• In Canada blood levels of vitamin D is usually reported in nmol/L, not ng/ml. 
Thus, for Canadians it is worth noting that 30ng/ml is equal to about 
75nmol/L, whereas 17ng/ml is equal to about 42nmol/L. 

• In their concluding statements B. Sharif et al suggest that breast cancer 
patients may be well advised to increase their blood level of vitamin D to 
80ng/ml (approximately 200nmol/L), based on all available evidence (5).



Vitamin D has been shown to reduce cancer development and progression in a number of 
ways:

• Vitamin D slows down the rate of cell division, which reduces the likelihood that cancerous 
mutations will emerge.

• Vitamin D promotes maturation (differentiation) of newly formed cells, which reduces 
transformation to a cancerous state.

• Vitamin D favourably modulates the function of immune cells, many of which are 
responsible for identifying and destroying emerging cancer cells (1,2,3,4,5).

• Vitamin D is responsible for increasing the cell’s production of a surface receptor (antennae) 
known as E-cadherin, which enables the cell to bind to and communicate with adjacent cells 
or supporting tissues. Very aggressive cancer cells tend to have low levels of E-cadherin, 
which enables them to replicate unchecked by adjacent cells, giving themselves the green 
light to invade adjacent tissues and spread into the blood and lymphatic system in their quest 
to metastasis throughout the body (6,7,8).

How Does Vitamin D Prevent Breast Cancer?



Vitamin D Slows Cell Division and Promotes Cell Maturation

• In circulation vitamin D is bound to the globulin, transcalciferin (TC), with only a small fraction existing in free form. 
The free form crosses the cell membrane and the nuclear membrane where, in target cells, it interacts with a vitamin 
D receptor (VDR). This induces dimerization with the retinoic acid receptor (RXR), DNA binding and interaction of 
receptors with transcription factors resulting in stimulation or inhibition of gene transcription



• Studies show that many cancer cells maintain vitamin D receptors on their 
cell surface. When vitamin D (25-hydroxycholecalciferol D) attaches to this 
receptor it stimulates the synthesis of E-cadherin, which in turn puts the 
brakes on the ability of cancer cells to invade adjacent tissues and 
metastasize. (5,6) 

• B. Sharif and fellow researchers suggest that it is the expression of E-cadherin
by cancer cells that likely explains why breast cancer patients with higher 
blood levels of vitamin D are less likely to have further progression of their 
disease after standard medical treatment (6).



In a follow-up interview regarding the study (March 2014), coauthor Dr. 
Cedric F. Garland, professor in the Department of Family and Preventive 
Medicine at the University of California, San Diego School of Medicine, 
pointed out that “a 2011 meta-analysis by Garland and colleagues estimated 
that a serum vitamin D blood level of 50 ng/ml (about 125 nmol/L) is 
associated with a 50 percent lower risk of breast cancer.

“While there are some variations in absorption, those who consume 4,000 IU 
per day of vitamin D from food or a supplement normally would reach a 
serum level of 50 ng/ml.

Garland urged patients to ask their health care provider to measure their 
levels before substantially increasing vitamin D intake” (9).

Vitamin D toxicity is not known to occur until reaching a vitamin D blood level 
at or above 100 ng/ml (250nmol/L), so there is a large margin of safety when 
taking vitamin D supplements (3).
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Calcium and Cancer

Colon Cancer



Calcium and Colon Cancer Prevention and Recurrence

• Over the past 25 to 30 years studies have suggested that calcium may confer protection 
against colorectal cancer. Animal studies have shown this effect, and many epidemiological 
studies have shown a strong correlation between higher calcium intake and lower incidence 
of colorectal cancer. (1-5)

• A meta-analysis published in 2014 in the International Journal of Cancer has provided 
additional evidence that higher calcium intake, including calcium supplements, is associated 
with a significant reduction in risk of colorectal cancer.  In this study Boston-based scientists 
conducted a dose-response meta-analyses of 15 studies involving 12,305 cases of colorectal 
cancer and calcium intakes, ranging from 250-1,900 mg/day. 

• They included studies that varied in duration from 3.3 to 16 years. The data indicated that 
both total and supplemental calcium were associated with a reduction in the risk of colorectal 
cancer. 



• More specifically, the data showed that for every 300 mg increase in calcium 
from supplements there was an associated 9% reduction in risk of colorectal 
cancer, and that for every 300 mg increase in total calcium there was an 
associated reduction in risk of 8%. 

• Thus, whether the individual relied on food or supplements as their source of 
calcium, both showed a similar reduction in risk of colorectal cancer, such that 
for every 300 mg of calcium consumed there was a corresponding colorectal 
cancer risk reduction of 8-9%. 

• Accordingly, ingesting 1200 mg of calcium per day from food and/or 
supplements (typical for someone striving to maintain optimal bone density) 
would confer a 32-36% reduction in colorectal cancer risk. 



• This has important clinical application, as the 2003 to 2006 U.S. National Health 
and Nutrition Examination Survey showed that the median total calcium intake 
of adults aged over 50 years was only about 650 mg/day for non-calcium-
supplement users and 1,000 mg/day for calcium-supplement users. 

• The National Health and Nutrition Examination Survey is a nationally 
representative cross-section survey in the United States. The 2014 meta-analysis 
suggests that benefit of calcium intake in preventing colorectal cancer would be 
expected to increase with continued calcium intake beyond 1,000 mg/day, not 
only for non-supplement users, but that supplement users may further reduce 
their risk of colorectal cancer through additional calcium intake (e.g., additional 
supplementation). 

• The researchers conclude that both dietary and supplementary calcium intake 
may continue to decrease colorectal cancer risk beyond 1,000 mg/day. (6)



Calcium Supplements Have Prevented Colon Cancer Recurrence (2004)

These observations are further supported by the published results in 2004 of the 
Calcium Poly Prevention Study, which was a randomized, double-blind, placebo-
controlled chemoprevention trial among patients with a recent colorectal adenoma.

930 patients were randomly assigned to calcium carbonate (1200 mg/day) or 
placebo. Follow-up colonoscopies were conducted approximately 1 and 4 years after 
the qualifying examination. 

The results showed that group receiving the calcium supplementation (1200 mg per 
day) had showed pronounced anticancer effects on advanced colorectal lesions 
compared to the placebo group. (7) Other studies, including randomized clinical trials, 
have also shown that supplementation with calcium is associated with a decreased 
risk of colorectal adenoma recurrence and colorectal cancer. (8, 9) 



How Does Calcium Reduce Risk of Colon Cancer?

• Animal studies suggest that calcium binds to secondary bile acids and fatty acids in the 

colonic lumen, thereby diminishing the potential proliferative stimulus of these compounds on 

the colonic mucosa.

• Calcium may also reduce the risk of colorectal cancer by direct effects on cells that line the 

colon (epithelial cells) by slowing the rate of cell division, promoting cellular differentiation 

and inducing apoptosis (programmed cell death) of cells with genetic damage. 

• All of the mechanisms are shown to be important in cancer prevention.  Animal studies and 

some, although not all, clinical trials have shown that increased calcium and dairy food intakes 

can decrease colonic epithelial cell proliferation. (8)



• From a practitioner standpoint it is reassuring to see that the same level of 
calcium intake that has been shown to prevent and manage osteoporosis, is 
consistent with the same range of calcium intake associated with reduced risk 
of colorectal cancer (1000-1500 mg per day). 

• Note also that a recent Medscape review highlighted the fact that vitamin D 
blood levels above 30 ng/ml (75 nmol/L) are highly correlated with a 
decreased risk of colon cancer, breast cancer, leukemia and melanoma, as well 
as diabetes (http://www.medscape.com/viewarticle/829677 ).

http://www.medscape.com/viewarticle/829677
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Folic Acid Decreases Recurrence of Colorectal Adenoma

• A ground-breaking study, published in the World Journal of Gastroenterology in 2008, 
demonstrated that a daily dosage of 5 mg (5,000 mcg) of folic acid resulted in a significant 
reduction in the recurrence of colorectal adenoma. 

• Among the 94 subjects who completed the study (49 in folic acid group and 45 in placebo 
group), there was a threefold increase in polyp recurrences in the placebo group, 
compared to the group receiving folic acid supplementation. 

• The mean number of recurrent polyps (adenomas) at 3-years was 0.36 (SD, 0.69) for the folic 
acid treated group compared to 0.82 (SD, 1.17) for the placebo treated group. Of note was 
the fact that patients under 70 years of age and those with left-sided colonic adenomas, or 
advanced adenomas, responded the best to folic acid supplementation. (1)



How Folic Acid Prevents Adenoma Recurrence

• Studies have provided various clues as to how folic acid may prevent CRC and

prevent recurrence of colorectal adenoma. In the 2008 study it was suggested

that the increased responsiveness of these subjects may have been due to

greater tissue accumulation of folic acid.

• This is based on previous studies showing that mucosal folate levels may be

a determining factor in the development of adenomas, as researchers have

demonstrated that the levels of folate in adenoma, carcinoma, as well as

normal appearing adjacent mucosa, are lower than in corresponding polyp-

free, control subjects. (6)



• The mechanisms by which folic acid exerts its chemoprevention effects in 
colorectal carcinogenesis appear to be multi-faceted. 

• Due to folic acid’s key role in DNA methylation and cellular homeostasis, folate 
deficiency (or marginal deficiency) may result in misincorporation of uracil for 
thymidine during DNA synthesis, which is shown to increase the potential for 
spontaneous mutation, as well as chromosomal abnormalities and errors in 
DNA synthesis. (1) 

• Moreover, folic acid supplementation, at supraphysiological doses (e.g., 5 mg 
per day), has been shown to restore DNA methylation status in patients with 
colorectal neoplasms



• Cell culture studies have further demonstrated that supplemental 
folic acid and its metabolite 5 methyltetrahydrofolate (5-MTF) 
inhibit Epidermal Growth Factor-receptor (EGFR) promoter activity 
in colon cancer HCT-116 cells, by enhancing methylation. (9) 

• Over-expression of EGFR is known to play a critical role in the 
development and progression of a large number of epithelial cancers, 
including colorectal cancer. (1)  

• As such, supplemental folic acid may also attenuate the downstream 
events of EGFR signal transduction pathways that are critically 
involved in modulating growth-related processes. 



Folic Acid and Methyl Folate Tone Down Firing of Epidermal Growth Factor Receptors – often over 
expressed in those prone to certain cancers (Breast, Prostate, Colon)



Folic acid and Methyl Folate Inhibit Epidermal Growth Factor Receptors HER-2(ErbB2) –
Breast, Prostate, Colon Cancer



• Clinical support of this hypothesis comes from the findings of patients who 
have undergone colon polyp removal (polypectomy), whereby folic acid 
supplementation (5 mg) for one-year lead to a decreased activation of several 
transcription factors that are commonly over expressed in cancer cells. 

• More specifically, folic acid supplementation was shown to decrease the 
activation of nuclear translocation of β-catenin, which interacts with the T-
cell factor 4 (TCF-4) transcription factor to induce expression of specific target 
genes, including cyclin D1, VEGF (vascular endothelial growth factor) and c-
myc. 

• Together these transcription and growth factors are known to promote cell 
growth and proliferation of many forms of cancer. (1,10)



J Hematology & Oncology
https://jhoonline.biomedcentral.com/articles/10.11
86/s13045-020-00990-3

• “The aberrant Wnt/β-catenin signaling 
pathway facilitates cancer stem cell 
renewal, cell proliferation and 
differentiation, thus exerting crucial roles 
in tumorigenesis and therapy response. ”

• “The Wnt/β-catenin signaling pathway, 
also called the canonical Wnt signaling 
pathway, is a conserved signaling axis 
participating in diverse physiological 
processes such as proliferation, 
differentiation, apoptosis, migration, 
invasion and tissue homeostasis [1,2,3].

• Increasing evidence indicates that 
dysregulation of the Wnt/β-catenin 
cascade contributed to the development 
and progression of some solid tumors and 
hematological malignancies [4,5,6,7,8].”

https://jhoonline.biomedcentral.com/articles/10.1186/s13045-020-00990-3
https://jhoonline.biomedcentral.com/articles/10.1186/s13045-020-00990-3#ref-CR1
https://jhoonline.biomedcentral.com/articles/10.1186/s13045-020-00990-3#ref-CR2
https://jhoonline.biomedcentral.com/articles/10.1186/s13045-020-00990-3#ref-CR3
https://jhoonline.biomedcentral.com/articles/10.1186/s13045-020-00990-3#ref-CR4
https://jhoonline.biomedcentral.com/articles/10.1186/s13045-020-00990-3#ref-CR5
https://jhoonline.biomedcentral.com/articles/10.1186/s13045-020-00990-3#ref-CR6
https://jhoonline.biomedcentral.com/articles/10.1186/s13045-020-00990-3#ref-CR7
https://jhoonline.biomedcentral.com/articles/10.1186/s13045-020-00990-3#ref-CR8


• Other studies have examined the influence of folic acid on a variety of genes

involved in colon cancer development.

• In a one-year study where patients took either 5 mg of folic acid or placebo,

folate supplementation was shown to Prevent The Loss of Heterozygosis (LOH)

of the DCC Gene in 5 out of 5 patients who demonstrated baseline

heterozygosis, whereas 2 out of 4 placebo treated patients with baseline

heterozygosis, demonstrated complete allelic loss. (7, 8)

• The DCC gene (deleted in colorectal cancer) is an important tumour

suppressor gene in the colon cancer model. In this study mucosal protein levels

of DCC were also reduced in 70% of placebo treated patients compared to only

10% of folate treated patients (7). In 70% of colon cancer cases DCC allelic losses

in chromosome 18q.21 is a common finding. (8)



Patients at Risk for Folate Deficiency and Folate Status

• A low serum folic acid serum level (<4ng/ml of serum) is where chromosome breaks have
been seen. (11) The normal range for serum folate is range 7-40 nmol/L, and the normal red
blood cell folate reference range is 360-1400nmol/L, which is a direct measure of tissue folate
stores. (12)

• Individuals at high risk for folic acid deficiency or marginal deficiency include women of
childbearing age and non-Hispanic black women. Even when intake of folic acid from dietary
supplements is included, 19% of female adolescents aged 14 to 18 years and 17% of women
aged 19 to 30 years do not meet the Estimated Average Requirement (EAR) for folic acid
intake. As well, 23% of non-Hispanic black women have inadequate total intakes, compared
with 13% of non-Hispanic white women. (13).

• Research has also shown that certain drugs such as methotrexate, levopoda, niacin,
phenytoin (Dilantin), carbamazepine, and theophylline can markedly reduce folate levels in the
body. (14,15,16). Other well-documented factors that deplete folic acid include alcohol intake
(even moderate amounts) and cigarette smoking. (17, 18)
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Antioxidants and Cancer

Breast Cancer/Prostate Cancer



Breast Cancer

Two Recent Studies Have Shown That Breast Cancer Survivors Taking Multiple Vitamins and 
Antioxidants Show Lower Recurrence Rates (Published: Breast Cancer Research and Therapy 
(Nov 2011)

Study followed women who had been treated for breast cancer looking at survival and relapse 
rates during the 2-yr follow-up period after breast cancer treatment

Results
Women who were in the top 25% of following a healthy lifestyle, who regularly took a 
multiple vitamin supplement, had a 60-70% reduction in risk of dying from any cause during 
the study

A healthy lifestyle = consuming at least 5.5 servings of fruits and vegetables per day and being 
at least moderately physically active (being non-sedentary for 16 hours/week).

The results showed that the addition of the multiple vitamin supplement enhanced the survival 
outcomes by 60-70% in these women



• However, in women who didn’t follow a healthy lifestyle (diet 
remained poor and were non active) the addition of a multiple 
vitamin supplement alone did not improve survival to any degree.

• Shanghai China study followed 4,877 breast cancer survivors and 
examined antioxidant supplement use (vitamin C, vitamin E, 
and/or multivitamins) during the first six months post-diagnosis.

• Results showed that supplement use was associated with 
decreased risk of cancer recurrence by 22% and overall mortality 
by 18%.

Kwan ML, Greenlee H, Lee VS, Castillo EP, Gunderson EP, Habel LA, et al. Multivitamin Use and Breast Cancer Outcomes in Women with Early-Stage Breast 
Cancer: The Life After Cancer Epidemiology (LACE) Study. Breast Cancer Res Treat. 2011 Nov; 130(1): 195–205. 

http://www.ncbi.nlm.nih.gov/entrez/eutils/elink.fcgi?dbfrom=pubmed&retmode=ref&cmd=prlinks&id=21559824


Breast Cancer Survivors Supplemented with Antioxidants, Essential Fatty Acids and CoQ10
Mol Aspects of Medicine: 1994
https://pubmed.ncbi.nlm.nih.gov/7752835/
Additional Reference of Significance: http://chiro.org/nutrition/FULL/Recent_Progress_in_Treatment.html

• “Thirty-two (32) typical patients with breast cancer, aged 32-81 years and 
classified 'high risk' because of tumor spread to the lymph nodes in the axilla, 
were studied for 18 months following an Adjuvant Nutritional Intervention in 
Cancer protocol (ANICA protocol). 

• The nutritional protocol was added to the surgical and therapeutic treatment 
of breast cancer, as required by regulations in Denmark. 

• The added treatment was a combination of nutritional antioxidants (Vitamin C: 
2850 mg, Vitamin E: 2500 iu, beta-carotene 32.5 iu, selenium 387 micrograms 
plus secondary vitamins and minerals), essential fatty acids (1.2 g gamma 
linolenic acid and 3.5 g n-3 fatty acids) and Coenzyme Q10 (90 mg per day).”

https://pubmed.ncbi.nlm.nih.gov/7752835/
http://chiro.org/nutrition/FULL/Recent_Progress_in_Treatment.html


• “The ANICA protocol is based on the concept of testing the synergistic effect 
of those categories of nutritional supplements, including vitamin Q10, 
previously having shown deficiency and/or therapeutic value as single 
elements in diverse forms of cancer, as cancer may be synergistically related to 
diverse biochemical dysfunctions and vitamin deficiencies. 

• Biochemical markers, clinical condition, tumor spread, quality of life 
parameters and survival were followed during the trial. Compliance was 
excellent. 

• The main observations were: (1) none of the patients died during the study 
period. (the expected number was four.) (2) none of the patients showed 
signs of further distant metastases. (3) quality of life was improved (no 
weight loss, reduced use of pain killers). (4) six patients showed apparent 
partial remission.”



Prostate Cancer Treated with Antioxidants and Vegetarian Diet Plus Fish

• In the September 2005 issue of The Journal of Urology, Dr Dean Ornish published a 
study testing the effectiveness of an intensive dietary and lifestyle program as the sole 
treatment of prostate cancer in men with low to moderate Gleason Scores. 

• The program consisted of a low animal fat diet (with the exception of some fish, and 
emphasis on fruits, vegetables, legumes, soy products and other vegetarian foods 
(and dairy-free).  

• He also supplemented these men with antioxidants (vitamin C, selenium and vitamin 
E), and included moderate aerobic exercise, and stress management interventions in 
the treatment group. 

The daily antioxidant supplement dosages were:
• Vitamin C – 2000 mg
• Vitamin E – 400 IU
• Selenium – 200 mcg



• Ornish studied 93 men who had chosen not to undergo conventional invasive 
treatment for prostate cancer. 

• Half of these men were randomly allocated to the Ornish program, while the 
remainder served as a non-treated comparison group. 

• After 12 months, the PSA of the treated group of men decreased an average of 
0.25 ng/ml or 4%,and the PSA of the non-treated group of men increased an 
average of 0.38 ng/ml or 6%.

Reference:
Ornish Dean et al: Intensive lifestyle changes may affect the progression of prostate cancer. The Journal of Urology Vol.174:1065, 2005



Vitamin E Succinate and Cancer

Malignant Mesothelioma



Vitamin E Succinate and Cancer

An abundance of research has proven that Vitamin E succinate is the 
most effective form of vitamin E in inducing differentiation, growth 
inhibition and programmed cell death (apoptosis) in cancer cells. 

A number of high profile, University-based researchers now suggest 
using this form of vitamin E (alone or in combination with other 
supplements) to enhance the efficacy of medical cancer treatments 
(in conjunction with some chemotherapy drugs, ionizing radiation, 
hyperthermia and biological modifiers) and as a means to decrease 
the adverse side effects of standard cancer treatment.



VES: Encourages programmed cell death of cancer cells via:
1. Tones down EGFR receptors with apoptosis (30% breast CA)
2. Inhibition of Bcl-2
2. Fas Death Receptor Activation



VES Inhibits Epidermal Growth Factor Receptors HER-2(ErbB2) –
breast, colon, prostate cancer



4. VES: Inhibits release of VEGF inhibiting cancer growth and metastasis



Original Vitamin E Succinate and Cancer References:
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3. Wu K, Zhao Y, Li G, Yu W. c-Jun N-terminal kinase is required for vitamin E succinate-induced apoptosis in human gastric cancer
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4. Zhang Y, Ni J, Messing EM, Chang E, Yang C and Yey S. Vitamin E succinate inhibits function of androgen receptor and the
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Update on Vitamin E Succinate and Cancer

• Experimental studies continue to show that only vitamin E succinate (vs other forms

of vitamin E) causes rapid production of reactive oxygen species (free radicals)

selectively within cancer cells, triggering cell death (apoptosis), while being non-toxic

to normal healthy cells.

• Studies show that cancer cells that are able to protect themselves against reactive

oxygen species (free radicals) are less likely to undergo apoptosis.

• Thus, some experimental studies show that antioxidant fortification via superoxide

dismutase, N-acetylcysteine, coenzyme Q10, and possibly other forms of vitamin E,

provide cancer cells with a survival advantage due to their antioxidant properties.



• However, vitamin E succinate has the opposite effect – it increases 
accumulation of free radicals within cancer cells, which leads to cell 
death.

• This has been shown to occur via the unique ability of vitamin E 
succinate’s capacity to bind to complex II within the mitochondria, 
thus preventing binding of coenzyme Q10 at this point in the 
mitochondrial chain. 

• As such, coenzyme Q10 becomes unable to transfer electrons to 
complex II, and thereby releases them within the cell. The unpaired 
electrons interact with cellular oxygen to form various reactive 
oxygen species, such as the superoxide anion (free radicals), which 
accumulate and trigger programmed cell death. 



• This mitochondrial disruption killing-effect of cancer cells has recently been
demonstrated in a mouse model of breast cancer, in which many tumors
showed over-expression the Her-2 receptor. The positive Her-2 receptor breast
cancer phenotype is known to be highly aggressive and a stubborn form of
cancer to kill.

2005 Initial Case Study Using Vitamin E Succinate in Malignant Mesothelioma

• The impressive experimental cancer-killing effects of vitamin E succinate
prompted researchers to test vitamin E succinate in a recent human case of
mesothelioma.



• Malignant mesothelioma is a form of lung cancer caused by exposure to

asbestos and is highly resistant to radiation and chemotherapy.

• In this single case study administering vitamin E succinate to a patient with

malignant mesothelioma the researches stated, “the data revealed a significant

clinical benefit with vitamin E succinate therapy, causing a reduction in tumour

volume and improved the well-being of our subject who had a lethal type of

neoplastic pathology”.

• This outcome was published in Lancet in 2005. Experimental studies in the past

have demonstrated the efficacy of vitamin E succinate in killing human

malignant mesothelioma cells in-vitro (15, 16).
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J Cancer 2021: Vitamin E Succinate exerts anti-tumour effects on human cervical cancer cells 

via the CD47-SIRP-alpha pathway both in vivo and in vitro.  
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC8176246/

• Vitamin E Succinate exerts anti-cancer effects on Human Cervical Cancer Cells 

by decreasing expression of CD47 receptors on cancer cells, which normally 

block phagocytosis of tumor cells by macrophages and other immune cells, 

while up-regulating THP-1-derived macrophages – which more efficiently 

engulfed and destroyed tumor cervical cancer cells.

• High CD47 expression of malignant cells of all types suggests a poor prognosis. 

Thus, VES may exert anti-tumor effects by this mechanisms (decreasing CD47 

expression), on a variety of human cancer cells. Similar results have been shown 

for human gastric cells.

https://www.ncbi.nlm.nih.gov/pmc/articles/PMC8176246/


Adeeva All-in-One Multiple Vitamin and Mineral:
Vitamin C – 1,000 mg (500 mg per dose x 2)

Vitamin E Succinate – 400 IU

Selenium – 200 mcg

Zinc – 15 mg

B-50 Complex (Folic acid 400 mcg) 

Vitamin D – 1,000 IU

Lycopene Powder– 6 mg

Lutein Powder - 6 mg

Bioflavonoids – 50 mg

Vitamin A – 2500  IU

Beta-Carotene – 15,000 IU

Chromium  - 50 mcg

Calcium – 500 mg/ Magnesium – 200 mg

And Everything Else From A to Zinc

Dosage: 2 caplets, twice daily with food (Full Adult Dosage)



Adeeva All-in-One Multiple Vitamin and Mineral: 2 caplets, twice daily with 
food provides the following:

All-In-One Multi Vitamin and Mineral 

Vitamin A 2,500 I.U.

Beta Carotene 15,000 I.U.

Vitamin C 1,000 mg

Vitamin D 1000 I.U.

Vitamin E succinate 400 I.U. (natural)

Thiamin 50 mg

Riboflavin 50 mg

Niacin 50 mg

Vitamin B-6 50 mg

Folic Acid 400 mcg

Vitamin B-12 50 mcg

Biotin 300 mcg

Pantothenic Acid 50 mg



Adeeva All-in-One Multiple Vitamin and Mineral Continued

All-In-One Multi Vitamin and Mineral Continued

Calcium 500 mg

Iron 6 mg

Magnesium 200 mg

Zinc 15 mg

Selenium 200 mcg

Copper 2 mg

Manganese 5 mg

Chromium 50 mcg

Molybdenum 50 mcg

Bioflavonoids 50 mg

Lutein 6 mg

Lycopene 6 mg



Adeeva All-in-One Multiple Vitamin and Mineral

Distinctive Features: 

1. 7-8 Supplements-In-One Bottle

2. Antioxidant enriched

3. B-50 complex

4. 500 mg elemental calcium; 200 mg magnesium

5. 1000 IU Vitamin D

6. Everything from A to Zinc, plus bioflavonoids, lutein and lycopene

7. *Vitamin E Succinate – Anti-Cancer (each day our body makes 1-3 cancer cells, which 
normally undergo cell death from internal prompting or external-immune regulation)

Practical: 1 bottle instead of 8 bottles

More Economical: Less Expensive (a little over a dollar a day retail price)



EGCG (Epigallocatechin Gallate) and Cancer

Prostate, Breast Cancer And Chronic 
Lymphocytic Leukemia 



Green Tea and Cancer Prevention

• Experimental studies demonstrate the ability of green tea catechins to 
encourage emerging cancer cells to commit suicide (apoptosis), slow the 
division rate of existing cancer cells and healthy cells and decrease metastasis 
and angiogenesis in cancer models.

• These mechanisms are known to be key factors in cancer prevention. This 
seems to be especially true for breast, bladder, esophageal and lung cancer.
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Green Tea and Prostate Cancer

• Experimental studies show that green tea catechins many exert anti-
cancer effects by “turning on genes” in emerging prostate cancer 
cells that produce a peptide (Bax) that encourages these cells to 
commit suicide (apoptosis) - by breaking apart the energy factory of 
the cell (the mitochondria). 

• Without adequate energy cells die off (apoptosis). As well, green tea 
extract has been shown to inhibit a peptide that many cancer cells 
make called the Bcl-2 peptide that normally blocks the ability of 
cancer cells to commit suicide via the Bax signaling pathway. 



• So, by “turning on” synthesis of the Bax peptide and 
“turning off” the synthesis of the Bcl-2 peptide, green 
tea catechins have shown an ability, experimentally, to 
encourage emerging (and possibly existing) prostate 
cancer cells to commit suicide (apoptosis). 

• See Next Slide



• Note: Bax and Bcl-2 proteins 
and  related apoptosis on 
image.

• Many researchers feel that 
these are important 
mechanisms in the 
prevention of prostate 
cancer, which may extend to 
other types of cancer as 
well. 

Reference: 
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC633
7309/

https://www.ncbi.nlm.nih.gov/pmc/articles/PMC6337309/


• Experimental research involving lung and prostate cancer animal 

models shows the ability of green tea catechins to inhibit metastasis 

(spread) of cancer by blocking cancer cells from secreting an 

important compound known as VEGF (vascular endothelial growth 

factor). 

• When solid tumors (i.e., lung or prostate) reach a tumor mass size 

of 1-2 mm3 in diameter the tumor cells can no longer keep dividing, 

as the existing tumor cells are using all the available nutrients 

supplied to them by the local blood vessels to keep themselves alive.



•Once the tumor mass has reached 1-2 mm3 (in diameter) 
the tumor cells begin secreting VEGF, which stimulates 
the growth of new blood vessel tributaries into the 
tumor mass. 

• This provides more oxygen and nutrients so that these 
cancer cells can keep dividing, enlarging the tumor, and 
providing new blood vessels for tumor cells to squeeze 
into so they can travel to distal sites within the body (i.e., 
bones, liver) where they can start new tumors to 
develop (metastasis).



• This process of forming new blood vessels to feed tumors is 
known as angiogenesis. 

• In animal and experimental models, green tea catechins have 
shown an ability to block the secretion of VEGF from tumor 
cells, inhibiting their ability to stimulate growth of new blood 
vessels to feed the tumor (anti-angiogenesis) and thus, slowing 
tumor growth and helping to prevent tumor metastasis to 
other tissues and organ sites.

References:
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Angiogenesis –VEGF in Solid Tumors: Prostate, Colon, Breast, Lung etc. 



Green Tea Catechins Shown to Inhibit Tyrosine Kinase Pathway in 
Cancer Prevention

• Catechins shown experimentally to inhibit a key signaling pathway 
within emerging cancer cells, known as the TK Pathway (tyrosine 
kinase).

• TK is a receptor found in the cell membrane of virtually all cells. 
When a normal cell morphs into a cancer cell the TK receptors very 
often become dysfunctional and overactive.

• This overactivity sends signals (via signal transduction) that 
ultimately turn on genes instructing the cell to divide out of control 
and can trigger other signaling mechanisms that stimulate these 
tumor cells to metastasize to other tissues and organs.



• Experimental and animal studies show that green tea 
catechins block the dysfunctional behavior of TK 
(tyrosine kinase) in many different types of cancer cells 
and cancer models, helping to make them less 
aggressive, slowing their cell division rate and metastatic 
potential.
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Tyrosine Kinase (RTK) – can be transmembrane or cytosolic



To lean more about Tyrosine Kinase and Cancer see: 
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC1074718/

https://www.ncbi.nlm.nih.gov/pmc/articles/PMC1074718/


Green Tea Polyphenols (Catechins) and Human Prostate Cancer

Studies show that Asian men who are green tea drinkers have 
the lowest incidence of prostate cancer in the world, 
according Dr N.B. Kumar at the H. Lee. Moffitt Cancer Center 
and Research Institute Cancer Epidemiology, Tampa, Florida. 

A 2006 study (Cancer Research) was the first human study to
show that green tea catechins (GTCs) were highly effective in
reversing premalignant prostate lesions (high grade prostate
intra-epithelial neoplasia –PIN) an established precursor to
prostate cancer.



• Treatment group ingested daily GTCs supplements,
consisting of 3 GTCs capsules – 200 mg each (total 600
mg/d).

•After 1 year, only one tumor was diagnosed among the
30 GTCs-treated men, whereas nine cancers were found
among the 30 placebo-treated men (3% vs 30% prostate
cancer incidence).



• Men in the GTCs treated group also had PSA levels that were
constantly lower than the placebo-treated group throughout the
study period.

• Supplementation with GTC’s also improved symptoms of
prostate enlargement (benign prostatic hyperplasia) and reduced
lower urinary tract symptoms.

• No significant side effects or adverse effects were reported by the
men supplementing with GTCs (1).



Localized Prostate Cancer  Study: 2009

In this study twenty-six men with Positive Prostate Biopsies ingested a supplement
containing 800 mg per day GTCs, until time of radical prostatectomy (median dosing period
was 34.5 days). Serum was collected before initiation of the study and on the day of
prostatectomy. The study showed that GTCs supplementation in these men produced a
decrease in many prostate cancer biomarkers, including:

• Prostate Specific Antigen (PSA) – prostate cancer cells secrete PSA. The higher the blood
PSA level the greater is the number of active prostate cancer cells. High PSA signifies more
advanced prostate cancer disease.

• Hepatocyte Growth Factor (HGF) – the stromal tissue around cancer cells is known to
secrete this growth factor, which promotes cancer cell division and increased tumor
vascularization to promote metastasis. High HGF signifies higher risk for metastasis.

• Vascular Endothelial Growth Factor (VEGF) – this growth factor promotes the growth of
new blood vessels to feed the tumor and promote metastasis. High VEGF levels signified
higher risk for metastasis



• Insulin-like Growth Factor and its Binding Proteins (IGF-I, IGFBP-3, and

the IGF-I/IGFBP-3) – Higher IGF-1 and lower IGF-1 Binding Protein levels

encourage more rapid cell division of cancer cells. In this study the IGF-

I/IGFBP-3 ratio decreased significantly during the study.

• Liver Function Tests – In this study all of the liver function tests also

decreased, five of them significantly: total protein, albumin, aspartate

aminotransferase, alkaline phosphatase, and amylase.



One Proposed Mechanism of Action

• Various studies have shown that certain green tea catechins (EGCG and ECG) can inhibit the HGF/c-Met 
signaling pathway in both breast and prostate carcinoma cells, in experimental studies. 

• In prostate cancer, the transmembrane receptor c-Met is often over-expressed in primary tumors and 
metastases. High levels of c-Met are directly correlated with a higher Gleason score and associated with 
poorly differentiated tumors.  Additionally, high serum levels of the c-Met ligand, HGF, have been found to 
be associated with metastatic disease and decreased overall survival. (2) 
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1. Bettuzzi S, Brausi M, Rizzi F et al. Chemoprevention of Human Prostate Cancer by Oral

Administration of Green Tea Catechins in Volunteers with High-Grade Prostate Intraepithelial

Neoplasia: A Preliminary Report from a One-Year Proof-of-Principle Study. Cancer Res January 15,

2006 66; 1234

2. McLarty J, Bigelow R, Smith M et al. Tea Polyphenols Decrease Serum Levels of Prostate-Specific

Antigen, Hepatocyte Growth Factor, and Vascular Endothelial Growth Factor in Prostate Cancer

Patients and Inhibit Production of Hepatocyte Growth Factor and Vascular Endothelial Growth

Factor In vitro. Cancer Prev Res July 2009 2; 673

3. Other Mechanisms by which Green Tea Catechins (EGCG) shown to reduce prostate cancer:

Medicine 2013 https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5380255/

https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5380255/


ECGC in Breast Cancer Complementary Management

Green Tea Catechins - 400-600 mg per day or 5 cups per of green tea per day –
(70-80 mg of EGCG per cup)

EGCG= Epigallocatechin-3 gallate (polyphenol)

Polyphenolic compounds (catechins) found in green tea show multi-modal 
effects on reducing breast cancer risk and have been used in the adjunctive 
management of breast cancer with impressive results 
(https://www.karger.com/Article/FullText/369170) 

https://www.karger.com/Article/FullText/369170


Most Recent Study: 2012
Green Tea Catechins and Breast CA

• The American Association of Cancer Research published a study in October 2012 showing 
that supplementation of catechins from green tea showed important anti-cancer benefits 
in women with diagnosed breast cancer, who were awaiting surgery.

• In this study researchers treated a group of women with various doses of green tea 
catechins (400, 600 or 800 mg, twice per day) or a placebo for six months. All the women 
had been diagnosed with hormone –receptor negative breast cancer and were awaiting 
surgical resection.

• The results showed that the green tea catechins had a significant impact on cell signaling 
mechanisms that encouraged cancer cell suicide (apoptosis). The catechins also toned 
down pathways linked to metastasis (spreading of the tumor through the body) and 
reduced secretion of growth factors that enable tumors to feed themselves with new 
blood vessels (VEGF).

Reference: 

• http://www.eurekalert.org/pub_releases/2012-10/aafc-moa101112.php

http://www.eurekalert.org/pub_releases/2012-10/aafc-moa101112.php


Catechins reduce secretion of Hepatocyte Growth Factor in the HGF/Met C Signaling Pathway



Green Tea Catechin Supplementation Shown to Improve Management of 
Chronic Lymphocytic Leukemia in Human Clinical Trial

• In 2013 a phase 2 clinical trial involving 42 patients with Chronic 

Lymphocytic Leukemia (CLL) was undertaking, which provided early 

stage CLL patients with green tea catechins (2,000 mg EGCG, twice 

daily) for up to 6 months.

• The results showed that 31% of the patients demonstrated 

sustained reduction in the absolute leukocyte count (ALC - the white 

blood cell count) of 20% or greater, which is a key indicator of 

survival in this form of cancer.  



• As well, 69% of patients with palpable enlarged lymph nodes (adenopathy) 
experienced at least a 58% reduction in the sum of the products of all 
lymph node areas. 

• Side effects were rare and not serious (transient abdominal pain and fatigue).

• “Overall, 29 patients (69%) fulfilled the criteria for a biologic response with 
either a sustained decline ≥ 20% in the ALC and/or a reduction ≥ 30% in the 
sum of the products of all lymph node areas at some point during the 6 
months of active treatment.”

References:

• Shanafelt TD. Phase 2 trial of daily, oral Polyphenon E in patients with asymptomatic, Rai stage 0 to II chronic lymphocytic leukemia. Clinical Trial Cancer 2013, 119(2):363-70 
https://pubmed.ncbi.nlm.nih.gov/22760587/

• Healthline Recommendations on Green Tea Consumption: https://www.healthline.com/nutrition/how-much-green-tea-per-day#TOC_TITLE_HDR_3

https://pubmed.ncbi.nlm.nih.gov/22760587/
https://www.healthline.com/nutrition/how-much-green-tea-per-day#TOC_TITLE_HDR_3


Adeeva Body Burn

Ingredients (one capsule):

1. Chromium HVP/HAP Chelate  66.6 mg

2. Garcinia Cambogia – 50% Hydroxy-citric Acid 500 mg

3. Decaffeinated Green Tea Extract (80% catechins, 50% EGCG) –
200 mg

Dosage: take one cap, 3 times daily with meals

A factor in the maintenance of good health. Provides support for healthy 
glucose metabolism. Helps the body to metabolize carbohydrates and fats. 
Source of antioxidants for the maintenance of good health. To be used as a 
complement to a healthy lifestyle that incorporates a calorie-reduced diet 
and regular physical activity for individuals involved in a weight 
management (or maintenance) program



Curcumin and Cancer

Familial Adenomatous Polyposis (FAP)



Int J Mol Sci 2019
A review of curcumin and its derivatives as anticancer agents
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC6429287/

Curcumin and Cancer: Experimental Evidence

• “The main mechanisms of action by which curcumin exhibits its 
unique anticancer activity include inducing apoptosis and inhibiting 
proliferation and invasion of tumors by suppressing a variety of 
cellular signaling pathways [10]. 

• Several studies reported curcumin’s antitumor activity on breast 
cancer, lung cancer, head and neck squamous cell carcinoma, 
prostate cancer, and brain tumors [11], showing its capability to 
target multiple cancer cell lines.”

https://www.ncbi.nlm.nih.gov/pmc/articles/PMC6429287/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC6429287/#B10-ijms-20-01033
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC6429287/#B11-ijms-20-01033


Curcumin: a review of anti-cancer properties and therapeutic activity in 
head and neck squamous cell carcinoma. Mol Cancer 2011 
https://www.researchgate.net/publication/49816121_Curcumin_a_review_of_anti-
cancer_properties_and_therapeutic_activity_in_head_and_neck_squamous_cell_carcinoma_Mol_Cancer_1012

• Curcumin suppresses the activation of NF-κB via inhibition of IκKB
activity, leading to suppression of many NF-κB-regulated genes involved 
in tumorigenesis including TNF,COX-2, cyclin D1, c-myc, MMP-9 and 
interleukins. 

• Curcumin is involved in cell cycle control and stimulation of apoptosis 
via upregulation of p16 and p53. 

• In addition, curcumin is a modulator of autophagy and has inhibitory 
effects on tumor angiogenesis and metastasis via suppression of a 
variety of growth factors including VEGF, COX-2, MMPs and ICAMs.

https://www.researchgate.net/publication/49816121_Curcumin_a_review_of_anti-cancer_properties_and_therapeutic_activity_in_head_and_neck_squamous_cell_carcinoma_Mol_Cancer_1012


J Mol Cancer 2011
https://www.researchgate.net/figure/Overview-of-the-anti-cancer-effects-of-curcumin-Curcumin-suppresses-the-activation-
of_fig2_49816121

https://www.researchgate.net/figure/Overview-of-the-anti-cancer-effects-of-curcumin-Curcumin-suppresses-the-activation-of_fig2_49816121


Clin Gastroenterol Hepatol 2006: FAP
Combination treatment with curcumin and quercetin of adenomas in familial 
adenomatous polyposis https://pubmed.ncbi.nlm.nih.gov/16757216/

Background & aims: Familial Adenomatous Polyposis (FAP) is an autosomal-dominant 
disorder characterized by the development of hundreds of colorectal adenomas and 
eventual colorectal cancer. 

Regression of adenomas in this syndrome occurs with the administration of 
nonsteroidal anti-inflammatory drugs and cyclooxygenase-2 inhibitors, but these 
compounds can have considerable side effects. We evaluated the efficacy of the 
combination of diet-derived nonprescription supplements curcumin and quercetin to 
regress adenomas in patients with FAP.

Methods: Five FAP patients with prior colectomy (4 with retained rectum and 1 with 
an ileal anal pouch) received curcumin 480 mg and quercetin 20 mg orally 3 times a 
day. The number and size of polyps were assessed at baseline and after therapy. 
Treatment side effects and medication compliance also were evaluated.

https://pubmed.ncbi.nlm.nih.gov/16757216/


Results:

All 5 patients had a decreased polyp number and size from baseline 
after a mean of 6 months of treatment with curcumin and 
quercetin. 

The mean percent decrease in the number and size of polyps from 
baseline was 60.4% (P < .05) and 50.9% (P < .05), respectively. 
Minimal adverse side effects and no laboratory abnormalities were 
noted.

Conclusions: The combination of curcumin and quercetin appears to 
reduce the number and size of ileal and rectal adenomas in patients 
with FAP without appreciable toxicity. 



2019 Update on Curcumin and Cancer: Excellent Review:
J Nutrients https://www.ncbi.nlm.nih.gov/pmc/articles/PMC6835707/

Advanced Pancreatic Cancer - A clinical trial (phase II) of curcumin as an oral 
formulation was performed in 25 advanced pancreatic cancer patients. Despite the low 
levels of curcumin present in plasma (22–41 ng/mL) two patients showed clinical 
biological activity. Indeed, in one patient a stable disease for >18 months was observed 
and in another patient, a brief but marked, tumor regression (73%) was ascertained 
[90]. 

Chronic Myeloid Leukemia - The assessment of curcumin mixed with other drugs as 
chemotherapeutic or adjuvant to the standard treatments in cancer disease has been 
reported. The therapeutic effect of a combination of curcumin with imatinib (tyrosine 
kinase inhibitor) has been evaluated in 50 chronic myeloid leukemia patients. The 
mixed treatment was more effective than imatinib alone, although additional studies 
are needed to confirm the efficacy of the experimental combination [135].

Squamous Cell Carcinoma - A combination of curcumin with anti-EGFR monoclonal 
antibodies in pretreated cSCC (cutaneous squamous cell carcinoma) patients has been 
described as a highly effective strategy in disease control [136].

https://www.ncbi.nlm.nih.gov/pmc/articles/PMC6835707/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC6835707/#B90-nutrients-11-02376
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC6835707/#B135-nutrients-11-02376
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC6835707/#B136-nutrients-11-02376


Boswellia and Cancer

Brain and Urethral Cancers



Integr Cancer Ther 2017: Urothelial Cell Carcinoma (Bladder Cancer)
Cancer chemotherapeutic effects of Boswellia sacra gum resin hydrodistillates on invasive 
urothelial cell carcinoma: Report of a case  https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5739138/

• “In addition to its anti-inflammatory activity, (cyclooxygenase and lipoxygenase 
inhibitor) extracts prepared from gum resins of Boswellia species have been 
demonstrated to have anticarcinogenic activity in chemically induced mouse skin 
cancer models,1 as well as antiproliferative and pro-apoptotic activities against rat 
astrocytoma cell lines2 and in human leukemia cell lines.3

• Clinically, extracts from the resins have been shown to reduce the peritumoral 
edema in glioblastoma patients2 and reverse multiple brain metastases in a breast 
cancer patient.4 (one of very few anticancer agents that can cross the blood-brain barrier) 

• The case report cited in this paper shows that Boswellia supplementation was helpful in 
treating urothelial cell carcinoma in a patient who refused conventional medical 
treatment. 

(See the case report on the next slide)

https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5739138/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5739138/#bibr1-1534735416664174
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5739138/#bibr2-1534735416664174
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5739138/#bibr3-1534735416664174
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5739138/#bibr2-1534735416664174
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5739138/#bibr4-1534735416664174


Case Report Boswellia and Invasive High-Grade UCC
• “A 52-year-old Hispanic male presented with hematuria and was later diagnosed with a large invasive 

high-grade urothelial cell carcinoma (UCC) of the urinary bladder, but with ambiguous pT1/pT2 staging 
regarding musclaris propria invasion by UCC. The conventional treatment including radical 
cystoprostatectomy followed by neoadjuvant chemotherapy with or without radiation therapy was 
presented. 

• The patient decided to delay the standard therapy until a later stage, but elected to go through 
transurethral resection of bladder tumor (TURBT) without Bacillus Calmette-Guérin instillation. 
Following TURBT, the patient started oral Boswellia sacra gum resin (aka frankincense or Ru Xiang in 
Chinese) hydrodistillates (BSGRH) administration at 3 mL daily with lifestyle changes, and continued 
this regimen in the last 25 months. 

• Within the first year after diagnosis, the patient experienced 2 recurrences. Recurrent tumors were 
removed by TURBT alone and both tumors were far smaller than the original one. After the 
second recurrence, the patient has no detectible cancer in the bladder based 
on cystoscopy for 14 months and has an intact genitourinary system. 

• His liver and kidney functions are considered to be normal based on blood chemistry tests. This 
index case suggests that BSGRH may have cancer chemopreventive effects on UCC. The use 
of Boswellia-derived products in the management of cancer has been well document in other 
published studies, and boswellic acids have been suggested to be the major component.”



Boswellia Supplement Use may Benefit Brain Cancer Patients Undergoing Radiation Therapy 
By Reducing Cerebral Edema

• In one study done by German researchers on the effect of Boswellia supplements on patients 
with primary or secondary malignant cerebral tumors undergoing radiation therapy, the 
researchers found that out of the 44 patients, “those assigned to a Boswellia preparation 
(4,200 mg/d) had greater reduction in cerebral edema than did patients on placebo (P=.023) 
after radiotherapy” (Kriste S et al, American Cancer Society, 2011). 

• A reduction of cerebral edema of >75% was found in 60% of patients who received 
boswellia and in 26% of patients who received placebo. Cerebral edema is caused by an 
increased buildup of fluids in the brain and the body’s combat system for this is inflammation. 

• Because of this, steroids are immediately prescribed to get the inflammation under control
but this leads to a range of other issues such as immunosuppression and mental changes. 
Thus, Boswellia’s improvement/benefit on the cancer patients is significant because 
Boswellia supplements come with a lot less side-effects than steroids.

• Boswellia Cream may Benefit in Reducing Radiation-Induced Erythema (Skin Redness) in Breast Cancer Patients
References: https://addon.life/2021/07/09/boswellia-cancer/

https://addon.life/2021/07/09/boswellia-cancer/


Decreased Erythema in Breast Cancer Radiotherapy Patients Using Boswellia 
Cream

• In another randomized study done in 2015, 144 breast cancer 
patients undergoing radiotherapy were randomly divided into two 
groups. One group of the breast cancer patients was told to apply a 
Boswellia cream while the other was given a placebo cream which 
they both had to apply daily. 

• The researchers found that a lot “more breast cancer patients in the 
placebo group had intense erythema (intense skin redness) than did 
those who used the Boswellia cream” 

Togni S et al, Eur Rev Med Pharmacol Sci, 2015

https://pubmed.ncbi.nlm.nih.gov/25967706


Nature’s Relief (a natural powerful anti-inflammatory for RA, other 
connective tissue disorders, tendonitis, disc herniation, 
bursitis, advanced OA)

Ingredients (1 capsules contain):

1. Turmeric Extract – (95% curcumin) – 210.6mg

2. Boswellia (std to 70% boswellic acids) - 200 mg

3. White Willow Extract (std to 15% salicin content) – 33.3 mg

4. Ginger Root Extract (std to 5% gingerols content) - 50 mg

Dosage: 1-3 capsules, 3x daily



Indole-3-Carbinol and Cancer

Recurrent Respiratory Papillomatosis



F1000 Res 2018: https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5989150/

Indole-3-Carbinol: a plant hormone combatting cancer

Indole-3-Carbinol and Experimental Cancer Research:

• “3C has long been studied regarding potential roles in cancer management 19, 20, and 
many studies showed that I3C suppresses the proliferation of various cancer cell lines, 
including breast, colon, prostate, and endometrial cancer cells (reviewed in 19, 21). 

• One example of its anti-proliferative properties comes from a study conducted on 
non-tumorigenic and tumorigenic breast epithelial cells (MCF10A and MCF10CA1a, 
respectively), which showed that I3C induced apoptosis in the breast cancer cells but 
not in the non-tumorigenic breast epithelial cells 22. 

• I3C and one of its reaction products, diindolylmethane (DIM), were implicated in the 
induction of phase 1 detoxification enzymes, which can result in the breakdown of 
other dietary carcinogens. Both in situ and in vivo studies point to a role for I3C as a 
chemoprotective agent in breast and prostate cancer 23.”

https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5989150/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5989150/#ref-19
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5989150/#ref-20
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5989150/#ref-19
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5989150/#ref-21
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5989150/#ref-22
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5989150/#ref-23


• “The exact mechanisms by which I3C influences human cells are unclear, 
though direct interaction with a variety of signaling pathways has been 
proposed. The treatment of various cancer cells with I3C induces G1 cell cycle 
arrest 24– 30. 

• Other studies pointed to a connection between treatment of I3C and 
stimulation of apoptosis in several tumor cells 25, 31– 34. I3C also induced 
autophagy in different cell lines. 

• For example, the treatment of human colon cancer HT-29 cells with I3C and 
genistein induced autophagy and suppressed the cells' viability 35. The 
treatment of human breast cancer cell lines with a cyclic tetrameric derivative 
of I3C resulted in upregulation of key signaling molecules involved in 
endoplasmic reticulum stress response and autophagy 36.”

https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5989150/#ref-24
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5989150/#ref-30
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5989150/#ref-25
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5989150/#ref-31
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5989150/#ref-34
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5989150/#ref-35
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5989150/#ref-36


• “I3C also has the potential to modulate the metabolism of estrogen, and, through this, 
it may lower the risk of hormone-dependent cancers 37– 39. In addition, I3C inhibited 
tumor invasion and metastasis 40– 44 and modulated the activity of several 
transcription factors and various protein kinases 21. Interestingly, I3C may also be 
involved in the inhibition of amyloid fibril formation 45. I3C was proposed to act as an 
angiogenesis agent, as it was shown to inhibit the development of new blood 
vessels 46. 

• A number of studies have shown that I3C treatment leads to various changes in gene 
expression, including changes in key microRNAs (reviewed in 47). The complex mixture 
of indole metabolites found in cruciferous vegetables likely has synergistic 
anticarcinogenic effects that are not seen in experiments with individual 
compounds 32.

• In vivo studies showed that I3C inhibits the development of different cancers in several 
animals when given before or in parallel to a carcinogen. However, when I3C was 
given to the animals after the carcinogen, I3C promoted carcinogenesis 48. This 
concern regarding the long-term effects of I3C treatment on cancer risk in humans 
resulted in some caution in the use of I3C as a dietary supplement in cancer 
management protocols 49, 50 “

https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5989150/#ref-37
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5989150/#ref-39
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5989150/#ref-40
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5989150/#ref-44
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5989150/#ref-21
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5989150/#ref-45
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5989150/#ref-46
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5989150/#ref-47
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5989150/#ref-32
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5989150/#ref-48
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5989150/#ref-49
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5989150/#ref-50


Otolaryngol Head Neck Surgery :1998 RRP
Indole-3-Carbinol Rx in Recurrent Respiratory Papillomatosis 
https://pubmed.ncbi.nlm.nih.gov/9627242/

• Methods: Eighteen patients with RRP were treated with oral indole-3-
carbinol and had a minimum follow-up of 8 months and a mean follow-up of 
14.6 months. All patients received indole-3-carbinol, and outcome measures 
included a change in papilloma growth rate and the need for surgery during 
treatment compared with before treatment. All patients had serial 
examinations with videoendoscopy to document papilloma location and 
growth rate.

• Results: Thirty-three percent (6 of 18) of the study patients had a cessation of 
their papilloma growth and have not required surgery since the start of the 
study. Six patients have had reduced papilloma growth rate, and 6 (33%) 
patients have shown no clinical response to indole-3-carbinol.

https://pubmed.ncbi.nlm.nih.gov/9627242/


• Indole-3-carbinol affects the ratio of hydroxylation of estradiol; changes in the 
ratios of urinary 2-hydroxylation and 16-hydroxylation of estradiol caused by 
indole-3-carbinol correlated well with clinical response. No major 
complications or changes in the children's growth curve were noted.

• Conclusions: The preliminary results of treating recurrent respiratory 
papillomatosis with indole-3-carbinol holds promise. Longer follow-up of this 
patient group and a blinded, controlled trial are required.

• We conclude that indole-3-carbinol appears to be safe and well tolerated 
and may be an efficacious treatment for recurrent respiratory 
papillomatosis.



2003 Study: Indole-3-Carbinol for recurrent respiratory papillomatosis: long-term results: 
https://www.jvoice.org/article/S0892-1997(03)00162-0/fulltext#secd17532933e1192

“Patients with RRP were enrolled from September 1996 to August 2001 and treated with 
I3C (adult dose of 200 mg PO BID).”

“All patients underwent complete surgical removal and then started I3C. Thirty-three 
patients treated with I3C were available for long-term follow-up (mean = 4.8 years), 
whereas 12 patients were lost to follow-up. 

Eleven (33%) patients experienced remission of papillomatous growth and did not 
require surgery while on I3C. Ten (30%) patients had a reduction in papillomatous 
growth that resulted in less frequent surgery. Twelve patients (36%) had no clinical 
response.”

“No immediate or long-term side effects related to I3C were found. I3C has been found 
to be a successful treatment option for RRP. I3C's efficacy in pediatric patients merits 
further study.”

https://www.jvoice.org/article/S0892-1997(03)00162-0/fulltext#secd17532933e1192


Medicinal Mushrooms 

Immune Recovery after Chemo/Radiation Rx



Medicinal Mushrooms and Immunity

Reishi Mushroom Extract and other Medicinal Mushrooms (Shiitake, Maitake, Cordyceps, 
Trametes Versicolor, Turkey Tail and others)

• Medicinal mushrooms contain unique ingredients (beta-D-glucans, triterpenoids and 
ergosterol). Analytical method show that especially beta-glucans can not only stimulate 
immune cells to work more efficiently, but they fit perfectly into immune cell receptors (i.e
macrophages in the gut) – SEE NEXT SLIDE

• The binding of these constituents to the immune cell receptors generates a response from 
the immune cell that heightens and greatly optimizes its ability to combat foreign viruses, 
bacterial and cancer cells.

• As one of the researchers stated, “(Medicinal) Mushrooms have been shown to have the 
ability to  stimulate the  immune system, modulate humoral and cellular immunity, and 
potentiate antimutagenic and antitumorigenic activity, as well as rejuvenating the 
immune system weakened by radiotherapy and chemotherapy in cancer treatment”. (1)



Medicinal Mushrooms – beta-glucans and macrophage 
receptors





The research review papers listed below are a worthwhile read to 
gain a more in-depth understanding of medicinal mushrooms and 
immunity:

1. Alena G. Guggenheim, ND; Kirsten M. Wright, BS; Heather L. Zwickey, PhD Immune 
Modulation From Five Major Mushrooms: Application to Integrative Oncology. 
Integrative Medicine Vol 13 No 1. February 2014 
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4684115/

2. Cristina Lull,1 Harry J. Wichers,1 and Huub F. J. Savelkoul. Antiinflammatory and 
Immunomodulating Properties of Fungal Metabolites. Mediators of Inflammation 
2005: 63-80

3. Peter Amwoga Ayeka. Potential of Mushroom Compounds as Immunomodulators in 
Cancer Immunotherapy: A Review. Evidence-Based Complementary and Alternative 
Medicine Volume 2018 (9 pages)

https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4684115/


Adeeva Immune and Detox Support Supplement

• Reishi Mushroom Extract – 60 mg (std to 10% polysaccharide and 
4% terpene content)

• Astragalus – 200 mg (2:1 extract)

• Milk Thistle – 300 mg (std to 80% silymarin)

• Indole-3-Carbinol – 50 mg

Dosage: 

A. Prevention – 2 capsules per day with food

B. First Sign of Infection – 4 capsules, up to 2-3 times daily with food.



Lycopene and Cancer

Prostate Cancer



J Medicine 2015
Lycopene and Prostate Cancer https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4616444/

Lycopene and Prostate Cancer Experimental Studies

• “As a powerful antioxidant agent with potential anticancer properties,6 lycopene has 
many biochemical actions of which antiproliferative insulin-like growth factor-1 
inhibition, differentiation and apoptosis, connexin and gap junctional intercellular 
communication are identified as the most relevant in preventing carcinogenesis. 

• Additionally, Zu et al20 evaluated tumor biomarkers and found that high lycopene 
intake can suppress the neoangiogenesis in the tumor based on the vessel size and 
shape by regulating vascular endothelial growth factor.63

• Elgass et al64 reported lycopene inhibited angiogenesis in vitro by using human 
umbilical vein endothelial cells. Chen et al65 showed the mechanism for 
antiangiogenic activity of lycopene may involve PI3K-Akt and ERK/p38 signaling 
pathways.”

https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4616444/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4616444/#R6
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4616444/#R20
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4616444/#R63
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4616444/#R64
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4616444/#R65


Lycopene And Prostate Cancer: Human Studies

Study 1. In one study, the effect of tomato sauce on apoptosis in benign prostate 
hyperplasia (BPH) tissue and carcinomas was examined. 26 patients who were 
scheduled for prostatectomy were given tomato sauce pasta entrees (30 mg/day of 
lycopene) to eat daily for 3 weeks before surgery. 

• Patients scheduled for surgery who did not receive the tomato sauce pasta entrees 
served as control subjects. 

Results: Those who consumed the tomato sauce pasta entrees exhibited decreased 
serum PSA levels and increased apoptotic cell death in BPH tissue and carcinomas

Reference: Kim HS, Bowen P, Chen L, et al.: Effects of tomato sauce consumption on apoptotic cell death in prostate benign hyperplasia and carcinoma. Nutr Cancer 47 (1): 40-7, 2003.



Study 2. In a 2004 open-label study, patients with hormone-refractory prostate 
cancer (HRPC) received lycopene supplements daily (10 mg/day of lycopene) 
for 3 months.

• Of the study's participants, 50% had PSA levels that remained stable, 15% 
showed biochemical progression, 30% showed a partial response, and one 
patient (5% of the total sample) exhibited a complete response after 
treatment.

Reference: Ansari MS, Gupta NP: Lycopene: a novel drug therapy in hormone refractory metastatic prostate cancer. Urol Oncol 22 (5): 415-20, 2004 Sep-Oct



Study 3. Prostate Cancer Patients received lycopene supplements 
(30mg/day) or no intervention twice daily for 3 weeks prior to 
radical prostatectomy.

• Patients who received the lycopene supplements had smaller 
tumors and lower serum PSA levels than patients who did not 
receive the supplements.

• These results suggest that lycopene may be beneficial in prostate 
cancer treatment

Reference: Kucuk O, Sarkar FH, Djuric Z, et al.: Effects of lycopene supplementation in patients with localized prostate cancer. Exp Biol Med (Maywood) 227 
(10): 881-5, 2002.



Study 4. A 2006 study investigated whether lycopene supplements 
(10 mg/day) would affect PSA velocity in patients with localized 
prostate cancer. 

• There was a statistically significant decrease in PSA velocity 
following lycopene treatment as well as a large, but not statistically 
significant, increase in PSA doubling time

Reference: Barber NJ, Zhang X, Zhu G, et al.: Lycopene inhibits DNA synthesis in primary prostate epithelial cells in vitro and its administration is associated 

with a reduced prostate-specific antigen velocity in a phase II clinical study. Prostate Cancer Prostatic Dis 9 (4): 407-13, 2006.



Study 5. Patients with high-grade prostate intraepithelial neoplasia (HGPIN) 
received 4 mg of lycopene twice a day or no lycopene supplementation for 2 
years.

Results: A greater decrease in serum PSA levels was observed in those treated 
with lycopene supplements compared with those who did not take the 
supplementation. 

• During follow-up, adenocarcinomas occurred more often in patients who had 
not received the supplements than in patients who had received lycopene. 

• These findings suggest that lycopene may be effective in preventing HGPIN 
from progressing to prostate cancer

Reference: Bunker CH, McDonald AC, Evans RW, et al.: A randomized trial of lycopene supplementation in Tobago men with high prostate cancer risk. Nutr Cancer 57 (2): 130-7, 2007



Study 6 - In a Phase II clinical trial (Vaishampayan U et al, 2007) researchers 
investigated the efficacy of lycopene alone or in combination with soy 
isoflavones on serum PSA levels in men with prostate cancer. 

To be eligible for the study, men with prostate cancer had to have rising serum 
PSA following local therapy or while on hormone therapy. The study population 
included 71 patients who had 3 successive rising PSA levels or a minimum PSA 
of 10 ng/ml at 2 successive evaluations prior to starting therapy. 

• Subjects were randomly assigned to receive a tomato extract capsule containing 
15 mg of lycopene alone (n = 38) or together with a capsule containing 40 mg 
of a soy isoflavone mixture (n = 33) twice daily orally for a maximum of 6 mo.

• One patient on the lycopene arm did not receive therapy due to his inability to 
ingest the study pill. 



• There was no decline in serum PSA in either group. However, 35 of 37 (95%) 
patients in the lycopene group and 22 of 33 (67%) patients in the lycopene 
plus soy isoflavone group achieved stable disease, meaning that they 
achieved stabilization in serum PSA level. 

• The data suggest that lycopene and soy isoflavones have important 
adjunctive effects in prostate cancer patients with PSA relapse disease and 
may delay progression of both hormone-refractory and hormone-sensitive 
prostate cancer.

Reference:

Vaishampayan U, Hussain M, Seren S, Sarkar F, Fontana J et al. Lycopene and Soy 
Isoflavones in the Treatment of Prostate Cancer. Nutri and Cancer. 2007; 59 (1): 1-7



Saw Palmetto and Lycopene (A case report)  in Advanced Prostate Cancer

A 62-year-old man with androgen-independent metastatic prostate cancer that had failed 
to respond to multiple treatment regimens stopped all conventional therapy and began 10 
mg/day of lycopene and 300 mg of saw palmetto 3 times per day. 

• The prostate-specific antigen (PSA) level decreased from 365 ng/ml to 140 ng/ml after 1 
month and to 8.1 ng/ml after 2 months. A repeat bone scan revealed an improvement of 
bony metastases. He has continued the lycopene and saw palmetto and has remained 
asymptomatic for an unspecified period of time.

• Note – Saw Palmetto contains Beta-sitosterol, which in experimental and animal studies has 
shown an ability to induce programmed cell (apoptosis) death of certain prostate cancer cell 
lines. Most researchers attribute the dramatic disease reversal effect in the above case to 
this biological process. 

Reference: 
Matlaga BR, Hall MC, Stindt D, Torti FM. Response of hormone refractory prostate cancer to lycopene. J Urol 2001;166:613.



Soy Extract and Soy Isoflavones

Breast/Prostate Cancer



Soy and Breast Cancer

Countries with high soy intakes have 75% lower breast cancer incidence

Soy Isoflavones Protect In Many Ways:

• Block ability of emerging breast cancer cells from making Estrone and beta-
Estradiol



Aromatase inhibitors include: isoflavones, flavones (quercetin) indole-3 carbinol and ENL and END

17 beta HSD inhibitors include genistein and diadzein –soy isoflavones

http://erc.endocrinology-journals.org/content/vol13/issue4/images/large/995F2.jpeg


Other Ways Soy Isoflavones Reduce Cancer Risk:

• Anti-angiogenesis

• Apoptosis

• Detoxification of excess estrogens in liver

• Block formation of Estrone In Fat Cells

• Increase Apoptosis/Mitosis Ratio



Soy Isoflavones inhibit release of VEGF, inhibiting cancer 
growth & metastasis



J Adv Exp Mol Biol 2004

Anticancer therapeutic potential of soy isoflavones 
https://pubmed.ncbi.nlm.nih.gov/15584372/

Soy Isoflavones and Cancer Experimental Studies

“Genistein inhibits protein tyrosine kinase (PTK), which is involved in phosphorylation of tyrosyl 
residues of membrane-bound receptors leading to signal transduction, and it inhibits 
topoisomerase II, which participates in DNA replication, transcription and repair. 

By blocking the activities of PTK, topoisomerase II and matrix metalloprotein (MMP9) and by 
down-regulating the expression of about 11 genes, including that of vascular endothelial 
growth factor (VEGF), genistein can arrest cell growth and proliferation, cell cycle at G2/M, 
invasion and angiogenesis.

Furthermore, genistein can alter the expression of gangliosides and other carbohydrate 
antigens to facilitate their immune recognition. Genistein acts synergistically with drugs such as 
tamoxifen, cisplatin, 1,3-bis 2-chloroethyl-1-nitrosourea (BCNU), dexamethasone, daunorubicin 
and tiazofurin, and with bioflavonoid food supplements such as quercetin, green-tea catechins 
and black-tea thearubigins. 

https://pubmed.ncbi.nlm.nih.gov/15584372/


• Genistein can augment the efficacy of radiation for breast and prostate carcinomas. 
Because it increases melanin production and tyrosinase activity, genistein can 
protect melanocytes of the skin of Caucasians from UV-B radiation-induced 
melanoma. 

• Genistein-induced antigenic alteration has the potential for improving active specific 
immunotherapy of melanoma and carcinomas. When conjugated to B43 monoclonal 
antibody, genistein becomes a tool for passive immunotherapy to target B-lineage 
leukemias that overexpress the target antigen CD19. 

• Genistein is also conjugated to recombinant EGF to target cancers overexpressing the 
EGF receptor. Although genistein has many potentially therapeutic actions against 
cancer, its biphasic bioactivity (inhibitory at high concentrations and activating at low 
concentrations) requires caution in determining therapeutic doses of genistein alone 
or in combination with chemotherapy, radiation therapy, and/or immunotherapies.

• Of the more than 4500 genistein studies in peer-reviewed primary publications, 
almost one fifth pertain to its antitumor capabilities and more than 400 describe its 
mechanism of action in normal and malignant human and animal cells, animal 
models, in vitro experiments, or phase I/II clinical trials.”



Soy Isoflavones and Human Prostate Cancer

2003 Study - An an intervention study, involving men with existing 
prostate cancer, supplementation with 100 mg per day of soy 
isoflavones showed a favorable outcome in stabilizing PSA levels. 

• In this study soy isoflavone supplementation decreased rate of rise in 
serum PSA  levels in patients with androgen dependent and androgen-
independent prostate cancer.

• Researchers concluded that their data suggests that soy isoflavones may 
benefit some patients with prostate cancer by slowing the progression of 
the disease and therefore, potentially delaying the development of 
symptoms, improving quality of life, and perhaps even prolonging 
survival.

• Reference: Hussain M, Banerjee M, Sarkar FH et al. Soy isoflavones in the treatment of prostate cancer. 2003. Nutr
and Cancer, 42;2: 111-117



Breast Cancer Study with Soy Isoflavones Nutr Cancer 2004
A pilot clinical study of short-term isoflavone supplements in breast cancer patients
https://pubmed.ncbi.nlm.nih.gov/15456636/

• After a core-needle biopsy established the diagnosis of breast cancer, 17 
patients were administered soy isoflavone tablets (200 mg per day) for two 
weeks. 

• Twenty-six historical control cases with similar characteristics to the 
experimental patients were selected for comparison. 

• We observed that the apoptosis/mitosis ratios in isoflavone-treated cancer 
specimens were not significantly different from those of control untreated 
cancer specimens (who were cancer-free women in the vicinity)

https://pubmed.ncbi.nlm.nih.gov/15456636/


• Furthermore, there appeared to be a statistically nonsignificant trend towards 
cancer growth inhibition in the isoflavone treatment group (200 mg 
isoflavones per day), as manifested by higher apoptosis/mitosis ratios 
compared with those from the control (breast cancer pts) untreated group. 

• Ex vivo/in vitro assays using serum from breast cancer patients prior to and at 
the conclusion of soy treatment reveal no significant proliferative changes on 
both breast cancer cells and endothelial cells. 

• We concluded that the effect of soy on breast cancer deserves further studies 
in larger clinical trials.



Soy and Breast CA Recurrence

• A study presented in 2011, at the 102nd American Association for Cancer 
Research Annual Meeting (April 2-6), showed that the consumption of soy 
products by breast cancer survivors reduced their risk of cancer recurrence 
and progression, compared to cancer survivors who ingested little or no soy 
foods. 

• The report featured data that combined four National Cancer Institute-funded 
studies: the Shanghai Breast Cancer Survival Study; the Life After Cancer 
Epidemiology Study; the Women’s Healthy Eating and Living Study; and the 
Nurses’ Health Study. 

• Together this included 18,312 women between the ages of 20 and 83 years, 
who had previously been diagnosed with invasive primary breast cancer.



Nine years after the initial diagnosis of breast cancer diagnosis data showed the 
following
the combined data showed:

• Those who consumed the highest amounts of soy isoflavones (more than 23 mg per 
day) were compared with the outcomes of those whose intake was lowest (0.48 mg 
per day or lower). 

• Women in the highest intake category of more than 23 mg per day had 
a 9 percent reduced risk of mortality and a 15 percent reduced risk for 
recurrence, compared to those who had the lowest intake level.

• In previous published articles I have outlined the multi-faceted ways that soy 
isoflavones and other constituents in soy foods and soy supplements, exert anti-
cancer effects, both in cancer prevention, and as complementary management in 
breast cancer cases. Here is an example of one of those very important articles that all 
women should read: http://www.meschinohealth.com/ArticleDirectory/Soy_Isoflavone_May_Benefit_Breast_And_Prostate_Cancer_Patients

Reference:

• American Association for Cancer Research (2011, April 5). Soy isoflavones not a risk for breast cancer survivors, study finds. ScienceDaily.

http://www.meschinohealth.com/ArticleDirectory/Soy_Isoflavone_May_Benefit_Breast_And_Prostate_Cancer_Patients


Soy Isoflavone Content Of Foods

• Tofu (1/2 cup) – 25 mg

• Soy Milk unfortified (8oz) – 10 mg

• Soy Milk fortified (8oz) – 43 mg

• Soybeans Roasted (1/4 cup) – 78 mg

• Soybeans, green cooked   (e.g., edamame)  (1/2 cup) – 50 mg

• Soybeans, black cooked (½ cup) - 40 mg

• Soybeans, yellow cooked (½ cup) - 78 mg

• Miso (1 tablespoon) - 7 mg

• Soy protein isolate powder (1/3 cup) - 53 mg

• Textured soy protein, dry (¼ cup) - 33 mg

• Tempeh (½ cup) - 53 mg

www.soyfoods.org (Soy foods of America)

http://www.soyfoods.org/


Women’s Hormonal Balance Supplement (Adëeva)

1. Black Cohosh - 80 mg, standardized to 2.5% triterpene 
glycosides

2. Soy Extract – 125 mg, standardized to 20% isoflavones

3. Gamma-Oryzanol – 150 mg

Dosage: 2 capsules per day 

Success Rate with Menopausal Symptoms is approximately 80%

Also Effective For PMS, Fibrocystic Breast Disease, Uterine 
Fibroids (request article)



Summary of How Soy Isoflavones Reduce Risk of Cancer

1. Lower endogenous estrogen levels (aromatase and 17B-HSD inhibition) – see next slide

2. Stimulate the production of sex hormone-binding globulin by the liver (which in turn 
leads to more bound and less free estradiol, reducing the amount of estrogens 
available for binding with estrogen receptors)

3. Inhibit the enzymes that promote cell proliferation (protein tyrosine kinase, DNA 
topoisomerase and ornithine decarboxylase)

4. Inhibit angiogenesis (which prevents the building of life-supporting blood vessels in and 
around malignant tumors), provide antioxidant defense and induce cell differentiation. 

5. Further, the weak estrogenic potential (more than 1,000 times weaker than estradiol) 
of soy isoflavones do not elicit a strong estrogenic response and thus have an anti-
estrogenic effect that tends to inhibit the growth and proliferation of estrogen-
dependent cancer cells, as demonstrated by the research of A. Molteni et al.



• The study by M Sartippour et al, provides further evidence that a high intake of 
soy isoflavones may not only prevent reproductive cancers, but may be 
beneficial in controlling the progression and recurrence of breast cancer.

• In a similar intervention study, involving men with existing prostate cancer, 
supplementation with 100 mg per day of soy isoflavones showed a favorable 
outcome in stabilizing PSA levels (M Hussain et al, Nutrition and Cancer, 2003). 
In this study, soy isoflavone supplementation was shown to decrease the rate 
of rise in serum PSA (prostate specific antigen) levels in patients with androgen 
dependent and androgen-independent prostate cancer. 

References:

• Sartippour MR, Rao JY, Apple S et al. A pilot clinical study of short-term isoflavone supplements in breast cancer patients. 2004. Nutr and 
Cancer, 49;1: 59-65

• Molteni A, Brizio-Molteni L, and Persky V. In vitro hormonal effects of soybean isoflavones. 1995. J Nutr, 125: suppl:751S-756S

• Hussain M, Banerjee M, Sarkar FH et al. Soy isoflavones in the treatment of prostate cancer. 2003. Nutr and Cancer, 42;2: 111-117



Can Soy Be Dangerous?

Experimental Studies - show that soy isoflavones can over stimulate breast 
cancer cells to divide – increasing cancer risk

Human Studies – have shown the opposite effect and associated with decreased  
breast cancer recurrence

A Great Review Paper on this Subject is this Reference: 
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC2981011/

J Nutr. 2010 Dec; 140(12): 2326S–2334S.

https://www.ncbi.nlm.nih.gov/pmc/articles/PMC2981011/


Melatonin

Prostate/Breast Cancer



Melatonin in Breast and Prostate Cancer

• Low Melatonin levels assoc. with increased risk of breast cancer and prostate 
cancer

• Melatonin shown to improve cancer-fighting abilities of immune system and 
slows rate or cell division, even in certain cancer cells

• Dr. Lissoni (Italy) uses high dose melatonin to help control progression of 
breast and prostate cancer (10-20 mg daily)

• 2017 Review: Melatonin in Cancer Prevention and Treatment: https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5503661/

https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5503661/


Age-Related Decline In Melatonin



Melatonin Receptors On CD4 Cells: Immune Modulation Effects

 



Melatonin Receptors: Breast, Prostate Cells and Cancer Cells

1. Slows Cell Replication Rate  - via calmodulin and gene inhibition
2. Antioxidant
3. Up-regulates Detoxification



The influence of melatonin on immune system function and 
cancer: Int j cancer clin res.2015 https://clinmedjournals.org/articles/ijccr/international-journal-of-

cancer-and-clinical-research-ijccr-2-024.php?jid=ijccr

https://clinmedjournals.org/articles/ijccr/international-journal-of-cancer-and-clinical-research-ijccr-2-024.php?jid=ijccr


Sleep-E Naturals
One Capsule Contains:

1. Melatonin – 500 mcg (0.5 mg)

2. 5-HTP – 10 mg

3. GABA – 25 mg

4. Bacopa Monnieri – (20% Bacosides) – 15 mg

A Gentle, Non-Toxic Sleep Aid



Dosage Considerations
• Age 40-50 – one capsule, one hour before bedtime
• Age 50-60 - two capsules, one hour before bedtime
• Age 60-70 – two to three capsules, one hour before bedtime

• Over 70 – two to four capsules, one hour before bedtime

Advantages Over Valium, Other Benzodiazepines and Z-Drugs

1. No dependency, cancer risk or risk of other diseases (including all-cause mortality and suicide)
2. Brain Antioxidant (melatonin and Bacopa monnieri)
3. Slows Cell Division Of Breast and Prostate Cells (used in cancer treatment – i.e., Dr. Lissoni)

4. Preserved Immune Modulation with age – linked to CA prevention and improved immunity against viruses)
5. Can support Serotonin levels (appetite suppression, mood elevation, weight loss)
6. Memory preservation – reverses MCI (3-9 mg melatonin per night)

7. May help prevent biological steps in Alzheimer’s disease, PD, and ALS

References:

https://adeeva.com/wp-content/uploads/2020/08/A22-1-Melatonin.pdf
https://adeeva.com/wp-content/uploads/2020/08/A17-5-1-Hydroxytryptophan.pdf
https://adeeva.com/wp-content/uploads/2020/08/H04-Bacopa.pdf

https://adeeva.com/wp-content/uploads/2020/08/A22-1-Melatonin.pdf
https://adeeva.com/wp-content/uploads/2020/08/A17-5-1-Hydroxytryptophan.pdf
https://adeeva.com/wp-content/uploads/2020/08/H04-Bacopa.pdf


Ground Flaxseed Supplementation and Prostate Cancer

• 161 Prostate cancer patients scheduled at least 21 days before prostatectomy were 
randomly assigned to one of the following arms: (a) control (usual diet), (b) flaxseed-
supplemented diet (30 grams per day), (c) low-fat diet (<20% total energy), or (d) flaxseed-
supplemented, low-fat diet. Blood was drawn at baseline and before surgery. 

• Tumors were assessed for rates of proliferation and programmed cell death (apoptosis). Men 
followed the protocol an average of 30 days. 

• Results showed that the men given the ground flaxseed supplement (not flaxseed oil) had a 
slower replication rate of their prostate cancer cells than did men not taking flaxseed 
supplementation and men using only a low-fat diet. 

• Researcher’s Conclusions: “Findings suggest that flaxseed is safe and associated with 
biological alterations that may be protective for prostate cancer.” 

Reference: 
Demark-Wahnefried W. Flaxseed Supplementation (Not Dietary Fat Restriction) Reduces Prostate Cancer Proliferation Rates in Men Presurgery.Cancer Epidemiol Biomarkers Prev
2008;17(12):3577–87)



Pomegranate Juice and Prostate Cancer

• Two clinical studies shown that men with established prostate cancer realized a marked slowing of their disease when they 
drank 8 ounces of pure pomegranate juice each day.

• Reporting at the 104th Annual Meeting Scientific Meeting of The American Urology Association, researchers presented 
findings showing that men, who had undergone prostate surgery or radiation treatment for localized prostate cancer,
benefited from drinking 8 ounces per day of pomegranate juice if their PSA levels were still continuing to rise.

• In men giving the pomegranate juice the doubling time of their PSA was extended to 60 months, compared to only 15.4 
months prior to pomegranate juice administration.

• Previously, a study in the Journal of Clinical Cancer Research in 2006 showed that men, with established prostate cancer, 
extended the PSA doubling time from 15 months to 54 months when they began drinking 8 ounces of pomegranate juice 
each day

Reference: https://www.hindawi.com/journals/omcl/2015/938475/

https://www.hindawi.com/journals/omcl/2015/938475/


My Supplement Program in Cancer Prevention:

1. Adeeva All-in-One Multiple Vitamin & Mineral – 2 caplets, 2x daily

2. Adeeva Nature’s Essential Oils – 2-3 capsules per day (to slow 
replication rate)

3. Nature’s Relief – 2 capsules per day (Curcumin/Boswellia)

4. Adeeva Body Burn – 2-3 capsules per day (EGCG)

5. Age 40: Sleep-E-Naturals (Melatonin)

6. Age 40: Men – Prostate 40 Plus (Lycopene/Soy Isoflavones/ Saw 
Palmetto)

7. Age 50 – Adeeva Immuno-Detox Prime (Indole-3-Carbinol/Reishi
Mushroom Extract)



Other Considerations:

1. Extra Vitamin D if blood level is below 75 nmol/L (30 ng/ml)

2. Ground Flaxseed – 2 tablespoons per day

3. Pomegranate Juice – 4 oz (possibly with added mushroom blend 
stirred into juice – example – 14 mushroom blend 
www.mushroomharvest.com) 

http://www.mushroomharvest.com/


Dr. James Meschino
drjames@adeeva.com

mailto:drjames@adeeva.com


Next Steps 
If you are not an Adeeva Customer and would like to learn about ordering and dispensing 
Adeeva Supplements to your patients, or for your own personal use, as well as:

• Adeeva Monthly Specials 

• Wholesale/Retail Pricelist

• NEW AFFILIATE PROGRAM - How patients can order online and you receive credit and 
compensation for online purchases through Adeeva affiliate program

• In-office Adeeva Education Materials (free brochures and other resources)

• Dr. Meschino’s Webinars for your Patients on Nutritional Medicine.

• Dr. Meschino’s Weekly Lifestyle Medicine Update Video Newsletter – can forward to 
patients

• Dr. Meschino’s Health Lifestyle Booster – can forward to patients

Call or Email: Arlene Walker: arlene@adeeva.com

Phone: 866-262-1010

mailto:arlene@adeeva.com


You can learn more at:

www.adeevainfo.com – a website that supports health care practitioners

Also learn about how to become a Registered Nutritional Consultant 
Practitioner (RNCP/ROHP) sanctioned by the International Organization of 
Nutritional Consultants (www.ionc.org):  contact brad@gim-academy.com or 
call 647) 987-8506

Practitioners ordering Adeeva Products for their offices are now giving 20 
complementary subscriptions for select patients to access Our Digital 
Wellness Coaching Program: www.meschinowellness.net

mailto:info@adeeva.com
http://www.ionc.org/
mailto:brad@gim-academy.com
https://www.google.com/search?q=global+integrative+medicine+academy&rlz=1C1GCEV_enCA860CA860&oq=global&aqs=chrome.1.69i57j35i39j0i131i433i457j0i402l2j0i131i433j0i433j0i131i433.5919j0j15&sourceid=chrome&ie=UTF-8
http://www.meschinowellness.net/


Dr. James Meschino
drjames@adeeva.com

mailto:drjames@adeeva.com

