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Accelerated Increase

Worldwide, new cancer cases increased 
by 11% from 2008 to 2012 

 IARC in 2012 predicted an increase of 
75% by 2025  

By 2025, almost 80% of the increase in the 
number of all cancer deaths will occur in 

less developed regions.



The global cancer burden was 18.1 

million new cases and 9.6 million deaths in 

2018. 

 One in 5 men and one in 6 women worldwide develop 
cancer during their lifetime 

 Lung, prostate, colorectal, stomach and liver cancer are 
the most common in men, 

 Breast, colorectal, lung, cervical and thyroid cancer in 
women.

Globally one out of six deaths due to 
cancer



Cancer now leading cause of death in 
high-income countries - while heart 

disease burden persists in low-income 
and middle-income countries

Cardiovascular Disease (CVD) remains the 
leading cause of mortality among middle 
aged adults globally, accounting for 40% of 
all deaths, but this is no longer the case in 
HIC, where cancer is now responsible for 
twice as many deaths as CVD

Published: September 03, 2019 The Lancet



Epidemiology of Cancer Genetics

Incidence of immigrants and natives approximate 
each other relative to the rate and degree of 

enculturation

*

Cancer is not ethnic

Cancer is not genetic

*

1st Generation more closely approximate their country of 
origin



The ‘West’ is Metastasizing 

Declines in infectious related cancers of the 
cervix and stomach are occurring….relatively 
mild declines

However

Superseded by female breast and other 
cancers more associated with a western 

lifestyle



Cancer Deadly
as it was 50 years ago

“Medical science has made incredible advances in 
our lifetimes — but one sobering truth remains….If 
you look at the death rate from cancer, there's no 
dramatic change over the last five decades”

David Agus … head of University of Southern 
California's Westside Cancer Center.



14 Million to 22 Million 

in the next 2 decades?

Something is NOT

working. Traditional vs. 

New Approach
Kk



High Dose Chemotherapy 
Does Not Help

Australia and USA

5 Year Survival from Randomized Clinical 
Trials                                                              

Australia 2.3%                                                               
USA 2.1% 

The contribution of cytotoxic chemotherapy to the 
management of cancer. 

[Clin Oncol (R Coll Radiol). 2005]

http://www.ncbi.nlm.nih.gov/pubmed/15997929
http://www.ncbi.nlm.nih.gov/pubmed/15997929


Metastasis is is responsible for about 90% of 
cancer deaths. 

This estimate has changed little in more than 
50 years.

 Metastasis is a succession of 6 individual 
processes and fully metastatic cells are rare 
clones of the primary tumor. 

 In animal models, 0.01% or CTC develop 
into metastases.

 Chemotherapy enhances each of these steps



In order to complete the metastatic 
cascade, cancer cells must 

 Detach from the primary tumor.

 Intravasate into the circulatory and lymphatic 
systems.

 Evade immune attack. 

 Extravasate at distant capillary beds. 

 Invade and proliferate in distant organs. 

 Metastatic cells also establish a microenvironment
that facilitates angiogenesis and proliferation, 
resulting in macroscopic, malignant secondary 
tumors.



Metastasis

 Chemotherapy changes the tumor 
microenvironment

 Chemotherapy promotes epithelial to mesenchymal 
transition

 Chemotherapy promotes cancer cell escape

 Chemotherapy promotes immune system escape

 Chemotherapy increases Circulating Tumor Cells

 Chemotherapy promotes favorable environment for 
metastasis



Accelerated regrowth of non-small-cell lung tumours
after induction chemotherapy.

El Sharouni SY1, Kal HB, Battermann JJ.
1Department of Radiation Oncology Q00.118, University Medical Centre, Post Box 85500, 

Heidelberglaan

Induction chemotherapy of non-small-cell lung cancer (NSCLC) 
stage III with gemcitabine and cisplatin for downstaging. 

Interval times -end of chemotherapy to date of CT, were 
determined for 23 patients with NSCLC.

41% of potentially curable patients became 
incurable in the waiting period.. 

This is far less than the mean doubling time of NSCLC in 
untreated patients

As a consequence, the gain obtained with induction 
chemotherapy with regard to volume reduction was 

lost in the waiting time for radiotherapy. 

https://www.ncbi.nlm.nih.gov/pubmed/?term=El Sharouni SY[Author]&cauthor=true&cauthor_uid=14676792
https://www.ncbi.nlm.nih.gov/pubmed/?term=Kal HB[Author]&cauthor=true&cauthor_uid=14676792
https://www.ncbi.nlm.nih.gov/pubmed/?term=Battermann JJ[Author]&cauthor=true&cauthor_uid=14676792


Chemotherapy Enhances Metastasis Formation via VEGFR-1–
Expressing Endothelial Cells

Cancer Res; 71(22); 6976–85. ©2011 AACR.

 Chemotherapy may also induce tumor-promoting changes in the 
microenvironment as part of a systemic host response. 

 Blood of cancer patients treated with chemotherapy contains 
increased levels of several pro-tumorigenic growth factors and 
mobilized bone marrow-derived progenitor cells, that can home to the 
tumor and subsequently contribute to angiogenesis.

 Pretreatment with the commonly used chemotherapeutic agents 
cisplatin and paclitaxel significantly enhanced lung metastasis in this 
model.

 Chemotherapy exposure enhanced the expression of VEGF receptor 1 
(VEGFR-1) on endothelial cells both in vitro and in vivo.

The data indicate that chemotherapy-induced expression of 
VEGFR-1 on endothelial cells can create an environment 

favorable to tumor cell homing. 



Chemotherapy alters the tumor 
microenvironment, which can promote tumor 

cell survival and drug resistance

 Cyclophosphamide expands the population of myeloid 
cells in the bone marrow, which contributes to skeletal 
metastasis 

 Paclitaxel treatment increases the recruitment of bone 
marrow-derived cells (BMDCs) and accelerates 
metastasis by inducing matrix metalloproteinase-9 
(MMP9) expression and epithelial-to-mesenchymal 
transition (EMT) 

 Paclitaxel stimulates breast cancer metastasis in a Toll-
like receptor-4-dependent manner



Specific chemotherapeutic agents induce metastatic behaviour through 
stromal- and tumour-derived cytokine and angiogenic factor signaling

Journal of Pathology J Pathol 2015; 237: 190–202 Published online 15 June 2015 in Wiley 
Online Library (wileyonlinelibrary.com) DOI: 10.1002/path.4564

 A single dose of chemotherapy is sufficient to enhance lung 

metastasis in tumor-bearing mice

 Prometastatic chemotherapy treatment increases the 

expression of cytokines and angiogenic factors

 Chemotherapy treatment increases endothelial cell 

migration, wound healing, in vivo angiogenesis and vascular 

permeability

 Paclitaxel treatment increases the recruitment of BMDCs

 Serum from paclitaxel-treated mice increases tumor cell 

viability, migration and epithelial-to-mesenchymal transition



Chemotherapy-Exacerbated Breast Cancer Metastasis: 
A Paradox Explainable by Dysregulated Adaptive-

Response
Int J Mol Sci. 2018 Nov; 19(11): 3333.

Published online 2018 Oct 26. doi: 10.3390/ijms19113333

TAMs promote cancer progression

Paclitaxel, doxorubicin, and gemcitabine increase the 
abundance of TAMs in primary tumors in breast and 
other cancer models

And paclitaxel, gemcitabine, cisplatin, and 
cyclophosphamide create a favorable tissue 
environment for cancer cells to colonize.

Chemotherapy also exacerbated seeding (circulating 
cancer cells extravasate and survive before major 
outgrowth) in several cancer cell models (breast, 

prostate, colon, lung and melanoma) using multiple 
drugs.

https://www.ncbi.nlm.nih.gov/pmc/articles/PMC6274941/
https://dx.doi.org/10.3390/ijms19113333


Chemotherapy

 Increased proliferation

 Increased motility

 Increased invasion

 Increased aggressiveness

 Increased blood vessel growth

 Increased lymphatic recruitment



Type to enter a caption.





Type to enter a caption.
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Type to enter a caption.





Effects of Radiation on Metastasis and 
Tumor Cell Migration

Marta Vilalta, Ph.D.,1 Marjan Rafat, Ph.D.,1 and Edward E. Graves, Ph.D.1,*

Author information Copyright and License information Disclaimer

 Recent studies leveraging CTCs sorting technology have shown clinically 
that radiotherapy results in an increased number of viable circulating tumor 
cells in non-small cell lung cancer, and bladder cancer thus contributing to a 
higher risk of distant metastases.

 1978 that Strong et al. showed clinically for the first time the unexpected 
correlation between radiation exposure of a primary tumor and a higher 
incidence of metastasis in head and neck patients, even though there was no 
difference in the local recurrence and overall cure rate of the two groups

 They observed an increased rate of lung metastasis in tumor-bearing mice 
when treated locally with 4–10 Gy of radiation compared with sham-
irradiated control mice . Further studies using mammary carcinomas in mice 
corroborated that low dose (1×5 Gy or 2×3.5 Gy) preoperative irradiation 
resulted in increased lung metastasis relative to the control group

 Recent studies leveraging CTCs sorting technology have shown clinically 
that radiotherapy results in an increased number of viable circulating tumor 
cells in non-small cell lung cancer and bladder cancerthus contributing to a 
higher risk of distant metastases.

 Recruitment of circulating tumor cells to irradiated tissues

https://www.ncbi.nlm.nih.gov/pubmed/?term=Vilalta M[Author]&cauthor=true&cauthor_uid=27022944
https://www.ncbi.nlm.nih.gov/pubmed/?term=Rafat M[Author]&cauthor=true&cauthor_uid=27022944
https://www.ncbi.nlm.nih.gov/pubmed/?term=Graves EE[Author]&cauthor=true&cauthor_uid=27022944
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4956569/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4956569/
https://www.ncbi.nlm.nih.gov/pmc/about/disclaimer/


Radiotherapy
 Radiation promotes the release of cytokines and growth factors …

 Secreted by tumor, immune, or normal cells, many of these cytokines are 
involved in promoting tumor cell migration, invasion, and metastasis following 
radiotherapy. 

 Furthermore, some of these cytokines may also be involved in attracting CTCs

 In malignant gliomas, RT induces the secretion of interleukins 6 and 8 (IL-6, IL-8) 
and growth factors, such as transforming growth factor β (TGF-β) and vascular 
endothelial growth factor (VEGF) that contribute to increased cell motility,…

 Secretion of matrix metalloproteinases (MMPs) following irradiation has also 
been shown to enhance invasion and migration of brain tumors. …irradiation of 
malignant glioma cells increases invasiveness, migration, proliferation and 
angiogenesis through secretion of MMP2

Overall, radiotherapy enhances cytokine and soluble factor secretion 
in tumor cells that directly influence tumor cell migration and 

invasion

In vivo, pre-irradiation of mouse mammary glands increases pro-migratory 
cyclooxygenase-2 (COX2) and IL-6 expression in the microenvironment, which 
increases the number of circulating tumor cells as well as the number of lung 

metastases



Surgery 
Surgery-Induced Immune Suppression

 Numerous studies have documented that cancer surgery results in a substantial reduction in NK cell activity. 

 In an investigation having ominous implications, NK cell activity in women having surgery for breast cancer was 
reduced by over 50% on the first day after surgery.

Cancer Cell Adhesion

 Research has shown that cancer surgery increases tumor cell adhesion. 

 The binding of cancer cells to the blood vessel walls was increased by 250%, compared to cancer cells not exposed to 
surgical conditions.

Cancer Surgery, Angiogenesis, and Metastasis

The primary tumor produces anti-angiogenic factors which restrict the growth of metastases.. 

Surgery of the primary cancer removes these anti-angiogenic factors, and the growth of metastasis is no longer inhibited

Anesthesia

Both eneral anesthesia  and morphine decreases NK cell activity.

Morphine increased angiogenesis and stimulated the growth of breast cancer in mice.



Five Year Survival Rate 
Stage 4 Cancer

2.1 % United States

2.3 % Australia

Less than 3 %  Worldwide

Current ongoing study in the US

Integrative oncology

Of 450 patients = 61% are Alive and Well  

After 48 months



Disease Centered

 Views Cancer as the “Enemy”

 Military approach – DESTROY CANCER

Doctor is the Military General

Nurses and Technicians are Soldiers

 Collateral Damage = Health and Wellbeing

expected “side effects”



14 Million to 22 Million 

in the next 2 decades?

Something is NOT

working. Traditional vs. 

New Approach



To the “Standard of Caring” 
Smile of Cancer …



It’s Not Often Difficult 
Eliminating Cancer

The Difficulty 

is

Keeping it Gone



What is Cancer ? 



Cancer – Otto H Warburg

“Summarized in a few words, the 
prime cause of cancer is the 

replacement of the respiration of 
oxygen in normal body cells by a 

fermentation of sugar.”                              

Dr. Otto H. Warburg in Lecture





Somatic Mutation = Gene Theory
 Prevailing view = ”cancer is a genetic disease involving nuclear 

mutations in oncogenes and tumor suppressor genes” (Hanahan and 
Weinberg, 2011). 

 The instability of the DNA of tumor cells is considered the primary 
cause of the cancer's hallmarks (Hanahan and Weinberg, 2011). 

 The somatic mutation theory = justification for developing 
“personalized genetic therapies” for managing the various forms of the 
disease 

 Despite numerous inconsistencies associated with the somatic 
mutation theory (Rous, 1959; Sonnenschein and Soto, 2000; Soto and Sonnenschein, 

2004; Baker and Kramer, 2007; Burgio and Migliore, 2015), the theory is presented as 
if it were dogma in most current college textbooks of genetics, 
biochemistry, and cell biology, and is the mainstay of the National 
Cancer Institute in stating that,

“Cancer is a genetic disease—that is, it is caused by changes to genes 
that control the way our cells function, especially how they grow and 

divide”

https://www.frontiersin.org/articles/10.3389/fcell.2015.00043/full#B35
https://www.frontiersin.org/articles/10.3389/fcell.2015.00043/full#B35
https://www.frontiersin.org/articles/10.3389/fcell.2015.00043/full#B70
https://www.frontiersin.org/articles/10.3389/fcell.2015.00043/full#B89
https://www.frontiersin.org/articles/10.3389/fcell.2015.00043/full#B91
https://www.frontiersin.org/articles/10.3389/fcell.2015.00043/full#B5
https://www.frontiersin.org/articles/10.3389/fcell.2015.00043/full#B8




Hallmarks that define “cancer”
Hanahan and Weinberg  - six essential alterations in cell 
physiology underlie malignant cell growth 

1. self-sufficiency in growth signals 

2. insensitivity to growth inhibitory (antigrowth) signals 

3. evasion of programmed cell death (apoptosis) 

4. limitless replicative potential 

5. sustained vascularity (angiogenesis) 

6. tissue invasion and metastasis

Hanahan D, Weinberg RA. The hallmarks of cancer. Cell. 2000;100:57–70. doi: 10.1016/S0092-
8674(00)81683-9



Warburg Effect = Aerobic Glycolysis

 In addition to those six recognized hallmarks of cancer, 

aerobic glycolysis (Warburg effect) is the fundamental 

metabolic hallmark of tumors

 No specific gene mutation or chromosomal abnormality 

is common to all cancers                                                

BUT all cancers use aerobic glycolysis, regardless of 

their tissue or cellular origin. 

 Aerobic glycolysis = glucose uptake with lactic acid 

production (in the presence of oxygen).

 This metabolic peculiarity is the basis for PET scans.                           

Diagnostic tool for cancer detection and management



Abnormal Pasteur Effect

Oxygen reduces anaerobic glycolysis in normal cells              
(Pasteur effect) Hence reduced lactic acid

Continued production of lactic acid in the presence of 
oxygen is an abnormal Pasteur effect (cancer cell)

Only cells able to increase glycolysis during intermittent 
respiratory damage are capable of survival (cancer).

Cells unable to elevate glycolysis in response to respiratory 
insults = energy failure. 

Cancer cells would therefore arise from normal body cells 
through a gradual and irreversible damage to their respiratory 
capacity. 

Aerobic glycolysis, as a compensation for damaged mitochondria 
= cancer.



ΔG'ATP is tightly regulated in all cells between -53 
to -60 kJ/mol

In normal cells 94% of total cellular energy is 
produced in mitochondria  and 6% from glycolysis in 

the cytoplasm

All cells from -53 to -60 kJ/mol … Most of this energy to 
power ionic membrane pumps … maintain viability

- 56 kJ/mol heart, liver and RBCs

Warburg showed that energy production in 
kidney and liver cells was similar to that 

produced in proliferating cancer cells



Genetic Instability

One of the major difference between normal cells and 
cancer cells is the origin of the energy produced not the 
amount of energy produced 

Approximately -56 kJ/mol is the amount of energy 
required for cell survival (all cells)

A prolonged reliance on substrate level 
phosphorylation for energy production produces 

genome instability, cellular disorder, and increased 
entropy, i.e., characteristics of cancer



Oncogenes are “turned on” to support 

fermentation
 A persistent impairment in respiratory function will trigger the RTG 

response, which is necessary for up-regulating the pathways of 
glycolysis and glutaminolysis in order to maintain the ΔG'ATP for 
viability. 

 The RTG response will activate MYC, Ras, HIF-1α, Akt, and m-Tor 
etc, which are required to facilitate and to sustain up-regulation of 
substrate level phosphorylation

 Part of this mechanism also includes inactivation of pRB, the 
function of which is dependent on mitochondrial activities and the 
cellular redox state . Disruption of the pRB signaling pathway will 
contribute to cell proliferation and neoplasia. 

 Loss of p53 shifts metabolism from mitochondrial respiration towards 
glycolysis.

Hence, the growth signaling abnormalities and unlilmited
dability to replicate is linked directly to the requirements of 

glycolysis and glutaminolysis and ultimately to impaired 
respiration. 



Sustained Glycolysis

 Rtg1 reengages Rtg3, and transcription and signaling 

commences for multiple energy and anti-apoptotic 

related genes and proteins to include MYC, TOR, p53, 

Ras, CREB, NFkB, and CHOP 

 Sustained glycolysis requires participation of mTOR, 

MYC, Ras, HIF-1α, and the IGF-1/PI3K/Akt signaling 

pathways [28, 110, 112, 113, 128, 168]. 

The up-regulation of these genes and pathways 

together with inactivation of tumor suppressor genes 

like p53, which is required to initiate apoptosis, will 

disengage the apoptotic-signaling cascade thus 

preventing programmed cell death.



Loss of Mitochondrial Activity

 Mitochondria = Energy Factories

 Oxygen and Glucose 



 





0.5 to 1.0 μm in diameter

RBC = 0, liver = 2000

Glucose + 6 Oxygen = 38 ATP

Also, signaling, differentiation and apoptosis AND influence the cell cycle and 

cell growth



Capacitor

 A capacitor is a passive two-terminal electrical 

component that stores potential energy in an electric 

field.





Voltage

 Every cell designed to operate at -22mV                                  
(-30 mV for robust young adults)

 Needs repair = -50 mV

 Chronic = -70 mV



Health or Feeling “good”

 Health is enough voltage (electrons) for cells to function

 Optimal functioning = ?

 Feeling “bad” is loss of voltage -15 mV

 Sick -10 mV

 Can’t get out of bed -5 mV

 Reversing polarity DNA damage occurs



Chronic “Disease”                       
Chronic Inflammation

Low Voltage



Cancer

-5 mV to + 40 mV



pH
pH of 0 = +400 mV

pH of 7 = 0  mV

pH of 14= -400 mV



Body pH

 Body operates 7.35 to 7.45

 -20 mV to -40 mV

 Body is 75% water thus voltage is transferred 
ionically

 Acid is an electron stealer

 Alkaline is an electron donor



Inflammation
 Damage = acute inflammation = -50 mV 

 Chronic inflammation = -70 mV

 Running on “battery power” stored in membranes

 If it runs out of power before healing voltage drops

 -15 mV tired & pain 

 -10 mV sick & pain

 -5 mV can not function & pain



Reductant-Oxidant

Alkaline = e- donor =                          
reductant = anti-oxidant

Water = [H+] = [OH-] = pH = 7

Acid = e- stealer = oxidant



Pain is a symptom of low 
voltage

Pain is a symptom of       
acidic pH



Cancer Cells

 Cancer cells become dormant at cellular pH 7.53 = 
voltage -30 mV

 Cellular pH 7.8 (-45 mV) to 8.8 (-100 -mV) cancer cells die

 -65 mV to -70 mV = kills cancer cells



How do Electrons Normally 
Get into the Body ?

 Alkaline water = moving across the earth

 Uncooked Food = carries voltage to digest it…potato 
(voltmeter)

 Cooked Food requires body’s voltage

 Touching the Earth (voltmeter) feet insulators

 Sunshine is an electron donor…20 minutes minimum 
requirement…damage and cancer from burning !

 Touching moving water…shower vs bath

 Touching another living thing…

 The one with higher voltage transfers until equal…good 
hugs leave us equal



Electron Loss
 Acidic water…tap, F, Cl, bottled

 Carbonated beverages

 Caffeinated

 Alcohol

 Cooked Food

 Processed Food

 Doctors/healers who don’t touch

 Parent holding sick child feels tired…child better

 Moving air…hair dryers, air conditioning…



Integrative Oncology

 Rebuilding the Whole Person (mind-body-spirit)

 Restoring Health (optimal functioning)

 Returning Power and Responsibility to the Person

 “Thrive not just Survive”

 Eliminating Cancer (all healing disciplines)

 Collateral Blessings  (not damage)                                  
Other “Diseases” fade away                                   
Inspiration to family and friends 



Standardizing Integrative Oncology

 American Society of Clinical Oncologists (ASCO) has 
an Integrative Branch

 The Society for Integrative Oncologists (SIO)

 The International Organization for Integrative Cancer 
Physicians (IOICP)                                                             

 The Oncology Association of Naturopathic Physicians 

 Institute of Integrative Oncology (IIO)



Three Elements = Foundation of 
Healing from Cancer 

Stop making cancer

Target cancer without causing harm

Stimulate and enhance immune 
function



Stop Making Cancer

 If we don’t stop making cancer…

 It doesn’t matter how good the doctor is at getting 
rid of it …. It will come back

Body is like an aquarium   

If the fish are sick, 

MUST

change the water 

or

the fish will stay sick



Target without Harming 
1. Toxic Therapy

Thief in your house ….

Throw a bomb into the house

OR

Inject sleeping medicine into a mosquito 

Mosquito house

2. Metabolic Therapies – must understand cancer   

biochemical capabilities & limitations

Challenge  Fail



Immune 

Department of Maintenance

Department of Defense



How to Stop Making Cancer
 Cleanse the body

 Sleep early

 Meditate

 Read 

 Exercise

 Eat Human Food at healthy intervals

 Periodic Fasting

 Reconnect with Nature



Epidemic Dislocation from 
Outside to Inside

 For the last several decades we have been spending less 
time outside than we used to. 

 70%of mothers in the U.S. remember playing outside 
every day as children but only 26% of them say their 
children play outside daily.

 The frontal lobe deactivates & alpha waves increase.

 Buddhist monks, meditators also engage alpha waves.

 In Illinois, housing projects with a lot of trees versus 
those without trees = a lower crime rate and lower rates 
of aggression.



Shinrin yoku
(forest bathing)

“NK cells increase in number and function in forests. 

As a result, Japan now has 48 therapy trails. 

ANS stress response is reversed

Healing is allowed to occur



Cancer is Extremely Clever

 Cancer arises out of a homeostatic adaptive response 

 It is therefore more prepared than the average cell

 Most toxic chemo is adapted to easily unlike normal cells.

 Mug an office worker, not someone who is walking home from 
the gym

Must Overwhelm Cancer  

Exhaust it

Cannot Beat It 



Targeting Therapies

 IPT/IPTLD

 Ascorbates (Vitamin C)

 Amygdalin 

 Sodium Selenite

 Oxidative Therapies

 Hyperthermia (local)

 Artesunate

 Curcumin

 Quercitin



An adequate intracellular dose 
intensity requires the administration 

of high doses

Two Problem Areas in Cancer Chemotherapy

Lack of tissue specificity for drugs

Result
Widespread dose-related

drug side effects



Low Dose Insulin Potentiated 
Chemotherapy

Rational Use Of Poison



LOW DOSE INSULIN POTENTIATED 
CHEMOTHERAPY LDIPC

LDIPC is a chemotherapy-based protocol using 
insulin as a biologic response modifier of the 

endogenous mechanisms of malignancy.

In LDIPC, insulin is used: 

• selectively target cancer cells with lowered doses of 
chemotherapy drugs 

• enhances drug effects on these cells 

• reducing dose-related side effects on normal tissues.



MEMBRANE

EFFECT

METABOLIC
EFFECT

The Mechanisms of Malignancy

Insulin

Receptors
IGF

Receptors
X10X 6

Increased S-

Phase Activity 

= Cancer Cell 
Growth

Endogenous Insulin Endogenous IGF

Autonomous 
Autocrine 

Stimulation

Facilitated 
Diffusion of 
Glucose to Fuel
Cancer Cell 
Processes



Insulin is the “key” that opens the door 

for glucose



Cancer cells have from 6 to 17 

times more insulin receptors than 

healthy cells



Insulin receptors are widely 
distributed in mammalian 
organisms with their being from 
100 to 100,000 receptors per cell in 
different tissues. 
Rosen OM. After insulin binds. Science 273:1452-1457, 1987



Human breast cancer cells have 6 
times more insulin receptors (1)

and 10 times more IGF-I receptors 
(2) than normal tissues in the body.

1) Holdaway IM, Freisen HG. Hormone binding by human
mammary carcinoma. Cancer Res 37:1946-1952, 1977 

2) Cullen JK et al. IGF-I receptor expression and function 
in HBCC. Cancer Res 50:48-53, 1990







The secretion of INSULIN andIGF-1, and the 
elaboration of specific receptors for these 
ligands, has been well characterized in human 
breast cancer cell lines.

Holdaway I.M., Freisen H.G. Hormone binding by human mammary carcinoma. 
Cancer Res 37:1946-1952, 1977 

Cullen J.K., Yee D., Sly W.S., et al.  Insulin-like growth factor receptor expression 
and function in human breast cancer.  Cancer Res 50:48-53, 1990

Papa V., Pezzino V., Costantino A., et al.  Elevated insulin receptor content in 
human breast cancer.  J Clin Invest 86:1503-1510, 1990



The synthesis and secretion of insulin and IGF-1 

has been identified in cancers of the breast, 
lung, colon, melanoma, renal cell 
carcinoma, fibrosarcoma, Hodgkins
lymphoma, insulinoma, and lymphoblastic 
leukemia.

The specific receptors for these ligands have 
likewise been well characterized on the cell 
membranes of these cancers
Ayre SG, Perez Garcia y Bellon D, Perez Garcia Jr D. Insulin, Chemotherapy, and the 
Mechanisms of Malignancy: the design and the demise of cancer. Med Hypotheses 55(4), 
330-334, 2000.



LDIPC & Cancer Chemotherapy 

Ligand effect is a 

function of 

receptor 

concentration

IR                     IGF-R                  IR                IGF-R

Relative IR & IGF-R Concentrations

Malignant
Cells

Normal Somatic
Cells

6X

10X



LDIPC & Cancer Chemotherapy 

Membrane  Effect

- Increased cell membrane permeability

- Increased intracellular dose intensity

- Lowered total dose of drugs

- Reduced dose-related side effects

- Shorten treatment cycle intervals



Stearic acid Oleic acid
- saturated - - monounsaturated -

Tristearin Triolein

m.p. 68 deg. C m.p. 5 deg. C

Mechanisms of Membrane Effects

Insulin activation of delta-9 desaturase

At 37 deg. C Membrane fluidity/permeability



Insulin & IGFs

Insulin & IGFs are 
Structural Homologues 

IGF-1 Share 43% and IGF-
2 Shares 41%

They Cross React with

Each Others’ Receptors

IGFs are Secreted by 
Cancer Cells



In vitro, after adding insulin to an 
asynchronous population of breast 

cancer cells, the S phase fraction was 
66% compared to only 37% in the 

controls.

Gross GE, Boldt DH, Osborne CK.  Perturbation by insulin of human breast cancer 
cell kinetics.  Cancer Res 44:3570-3575, 1984





Supraphysiologic concentrations 
of insulin can replace the IGF-I 
requirement in defined media 
through cross-reaction with the 
IGF-I receptor.
Goustin et al. Growth factors and cancer. Cancer Res 46:1015-1029, 1986.



Elevated IGF levels 
 Hodgkin’s & Non-Hodgkin’s Lymphoma

 Renal Adenocarcinoma

 Cervical & Uterine Carcinoma

 Breast, Colon, and Lung Carcinoma

 Lymphoblastic Leukemia

Amount of IGFs Correlates with Stage of Cancer

Cancer Cells Have Up to 10 Times More IGF Receptors 
than normal cells.

Treatment Causes the IGF Levels to Decrease.



Insulin & Chemotherapy

Metabolic Effect – Insulin & IGF receptors

 Increased S-phase fraction

 Potentiation of cell-cycle 

phase-specific chemotherapy 

 Increase in proportion of cancer cells

killed per cycle







Side Effects

10% Usual Dose                                              
50% in cancer cells & 50% in body

50% of 10% = 5%  

ONLY 5 % of usual side effects

No hair loss

Able to work, go shopping and eat



Over 80 References in 
Scientific Literature



Cancer Chemother Pharmacol. 2004 Mar;53(3):220-4. Epub 2003 Dec 4.
Insulin-induced enhancement of antitumoral response to methotrexate 

in breast cancer patients.
Lasalvia-Prisco E1, Cucchi S, Vázquez J, Lasalvia-Galante E, Golomar W, 

Gordon W

 Our results confirmed in vivo the results of previous in vitro 
studies showing clinical evidence that insulin potentiates 
methotrexate under conditions where insulin alone does not 
promote an increase in tumor growth. Therefore, the 
chemotherapy anti-tumoral activity must have been 
enhanced by the biochemical events elicited in tumor cells 
by insulin.

In multidrug-resistant metastatic breast cancer, 
methotrexate + insulin produced a significant anti-

tumoral response that was not seen with either 
methotrexate or insulin used separately.

http://www.ncbi.nlm.nih.gov/pubmed/?term=Lasalvia-Prisco E[Author]&cauthor=true&cauthor_uid=14655024
http://www.ncbi.nlm.nih.gov/pubmed/?term=Cucchi S[Author]&cauthor=true&cauthor_uid=14655024
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Low dose chemotherapy in combination with insulin for the treatment 
of advanced metastatic tumors. Preliminary experience.                                                                         

Damyanov C, et al. Journal J BUON. 2009 Oct-Dec;14(4):711-5. Affiliation Medical Center of 
Integrative Medicine, Sofia, Bulgaria.integramed@mail.bg

Toxic effects and chemo-resistance are serious problems 
concerning chemotherapy administration. Until now adequate 
solutions have not been found. In the past few years, while 
searching for possibilities to decrease toxicity, chemotherapy 
given in low, frequent doses - a novel strategy called 
"metronomic" administration - showed promising results. 
There is also another method for applying low doses of 
chemotherapeutics at short intervals, called Insulin Potential 
Therapy (IPT). It combines standard chemotherapy schemes, 
using lower doses of anticancer drugs and the hormone 
insulin which is administered intravenously (i.v.). 

We present hereby 3 cases of our original practice, which 
demonstrate the efficiency of IPT in the 
treatment of metastatic tumors, following 
failure of standard chemotherapy.



Low-dose chemotherapy with insulin (insulin potentiation therapy) in 
combination with hormone therapy for treatment of castration-resistant 
prostate cancer; Damyanov C, et al. Journal ISRN Urol. 2012;2012:140182. doi: 10.5402/2012/140182. 

Epub 2012 May 8. Medical Center "Integrative Medicine", Deliiska Vodenitza Street, Bl. 330, 1592 Sofia, 
Bulgaria.

Abstract To evaluate the results and quality of life of patients with resistant of 
castration-resistant tumors previously treated with Insulin-potentiation therapy 
(IPT) combined with hormone therapy. Materials and methods. Sixteen patients 
with metastasis prostate tumors after bilateral castration, androgenic blockade, 
and progression of the disease were observed during the study. The patients were 
divided into two groups: group A consisting of 8 patients treated with low-dose 
chemotherapy Epirubicin, Vinblastine, and Cyclophosphamide combined with 
LHRH agonist and group B consisting of another 8 patients treated with low-dose 
chemotherapy Docetaxel combined with LHRH agonist. Results. The overall 
(groups A and B) results concerning PSA after the sixth IPT show partial effect in 
8 out of 16 (50%) patients, stabilization in 4 out of 16 (25%), and progression in 4 
out of 16 (25%). The median survival for all treated patients is 11,7 months (range 
3-30 months). During the treatment no significant side effects were observed, and 

no lethal cases occurred. Conclusion. In spite of the small 
number of the treated patients with castration-
resistant prostate tumors, the preliminary results are 
promising and this gives us hope and expectations for 
future serious multicenter research over the 
possibilities for routine implementation of IPTLD.           
PMID22649741 [PubMed]
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Ascorbic Acid



Essential to Biology
 Ascorbate is required for a range of essential metabolic 

reactions in ALL animals and plants

 Almost all organisms can produce it as needed

 Exceptions:  Bats – guinea pigs –primates suborder with 
tarsiers, monkeys and apes (humans)

All species that do not synthesize ascorbate 
require it in their diet….it is essential for 

life



Primates lack the enzyme             
L-gulono-γ-lactone oxidase, 

which converts gulonolactone
to ascorbic acid 



Vitamin C Synthesis



Similar Structures



CSS Syndrome
In any large series of people [0] to [1.3 mg%]

Chronic Subclinical Scurvy (the CSS Syndrome) is our most widespread disease 
(Stone, 1972).

 45 mg of ascorbate will prevent the appearance of the terminal symptoms of the 
disease 

 To correct Chronic Subclinical Scurvy requires at least 10 grams of ascorbate a day 
depending upon the incident stresses (Stone, 1977). 

 Under heavy stresses the daily ascorbate requirement may be 200 grams or 300 grams 
to keep ahead of the CSS Syndrome.

The long term biochemical results of Chronic Subclinical Scurvy set the stage for the 
development of the serious medical problems of later life; the heart attacks, the cancer, 

the collagen diseases and many more. 

Dr. Irwin Stone (1907-1984) was an American biochemist , chemical engineer and author



Ascorbate Anti-Cancer Mechanisms

 Pro-Oxidant

 Intracellular redox stress

 Downregulation of the Hypoxic Phenotype

 Epigenetic Mechanisms of Action



Pro Oxidant Effect

 H2O2 generated when ascorbate is present at 
concentrations of 1 mM or above in tissues

 Increased cell cycle arrest 

 p53 upregulation 

 Decreased ATP levels 

 Compromised mitochondrial function 

 Suppression of antioxidant gene expression NrF-2 
and/or cell death by apoptosis





Recent Vitamin C Studies

 Vitamin C kills thyroid cancer cells through ROS-dependent inhibition of 
MAPK/ERK and PI3K/AKT pathways via distinct mechanisms 
Theranostics 2019; 9(15):4461-4473 Xi Su1,et al

 Vitamin C preferentially kills cancer stem cells in 
hepatocellular carcinoma via SVCT-2
NPJ Precis Oncol. 2018 Hongwei Lv,,et al

 High-dose vitamin C suppresses the invasion and metastasis of breast 
cancer cells via inhibiting epithelial-mesenchymal transition Ling-Hui 

Zeng,1 Qing-Mei Wang 2019; 12: 7405–7413.

 Vitamin C’s essential role in DNA and histone demethylation and a 
preclinical rationale for its therapeutic high-dose potential in renal cell 
carcinoma Ling-Hui Zeng,1 Qing-Mei Wang, 2019 Sep 10.

 Effect of High-dose Vitamin C Combined With Anti-cancer Treatment on 
Breast Cancer Cells.Lee SJ1,2, Jeong JH1,3 2019 Feb;39(2):751-758.

 Vitamin C uncouples the Warburg metabolic switch in KRAS mutant 
colon cancer 2016; 7:47954-47965 Oscar Aguilera et al

Ching-Hui Huang
1,2

and Chia-Chu Chang 3
,4
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Vitamin C down-regulates VEGF production in 
B16F10 murine melanoma cells via the suppression 

of p42/44 MAPK activation.
J Cell Biochem. 2011 Mar;112(3):894-901 

Kim HN1, Kim H, et al

=
 These results suggest that vitamin C suppresses VEGF 

expression via the regulation of COX-2 expression. 
Mitogen-activated protein kinases are generally known 
as key mediators in the signaling pathway for VEGF 
production. 

 In the presence of vitamin C, the activation of p42/44 
MAPK was completely inhibited. 

 Taken together, our data suggest that vitamin C can 
down-regulate VEGF production via the modulation of 
COX-2 expression and that p42/44 MAPK acts as an 
important signaling mediator in this process.

https://www.ncbi.nlm.nih.gov/pubmed/21328462
https://www.ncbi.nlm.nih.gov/pubmed/?term=Kim HN[Author]&cauthor=true&cauthor_uid=21328462
https://www.ncbi.nlm.nih.gov/pubmed/?term=Kim H[Author]&cauthor=true&cauthor_uid=21328462


Vitamin C Inhibits Triple-Negative Breast Cancer 
Metastasis by Affecting the Expression of YAP1 and 

Synaptopodin 2
Published: 6 December 2019Liping Gan et al

Vitamin C treatment upregulates the expression of synaptopodin
2 and downregulates the expression of the transcription 
coactivator YAP1, both genes in the Hippo pathway. 

The changes in SYNPO2 and YAP1 expression were subsequently 
validated at mRNA and protein levels in cultured TNBC cells and 
xenografts. 

Further experiments showed that vitamin C treatment inhibits F-
actin assembly and lamellipodia formation, which correlates with 
the changes in SYNPO2 and YAP1 expression. 

Overall, these results suggest that vitamin C inhibits TNBC 
metastasis by affecting the expression of SYNPO2 and YAP1. 
Vitamin C may thus have a potential role in the prevention and 
treatment of TNBC metastasis

https://sciprofiles.com/profile/author/Zi9Za1p6ZFFqY3M5RUc4K3IyOGFjMnJ2MTZqRC8wS25OQXFERjJNQmRWTT0=


High-dose ascorbic acid synergizes with anti-PD1 in 
a lymphoma mouse model

Rebecca A. Luchtel,et alPNAS January 21, 2020 117 (3) 1666-1677;

This study shows that AA treatment 

Increases immunogenicity of lymphoma cells; 

Enhances intratumoral infiltration of CD8+ T cells and 
macrophages; 

Synergizes with anti-PD1 checkpoint inhibition in a syngeneic 
lymphoma mouse model via marked activation of cytotoxic cells 
(cytotoxic T cells and NK cells) and antigen presenting cells. 

The data provide a compelling rationale for testing combinations 
of high-dose AA and anti-PD1 agents in patients with aggressive 
B cell lymphoma and in preclinical models of other malignancies.



Cancer Cell Uptake of DHA

 DHA is structurally similar to glucose - taken up into cells via 
the GLUTs

 Inside the cell, DHA reduced by GSH, NADH, and NADPH-
dependent enzymes -depleting the cell’s defense (May et a

 KRAS and BRAF oncogenes - key mediators in 
RAS/RAF/MEK/MAP-kinase (EGFR) signaling pathways -
colorectal pathogenesis -associated with resistance to the EGFR 
inhibitors l Cell J. 2017 Spring; 19(Suppl 1): 113–117.

 Upregulation of GLUT1 in KRAS and BRAF mutant cells -
account for the anti-tumor activity of ascorbate in colorectal 
cancer (Yun et al., 2015).

Cultured cancer cells with in KRAS and BRAF take up DHA via 
GLUT1 - incubated with mM concentrations of ascorbate                 

*cell death resulted from the uptake of DHA and subsequent 

intracellular redox stress

https://team.diigo.com/site/text_view/1si72/8pi28y/e1h9#B108
https://team.diigo.com/site/text_view/1si72/8pi28y/e1h9#B108
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5448326/
https://team.diigo.com/site/text_view/1si72/8pi28y/e1h9#B186


Downregulation of the Hypoxic Phenotype

 Rapid cell division and poor blood vessel formation in tumor -
oxygen and nutrient deprivation activates HIFs

 High HIF activity promotes expression of stem cell phenotype 
in breast cancer (De Francesco et al., 2015; Semenza, 2015, 2016) 

 Associated with a poor prognosis in a number of cancers (Dachs 
and Tozer, 2000; Vleugel et al., 2005; Cao et al., 2009; Semenza, 2010, 2015, 2016; Volinia et al., 
2012; Wang et al., 2012, 2014; Zhang et al., 2012; Deb et al., 2014; Liu et al., 2014; Li et al., 

2016; Schoning et al., 2017).

 The HIF hydroxylases -iron-containing dioxygenases

 Ascorbate is a co-factor maintaining active site Fe in the 
reduced state(Ozer and Bruick, 2007) (Koivunen et al., 2004).

When cells are deficient in ascorbate, HIF hydroxylase activity 
is compromised and HIF transcription activity is increased, 

with mild or moderate hypoxia (Knowles et al., 2003; Vissers et al., 
2007; Kuiper et al., 2014a; Campbell et al., 2016a).
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HIF-1 alpha

 Activated HIF-1 plays is essential - adaptive responses of  
tumor cells to hypoxia via activation of over 100 downstream 
genes to regulate tumor survival and progression

HIF-1 mediates this metabolic conversion: 

1. Induction of enzymes involved in the glycolysis pathway and 
overexpression of (GLUTs) 

2. HIF-1 transcriptional induction of several pro-angiogenic 
factors such as the (VEGF)

3. HIF-1 promotes tumor metastases through activation of 
oncogenic growth factors such as transforming growth factor 
beta3 (TGF-β3), epidermal growth factor (EGF) and others

https://www.sciencedirect.com/topics/pharmacology-toxicology-and-pharmaceutical-science/transforming-growth-factor-beta3
https://www.sciencedirect.com/topics/pharmacology-toxicology-and-pharmaceutical-science/epidermal-growth-factor


Non Pro-oxidative Effects

 Promotes the degradation of HIF-1α

 Vitamin C functions in epigenetic regulation enhancing 
the demethylation of DNA and histones 

 Vitamin C suppresses histone acetylation (H3ac and 
H4ac) in TNBC cells by upregulating the expression of 
histone deacetylase 1 (HDAC1) 

 Vitamin C affects via HIF-1α, DNA demethylation, 
histone deacetylation, and potentially histone 
demethylation and other secondary mechanisms



Ascorbate Levels – HIF-1 Expression

 Elevation of tumor ascorbate content - transient (2h)

 Levels were maintained with daily - not alternate day 
administration. 

 The hydroxylation of HIF-1α, which is a key step toward its 
degradation, requires vitamin C as a cofactor for HIF prolyl-
hydroxylase

 Decreased HIF-1 expression slowed tumor growth but required 
daily ascorbate infusions

 Maintained with daily -not alternate day administration.

 Levels associated with reduced tumor microvessel density and 
decreased regions of hypoxia, suggesting more effective 
oxygen delivery throughout the tumor (Campbell et al., 2016b).

https://team.diigo.com/site/text_view/1si72/8pi28y/e1h9#B23


Epigenetic Mechanisms of Action

 Epigenetic changes are linked with the development of cancer 
(Baylin and Jones, 2011, 2016). 

 One striking epigenetic change in cancer =  global DNA 
hypomethylation 

 Result in genomic instability and increased chromosomal 
fragility (Berman et al., 2011; Ehrlich and Lacey, 2013).

 Also, hypermethylation promotes - tumor suppressor genes 
(Baylin and Jones, 2011).

 TET and JMJC dioxygenases integral components for active 
demethylation of DNA and histones

 Ascorbate is required for optimal activity of both families (Klose 
et al., 2006; Tsukada et al., 2006; Minor et al., 2013)

Ascorbate is able to decrease the effect of Tet2 loss in models 
of leukemia by upregulating TET2 activity

https://team.diigo.com/site/text_view/1si72/8pi28y/e1h9#B7
https://team.diigo.com/site/text_view/1si72/8pi28y/e1h9#B8
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High-dose ascorbic acid synergizes with anti-PD1 in 
a lymphoma mouse model

December 4, 2019 Rebecca A. Luchtel et al

 Genome-wide demethylation in multiple malignancies 
by enhancing the activity of the Ten-Eleven Translocation 
(TET) enzymes. 

 Increases immunogenicity of lymphoma cells 

 Enhances intratumoral infiltration of CD8+ T cells and 
macrophages; 

 Synergizes with anti-PD1 checkpoint inhibition in a 
syngeneic lymphoma mouse model via marked 
activation of cytotoxic cells (cytotoxic T cells and NK 
cells) and antigen presenting cells.



How to Achieve Therapeutic Levels
The diffusion distance for oxygen in tissues is 100 μm and this is the 

average distance between blood vessels in well-perfused tissues (Ludke 
et al., 2009, 2010; Volta et al., 2013).

 Tumors are very poorly perfused with dysfunctional vessels

 Optimal intracellular levels - when plasma is saturated (100 μM) 
Diffusion zone less than100 μm. 

 100 μM plasma ascorbate = maximum achievable by oral intake not  
sufficient for effective for poorly perfused tumor. 

 When plasma levels were increased to the mM range, at 200 μm from 
the blood 

 Therefore must have IV ascorbate - oral intake inadequate

 A dose of ∼1 g/kg usual (Padayatty et al., 2010) and well tolerated with 
minimal side-effects (Stephenson et al., 2013)
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Chronic Inflammation
 Inflammation in tumor development, affecting tumor 

proliferation, angiogenesis, metastasis, and resistance to therapy 

 Key features of cancer-related inflammation (CRI) include leukocyte 
infiltration, cytokine build-up, tissue remodeling, and angiogenesis. 

 Infiltrating leukocytes esp tumor associated macrophages (TAMs), 
neutrophils, dendritic cells, and lymphocytes establish an 
inflammatory microenvironment and are key components in tumors 
of epithelial origins (carcinomas)

 These leukocytes secrete pro-inflammatory cytokines such as IL1, 
IL6, TNFα, TGFβ, FGF, EGF and HGF21, and chemokines such as 
CCL2 and CXCL8  

 While immune cells may repress tumor growth in some cases there 
is increasing concern that inflammatory microenvironments caused 
by infiltrating leukocytes can facilitate cancer development 



Combined with Chemo

 Pharmacological doses of ascorbic acid potentiates effects 
of arsenic O3- on ovarian cancer cells

 Gemcitabine on pancreatic cancer cells  

 Gemcitabine and epigallocatechin-3-gallate (EGCG) on 
mesothelioma cells

 Increases radiosensitivity of glioblastoma multiforme
cells > radiation therapy alone



Decrease Side Effects

 Treating leukemia and lymphoma cells with dehydro-ascorbic 
acid (oxidized ascorbic acid)                                                                

 cytotoxic effects of chemo agents

30—70%

doxorubicin-methotrexate-cisplatin

 Multiple myeloma cells treated with bortezomib and/or 
plasma from healthy volunteers who had taken vitamin C 
supplements combination of bortezomib and plasma had 
lower cytotoxicity than with bortezomib alone



Amygdalin







Amygdlalin
 Beta-glucosidase, found in abundance in fermenting 

cells, splits the sugar from amygdalin

 Releasing  1 HCN, 1 benzaldehyde, and 2 glucose

 Both benzaldehyde and HCN are cytotoxic.

 Cancer cells have very little Rhondanase which 
converts HCN into thiocyanate (Non Toxic)

 Bacteria in the gut have more beta-glucosidase 
therefore oral doses can be toxic



Curcumin-component of Turmeric 
(Curcuma longa)

Curcumin modulates growth of tumor cells through regulation of 
multiple cell signaling pathways including: 

 Cell proliferation pathway (cyclin D1, c-myc) 

 Cell survival pathway (Bcl-2, Bcl-xL, cFLIP, XIAP, c-IAP1) 

 Caspase activation pathway (caspase-8, 3, 9) 

 Tumor suppressor pathway (p53, p21) 

 Death receptor pathway (DR4, DR5), 

 Mitochondrial pathways 

 Protein kinase pathway (JNK, Akt, and AMPK). 

curcumin selectively kills tumor cells, and not normal cells, 



Quercitin
Quercetin is a plant pigment (flavonoid). 

It is found in many plants and foods, such as red wine, onions, green tea, 
apples, berries, Ginkgo biloba, St. John's wort, American elder, and 

Buckwheat

Actions

 Anti-inflammatory and anti-oxidant

 Inhibits signal transduction targets

 Antiproliferative

 Cytotoxic to cancer cells

 Binds to ER beta 

 Down regulates p53

 Inhhibits histamine release

 Anti-platelet aggregation.



Sodium Selenite

 Extracellular reduction conferring preferential uptake 
by cancer cells

 Secretion of cysteine through multi-resistance protien
pumps

 Independent of p53 status

 SeSO4  superoxide via the mitochondrial-dependent 
pathway  apoptosis



Artesunate
 Artesunate is a semi-synthetic derivative of Artemisia 

annua (artemisinin) 

 Used for centuries in traditional Chinese medicine (TCM) 
and is currently being used as antimalarial drug because 
of its potent activity against the chloroquine resistant 
pathogen Plasmodium falciparum

 It is a natural endoperoxide that forms intracellular 
reactive oxygen species 

 Artesunate also exerts cytotoxic activity on cancer



Wormwood



Anti-parasite drugs sweep Nobel prize in 
medicine 2015

Antimalarial drug Artemisinin.

Satoshi Ōmura, Youyou Tu and William C. Campbell

Three scientists who developed therapies against parasitic 
infections have won Nobel Prizes in Physiology or 
Medicine in 2015.



Conventional Recognition 

 Artesunate is in the class of artemesinins

 Derivatives of the "quinghaosu" or sweet wormwood 
plant (Artemisia annua). 

On June 21, 2007, the Food and Drug 
Administration (FDA) approved 

investigational new drug (IND) protocol # 
76,725, entitled Intravenous Artesunate for 
Treatment of Severe Malaria in the United 

States. 



A phase I study of intravenous artesunate in 

patients with advanced solid tumor 

malignancies.
Deeken JF1, Wang H2, Hartley M2, Cheema AK2, Smaglo B2, Hwang JJ3, He AR2, Weiner 

LM2, Marshall JL2, Giaccone G2, Liu S2, Luecht J2, Spiegel JY2, Pishvaian MJ2.

 Proposed anti-cancer mechanisms include DNA damage, 

inhibition of angiogenesis, TRAIL-mediated apoptosis, 

and inhibition of signaling pathways

 The MTD of intravenous artesunate is 18 mg/kg days      

1 and 8 of 21 day cycles a disease control rate of 27%
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Targeted treatment of cancer with artemisinin and artemisinin-
tagged iron-carrying compounds.

Lai H1, Sasaki T, Singh NP.
 Artemisinin is a chemical compound that reacts with iron to form free radicals 

which can kill cells. 

 Cancer cells require and uptake a large amount of iron to proliferate.

 They are more susceptible to the cytotoxic effect of artemisinin than normal cells. 

 Cancer cells express a large concentration of cell surface transferrin receptors that 
facilitate uptake of the plasma iron-carrying protein transferrin via endocytosis. By 
covalently tagging artemisinin to transferrin, artemisinin could be selectively picked 
up and concentrated by cancer cells. 

 Futhermore, both artemisinin and iron would be transported into the cell in one 
package. 

 Once an artemisinin-tagged transferrin molecule is endocytosed, iron is released 
and reacts with artemisinin moieties tagged to transferrin. Formation of free radicals 
kills the cancer cell. 

 The authors have found that artemisinin-tagged transferrin is highly selective and 
potent in killing cancer cells. Thus, artemisinin and artemisinin-tagged iron-carrying 
compounds could be developed into powerful anticancer drugs.

file://pubmed
file://pubmed
file://pubmed


Cancer Cells are the Target 

 In order to sequester iron needed for their rapid cell 
division, cancer cells also have higher percentages of 
receptors that transport iron into the cells. 

Transferrin Receptors

 Breast cancer cells have 5 to 15 times as many as normal 
breast cells, and an elevated level of iron is a common 
finding in breast cancer tissue as well as in other cancer 
cells. 

 Leukemia cells have the highest concentration of iron, 
up to 1000 times more iron than normal cells.



More Transferrin Receptors 



Artesunate enhances the therapeutic response of 
glioma cells to temozolomide by inhibition of 

homologous recombination and senescence Nancy 

Berte,#1 Stefanie Lokan,#1 Marcus Eich,1 Ella Kim,2 and Bernd Kaina1

The results of the present study revealed that the inhibitory effect 
of Sora on cell growth was synergistically enhanced by the 
combination with Art in HepG2 and Huh7 cells. 

The combination index and dose reduction index were specific to 
each cell line. 

Furthermore, combination at a fixed ratio presented mutual 
enhancement with respect to apoptosis induction and 
suppression of in vitro liver cancer cell migration.

Therefore, considering the low toxicity and well-defined clinical 
characteristics of Art, combination of Sora and Art may present 
an attractive therapeutic option in the development of clinical 
trials for HCC treatment.

https://www.ncbi.nlm.nih.gov/pubmed/?term=Berte N[Author]&cauthor=true&cauthor_uid=27626497
https://www.ncbi.nlm.nih.gov/pubmed/?term=Lokan S[Author]&cauthor=true&cauthor_uid=27626497
https://www.ncbi.nlm.nih.gov/pubmed/?term=Eich M[Author]&cauthor=true&cauthor_uid=27626497
https://www.ncbi.nlm.nih.gov/pubmed/?term=Kim E[Author]&cauthor=true&cauthor_uid=27626497
https://www.ncbi.nlm.nih.gov/pubmed/?term=Kaina B[Author]&cauthor=true&cauthor_uid=27626497


Lymphoma and myeloma cells are highly sensitive to growth 
arrest and apoptosis induced by artesunate

July 2013
European Journal Of Haematology

 The use of new drugs has improved the treatment of multiple 
myeloma and diffuse large B-cell lymphoma (DLBCL). Nevertheless, 
over time many patients relapse and develop resistance to 
treatment…

 Myeloma and DLBCL cell lines were treated with artesunate in vitro. 
In addition we measured artesunate effects on patient myeloma cells 
in the presence of bone marrow stromal cells. 

 Artesunate treatment efficiently inhibited cell growth and induced 
apoptosis in cell lines. Apoptosis was induced concomitantly with 
downregulation of MYC and anti-apoptotic Bcl-2 family proteins, as 
well as with cleavage of caspase-3.

 Our findings indicate that artesunate is a potential drug for treatment 
of multiple myeloma and diffuse large B-cell lymphoma at doses of 
the same order as currently in use for treatment of malaria without 
serious adverse effects.

https://www.researchgate.net/journal/1600-0609_European_Journal_Of_Haematology


Types of Cancers

55 cancer cell lines were tested in the N.C.I.'s (National 
Cancer Institute) Developmental Therapeutic Program.

Artemisinin was found to be most active against 
leukemia and colon cancer cell lines. 

Other cancer cell lines tested melanoma, breast, 
ovarian, prostate, renal and central nervous system 
cancers such as glioblastoma and neuroblastoma. 

("The anti-malarial artesunate is also active against 
cancer," International Journal of Oncology, 18 {2001} 267-

773)











Administration of Bicarbonate w/wo DCA vs DCA alone or no 
treatment

Significantly improved overall survival in this breast cancer model



Whole Body Hyperthermia
Febrile Response spontaneous regression of some cancers associated -
induction of fever and activation of immunity.

The crucial importance of fever in these regressions justifies the attempt to 
induce artificial thermal elevation of body temperature

William Cooley Serratia Marcenscens & streptococcal vaccine - “Coley's 
toxin” or “Mixed Bacterial Vaccine” (MBV). 

 The intravenous route was the most effective; by fever (39-40°C). 

 Fever and the sustained pyrexia, now recognized to be elicited by tumor necrosis alpha (TNF-
α) and by other cytokines. 

 It was also observed that those who developed the highest fever were most often the ones 
with the longest survival.

Kobayashi OK-432 is a lyophilized streptococcal preparation made by penicillin 
treatment of the Su-strain of A-group streptococcus and it has been used in Japan since 1975 as 
cancer agent. 

Picibanil associated with hyperthermia has demonstrated in different animal strain to induce NK 
cell activity and to enhance tumor tissue response to heat



Mitochondrial Heat Shock Protein (Hsp) 70 and Hsp10 
Cooperate in the Formation of Hsp60 Complexes*□S Received 
for publication, January 29, 2015, and in revised form, March 16, 2015 

Published, JBC Papers in Press, March 18, 2015, DOI 10.1074/jbc.M115.642017 Lena 

Böttinger‡§, Silke Oeljeklaus¶ , Bernard Guiard**, Sabine Rospert‡ , Bettina Warscheid¶ ,

Strikingly, the interaction of Hsp10 with mtHsp70 occurs 
independently of Hsp60. MtHsp70 and Hsp10 cooperate to 
facilitate the integration of the Hsp60 precursor into the 
mature Hsp60 complexes. Two populations of mtHsp70 
mediate Hsp60 biogenesis. First, mtHsp70 drives the 
import of Hsp60 at the presequence translocase. Second, 
mtHsp70 and Hsp10 promote the maturation of Hsp60 
complexes. 

We propose that coupling to dedicated partner proteins 
like Hsp10, Tim44, Cox4, or Mss51 enables mtHsp70 to 

carry out a plethora of specific functions in mitochondrial 
biogenesis.



Fever and the thermal regulation of immunity: the 
immune system feels the heat

Sharon S. Evans, Published: 15 May 2015

 Febrile temperatures boost the probability of an 
effective immune response by stimulating both the 
innate and the adaptive arms of the immune system.

 The pyrogenic cytokine interleukin-6 (IL-6) contributes 
to two phases of the febrile response: it elevates the 
core body temperature via thermoregulatory autonomic 
mechanisms, and it also serves as a thermally sensitive 
effector molecule that amplifies lymphocyte trafficking 
into lymphoid organs.

 There is emerging evidence that adrenergic signaling 
pathways associated with thermogenesis can greatly 
influence immune cell function.

https://www.nature.com/articles/nri3843#auth-1
https://www.nature.com/articles/nri3843#article-info


HSP
 HSP chaperoned peptides by the MCH1 and MCH2 molecules 

to macrophages or dendritic cells triggers a secretion of 
inflammatory cytokines and costimulatory molecules, such as: 
IL-6,IL-12; TNF-α, B7 that induce the maturation of DCs 
towards the TH 1 phenotype.

 Microgram quantities of HSPs  sufficient to generate 
substantial immune response

 HSP-complex induced a significant increase in committed 
lymphocytes, as response patients have a better clinical 
outcome as overall survival and as disease free survival and no 
toxicity was observed

Whole body hyperthermia (WBHT) at 39.5°C for 2 h in vivo 
conditions. NK cells cytotoxicity increased in a temperature-

dependent way.               



Repeated exposure to heat stress induces 
mitochondrial adaptation in human skeletal muscle 
X Paul S. Hafen,1 Coray N. Preece,1 Jacob R. Sorensen,1 X Chad R. Hancock,2 and Robert 

D. Hyldahl1 1 Department of Exercise Sciences, Brigham Young University, Provo, Utah; and 
2 Department of Nutrition, Dietetics & Food Science, Brigham Young University, Provo, Utah 

Submitted 3 May 2018; accepted in final form 16 July 2018

”The exposure of cultured muscle cells to a moderate heat 
stress (~40°C) increases the expression of both the 
protective heat shock proteins (HSPs) and the 
transcriptional coactivator peroxisome proliferator-
activated receptor gamma, coactivator-1 alpha (PGC-1), a 
key regulator of mitochondrial biogenesis. 

“Consequently, daily heat treatments administered to 
cultured muscle cells increase mitochondrial content in as 

little as 1 wk .”



WBHT vs LHT
 During LHT no detectable increase in IL-1, IL-6 or TNF-α was 

observed whereas after WBHT serum levels of IL-1 and IL-6 were 
increased.

 Robins et al investigated why, during WBHT at 41.8°C, an 
enhancement of radiation or chemotherapy response was found 
without a concomitant increase in myelosuppression. 

 This interaction between tumor cells and cytokines, such as 
interleukin IL-6 resulted in a secondary induction in the bone 
marrow (BM) of IL-3 and GM-CSF. 

 Heat shocked activated DCs are more able to stimulate T cells 
than non heat shocked DCs, temperature elevation can be 
exploited to generate a powerful immune activity.

 Hyperthermia stimulates also neutrophils and macrophages 
recruitment



Local Hyperthermia

 Tumors cannot dissipate heat like healthy 
cells

 Chemotherapy pools in the tumor so 
doubles the effect of IPT

 LHT relies on the abscopal effect



Onco-Immunology
 GcMAF, IL-2, Cytotoxic T Cells, Dendrtic cell 

vaccines

 Natural Killer Cells

 Systemic Hyperthermia (cancer reversal)

 Mushrooms

 Colon Cleansing

 Sleep

 Meditating (psychoimmunology)

 Laughing (psychoimmunology)

 Honest (psychoimmunology)



Should We Activate Macrophages?

Ajay Chawla, M.D., Ph.D., an endocrinologist/assistant 
professor at Stanford University 

Presented a seminar titled "PPAR Regulation of 
Macrophage Activation in Health and Disease”

Signaling pathway that determines

Classically activated (M1) - prone to inflammation OR

Alternatively activated (M2) and involved with tissue 
repair

M1 macrophages have the unique ability to metabolize 
arginine to “killer” molecule  nitric oxide M2 metabolize 

arginine to “repair” molecule ornithine



Natural Killer and Cytotoxic           
T-Cells

 Natural killer cells and cytotoxic T lymphocytes -
complementary roles in immune responses -viruses and 
tumors. 

 CTLs are antigen specific and recognize -antigens 
presented by 

 The cell surface expression -down-regulated by tumors 
and virus-infected cells-escape CTL killing.

 However, NK cells can recognize them

 NK cells also recognize other signals associated with 
aberrant cells.



Summary

“Target the cancer, not the person”

Promote Healing

Restore Immunity

Maintain ability to eat, sleep and laugh



Introduction
The treatment of Hodgkin’s lymphoma via conventional 

Oncology has very high year success rates with 5 year 
survival rates exceeding 80%. 

Because of this, any deviation from this treatment regimen, 
though associated with potentially significant side effects, 
is discouraged. 

Significant side effects include but are not limited to 
infertility, secondary cancers, chemoresistance with 
resistant recurrent cancer. 

This case study highlights the successful treatment of a 53 
year old man with stage IV Hodgkin’s lymphoma, that 

was complicated by renal failure and respiratory 
compromise, by an Integrative Oncology approach.



Hodgkins Lymphoma 
 A 53 year old male, ER, was seen at local Urgent Care for 

weakness, night sweats, significant edema, abdominal 
bloating, long-term weight loss with more recent short-term 
weight gain of 15 lbs, and fever to 103 on December 12, 2018.

 A CT scan of the abdomen and pelvis was performed which 
revealed significant enlargement of the liver and spleen with 
widespread lymph node enlargement above and below the 
diaphragm.

 An excisional biopsy of an enlarged right inguinal lymph node 
was performed on December 14th 2018 that was positive for 
Classic Hodgkin lymphoma.

 the intensity of the night sweats had increased to an 
almost continuous nature causing significant sleep 
disruption and severe fatigue.



Initial Labs

Intake labs included:

 H/H 8.3/26.7

 WBC 11.2

 Creatinine 2.57

 Potassium 5.4

 ALKP 251

 Ferritin 2690

 LDH 226

 Fe 108

 Vitamin D 21.5



An intake PET/CT at an Oasis of Healing performed 
on January 10th, 2019

 HEAD AND NECK: multiple prominent enlarged hyper-metabolically active bilateral 
lymph nodes in the neck. Moderate FDG uptake as high as 6.3 SUV was seen.

 CHEST: multiple prominent enlarged hyper-metabolically active bilateral lymph nodes 
in the axillary, mediastinal, and right hilar regions. FDG uptake as high as 6.8 was seen 
in a left axillary lymph node. Small left pleural effusion was also seen.

 ABDOMEN/PELVIS: multiple prominent enlarged, bilateral hyper-metabolically 
active lymph nodes in the periportal, aortocaval, left para-aortic, right pelvic side-
wall, bilateral iliac and bilateral inguinal regions with FDG uptake as high as 14 
SUV. A 4.5 x 4 cm right inguinal seroma from previous right inguinal excisional 
biopsy was seen. The Spleen was noted to be markedly enlarged with wide-
spread avid FDG uptake with SUV at 8.4. Moderate abdominal and pelvic ascites 
was noted. Small bilateral non-obstructing renal stones were noted.

 MUSCULOSKELETAL: numerous areas of avid hyper-metabolic 
activity were seen in the axial and the proximal appendicular 
skeleton with the most intense FDG uptake in the right posterior 
iliac (12.4 SUV) and left sacral wing (12.5 SUV) consistent with bone 
metastasis.

Diffuse edema and anasarca were noted as well



Treatment
 After discharge from the hospital at the end of February 2018 to the 

rehabilitation center, ER underwent a 12 week customized, extensive 
cancer healing program at An Oasis of Healing in Arizona that included:

 Raw Food Vegan Nutrition and green juicing

 Oasis School of Life program

 Oasis Psycho/Spiritual/Emotional program

 Metabolic therapies to include therapies such as Insulin Potentiated 
Therapy (IPT) with AVD

 Mitochondrial Regeneration Therapies (MRT) developed in Germany and 
practiced in several European countries and now, the US

 Targeted detoxification support

 Targeted immune support therapy

 Healing enhancement therapies



Treatment Results

All symptoms including body-wide edema, ascites, right 
inguinal seroma, and the palpable presence of enlarged 
lymph nodes completely disappeared

The patient was successfully tapered off dialysis through 
the 12 week treatment program at an Oasis of Healing.



An interval, post-treatment PET/CT on June 21, 2019

1. Complete resolution of previously described hyper-
metabolically active FDG uptake in the spleen, bone, and lymph 
nodes. 

2. In addition, the previously seen enlarged bilateral lymph nodes 
above and below the diaphragm resolved and the enlarged liver 
and spleen normalized. 

3. Mild, residual hyper-metabolic avid FDG uptake was seen in the 
right inguinal area that was consistent with the previous 
excisional biopsy/seroma/infection.

ER completed his 12 week program June 21 2019.

An interval PET/CT on September 17, 2019 

1. found no residual, active hypermetabolic FDG activity 

PET/CT performed 3 days ago CLEAN



Discussion
 This is a case study of an advanced stage IV Hodgkin’s 

lymphoma complicated by renal failure and respiratory 
compromise during clinic intake that was successfully 
treated with an Integrative Oncology approach. 

 This treatment success was achieved in a significant 
shorter interval of time compared to the current 
standard of care and the Integrative Oncology treatments 
were well tolerated by a patient that was complicated 
with renal failure and respiratory compromise. 

 In addition, some of the Integrative Oncology treatments 
helped expedite the recovery of the kidneys including 
the quick taper off the dialysis.



Integrative Oncology treatment program heals 
patient with recurrent stage IV ER+/PR+/HER-2-

breast with metastasis to liver, lung, and multiple 
bone sites.

Introduction

 When it comes to eradication of bone metastasis, 
conventional Oncology has no effective answers. 

 This case study of SM with recurrent stage IV 
ER+/PR+/HER-2- breast cancer, treated via an 
Integrative Oncology approach, highlights the superior 
Integrative approach to the treatment of cancer that has 
metastasized to bone. 

Cancer that has metastasized to bone can no longer be 
considered untouchable.



Case presentation

SM is a mother of 5 that was originally diagnosed 
with Stage IIIB ER+/PR+/HER-2-/ki67 40%, left 
breast cancer in 2009.

She was treated with a left mastectomy and lymph 
node dissection of which 5 out of 17 lymph nodes 
were positive on the left side. 

She under went 6 rounds of full dose chemotherapy 
which was followed by bilateral breast implants. 

She was prescribed tamoxifen, a selective estrogen 
modulator (SERM), until she stopped on her own 
following < 1 year of treatment. 



Recurrence

 New left breast lump in January of 2019 

 SM was subsequently diagnosed with recurrent 
ER+/PR+/HER-2-/ki67 40% adenocarcinoma of the left 
breast April 5, 2019. 

 The 2 biopsies found grade III invasive ductal breast 
cancer with lymphovascular invasion. 

 SM was started on the Aromatase

 inhibitor, Lotrozole, 4 weeks prior to her arrival at An 
Oasis of Healing though she stopped.



A PET/CT
Numerous bone metastasis to include the Spine (thoracic 
through the sacral vertebrae) and the pelvis (right sacrum, 
the left ischial tuberosity, and left iliac crest). 

Metastasis were noted in the left upper lung, with 
moderate left pleural effusion. 

Additional metastasis was noted in the liver. 

A primary mass was noted in the superior aspect of the left 
breast with left axillary mass also noted.  

Avid metabolic activity (elevated SUV activity of 4.1-6.6) 
was noted throughout all described lesions consistent with 
cancer.



Treatment
Cancer healing program at An Oasis of Healing in Arizona for               

9 weeks 

 Raw Food Vegan Nutrition and green juicing

 Oasis School of Life program

 Oasis Psycho/Spiritual/Emotional program

 Metabolic therapies to include therapies such as Insulin Potentiated Therapy 
(IPT) and Therapeutic Ascorbate (vitamin C) Therapy (TAT)

 Systemic Hyperthermia Cancer Reversal program (developed and utilized with 
high extremely high [> 70%], long term success rates in Japan for more than 30 
years) x 5 weekly sessions

 Mitochondrial Regeneration Therapies (MRT) developed in Germany and 
practiced in several European countries and now, the US

 targeted detoxification support

 targeted immune support therapy

 Healing enhancement therapies



Post treatment exam found complete 

resolution of the left breast and left axillary 

masses. 

 resolved left breast mass

 resolved left breast tail/axillary mass

 resolved liver mass

 “healed and treated” T4, T7, T8, T10, L1, L3, L4 bone lesions 
without elevated SUV activity as prior

 left ischiopubic ramus “healing fracture” without elevated 
SUV activity as prior

 resolved left pulmonary mass

 Moderate pleural effusion on left and small on right without 
elevated SUV activity





Discussion
 Metastatic bone cancer is very difficult to treat with any 

conventional Oncology 

 Radiation and Zometa are the only real treatments 

 Radiation is complicated by the potential for significant side 
effects, including bone fracture and cancer spread 

 Zometa is a somewhat effective therapy, but has significant 
limitations and is associated with increase jaw bone necrosis. 

 In short, conventional Oncology has no answer for cancer 
that has metastasized to the bone.

This case, not only reveals a superior treatment versus 
conventional Oncology in the treatment of bone metastasis, but a 
treatment program that resulted in complete eradication of the 

primary recurrent tumor and healing of widespread bone 
metastasis in 9 weeks.



Breast Cancer IV-Lung-Liver-
Bones

 CH is a mother of 4 and a nurse that was diagnosed with stage 
IIIB left intraductal ER+/PR+/HER-2- breast cancer in 2017.

 CH underwent a left mastectomy and limited lymphadenectomy 
(2 of 6 lymph nodes were positive) in February 2018.

 She was subsequently diagnosed with right-
sided ER+/PR+/HER-2- intraductal breast cancer. She again 
refused neoadjuvant/adjuvant therapy and underwent Right 
mastectomy and lymphadenectomy (6 of 8 lymph nodes were 
positive).

 The patient finally got a local surgeon to remove the Left implant 

 The patient subsequently developed a lump/mass in her left
breast in the upper, outer quadrant with several palpable left 
axillary lymph nodes as well 



A PET/CT May 6, 2019 
 In the upper left breast there was a soft tissue mass that measures about 4.2 cm 

wide x 1.7 cm deep, extending out to the skin  … 7.6  SUV

 Moderate left pleural effusion with some lower lung atelectasis. 

 In the left lower chest wall there was a small pleural mass which measures 2.3 cm 
wide x 8 mm thick.. 

 Abnormal activity was seen in the lower sternum with a 1 cm focus of activity 
measuring 3.3 SUV

 The right iliac bone had a small positive lesion measuring 4.2 SUV. 

 The left femoral neck had a discrete lesion that was about 1.2 cm wide and had an 
SUV of 6.4 SUV 

 There were additional other smaller lesions in the spine which were positive.

 There was also a small right pleural effusion with some minimal right lower 
lung atelectasis was also present.

CH subsequently had two thoracentesis procedures, approximately 2 weeks apart, to 
drain fluid from her lungs. The first drained 1300 cc off the right lung and the second 
1500 cc off the left lung. The last thoracentesis procedure was 2 weeks prior to the 
arrival at An Oasis of Healing. Cytology from the thoracentesis was positive for 
intraductal carcinoma.



TREATMENT
The patient underwent a customized, extensive cancer healing 

program at An Oasis of Healing in Arizona for 10 weeks

 Raw Food Vegan Nutrition and green juicing

 Oasis School of Life program

 Oasis Psycho/Spiritual/Emotional program

 Metabolic therapies to include therapies such as Insulin Potentiated Therapy (IPT) and 
Therapeutic Ascorbate (vitamin C) Therapy (TAT)

 Systemic Hyperthermia Cancer Reversal program (developed and utilized with high 
extremely high [> 70%], long term success rates in Japan for more than 30 years) x 7 
weekly sessions

 Mitochondrial Regeneration Therapies (MRT) developed in Germany and practiced in 
several European countries and now, the US

 targeted detoxification support

 targeted immune support therapy

 Healing enhancement therapies





Post treatment exam found complete resolution of the 
left breast, left axillary masses, and multiple bone 

metastasis 

PET/CT

1. Resolved left breast mass

2. Resolved left breast tail/axillary mass

3. Resolved liver mass

4. “healed and treated” T4, T7, T8, T10, L1, L3, L4 bone 
lesions without elevated SUV activity as prior

5. Left ischiopubic ramus “healing fracture” without 
elevated SUV activity as prior

6. Resolved left pulmonary mass

7. Moderate pleural effusion on left and small on right 
without elevated SUV activity



NOW

Complete resolution of PET/CT

CH returned to work as a nurse and to 
continue help with the family farm. 

CH has restored hope, is setting goals, 
and is making plans for the future.



Non Hodgkin's Lymphoma 
Arizona USA

 28 y/o single mother diagnosed 2008

 Doctors told - daughter would become an 
orphan…nothing they could do to help her

 14 weeks later complete resolution  PET / CT scan

Follow up September 2018 

Healthy and happy 

Daughter in college



Breast Cancer 
Utah,USA

 71 Y/o female diagnosed 1984

 Recurrence 2011 in both breasts and lymph nodes

 10 weeks later PET scan clear…. No cancer

Follow up April 2017 … 

healthy, no cancer



Breast Cancer Stage 4
Arizona, USA

 53 y/o female with breast cancer spread to 
bones

 Told she has less than a year to live

 14 weeks later, no cancer

Follow up January 2017 

Healthy 



Bladder Cancer
Belgium

 68 y/o male diagnosed September 2012

 Doctor told him no hope…6 months

 12 weeks later no cancer

Follow up October 2015

still no cancer…living happily 
with wife in Belgium



Intracranial Lymphoma 
Udon Thani, Thailand

 68 y/o Thai female diagnosed 2012

 Blind in right eye and no hearing right ear

 Told to get surgery on her head

 Did not want to live …. Very tired

 16 weeks later ….. No detectable cancer

Follow up June 2015

Healthy and Happy



Lung Cancer

50 year old German male visiting 
Thailand 

Adenocarcinoma of right upper lung

Treated for 10 weeks

Returned home after treatment and had 
an upper lobectomy (lung removed) 
and there was no evidence of cancer.

Follow up 2015  STILL NO CANCER



Colon Cancer 
Singapore

 66 year old Chinese female 

 Diagnosed 2013

 Colon cancer spread to lungs

 Told less than a year

 16 weeks later, no cancer

Follow up November 2015

Healthy and Happy



Thomas Lodi, MD, MD(H)

The Life CO

Phuket, Thailand

Oasis International

Institute of Integrative Oncology  
Singapore


