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Understanding of Cancer and Cancer 
Treatments are Changing
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ÅCancer Treatments-
Generally NOT 
Effective

ÅPredominant 
conventional 
understanding of 
cancer seems to be 
wrong



New Cancer Cases Rising Faster than 
the US Population
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Conventional Cancer Therapies

ÅSurgery

ÅRadiation

ÅChemotherapy

ÅTargeted therapies (New kid on the block) 
They target specific receptors or enzymes 
within the cancer cell
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All Conventional Treatments Can Do 
Harm Because of Lack of Selectivity

ÅAll can do harm because they damage normal 
cells and tissue along with cancer cells

ÅStandard of care, supported by insurance 
coverage largely related to consensus rather than 
specific studies

ÅClinical trials very expensive and can only be 
supported by pharmaceutical companies

ÅForbes 2012 study said that it cost $4 billion to 
get a new drug approved; makes sense only if 
drug patentable
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From New York Magazine Article in October 
2013: ά¢ƘŜ /ƻǎǘ ƻŦ [ƛǾƛƴƎέ

http://nymag.com/news/features/cancer-drugs-2013-10/

Avastin, $5,000/month
Zaltrap, $11,000/month 
Yervoy, $39,000/month
Provenge, $93,000/Tx Course
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Erbitux, $8,400/month
Gleevec, $92,000/year; 
Tasigna, $115,000/year
Sprycel, $123,000/year

http://nymag.com/news/features/cancer-drugs-2013-10/


Standard of Care for Stage I & II Breast 
Cancer: Should it Always be Followed?

ÅLumpectomy

ÅRadiation therapy

ÅChemotherapy in some cases

ÅAnti-Hormonal therapy if cancer is Estrogen 
Receptor positive

ÅPossible Monoclonal therapy drug (like 
Herceptin) if HER2/Nu positive

Å[ŜǘΩǎ ŦƛǊǎǘ ŦƻŎǳǎ ƻƴ wŀŘƛŀǘƛƻƴ
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Radiation for Breast Cancer: A 
Questionable Standard of Care

ÅWhat is the basis for the automatic 
recommendation of radiation for any woman 
undergoing a lumpectomy for breast cancer?

ÅLumpectomy or Modified Radical 
Mastectomy plus radiation therapy replaced 
the Radical Mastectomy, which removed the 
ǇŜŎǘƻǊŀƭ ƳǳǎŎƭŜǎ ƛƴ ǘƘŜ мфслΩǎ
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Radiation and the Treatment of Breast Cancer
A Cancer Decisions® Report (Ralph Moss)

ÅReduces risk of a recurrence in the same 
breast

ÅDoes NOT reduce regional recurrence or 
distant metastases

ÅNo impact on overall survival with increased 
deaths from causes other than breast cancer.

ÅHarmful effects (e.g. heart damage, 
lymphedema) may occur later

ÅSee: www.cancerdecisions.comfor report
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Should Radiation be Automatic for 
Breast Cancer?

ÅSo, should women automatically accept radiation 
for breast cancer after lumpectomy; we see many 
patients who refuse radiation and do intensive 
integrative program after lumpectomy
ÅMight radiation actually reduce the positive 

effects of a good integrative treatment program? 
²Ŝ ŘƻƴΩǘ ƪƴƻǿΣ ōǳǘ ǘƘƛǎ ƛǎ ŀ ǊŜŀƭ Ǉƻǎǎƛōƛƭƛǘȅ
ÅNo studies that actually look at alternative 

program vs standard of care plus alternative 
ǇǊƻƎǊŀƳΤ ŘƻƴΩǘ ŜȄǇŜŎǘ ǘƘŜƳ
ÅMany women do fine with radiation therapy, but 

should be fully informed before their decision
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Some Patients Choosing to Avoid 
Some Portions of Standard of Care

ÅPatients left with difficult choices and need to 
make decision with insufficient information
ÅFrequently need to use common sense and what 

feels right for them
ÅMany uncomfortable going against conventional 

suggestions
ÅLots of anxiety associated with making decisions 

about cancer treatment-both conventional and 
alternative
ÅWHAT CAUSES CANCER???? The answer to this 

question gives insights about treatment
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Conventional View on Causes of 
Cancer: Somatic Mutations Theory

ÅCancer arises from a stepwise accumulation of 
genetic and epigenetic changes in oncogenes, 
suppressor genes and DNA repair genes that 
liberate neoplastic cells from the homeostatic 
mechanisms that govern normal cell proliferation
ÅTargeted therapies based on looking for 

overexpressed genes and developing drugs to 
address them (e.g. Gleevec, Aromatase 
Inhibitors, Tamoxifen) 
ÅLargely not successful and very expensive, though 

evidence of benefit of these examples
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Basicsof Chromosomes and Genes

ÅTo understand the current theory about cancer, 
need to understand a little about genes and 
chromosomes

ÅEach human cell has 22 pairs of chromosomes, 
2 X chromosomes in women and an X and a Y 
chromosome in men

ÅGenes are located on chromosomes and 
contain the genetic material inherited from our 
parents
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Ploidy
ÅPloidy refers to the 

number of sets of 
chromosomes in the 
nucleus of a cell
ÅHaploid = 1 set
ÅDiploid = 2 sets (What we 

have)
ÅPolyploidy = More than 2 

sets
ÅAneuploidyrefers to 

disorganized sets (in Cancer 
cells)
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Diploidy vs. Aneuploidy:
Inside the Nucleus of a Cell

Diploidy-NL     Aneuploidy-CA
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Chromosomal Chaos & Cancer: 
Scientific American May 2007

ÅThe nuclei of cancer cells 
contain entire chromosomes 
(which carry thousands of 
genes) are severely 
scrambledτduplicated, 
broken, structurally rearranged 
or missing entirely
ÅGenerally ignored by 

conventional oncology
ÅChromosomes & Gene 

Changes are secondary to the 
primary cause of cancer
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DNA and the Double Helix Outlined by 
James Watson PhD and Francis Crick PhD
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Å1953-Paper; beat 
Linus Pauling who 
was also working on 
the structure of 
genes
ÅLed to Human 

Genome Project; all 
genes worked out 
by careful research 



Human Genome Project Sequenced 
by 2003
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Å Believed easy to find 
relationship between 
common cancers and 
gene sequences

Å Total Failure-Much 
more complex

Å Numerous gene 
sequences even within 
one cancer



New Book 2014-Traces the History of 
Cancer and the Various Theories

Breast CA Options-2016-MBS 19

ÅShows how the less than useful 
theory of the somatic mutational 
theory of cancer fails to lead to 
useful treatments
ÅOutlines how the metabolic theory 

of cancer due to mitochondrial 
damage results in potentially useful 
treatments
ÅSome potentially useful and 

unheard of treatments discussed



Cancer: a Metabolic Mitochondrial 
Disease-NOT a Nuclear Disease 

ÅContrary to prevalent scientific oncological 
consensus, cancer is NOTprimarily a nuclear 
genetic disease or even a nuclear 
chromosomal disease

ÅCancer is a metabolic disease associated with 
mitochondrial damage

ÅOriginally proposed by Otto Warburg MD PhD 
ƛƴ ǘƘŜ мфнлΩǎ ŀƴŘ олΩǎΣ and more recently by 
Thomas Seyfried PhD
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Otto Heinrich Warburg, MD, PhD
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ÅWon Nobel Prize in Physiology 
or Medicine in 1931

ÅDescribed the fundamental 
difference between normal 
cells and cancer cells

ÅCancer cells unable to 
effectively use oxygen to 
produce energy

ÅCancer cells form as a result of 
low oxygen environment



Book: Cancer as a Metabolic Disease 
by Thomas Seyfried PhD; 2012
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Fundamental Difference Between 
Cancer Cells and Normal Cells

ÅEnergy of most biochemical reactions in the 
body come from ATP molecules

ÅCancer cells produce energy (ATP molecules) 
by glycolysis or fermentation, the metabolism 
of sugar without using oxygen, even if oxygen 
is present (Warburg Effect)

ÅNormal cells produce energy primarily by 
using oxygen
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Oxidative Metabolism Needs Less 
Glucose

ÅThe Krebs cycle and electron transfer in the 
mitochondria use oxygen to produce between 30 and 
38 molecules of ATP from 1 molecule of glucose

ÅAnaerobic metabolism or glycolysisproduces 2 
molecules of ATP from1 molecule of glucose. 

ÅCancer cells primarily use anaerobic metabolism and 
not oxygen to metabolize glucose

ÅSo, cancer cells need 15 to 19 times more glucose 
than normal cells to produce the same amount of 
energy

ÅPractical Implication: Excessive sugar drives cancer 
growth (generally unrecognized by oncologists)
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ATP Production in a Normal Cell vs. a 
Cancer Cell

38 ATP Molecules 2 to 4 ATPs
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Normal Cell (in mitochondria)      Cancer Cell
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PET Scans aŀƪŜ ¦ǎŜ ƻŦ ǘƘŜ ά²ŀǊōǳǊƎ 9ŦŦŜŎǘέ 
to Find Cancers (Positive Emission Tomography)

Å A PET scan, unlike a normal X-ray, can detect cancer before organ or 
gland enlargement occurs by using fluorescent tagged glucose. Here 
a normal X-ray of the chest (left) is compared with a PET scan of the 
chest producing normal results (top right) and a PET scan revealing 
cancer that's spread to the lymph nodes (black areas in bottom 
right. Radioactive sugar accumulates in cancer cells and these can 
be seen on a PET Scan
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Cancer Cells Develop in a Low Oxygen 
Environment-Essential to Warburg Hypothesis

ÅCancer cells develop as an adaptation to a low oxygen 
environment

ÅThey cannot use oxygen because of damage to 
mitochondria

ÅThis adaptation develops over a long period of time 
and become irreversibleand cancer cells cannot use 
oxygen, even when it is present (the Warburg Effect)

ÅThis view that cancer  is due to mitochondrial damage 
as expressed by Thomas Seyfried PhD
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.Ǌƛŀƴ tŜǎƪƛƴ ŀƴŘ άThe Hidden Story of 
Cancerέ
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Brian Peskin

ÅScholarly book explaining the Otto 
Warburg theory of cancer and how 
fatty acids in cell membranes are 
involved
ÅWell referenced; critical of status quo
ÅCancer is stimulated by a low 

oxygen cellular environment
ÅPeskin hypothesizes how this 

happens 



What Contributes to a Low Cellular 
Oxygen Environment that Leads to CA
ÅPeskin presents evidence that abnormalities in the 

fatty acids in membranes of cells reduces oxygen to 
cells

ÅPeskin points out that 95% of parent essential fatty 
acids[Linoleic Acid-Omega 6 and Alpha Linolenic Acid-
Omega 3] wind up in the cell membranes of cells

ÅOnly 5% is used for derivatives that produce 
prostaglandins (GLA, EPA, DHA)

ÅThe double bonds of these parent fatty acids within 
the cell membrane attract oxygen into cells
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Adulterated Fatty Acids Increase Shelf 
Life and Distort Cell Membranes

ÅIn order to increase shelf life, food processing companies, 
change the structure of the fatty acids in the food (trans 
FA are one example)

Å¢ƘŜǎŜ άadulterated fatty acidsέ ŀǊŜ ƛƴŎƻǊǇƻǊŀǘŜŘ ƛƴǘƻ ǘƘŜ 
cell membranes throughout the body

Å If adulterated fatty acids replace parent essential fatty 
acids, oxygen content of cells can be reduced by 50% 
(cancer forms over time with 33% oxygen reductions, 
according to Warburg)

ÅSo, excessive sugar intake and adulterated fatty acids in 
our diets are two of the main causes of cancer
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Fish Oil Supplements Not 
Recommended: An Alternative Opinion

ÅFish Oil Capsules and liquid are unphysiologicand 
not recommended (one capsule equals several 
fish meals)

ÅThese longer fatty acids are incorporated into the 
cell membrane and distort it, worsening function

ÅReported benefits are generally short-lived and 
are analogous to anti-inflammatory effect of 
using steroids

ÅBoth conventional and alternative practitioners 
prescribe lots of fish oil
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Questions a Patient or Support Person Should 
Ask Before Making CA Treatment Decision

ÅLikelihood survival time will be increased

ÅLikelihood quality of life will be improved

ÅRisks associated with the treatment:

ïMorbidity

ïMortality

ïSecondary cancers

32Breast CA Options-2016-MBS



Why Are the Results of Conventional 
Treatment for Stage IV Cancers So Poor?

PRESENCE OF CANCER STEM CELLS MAY BE ONE 
OF THE MAIN REASONS!!
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Normal Stem Cells RepairDamaged 
Tissue
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Origin ofNormal Stem Cells

ÅDuring embryological development of the fetus, 80% of 
the precursorsto the ova or spermatozoa become ova 
in women and spermatozoa in me

ÅThe rest of these pluripotent cells (20% of them) are 
scattered throughout the body and become the stem 
cells, which are later used for repair

ÅThis theory was first elaborated by embryologist John 
Beard MD, PhD in his trophoblastic theory of cancer 
in 1911. For more about this theory, see the book by 
ǘƘŜ ƭŀǘŜ bƛŎƘƻƭŀǎ DƻƴȊŀƭŜȊ a5Υ  άThe Trophoblast and 
ǘƘŜ hǊƛƎƛƴǎ ƻŦ /ŀƴŎŜǊέ (2010).
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Book: Trophoblast and Origins of Cancer-
Nicholas Gonzalez MD (recently deceased)
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CancerStem Cells: VERY IMPORTANT
ÅStem cells that have become cancerous

ÅBehave differently from cancer cells 

ÅCancer cells constitute only 1 to 5% of solid cancers

ÅCancer stem cells are the only ones that metastasize

ÅResistant to radiation and chemotherapy!!!!

ÅCancer stem cells discussed over the last 15 years of 
so; they are changing conventional cancer approach

ÅShrinkage of tumor not good parameter for assessing 
treatment results; upsets how oncology done today

ÅWhat does stop CA Stem cells: Anti-inflammatory 
agents inhibit cancer stem cell growth
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Size of Tumor May be Misleading
ÅDo not be misled into thinking tumor reduction 

means you are making progress, as you may not be

ÅάLŦ ǘƘŜ ŎŀƴŎŜǊ ǎǘŜƳ ŎŜƭƭ ƘȅǇƻǘƘŜǎƛǎ ƛǎ ǘǊǳŜΣ ǘǊŜŀǘƛƴƎ 
the majority of dividing cancer cells will shrink a 
ǘǳƳƻǊ ōǳǘ ǿƻƴΩǘ ŎǳǊŜ ǘƘŜ ŎŀƴŎŜǊ ǳƴƭŜǎǎ ǿŜ Ŏŀƴ 
target the cancer stem cells themselves.That would 
explain why tumor shrinkageτthe gold standard for 
ƳŜŀǎǳǊƛƴƎ ŀ ŘǊǳƎΩǎ ŜŦŦŜŎǘƛǾŜƴŜǎǎτŘƻŜǎƴΩǘ ŀƭǿŀȅǎ 
ǘǊŀƴǎƭŀǘŜ ƛƴǘƻ ƭƻƴƎŜǊ ǎǳǊǾƛǾŀƭ ŦƻǊ ǇŀǘƛŜƴǘǎΦά       

Daniel Haber, MD 

Director Mass General Hospital Cancer Center
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Max Wicha MD: Establishment
Oncologist and Researcher
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Max Wicha MD

University of Michigan

ÅMD from Stanford, Residency at 
U of Chicago
ÅResearch at NCI
ÅFounding Director Emeritus, 

University of Michigan 
Comprehensive Cancer Center
Åwww.youtube.com/watch?v=A

G22BEXscQE
Å30% of breast and prostate CA 

pts have bone marrow mets at 
time of diagnosis



Cancer Stem Cells Survive and Thrive 
with Conventional Therapy
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Specific Cancer Stem Cell Therapy
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Many Natural Substances Block 
Inflammatory Stimulation of CSTs

ÅCurcumin

ÅThymoquinone from black cumin seed

ÅSulforaphane and other glucosinolates and 
isothiocyanates from cruciferous vegetables

ÅVitamin D

ÅBoswellia

ÅParent Essential Fatty Acids

ÅStabilized aloe vera extract
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Bharat B Aggarwal PhD
ÅPhD Biochemistry from Univ. of 

California, Berkeley 1977
ÅGenentech-Research from 1980-

1989
ÅResearched anti-cancer 

properties of herbs-Espec 
Curcumin
ÅMD Anderson Houston TX-Chief 

of Cytokine Research Center 
from 1989-2015-Left recently
ÅPublished over 500 articles
ÅRecent retraction of 7 articles
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Curcumin & Cancer Cells: How Many 
Ways Can Curry Kill Tumors Selectively?

Å2009 Article in the American 
Association of 
Pharmaceutical Scientists
ÅExtraordinary number of 

ways that curcumin can do 
this-Highly technical article
Åhttp://www.ncbi.nlm.nih.gov

/pmc/articles/PMC2758121/
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Another Strategy for Killing Cancer 
Cells Without Harmto Normal Cells

ÅLearned about Salvestrols 7 years ago

ÅDiscouraged because patients taking Salvestrols 
COULD NOT take B17,  Laetrile, amygdalin

ÅMost of my cancer patients were taking B17 orally or 
IV at that time (my experience goes back to 1975)

ÅwŜŎŜƛǾŜŘ .Ǌƛŀƴ {ŎƘŀŜŦŜǊΩǎ ōƻƻƪ ƻƴ {ŀƭǾŜǎǘǊƻƭǎ-2012

ÅImpressed by theory and case histories

ÅBegan using Salvestrols at the end of 2012

Breast CA Options-2016-MBS 45



Book by Brian A Schaefer-2012

Å History of the discovery of CYP1B1 
& Salvestrols

Å Case histories of patients using 
salvestrols

Å Schaefer met Burke, Potter & 
5ŀƴƛŜƭǎ ƛƴ ǘƘŜ ŜŀǊƭȅ нлллΩǎ ϧ 
fascinated with CYP1B1 and 
Salvestrols

Å Brian distributes the Salvestrol 
supplement in North America
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ProfessorDan Burke PhD: Discovered 
CYP1B1High in CA Cells; Not NL Cells
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ÅDegrees in Biochemistry & Drug 
Metabolism in UK
ÅAuthored over 200 published 

research studies
ÅResearch in the Cytochrome 

P450 family of enzymes
Å9ŀǊƭȅ мффлΩǎ-Discovered the 

enzyme protein CYP1B1 present 
in cancer cells and not in 
normal cells (ultimately found in 
26 different cancers)



Essentials of the Protein-Enzyme
CYP1B1

ÅCYP1B1 is considered a universal cancer marker
by some (e.g. researchers at the Dana Farber 
Cancer Center in Boston in a 2008 paper, though 
currently not on website)

ÅResearch showing the presence in brain cancer 
cells but NOT normal brain cells has been done at 
MD Anderson Cancer Center

ÅNo mention of this concept at NIH website & this 
concept remains controversial in the USA

ÅQuestion: Why is CYP1B1 in cancer cells?
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CYP1B1 & the Discovery of Salvestrols

ÅHypothesis: CYP1B1 protects against cancer

ÅResearch found a group of relatively inert substances 
found in organic plants (fruits, vegetables and herbs)

ÅSubstances when mixed with CYP1B1 form 
metabolites that inhibit cancer cell growth; named 
them Salvestrols

ÅMost people suffer from a deficiencyof salvestrols,  
which predisposes  them to cancer

ÅSalvestrols have no effect on normal cells which do 
not have CYP1B1
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Effects of Salvestrols on Cancer  Cells 
& Normal Cells
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Correcting Salvestrol Deficiencies
ÅBy eating organicfruits and vegetables high in 

Salvestrols, a person will convert the Salvestrols to 
metabolites, which are capable of inducing apoptosis 
in any cancer cells lurking in the body

ÅFor this to work properly, inhibitors of CYP1B1 need 
to be avoided

ÅSalvestrol deficiency can be corrected with a diet rich 
in salvestrols or with a salvestrol supplement

ÅThe CYP1B1-{ŀƭǾŜǎǘǊƻƭ ǎȅǎǘŜƳ Ƴŀȅ ōŜ ƴŀǘǳǊŜΩǎ 
rescue mechanism from cancer
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prostate carcinoma biopsy 
at 400x magnification

cancer cell 
cytoplasm

cancer cell 
nucleus

normal cells

Carnell, D. et al. Int. J. Radiation Oncology Biol. Phys. 58: 500-509 (2004)

biopsy chemically stained  blue for cell structure (H&E variant) 
and brown for CYP1B1 (our immunohistochemical stain)

�2CYP1B1

�3CYP1B1 

�2CYP1B1 
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