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MEDICAMENT FOR TREATMENT OF 
CANCER AND OTHER DISEASES 

CROSS REFERENCE TO RELATED 
APPLICATIONS 

This application is a Continuation in part of US. patent 
application Ser. No. 11/010,792, ?led Dec. 13, 2004, the 
contents of Which are incorporated herein by reference. 

BACKGROUND OF THE INVENTION 

1. Field of the Invention 
The invention relates generally to a medicament for the 

treatment and prevention of cancer. In other aspects, the 
invention relates to methods of treatment for cancer and other 
diseases, including vascular diseases. 

2. Description of the Related Art 
Pre-1920 cancer rates Were so loW they Were virtually 

non-existent. Cancer rates at that time Were a mere 3%-5%, 
and today, the cancer rate is close to 40%, and is expected to 
groW 50% WorldWide by 2020. BetWeen 1973 and 1999, 
deaths from cancer increased by 30%, from 17.7% to 23% of 
the population, according to the Centers for Disease Control 
(CDC). This does not include the one million neW cases of 
skin cancer each year. “SEER Cancer Statistics RevieW 1973 
1999,” L.A. G. Ries, M. P. Eisner, C. L. Kosary, B. F. Hankey, 
B. A. Miller, L. Clegg, B. K. EdWards, eds., National Cancer 
Institute, Bethesda, Md. (2002), quoted in “The Stop Cancer 
Before it Starts Campaign-HoW to Win the Losing War 
Against Cancer,” by Samuel S. Epstein, M.D., at WWW.pre 
ventcancer.com, p. 5. Genetics and other areas of study have 
fallen short on their promise of prevention and cure. 

Nobel PriZe-Winner Otto Warburg and others have conclu 
sively shoWed that all cancer cells have a damaged respiration 
(oxygen usage). This ?nding is so prevalent that he called this 
irreversible change cancer’s “prime cause.” Warburg also 
shoWed that oxygen impairment of a 35% decrease from 
normal causes cells to become cancerous. To the inventor’s 
knowledge, no one has taken the approach to solving cancer 
by utiliZing Warburg’s ?ndings of increasing cellular oxygen 
ation by the particular method disclosed herein. A proper 
combination of “parent” EFAs (essential fatty acids) from 
EFA-containing oils, in ratios based on actual body tissue and 
hormonal usage (in vivo) has not been used. Otto Warburg’s 
research clearly shoWed lack of cellular oxygen is the “prime 
cause” of cancer, but its practical application Was unknown. 

The inventor contends that the cause of decreased cellular 
oxygen to transference must be directly related to something 
that changed post-1920. Of all the possibilities that are uni 
versal to everyone regardless of income, race, or nationality, 
only food-processing is universal enough in nature to alloW a 
40% cancer rate in this short period of time. Food processing 
is the unique universal condition that affects all races, socio 
economic classes, and nationalities. Even the ?nest restau 
rants use processed food to some extent. EFA-de?ciency Was 
?rst described in 1929 by Burr and Burr (Burr G O, Burr M O: 
“A neW de?ciency disease produced by the rigid exclusion of 
fat from the diet,” J Biol Chem 82:345-367, 1929) 

Warburg, himself, Wrote: 
. . . The era in Which the fermentation of the cancer cells or 

its importance could be disputed is over, and no one today 
can doubt that We understand the origin of cancer cells if 
We knoW hoW their large fermentation originates, or, to 
express it more fully, if We knoW hoW the damaged respi 
ration and the excessive fermentation of the cancer cells 
originate . . . . ” (Warburg, Otto, “On the Origin of Cancer 
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2 
Cells,” Science, Volume 123, Number 3191, February 
1956, director of the Max Planck Institute for Cell Physi 
ology, Berlin-Dahlem, Germany and Otto Warburg, Direc 
tor, Max Planck-Institute for Cell Physiology, Berlin 
Dahlem and “The Prime Cause and Prevention of Cancer 
With tWo prefaces on prevention”: Revised lecture at the 
meeting of the Nobel-Laureates on Jun. 30, 1966 at Lindau, 
Lake Constance, Germany, The Second Revised Edition 
published by Konrad Triltsch, WiirZburg, Germany, 1969. 
English Edition by Dean BurkiNational Cancer Institute, 
Bethesda, Md., USA. The 1955 article is based on a lecture 
delivered at Stuttart on 25 May 1955 before the German 
Central Committees for Cancer Control. Translation Was 
by Dean Burk, Jehu Hunter, and W H Everhardy at the 
National Institutes of Health (USA). 
Cancers occur in a variety of organs. As Warburg makes so 

clear, there has to be a prime (singular) cause that could 
produce cancer in various cells and organs. Only food pro 
cessing is the single cause that produces something that could 
cause a cancer virtually anyWhere in the body. A prime 
mechanism to prevent oxygen transfer and cause cancer is via 
a transfat or processed oil (Baumann, C. and Rusch, H., 
American Journal of Cancer, 1939, 35:213-221). Transfats 
along With cross-linked and polymeriZed bonds resulting 
from oil processing are in many foods that We all eat. These 
are required in modern food processing to increase shelf life. 
Transfats and processed oils containing cross-linked and 
polymeriZed bonds are knoWn to inhibit oxygen transfer 
because a transfat or other commercially processed oil, like 
margarine or most supermarket cooking oils, never goes bad 
or takes a signi?cant amount of time to become rancid due to 
oxidation. They Won’t react (oxidize) With anything. There is 
little or no oxygen transference. Compare this With a piece of 
steel that is placed in air. Within a short period of time, the 
steel Will develop rust due to an oxidation (oxygen transfer 
ence) reaction. Or, place a piece of ?sh in air. Without refrig 
eration, the ?sh’s oils quickly oxidiZe, causing that aWful 
“?shy” smell. 
Abnormal amounts of fat and LDL cholesterol in the blood 

may also lead to the narroWing and hardening of the arteries 
and cause blockage of the arteries, thus increasing the risk of 
getting cardiovascular diseases. 

Cardiovascular diseases are the World’s largest killers, 
claiming 17.1 million lives a year. Tobacco use, an unhealthy 
diet, physical inactivity and harmful use of alcohol increase 
the risk of heart attacks and strokes. 

Cardiovascular diseases include coronary artery disease 
(CAD) and cerebral vascular disease. Coronary artery dis 
ease, also called ischemic heart disease, is caused by the 
hardening or thickening of the Walls of the blood vessels that 
go to the heart. Cerebral vascular disease is caused by nar 
roWing, blocking, or hardening of the blood vessels that go to 
the brain or by high blood pressure, and affects blood How to 
the brain, leading to strokes and transient ischemic attacks 
(TIAs). Heart failure is a chronic condition in Which the heart 
cannot pump blood properly. NarroWing or blockage of blood 
vessels by fatty deposits in the legs causes peripheral arterial 
disease (PAD), Which in turn increases the chances of a heart 
attack or stroke. 

Widespread food processing of oils commenced in 1911 
With the patenting of CRISCO® and continues currently. This 
chemical process is often termed hydrogenation, and results 
in transfats and other unnatural molecules, Which ruins the 
oxygenating ability of the polyunsaturated oils. Hydroge 
nated oils and other modi?ed (including cross-linked) oils are 
knoWn to cause cancer among other ailments, although the 
speci?c reason has not been con?rmed by consensus. The 
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processing of commercial oils causes numerous chemical 
reactions (cross-polymerization, etc.) Which stop the oxygen 
transfer of EFAs. Lastly, there may be only 1%-2% transfats 
from the oil processing but in absolute numbers there Will be 
an order of magnitude of some 1><1021 molecules per table 
spoon of oil (The molecular Weight of a triglyceride is 
approximately 1,000. A liter of oil contains approximately 
1,000 grams, and therefore, 6><1023 molecules. There are 
approximately 100 Tablespoons per quart and therefore there 
is on the order of 1021 defective molecules per tablespoon of 
processed oil. The body contains about 100 trillion cells 
(1><10l4 cells); an overload potential of 105 defective EFAs/ 
cell. Therefore, the potential for damage by them, either used 
integrally in the cellular structure, or in biochemical reac 
tions, is highly signi?cant. 

Prior art attempts to provide an acceptable cancer medica 
ment have focused on either signi?cant use of omega-6 
derivatives, a greater amount of parent omega-3 compared to 
parent omega-6 (such as US. Pat. No. 6,159,507, Igarashi, 
Dec. 12, 2000 suggests) than the present invention, or the use 
of omega-3 derivatives, such as ?sh oil, or requiring high 
dosages of the drug. Other attempts have relied upon physi 
ologically (unreasonable) amounts of the drug to accomplish 
cancer-suppressive effects, such as the method described in 
US. Pat. No. 5,457,130 (Tisdale et al., Oct. 10, 1995) 
Whereby a mouse is treated With 100 ul active ingredients or 
the extremely high dose that US. Pat. No. 5,766,571 (Ceriani 
et al., Jun. 16, 1998) requires. 

Certain natural oils that do contain a desirable ratio of 
parent omega-6 EFAs to parent omega-3 EFAs are not pre 
ferred for use in cancer prevention. Canola oil, for example, 
(rape seediof the mustard family of plants) is not preferred 
due to concerns over genetic modi?cation, cross-breeding 
issues, and concerns of inherent toxicity. Soy oil is not pre 
ferred because of potential endocrine disrupting issues, etc. 
Hemp oil (from the Cannabis/marijuana plant) is not pre 
ferred due to potential THC (Tetrahydrocannabinol) issue and 
other concerns. Further, hemp oil is not derived from a true 
seed, but from an “achene,” a tiny nut covered by a hard shell. 
The use of ?sh oil is not preferred in supra-physiologic 
amounts because it is “derivative-based” omega-3, and often 
has contamination issues and other concerns. Molecular dis 
tillation processing still leads to problematic boiling of the 
?sh oil. Other natural oils, Whose effectiveness against cancer 
has not been proven, may be excluded as Well. The same 
concerns apply for use in treating and preventing vascular 
disease. 

The present invention is directed to overcoming the prob 
lems of the prior art. 

SUMMARY OF THE INVENTION 

The present invention is generally directed to an improved 
medicament for the treatment and prevention of cancer and 
cardiovascular diseases in subjects in need thereof. The sub 
jects may be adults or young adults (adolescents). In other 
aspects, the present invention provides an improved method 
for treatment of cancer, as Well as heart disease or other 
illnesses. In currently preferred embodiments, the medica 
ment is created by combining a plurality of unre?ned and 
chemically unprocessed oils containing “parent” omega-6 
and “parent” omega-3 essential fatty acids or their analogues 
so that the combination contains a ratio of parent omega-6 to 
parent omega-3 Within a particular range. Preferably, the ratio 
of omega-6 to omega-3 in the medicament ranges from 
greater than 1:1 to about 5:1. More preferably, the ratio is in 
the range of about 2:1 to about 4: 1. Most preferably, the ratio 
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4 
is about 2.6:1. Preferably, at least 50% of the composition 
comprises linoleic acid (LA) and ot-linolenic acid (ALA) in a 
LA/ALA ratio that is greater than 1:1 and less than 5: 1. More 
preferably, at least 60% of the composition comprises linoleic 
acid(LA) and ot-linolenic acid (ALA) in a LA/ALA ratio that 
is greater than 1 :1 and less than 5 : 1. Even more preferably, at 
least 65% of the composition comprises linoleic acid (LA) 
and ot-linolenic acid (ALA) in a LA/ALA ratio that is greater 
than 1:1 and less than 5:1. The medicament helps prevent 
cancer and cardiovascular diseases by increasing oxygen 
ation of the body tissue. The medicament also helps cure 
cancer by increasing oxygenation of the existing cancer and 
minimiZing its groWth. 
The anti-cancer blend of the present invention contains 

more “parent” omega-6 than omega-3 in the preparation of a 
medicament comprising unre?ned and chemically unproc 
essed oils from various seeds. The medicament may be 
administered orally in the form of a tablet, poWder, capsule, 
syrup, minicapsule, etc., or topically in the form of lotion, 
cream, gel or emulsion, for preventing cancer and cardiovas 
cular diseases by increasing oxygenation to the tissue (via 
membrane oxygen transfer, etc.). It Will, therefore, both pre 
vent cancer and cardiovascular diseases and minimize exist 
ing cancer and cardiovascular diseases by increasing oxygen 
ation above this threshold of impairment. 

In preferred embodiments of the present invention, no 
more than 12% of the total EFA mixture constitutes omega-6 
derivates, such as GLA (gamma-linolenic acid). Also in pre 
ferred embodiments, no more than 40% of oleic acid is used 
since oleic acid is a nonessential acid that the body makes on 
its oWn, as needed. In even more preferred embodiments, the 
composition comprises no more than 25% of oleic acid. 

In further preferred embodiments, an antioxidant is added 
to the medicament to reduce the potential for premature oxi 
dation. Adulterated or chemically processed vitamin E is not 
preferred because the extraction methods and oil carriers can 
have the same negative effects as processed EFA-containing 
oils. It has been noted that organic extra virgin coconut oil has 
antioxidant properties. This is demonstrated because of the 
fact coconut oil can be not refrigerated for a year and its 
inherent EFAs don’t oxidiZe (turn rancid). Coconut oil is the 
preferred oil to lessen oxidation. 

In preferred embodiments, the medicament of the present 
invention may be administered to an adult or young adult 
(adolescent) in need thereof as an ingestible liquid form, or in 
solid form, such as an oil-based gel capsule, a tablet, or a 
poWder. Administration of the medicament to infants and 
children under the age of 10 is strongly not recommended. 
Therefore, the medicament cannot be administered in the 
form of an infant formula. In a further embodiment, the medi 
cament may be administered as a topical ointment for treat 
ment of cancer on skin. 

BRIEF DESCRIPTION OF THE DRAWINGS 

For detailed understanding of the invention, reference is 
made to the folloWing detailed description of the preferred 
embodiments, taken in conjunction With the accompanying 
draWing. 

FIG. 1 is a chart illustrating measured differences in tumor 
volumes betWeen groups of mice from 26 to 50 days after 
tumor implantation. 

DETAILED DESCRIPTION OF THE PREFERRED 
EMBODIMENTS 

The invention provides a greatly improved method of treat 
ment for cancers and cardiovascular diseases. The term 
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“treatment,” as used herein is intended to refer to medication 
for treatment of active cancers and cardiovascular diseases, as 
Well as preventative treatment for potential cancers and car 
diovascular diseases. What inhibits respiration and its preven 
tion in the cell is the basis of this invention. Speci?cally, the 
present invention solves a direct cause of oxygen inhibi 
tionia lack of su?icient parent omega-6 and parent omega-3 
in the cell and cell membrane. This lack is caused by food 
processing either hydrogenating the oils, destroying EFA 
functionality, removing the EPA containing oils, or adulter 
ating them by heating, and in part or altogether, With preser 
vatives Which curtail oxygen transfer. 

Omega-6 and 3 as Used By the Body In Vivo 
There are 2 essential fatty acids that the body cannot make 

on its oWn that must come from food; parent omega-3, termed 
alpha-linolenic acid, and parent omega-6, termed linoleic 
acid. Because of the need for food processors to have long 
shelf-life, these essential oils are often highly adulterated 
(preserved) and biochemically ineffective and harmful When 
ingested in the body. The present invention focuses on these 
oils’ anti-cancer properties because of their high tissue oxy 
genating ability. Much current focus has improperly been on 
omega-3 alone; in particular, from ?sh oil. This line of 
research is incomplete and not in accordance With hoW the 
body uses these oils because there is much less parent 
omega-3 in the tissues as compared With omega-6. This “dual 
approach” utiliZing both oils in parent form, in one Way, 
distinguishes this invention from others. The more common 
singular EFA approach concentrating on omega-3; in particu 
lar, their derivatives and not the parents, While Working to 
some extent in vitro (outside the body) is incomplete and 
often highly ineffective When in vivo results are required. 
Although the folloWing experiments Were conducted using a 
formulation including higher amounts of saturated fat, 
omega-6 derivative (GLA), and monounsaturated fat, than 
parent EFAs, these fats are all nonessentialithe body manu 
factures them (the GLA from the parent omega-6) and the 
invention’s results are not from their inclusion. The medical 
textbook article quoted from beloW makes it clear that 
omega-6 and omega-3 fatty acids in combination [in vivo] at 
loW doses Were more effective than omega-3 alone at a high 
dose. The folloWing is the pertinent phrase: “ . . . [There is a] 
synergistic effect of n-6 [omega-6] and n-3 [omega-3] fatty 
acids at loW doses Which is greater than the effect of high 
doses of n-3 fatty acids alone.” (Prostaglandins in the Cardio 
vascular System, pages 151-156, 1992.) 

Experimental Procedure #1 
The metabolism of n-6 and n-3 PUFAs in rats and mice are 

similar to humans. (Lands, W. E., et al, Lipids, Vol. 25(9), 
1990, pages 505-516.) Therefore, studies in mice Would be 
predicted to be similar in humans. Regardless, one must be 
alWays aWare that mice are not humans. For this reason, many 
drugs do not Work as Well in humans as in animals, if at all. 
Because this drug Was designed for humans and their speci?c 
“parent” omega-6/-3 tissue ratios, We Would therefore expect 
human results to be signi?cantly better than results in mice. 
TWo very different laboratory experiments Were con 

ducted. The in vitro Was unsuccessful and the in vivo both 
highly successful and signi?cant. 

The in vivo test Was conducted by PhenoPath Laboratories 
in Seattle, Wash. To access the death rate in vitro by applica 
tion of this formula ZR-75, breast carcinoma cells (from 
ATCC) Were groWn both With and Without the fatty acid 
application. Medicament concentration Was 725 mg/1.25 
ml:580 mg/ml and diluted With ETOH for a 10 mg/ml ?nal 
concentration of medicament. The ?nal overall application 
Was 20 ug/ml delivery to the cells. Total cell counts per plate 
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6 
Were 2.5><106 in both cases. Rate of death from fatty acid 
application Was then determined vs. the control given no fatty 
acids. Although others have shoWn a positive result With 
merely adding an EFA-based medicament to in vitro cancer 
cultures With 20 ug/ml killing human breast culture, ZR-75-1 
breast carcinoma, (Michael Begin, et al “Differential Killing 
of Human Carcinoma Supplemented With n-3 and n-6 Poly 
unsaturated Fatty Acids,” JNCI 1986: 77: 1053-1062), We 
observed no positive effect, nor did We expect one because the 
animal Was not under the effect of hormonal in?uence by the 
animal’ s active biochemistry. 
The cells Were groWn in RPMl-1640 per ATCC propaga 

tion indications. Cells Were seeded into 24-Well plates at a 
concentration of 2><104 cells/ml. The fatty acid Was added to 
all Wells of one of the plates at a concentration of 20 ug/ml. 
After a period of 6 days both of the plates Were counted. Cells 
Were lifted With trypsin and all of the Wells in one plate 
pooled. The cells Were spun doWn and counted With a hema 
cytometerusing a trypsin blue exclusion method. A sample of 
cells Was taken and live cells vs. dead cells counted for all 
eight squares of the hemacytometer. This Was done three 
times and the numbers averaged. Ninety eight per cent (98%) 
of cancer cells Were still alive in both treated and untreated 
mediums. That is, in vitro cell viability of both treated and 
untreated specimens Were 98%. 

This in vitro experiment shoWed no difference With treated 
vs. untreated cells. This lack of result Was predicted because 
there are no hormonal in?uences outside of the body. The in 
vivo results Were quite different. 
We gave nude mice doses of the medicament that are pro 

portionate to humans and not signi?cantly more than anyone 
Would ever naturally take like in the case of patent US 2002/ 
0010211 A1, published Jan. 24, 2002. These experimenters 
gave the equivalent human dose of 10 g/day medicament. 
This invention uses a much more reasonable 4.3 g/day. Fur 
thermore, We look to a more statistically signi?cant tumor 
siZe inhibition of at least 20% reduction in groWth after 
steady-state conditions have been reached after transplant. 

Experimental Procedure #2 
The medicament Was given to the mice in this study only 5 

days per Week Whereas in humans the do sage Would be 7 days 
a Week. Therefore, the results in humans Would be expected to 
be of an even greater magnitude. Perry Scienti?c, located in 
San Diego, Calif. Was chosen to conduct the in vivo study 
using nude mice. The breast cancer tumor strain of MDA 
MB-435 Breast Cancer Line (supplied by PS1) was chosen for 
implantation in athymic nude mice. Cell line media Was 
appropriate for the cell line. Cell line propagation by PS1 was 
by standard in vitro cell expansion methods. The age of the 
mice Was 4-6 Weeks. Their vendor Was Simonsen Laborato 
ries, Gilroy, Calif. Prolab® 5P75 (#55875). Mouse ChoW Was 
used throughout. The medicament Was added to their feed 
ings. There Was no replacement or substitution of any kind in 
feeding regimens. Three groups Were used: Group 1 Was 
pretreated With the medicament 2 Weeks prior to tumor 
implantation. Group 2 Was pre-treated With the medicament 4 
Weeks prior to tumor implantation. Group 3, the control, Was 
not pre-treated. Treatment of all animals Was by oral gavage, 
5 days per Week (M-F) until termination. 23 nude female mice 
Were inoculated With 2.5><106 MDA-MB-435 breast cancer 
cells subcutaneously. Tumor volumes Were monitored by 
caliper measurement tWice per Week. Animals Were sacri 
?ced at 50 days post tumor inoculation. 
Group 3 consisted of 10 mice Whereas both Groups 1 and 2 

consisted of 5 mice each. Animals Were acclimated for at least 
3 days prior to initiation of dosing. The 3 extra mice Were not 
required in the study. 
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Drug dosing Was based on bodyWeight measurements of 
the mouse. The human-based drug dose is 4,350 mg based on 
a 180-pound person. The EPA blend used Was 50% organic 
evening primrose oil, 33.3% organic ?ax oil, 10.7% organic 
pumpkin oil, and 5.95% organic virgin coconut oil. This gives 
a “parent” omega-6/-3 Was approximately 2.6/1.0. Organic 
crops have variation and there is alWays a variance from 
“table values.” 

Mice typically Weigh 18-22 grams so We calculate 1 
ul/mouse per day dosage. Final dosage form Was 1 ul active 
With 99 ul of added organic virgin coconut oil (a highly 
saturated non-essential fat) alloWing a 100 ul feed per each 
dosing day. The control animals Were given 100 ul of pure 
coconut oil With no drug added. Prior to animal dosing the 
invention/coconut oil mixture Was heated to room tempera 
ture and mixed to ensure adequate distribution of the drug in 
the vehicle. Garden of Life® brand organic extra virgin coco 
nut oil, Jupiter, Fla., Was used as the vehicle for each of the 3 
Groups. 
Tumor siZe Was based on external caliper measurement of 

protruding tumor With the primary tumor excised and 
Weighed at termination. Tumor volume Was calculated tWice 
each Week based on the formula l/2(a><b2), Where b is the 
smaller of the tWo perpendicular diameters. All mice Were 
used in the statistical analysis. None Were selectively deleted. 
Because there are so many errors in reporting statistical 

analysis, (GatZ, Stanton A., Primer of Biostatistics, 5th edi 
tion, McGraW-Hill Medical Publishing, page 7, 2002) an 
independent expert in statistics (Alex Kiss) Was selected for 
the analysis. 

Statistical Analysis 
Arepeated measures analysis of variance Was carried out to 

assess to differences in tumor volume betWeen the three 
groups over time, focusing on the time period from day 26 and 
onWards (By Alex Kiss, Ph.D., Statistics Consult, Oct. 18, 
2004.) The analysis shoWed both a signi?cant difference 
betWeen groups (F2,l19:4.06, p:0.02) as Well as signi?cant 
differences in the interaction betWeen groups over time 
(F18, ll9:2.21, p:0.006). The differences Were strongest 
betWeen group 2 and group 3 (tll9:—2.78, p:0.006) With 
group 2 having signi?cantly reduced tumor volumes across 
the time period as a Whole. The differences betWeen group 1 
and group 3 Were not as strong across the Whole time period 
of analysis (t1l9:—1.52,p:0.13). 

Test of Group and Group by Time Differences 

Num Den 
Effect DE DE P Value p-value 

GROUP 2 119 4.06 0.0196 
GROUP*time 18 119 2.21 0.0059 

Group by Group comparisons 

Stan 
dard T p 

Effect GROUP GROUP Estimate Error DF Value value 

GROUP 1 2 22.0159 20.0856 119 1.10 0.2752 
GROUP 1 3 —26.3754 17.3946 119 —1.52 0.1321 
GROUP 2 3 —48.3913 17.3946 119 —2.78 0.0063 
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8 
A univariate repeated measures analysis of variance is the 

most appropriate statistical device to determine Whether a 
signi?cant difference exists When looking at tumor volumes 
betWeen groups over time. Analysis of variance is the test of 
choice When there are 3 or more groups of interest and the 
dependent variable is a continuous measure (as volume is in 
this case). The repeated measures analysis of variance, takes 
into account the fact that measures taking over time are not 

independent but dependent due to the fact that one subject 
(mouse) provides several measures, one at each time point. To 
account for this dependence, a repeated measures analysis of 
variance sets up a correlation design Whereby a single sub 
ject’s measurements are assuming to share some similarities 
and therefore not be treated as independent entities. The 
repeated measures analysis is far superior to running many 
separate t-tests for each time point. In addition to the above 
mentioned reasons, it is a single test With its usual associated 
Type 1 error rate of 5%. When running many independent 
tests, each of Which has its oWn Type 1 error rate of 5%, you 
have increased your chance of a false ?nding. The larger the 
number of independent tests, the greater the chance of a false 
?nding. Therefore in all circumstances it is bene?cial to run a 
single test When possible to ansWer a research question as 
opposed to many separate tests. 

TABLE 1 

Mean differences in tumor volumes 
between groups over 26-50 days. 

Mean difference 
in decrease Standard 95% 

in tumor size Error Con?dence Interval 

Group 1 vs Group 3 —26.38 17.39 —60.46 7.70 
Group 2 vs Group 3 —48.39 17.39 —82.47 —14.31 
Group 1 vs Group 2 22.01 20.09 —17.37 61.39 

Discussion of Results 
FIG. 1 graphically depicts measured tumor volumes 

among the three groups of test mice betWeen 26 and 50 days 
folloWing tumor implantation. Fifty days (50 days) of mea 
surement Was used after tumor implantation. Statistical 
results commenced after day 26 because this timeframe 
alloWed all transient conditions, including hormonal disrup 
tion, of tumor implantation to subside. The 4-Week pre-treat 
drug (Group 2) vs control Was most signi?cant as can be seen 
from the graph of FIG. 1. Every 4-Week pre-treat drug group 
at this day 26 endpoint, the ?nal endpoint (day 50), and every 
intermediate point Was signi?cantly less in siZe (groWth) than 
the control. This same effect occurred With Group 1 although 
to a lesser extent than Group 2, as Would be expected. This 
result clearly shoWs the drug’s value increases With longer 
pretreatment. A logical conclusion from this result Would be 
that the medicament is modifying the cell’ s internal structure, 
making it more cancer resistant. From Table 1 presenting 
Mean Differences We can see a —48.39 mean difference 

betWeen Group 2 vs Group 3. This translates to a 24.1% 
decrease mean tumor volume With the medicament. 
When results are analyZed after 40 or 50 days, We see over 

a 30% mean reduction in tumor siZe With Group 2 vs control 
Group 3. Although tumors in each group continued to groW, 
the signi?cance of Group 2’s effect Was even more pro 
nounced. Given that cancer develops very sloWly in humans 
and given the cellular modifying capability evident looking at 
Group 1 and Group 2 in Which both drug doses are identical 
and only the length of the pre-treatment phase differs, one 



US 8,431,165 B2 
9 

could conclude that, given adequate pre-treatment With the 
drug, cancer Would not ever normally occur in a human. 

Group 3 (control) had a cancer tumor mean groWth volume 
rate of 135 cc to 270 cc occurring over 24 days. Group 2 had 
the same doubling of growth volume rate, yet a difference in 
mean absolute siZe from 105 cc to 210 cc. Looking at the 
endpoint at the last 10 days (experiment’s end) betWeen 
Group 2 and 3 We see a groWth volume of 42 cc vs 60 
cc:18/42:42.8% decrease With the drug. 
TWo additional facts are most important: The results of 

experiment #2 Were With mice treated during 5/7th of the 
Week (5 out of 7 days), not daily as Would actually occur of the 
Weight proportional dosage a human Would receive because 
the lab is closed 2 days a Week. Furthermore, the medicament 
used With the mice Was speci?cally designed for human’s 
speci?c tissue structure based on tissue parent omega-6/-3 
ratios along With a factor of hoW much of these parent EFAs 
are converted by the body into biological derivatives (Peskin, 
Brian S., “The Scienti?c Calculation of the Optimum Omega 
6/-3 Calculation,” Biosciology Publishing, Houston, Tex. 
2004 (private paper)). Therefore, although the results in mice 
Would be indicative of the result in humans, the results in 
humans should be signi?cantly more pronounced than in 
mice. 
A medicament prepared in accordance With the present 

invention has a combination of “parent” omega-6 and “par 
ent” omega-3 containing oils (essential fatty acids) or their 
analogues Within a particular range of ratios. The ratio of 
omega-6 to omega-3 in the medicament ranges from greater 
than 1 :1 to about 5: 1. More preferably, the ratio is in the range 
of about 2:1 to about 4:1. Most preferably, the ratio is about 
2.621. Preferably, at least 50% of the composition comprises 
linoleic acid(LA) and ot-linolenic acid (ALA) in a LA/ALA 
ratio that is greater than 1:1 and less than 5:1. More prefer 
ably, at least 60% of the composition comprises linoleic acid 
(LA) and ot-linolenic acid (ALA) in a LA/ALA ratio that is 
greater than 1:1 and less than 5:1. Even more preferably, at 
least 65% of the composition comprises linoleic acid(LA) 
and ot-linolenic acid (ALA) in a LA/ALA ratio that is greater 
than 1:1 and less than 5:1. The medicament helps prevent 
cancer and cardiovascular diseases by increasing oxygen 
ation of the body tissue. This anti-cancer blend contains more 
“parent” omega-6 than omega-3 in the preparation of a medi 
cament comprising unre?ned and chemically unprocessed 
oils from various seeds. The medicament may be adminis 
tered orally in the form of a tablet, poWder, capsule, syrup, 
minicapsule, etc., or topically in the form of lotion, cream, gel 
or emulsion, for preventing cancer by increasing oxygenation 
to the tissue (via membrane oxygen transfer, etc.). The medi 
cament Will therefore both prevent cancer and minimiZe 
existing cancer by increasing oxygenation above this thresh 
old of impairment as Warburg’s experiments shoWed. 

The key to preventing cancer lies directly With preventing 
cellular respiration from failing. The approach of the present 
invention utiliZes combinations of organically groWn and 
organically processed seed oils containing more of the parent 
omega-6 and to a lesser extent parent omega-3 EFAs in spe 
ci?c combinations (ratios) and minimiZes damaging of cel 
lular respiration because it keeps oxygen transfer high. The 
prior experiments Were conducted using a formulation 
including high amounts of saturated fat from the coconut oil, 
omega-6 derivative (GLA), and monounsaturated fat, these 
fats are all non-essentialithe body manufactures them (GLA 
is manufactured from parent omega-6). 

The present invention is directed to solving a direct cause 
of this oxygen inhibitionia lack of su?icient parent omega-6 
and parent omega-3 in the cell and cell membrane. This lack 
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10 
is caused by food processing either by hydrogenating oils, 
destroying EFA functionality, removing the EFA containing 
oils, or by adulterating them by heating, and in part or alto 
gether, With preservatives Which curtail oxygen transfer. War 
burg Wrote that: 

Another method for destroying respiration is to use respi 
ratory poisons. From the standpoint of energy, this 
method comes to the same result as the ?rst method. No 
matter Whether oxygen is WithdraWn from the cell or 
Whether the oxygen is prevented from reacting by a 
poison, the result is the same in both cases-namely, 
impairment of respiration from lack of energy. The ?rst 
notable experimental induction of cancer by oxygen to 
de?ciency Was described by Goldblatt and Cameron in 
1953 [Goldblatt, H. and Cameron, G., “Induced malig 
nancy in cells from rat myocardium subjected to inter 
mittent anaerobiosis during long propagation in vitro,” J 
Exp Med. 1953 April; 97(4):525-52] Who exposed heart 
?broblasts in tissue culture to intermittent oxygen de? 
ciency for long periods and ?nally obtained transplant 
able cancer cells, Whereas in the control cultures that 
Were maintained Without oxygen de?ciency, no cancer 
cells resulted. Any respiratory injury due to lack of 
energy, hoWever, Whether it is produced by oxygen de? 
ciency or by respiratory poisons, must be cumulative, 
since it is irreversible. Frequent small doses of respira 
tory poisons are therefore more dangerous than a single 
large dose, Where there is alWays the chance that the cells 
Will be killed rather than that they Will become carcino 
genic. 

Warburg, supra. This cumulative oxygen de?ciency can be 
caused by a defect in EFA structure, often increasing over 
time, to varying degrees Within various tissues. 

Dr. Warburg and others shoWed in numerous experiments 
spanning many decades that a 35% lack of oxygen to the cell 
Was alWays suf?cient to induce cancer. The present invention 
focuses on the prevention and treatment of cancer by maxi 
miZing oxygen transport to the cell and not just to the blood 
stream, such as experienced in an athlete. Because athletes 
still get cancer, oxygenating the blood is not suf?cient for 
cancer prevention or treatment. This invention details one 
method to increase cellular oxygenation. 

Proof of EFA-Based Effectiveness 
There has been signi?cant published experimental evi 

dence of EFAs; in particular, many focusing on EFA-deriva 
tives and not EFA-parents successfulness in vitro. FolloWing 
are a sampling of them. See Eynard, A. R., et al., “Dietary 
De?ciency or Enrichment of Essential Fatty Acid Modulates 
Tumorigenesis in the Whole Body of Cobolt-60 Irradiated 
Mice,” Prostaglandins Leukot Essential Fatty Acids March; 
56(3):239-244, 1997) (indicating that general EFA de?ciency 
Will promote tumor groWth); Purasiri, P., et al., “Effect of 
Essential fatty Acids on Natural Cytotoxicity in Patients With 
Colorectal Cancer,” European Journal of Surgical Oncology 
1995; 21(3):254-260)(indicating the need for general EFAs to 
be administered daily); (Eynard, A., “Is the Risk of Urinary 
Tract Tumorigensis Enhanced by a Marginal Chronic Essen 
tial Fatty Acid De?ciency?,” Nutrition 1998 February; 14(2): 
211-216); Jiang, W., et al., “Gamma Linolenic Acid Regu 
lates Expression of Maspin and Motility of Cancer Cells,” 
Biochemistry and Biophysics Research Communication 
1997 Aug. 28; 37(3):639-644; Jiang W. G., “Regulation of 
cell adhesion, a central mechanism in the anticancer action of 
essential fatty acids.” International Journal of Molecular 
Medicine 1998 March; 1(3):621-625; Eynard, A. R., et al., 
“Eicosatrienoic Acid (20:3 N-9) Inhibits the Expression of 
E-Cadherin and Desmoglein in Human Squamous Carci 
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noma in vitro,” Prostaglandins Leukot Essential Fatty Acids 
1998 December; 59(6):371-377; and Booyens, J., et al., 
“Dietary Fats and Cancer,” Medical Hypotheses 1985 
August; 17(4):35 1 -3 62. 

Overall, the literature suggests the clinical importance of 
EFAs generally in arresting cancer. However, the majority of 
these publications are from experiments conducted in vitro 
(outside the body). Furthermore, they utiliZe EPA-derivatives 
or EFA-based mixtures containing excessive omega-3-based 
compounds (including their derivatives). The aim of the 
present invention is to bring these high quality results in vivo 
(inside the body) With maximum effectiveness by utiliZing 
optimum mixtures of parent omega-6 and parent omega-3 
oils. To prevent or reduce oxidation, it is further preferred that 
the inventive blend of oils contain some antioxidant, such 
coconut (more preferred) or palm (less preferred). In addi 
tion, in preferred embodiments, the present invention seeks to 
optimally deliver these mixtures to the cells via periodic 
dosages of the compounds. The currently preferred period for 
dosage is daily. 

Unadulterated EFA-Containing Oils are Not Abundant 
Commercial food processing, using the process of hydro 

genation and chemical processing, alters the EFAs in the 
ability to function properly, and are knoWn to produce both 
cancer and heart disease. The food processors often require 
hydrogenation and preservatives to stop foods from oxidiZing 
in order to have long shelf life and stability. Therefore, non 
organically raised, chemically processed and re?ned oils are 
not used in this invention. Due to the presence of preserva 
tives, parent omega oils Which are cancer-preventing in their 
unadulterated form may become cancer-causing in their adul 
terated form. Chemically processed cottonseed oil via hydro 
genation and other oxygen-transfer destroying methods have, 
for example, been associated With increased skin cancer. 
(Baumann, C. and Rusch, H., “Effect of Diet on Tumors 
Induced by Ultraviolet Light,” American Journal of Cancer, 
1939, 35:213-221.) Therefore, the converse of using chemi 
cally unprocessed EFAs should associate With decreased skin 
cancer. The medicament of the present invention contains 
organically raised oils Which are chemically unprocessed and 
unre?ned oils. By “chemically unprocessed and unre?ned 
oils”, it is meant that the oils do not undergo any processing, 
such as saponi?cation, precipitation With ethanol, chemical 
?ltration, acidi?cation With hydrochloric acid and extraction 
With solvents, Which cause degradation or alteration of the 
oils themselves, or a decrease in bioavailability or effective 
ness, or a residue in the ?nished product. 

In preferred embodiments, chemical pesticides, often used 
in groWing, are to be excluded. 
EFAS and Oxygen Attraction 
Fatty acids double bonds strongly attract oxygen. That is 

Why ?sh high in omega-3 series EFAs become rancid quickly. 
“When exposed to air [oxygen] natural fatty acids [EFAs] 
having tWo or more double bonds [omega-6 and -3] tend to 
undergo a complex process called autoxidation, in Which 
molecular oxygen attacks a double bond . . . ” (Short Course 

in Biochemistry, Lehninger, 1973, page 109). In the body, 
EFAs are therefore highly signi?cant in alloWing maximum 
transport of oxygen from the blood to cross the cell mem 
brane. This crossing of the oxygen into the cell is a key point 
of this invention because simple oxygenation of the blood is 
not suf?cient to prevent cancer; i.e., athletes get cancer. The 
oxygen must cross into the tissue. High levels of blood oxy 
gen alone although bene?cial to a limited degree in cancer 
prevention, as studied by Warburg, are insu?icient to prevent 
tissue cancer from developing. This invention utiliZes this 
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12 
?nding and the fact that EFAs double bonds attract molecular 
oxygen (act as “oxygen magnets”). 

Decreased oxygen causes cardiovascular disease and 
stroke. The medicament of the present invention increases 
oxygen ef?ciency by a maximum of 100% over other fatty 
acids, such as monounsaturated oleic acid. 
EFAs and Radiation Treatment 
While undergoing radiation treatment for cancer, EFAs 

protective ability has been recogniZed. “ . . . The results 

shoWed that EPA and DHA [both EFA derivatives] inhibited 
radiogenic transformations [radiation-caused cancer tumors] 
by 80-100% . . . . ” “To achieve maximum protection against 

transformation EPA must be present continuously from the 
period before radiation treatment or just after. The presence of 
EPA, during the initiation phase of the transformation, i.e. in 
the ?rst 2 Weeks after exposure to radiation in a 6-Week 
experiment Was critical for effective inhibition of transforma 
tion.” (Car'mia Borek, Department of Physiology, Tufts Uni 
versity School of Medicine, Boston, Mass. from “Fatty Acids 
on Transformation of Cultured Cells by Irradiation and Trans 
fection,” by Mareyuki Takahashi, et al., Cancer Research 52 
(Jan. 1, 1992): 154-162)) While this Was an in vitro study 
with EPA derivatives, preferred embodiments of the present 
invention are designed for maximum in vivo effectiveness by 
alloWing the body to produce derivatives on an “as needed” 
basis from the parent EFAs. 

Breast Cancer Rise Explained 
“Women With high levels of alpha-linolenic [parent 

omega-3] acid in their adipose breast tissue have a 60% loWer 
risk of breast cancer . . . . ” and that this neW ?nding “support 

a possible protective effect . . . . ” (Bougnoux, P., et al., “Level 

of Alpha-Linolenic Acid [EPA] in Breast Tissue Inversely 
Linked to Breast Cancer Risk,” European Journal of Cancer 
2000; 36: 335-340) This study clearly shoWs signi?cant in 
vivo anti-cancer results from a parent EFA (parent omega-3) 
in a speci?c area, breast tissue. It can be seen hoW essential the 
parent form of omega-3 is in producing a signi?cant in vivo 
effect. Fatty tissue like the breast contains areas of 80-95% fat 
concentration. These fatty components of breast tissue 
require and should have high EFA concentrations, but 
because of modern food processing, they often don’t. Oxygen 
de?ciency in the breast tissue Will be very signi?cant. We can 
deduce that breast tissue Would be a site of signi?cant 
expected cancer site in Womeniand it is. Most breast cancer 
victims have feW traditional “risk factors.” EFA-de?ciency 
should manifest highly in this area. There is so much lipid 
content, that a de?ciency should manifest signi?cantly here 
and it does. The present invention addresses and solves Why 
this type of cancer has become so signi?cant in its prevention 
and treatment. 

High Blood Speed 
Warburg stated that based on experiments, “[t]o prevent 

cancer it is therefore proposed ?rst to keep the speed of the 
blood stream so high that the venous blood still contains 
suf?cient oxygen; second, to keep high the concentration of 
hemoglobin in the blood . . . ” EFAs (in particular, LA) have 
also been associated With a decrease in cholesterol regardless 
of saturated fat intake, i.e. an independent factor. “LA (parent 
omega-6) loWers cholesterol independently of displacing 
saturated fatty acids Was shoWn in a study Which LA Was 
added rather than substituted. Despite the resultant high fat 
intake, LDL cholesterol fell.” (Rassias, G., et. al, “Linoleic 
acid loWers LDL cholesterol Without a proportionate dis 
placement of saturated fatty acid,” European Journal of Clini 
cal Nutrition 1991 ; 45:315-320.) Medicaments in accordance 
With the present invention address this issue and “add” the LA 
Without regard to other factors. There is no requirement to 
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decrease another fat. Furthermore, it is known that parent is 
omega-6 keeps the blood platelets apart (less clumping) 
Which makes parent omega-6 act like a natural “blood thin 
ner” mimicking the drug sodium War?n. (“Eicosanoids 
[made from EFAs], other fatty acid metabolites and the vas 
cular system: Are the present antithrombotic approaches 
rational?,” Prostaglandins in the Cardiovascular System, 
1992). EFAs, in particular parent omega-6, linoleic acid, also 
decrease blood pressure and the authors considered it impor 
tant. (ProgressiveLipids Research; 201349-362, 1982) LoWer 
systolic blood pressure implies less arterial blockage. This 
effect coupled With less platelet stickiness alloWs increased 
blood speed and hence maximally high oxygen content as 
Warburg requires. 
GLA, an omega-6 derivative, is the basis for the body’s 

most poWerful natural anti-in?ammatory, prostaglandin 
PGEl. If functional parent omega-6 intake is loWer or con 
version to derivatives is impaired for any reason, the potential 
for in?ammation increases, Which may lead to atherosclero 
sis. This is Why a preferred embodiment of this invention 
includes GLA. 
A Statin-Like Effect 
Similar to statins, EFAs help to prevent and minimiZe 

vascular disorders so that blood ?oW stays fast and highly 
oxygenated. “Statins and polyunsaturated fatty acids have 
similar actions.” “In vieW of the similarity of their actions and 
that statins in?uence essential fatty acid metabolism, it is 
suggested that EFAs and their metabolites may serve as sec 
ondary messengers of the action of statins . . . . ” (Das, U. N., 

“Essential Fatty Acids as Possible Mediators of the Action of 
Statins,” Prostaglandins, Leukotrienes and Essential Fatty 
Acids, Vol. 65, No. 1, pages 37-40, July 2001) 

While the primary utility of the present invention is cancer 
prevention, it is also highly useful in the prevention and 
treatment of cardiovascular disease. Prostaglandins of the 
omega-6 series (“parent” omega-6 derivatives the body 
manufactures) found to reduce blood pressure and a strong 
inhibitory effect of clogged arteries. (Iacomo, J. M., et al., 
“The role of dietary essential fatty acids and prostaglandins in 
reducing blood pressure,” Prog Lipids Research; 20:349-362 
(1982).) 

Lipids are the medium for biochemical gas transfer so that 
the gas can readily enter the cell; i.e., oxygen transfer. “Gases 
such as oxygen, CO2 and nitrogenismall molecules With 
little interaction With solventsireadily diffuse through the 
hydrophobic regions of the membrane” (Harper’s Illustrated 
Biochemistry, 26”’ edition, page 418) “There are 2 classes of 
essential fatty acids (EFA); the linolenic (n-6) and linolenic 
(n-3). They are required for glycerophosphatides (phospho 
lipids) of cellular membranes.” (Sinclair, H. M, “Prevention 
of coronary heart disease: the role of essential fatty acids,” 
Postgrad Med J 1980 August; 56(658):579-84) EFAs are in 
the cellular membrane of all tissues. “In the presence of 
oxygen, polyunsaturated fatty acids are susceptible to a non 
enZymatic process knoWn as autooxidation or peroxidation 
[reacting With oxygen] . It occurs both outside the body, Where 
it is responsible for rancidity, and in vivo. The basis for this 
susceptibility is the relative ease With Which a hydrogen atom 
can be abstracted from the methyl group betWeen the double 
bonds of the polyunsaturated fatty acid [EFA] .” (Principles of 
Medical Biochemistry, pgs. 377-378) This shoWs that EFAs 
are highly oxygen reactive. From another medical textbook it 
is noted that, “Essential fatty acids [EFAs] are found in the 
structural lipids of the cell, often in the 2 position of the 
phospholipids, and are concerned With the structural integrity 
of the mitochondrial membrane” (Harper’s Illustrated Bio 
chemistry, 26”’ edition, page 191). Once again, here is more 
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con?rmation of the structural importance of EFAs in the cell 
membrane. “Therefore, a high content of unsaturated fatty 
acid [EFAs] residues in the membrane lipids makes the mem 
brane more ?uid.” (“Principles of Biomedical Chemistry,” 
1998, page 226) More ?uidity means easier oxygen and other 
biochemical transfer because a saturated fat is not ?uid and 
can accommodate little nutrient (including oxygen) transfer. 
It is Well-knoWn even in the non-medical texts that the fatty 
acid chains’ double bonds capture oxygen (Robert Erdman, 
Ph.D. and Merion Jones, Fats That Can Save Your Life: The 
Critical Role of Fats and Oils in Health and Disease, 1995, pg. 
88). “De?ciency of EFA in experimental animals causes . . . 

[among other things] uncoupling of oxidation (use of oxygen) 
and phosphorylation.” (Sinclair, H. M., “Essential fatty acids 
in perspective,” Hum. Nutr. Clin. Nutr. 1984 July; 38(4):245 
60) Both of these processes are required for maximization of 
energy production in the mitochondria (ATP) and elseWhere. 
Lack of EFAs is shoWn to impede the use of oxygen. The 
important use of EFA-based membrane lipids can’t be 
stressed enough. “Functionally and structurally, the compo 
nents of the respiratory chain are present in the inner mito 
chondria) membrane as four protein-lipid respiratory chain 
complexes . . . . ” (Harper ’s Illustrate Biochemistry, pg 93) 

Oxygen and Free-Radicals 
There is a belief that PUFA (polyunsaturated fatty acids) 

should be minimiZed because of a possible adverse effect of 
creating problematic cancer-causing free-radicals. This is 
false. Although there is this potential caused by the superox 
ide anion free-radical, it is rendered harmless in the body via 
the enZyme superoxide dismutase. Therefore, oxidation dam 
age is not a signi?cant issue that could lead to cancer instead 
of preventing cancer (Harper’ s Illustrated Biochemistry, 26”’ 
edition, 2003, page 90). Furthermore, “EFAs are very easily 
peroxidiZed in air, but vitamin E protects against this.” (Sin 
clair, H. M., “Essential fatty acids in perspective,” Hum. Nutr. 
Clin. Nutr. 1984 July; 38(4):245-60). Vitamin E (alpha toco 
pherol) is naturally occurring in the oils themselves (natural 
antioxidant) Which further protects against oxidation. Addi 
tionally, the body’s oWn enzyme, Which it manufactures, 
called superoxide dismutase (SOD) serves this anti-oxidant 
function, too. 

Research ShoWs 
Decreases Cancer 

Begin, Michele, “Differential Killing of Human Carci 
noma Cells Supplemented With n-3 and n-6 Polyunsaturated 
Fatty Acids,” JNCI, Vol. 77, No. 5, November 1986 discusses 
hoW EFAs selectively killed cancer cells in vitro [outside of 
the body] . BothALA and LA (the parent EFAs) accomplished 
this result. The study notes that “[s]everal lines of evidence 
suggest that EFA metabolism is an important target in the 
complex metabolic changes that lead to, or are associated 
With, cancer. Neoplastic tissues exhibit outstanding differ 
ences in the metabolism of lipids from normal cells. An 
elevation in distinct ether lipids and a decrease in PUFA 
(polyunsaturated fatty acids) levels are major biochemical 
abnormalities that have been strongly correlated With cell 
transformations, tumorigenicity, and metastasis.” This 1986 
National Cancer Institute article clearly shoWs hoW EFAs in 
vitro are critical to cancer prevention and treatment, but they 
didn’t knoW hoW to in?uence the metabolic pathWay. This 
invention directly and speci?cally addresses these metabolic 
pathWays in vivo. 

In?uence of EFA Diet Directly on Cellular Membrane 
Content 

“The plasma membrane lipid composition in L1210 
murine leukemia cells Was dependent upon the type of fat fed 
to the host animal.” (Burns, C. P. et al., “Effect of Modi?ca 

EFA Mediated Cellular Activity 
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tion of Plasma Membrane Fatty Acid Composition on Fluid 
ity and Methotrexate Transport in L1210 Murine Leukemia 
Cells,” Cancer Research 39, 1726-1732, May 1979). Later in 
the publication, it is stated that “The plasma membrane frac 
tion prepared from the cells groWn in mice fed the polyun 
saturated sun?oWer oil [high in parent omega-6] diet con 
tained almost 2-fold more polyenoic fatty acids and 34% 
more unsaturated bonds than those prepared from cells grown 
in mice fed the saturated fat-rich diet.” This clearly shoWs the 
in?uence of EFAs in the diet and hoW they directly in?uence 
speci?c proportions of EFA-based cell membrane structure. 
This invention makes use of this fact by including more parent 
omega-6 than other inventions in this area because parent 
omega-6 is the predominant EPA in most tissue (aside from 
brain and central nervous system Which has a high prepon 
derance of derivatives, yet minimal percentage by tissue 
Weight). 
EFA Absorption Through the Skin 
There are currently in excess of 1 million neW skin cancer 

cases each year. Dermatologists often blame the sun. This 
reasoning is inconsistent With cultures that spend much time 
exposed to the sun and do not develop skin cancer. In addition 
to e?icacy via ingestion, the medicament of the present inven 
tion is also of practical use to decrease skin cancer via topical 
application. EFAs are absorbed through the skin and into the 
cellular membrane. “Collins et al. have shoWn that parenteral 
administration of linolenic acid (as an emulsion of soybean 
lecithin) partially restores the abnormal serum lipids . . . . ” 

“These data shoW that When vegetable oils Were applied to the 
skin of EPA-de?cient patients there Was penetration and 
incorporation of their constituent fatty acids, into structural 
lipid of the epidermis. As the oils Were triglyceride forms of 
the fatty acids, it is clear that they Were actually metaboliZed 
by the skin (hydrolytic cleavage folloWed by acylation of 
lecithin). This is of particular signi?cance in the treatment of 
the EPA-de?ciency syndrome in that the abnormally loW 
levels of cutaneous linoleate may be rapidly restored by cuta 
neous application.” “ . . . [W]e have shoWn that the cutaneous 

route is an important means of introducing essential fatty 
acids in the body When intestinal absorption is not possible. 
Also, the applied oil is metaboliZed by the skin and linolenic 
acid is incorporated into structural lipid.” (Prottey, C, et al., 
“Correction of the cutaneous manifestation of essential fatty 
acid de?ciency in man by application of sun?oWer-seed oil to 
the skin,” The Journal of Investigative Dermatology, 64:228 
234, 1975) This ?nding completes this invention’s claim to 
both prevent and treat skin cancer as caused by EFA-de? 
ciency. 

In Vitro vs. In Vivo Effectiveness 
It is Well-knoWn that positive in vitro (outside the body) 

results do not necessarily translate to in vivo results (in the 
body). That is Why a key point is to focus on the “parent” 
EFAs so that the body makes the “derivative” EFAs as 
required. Many prior art experiments have used in vitro tests 
With comparatively signi?cantly larger doses of derivatives 
than the body could ever manufacture on its oWn, regardless 
of hoW much EPA-derivative containing oils Were ingested. 
This invention’s approach is much more biochemically con 
sistent With the actual metabolism of the body. 

It is often assumed that all (or most of) the “parent” EFAs 
are converted to “derivatives,” such as prostaglandins (cellu 
lar hormone-like substances). This is incorrect. “The role of 
essential fatty acids [EFAs] in membrane formation is unre 
lated to prostaglandin [EFA-derivative-based] formation.” 
(Harper’s Illustrated Biochemistry, 26”’ edition, page 193) 
This shoWs that a signi?cant amount of “parent” EFAs stay in 
the cell membrane and are not converted into derivatives 

20 

25 

30 

35 

40 

45 

50 

55 

60 

65 

16 
because only EFA derivatives are used in prostaglandin pro 
duction. A misconception is that this conversion occurs to a 
higher degree than it actually occurs in the human body. “I 
have some di?iculty With the statement on the need to reduce 
LA (parent omega-6) of the diet because ‘This is necessary to 
reduce adverse effects of excess of arachidonic acid (AAian 
EFA derivative) and its eicosanoid products.’ Linking LA and 
AA in this Way also implies a direct conversion of LA to AA, 
Which is not the case. In fact, a very high dietary LA Will 
reduce membrane AA. Also, I have some dif?culty With the 
concept of a unitary ratio When there is clear disunity in the 
biological activities of the different parent and LCP (long 
chain polyunsaturated) EFAs. Hence the concept of omega 
6/-3 ratios based on activity equality betWeen omega-6 and -3 
does not re?ect the biological reality.” (CraWford, M. A., 
“Commentary on the Workshop statement. Essentiality of and 
recommended dietary intakes for Omega-6 and Omega-3 
fatty acids,” Prostaglandins Leukot Essent Fatty Acids 2000 
September; 63(3): 131-4). More omega-6 than omega-3 is 
required in the diet, and this invention utiliZes this concept. 
The major metabolic route of ALA (parent omega-3) in the 
body is beta-oxidation. ALA accumulates in speci?c sites in 
the body of mammals, and only a small portion of the dietary 
ALA is converted to DHA. Once again, con?rmation that 
more parent omega-6 is used in tissue. (Sinclair, A. 1., et al., 
“What is the role of alpha-linolenic acid for mammals,” Lip 
ids 2002 December; 37(12):1113-23). We see that little ofthe 
parent omega-3 is converted to derivatives; it is either used 
(oxidiZed) as fuel or used in its parent form in the tissue, and 
much less of it is used compared With omega-6. “Linoleic acid 
(LA) accumulates throughout the body of most mammals, 
Whereas alpha-linolenic acid (ALA) is rarely found in those 
tissues to the same extent as LA.” (Fu, Z. and Sinclair, A. 1., 
“Increased alpha-linolenic acid intake increases tissue alpha 
linolenic content and apparent oxidation With little effect on 
tissue docosahexaenoic acid in the guinea pig,” Lipids 2000 
April; 35(4):395-400) From “PUFA Newsletter” (WWW.fat 
so?ife.com) “Alpha-Linolenic Acid Conversion Revisited,” 
by Norman Salem, et al. states “A recent article in the PUFA 
NeWsletter indicated that in adult men and Women the ‘aver 
age estimated conversion of . . . alpha-linolenic acid to n-3 

LC-PUFA metabolites and docosahexaenoic acid Was 
17.31128 and 3613.8 percent, respectively (mean+SD)’. 
This is likely to be an overestimate of the actual overall 
conversion rates for several reasons. We further see that more 
LA is in tissue compared to ALA Which directly leads to the 
conclusion that much more LA than ALA should be con 
sumed in the diet to maintain these ratios.” We see even With 
this overly excessive estimate of the parent omega-3 deriva 
tive conversion that theoretically no more than 37% of them 
are converted to derivatives. The article makes the case that in 
reality only about 5% of the parent ALA is converted into 
derivatives. PaWlosky and others calculate less than 1% goes 
to derivatives. The article ends With “The best estimates of 
alpha-linolenic acid conversion to n-3 LC-PUFA are much 
smaller than those claimed . . . . ” This is another reason Why 

this invention speci?es the parent omega-6 and 3 series With 
very little derivatives, and more omega-6 than omega-3. 
Using in vitro tests With signi?cant amounts of derivatives is 
not consistent With hoW the body reacts to oral ingestion of 
the EPA-containing oils. It is drastically incorrect and any 
method based on this mistake in reasoning Will not be maxi 
mally effective in protection and treatment against cancer. 
The present invention alloWs the body to convert the parent 
EFAs to derivatives “as needed” by the body. This invention 
alloWs maximum oral ingestion e?iciency. 
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In currently preferred embodiments, the oils used in the 
medicament are organically raised and processed to insure 
potency and lack of toxicity. Ingested toxicity (carcinogens) 
leads to cancer. Because of pesticide and other added chemi 
cals along With chemical processing of the oils themselves 
(boiling, etc.), many EFA-containing oil products have can 
cer-causing transfats and harmful preservatives in them 
Which counteracts any inherent anti-cancer properties. 
EFA Parent Omega-6/-3 Analysis 
In preferred embodiments, the present invention is directed 

to a medicament having a minimum parent omega-6/-3 ratio 
from a loW of greater than 1 :1 to a maximum of 5: 1 With about 

2.6:1 being very effective. Fish oil and its main components, 
DHA and EPA, are not to be used because of their inherent 
anti-cancer and immune-suppressing properties When taken 
in supra-physiologic amounts, along With the fact that it is 
mainly derivative EFA-based; not parent EFA-based. The 
analysis is based on information contained in Brian Peskin’s 
paper on the subject privately published in 2004 (“The Sci 
enti?c Calculation of the Optimum Omega-6/-3 Ratio”) 
Which utiliZes the folloWing information (among analyZes 
from other sources) from the proceedings of the International 
Society for the Study of Fatty Acids and Lipids (ISSFAL) 4”’ 
Congress, Jun. 4-9, 2000 in Tsukuba, Japan. The report 
regarding ?sh oil causing decreased immunity and decreased 
tumor killing is titled “Omega-3 Polyunsaturated Fatty Acids, 
In?ammation and Immunity,” by Philip C. Calder, Institute of 
Human Nutrition, University of Southampton, Bassett Cres 
cent East, Southampton, UK. “ . . . [S]tudies indicate that at 

the levels used, ?sh oil [omega-3 derivatives] decreases a 
Wide range of immune cell responses such as natural killer 

cell and cytotoxic T lymphocyte activities, lymphocyte pro 
liferation and production of IL-2 and IFN-y (1,2) . . . ” . . . 

Recent studies have indicated that relatively loW levels of the 
long chain omega-3 fatty acids (EPA or DHA at a level of 44% 
of total fatty acids or 1.7% of dietary energy) are su?icient to 
bring about some of the suppressive effects [on the immune 
system], that dietary EPA and DHA [omega-3 derivatives] 
both inhibit lymphocyte proliferation, and that dietary EPA 
but not DHA inhibits natural killer cell activity. “Supplemen 
tation of the diet of healthy human volunteers With ?sh-oil 
derived omega-3 PUFA (1.2-1.4 gm/day) results in decreased 
lymphocyte proliferation, decreased monocyte and neutro 
phil chemotaxis, decreased production of IL-1, IL-2, IFN-y, 
IL-6 and TNF, and decreased expression of MHCII and some 
adhesion molecules on the monocytes . . . ” [all of Which are 

very detrimental to the immune system]. “This decrease 
causes increased cellular bacteria and impaired tumor cell 
killing.” This incredible ?nding that ?sh oil (note: all ?sh oil 
is composed of exclusively omega-3 derivatives) actually 
decreases immunity and increases the risk of cancer further 
illustrates the effectiveness of this invention’s parent EFA 
blend With no harmful amounts of omega-3 derivatives. 

Important Organ and Tissue EFA Ratios 
It is necessary for us to study the EPA composition of 

various tissues and organs like the brain, skin, heart and 
muscle to discover the overall EFA requirement of the body. 
First, it is knoWn from pathology studies that the brain and 
nervous system have a ratio of one hundred parts of parent 

omega-6 to one part parent omega-3 (100 to 1). In contrast, 
most organs contain a 4:1 omega-6/-3 ratio, and a key fact 
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18 
about muscle structure is that muscle contains from 5 .5 to 7.5 

times more omega-6 than omega-3, depending on the degree 
of physical condition. (Agneta Anderson, et al., “Fatty acid 
pro?le of skeletal muscle phospholipids in trained and 
untrained young men,” American Journal of Endocrinologi 
cal Metabolism, 279: E744-E751, 2000) 

Extremely ?t individuals require less omega-6 because 
their oxygen-transferring e?iciency, including an increased 
number of cell mitochondria, is greater than in nonexercising 
individuals. But because most of us are not elite athletes, the 

average person requires an even greater amount of omega-6. 
So, on average, a muscle contains 6.5 times more parent 

omega-6 than omega-3 (a ratio of 6.5 to 1). And last, most 
other tissues in the body contain a 4 to 1 ratio of omega-6 to 
omega-3. These relationships are shoWn in the table beloW. 

Ratio of Tissue 

Composition 

Tissue Omega-6 (LA) Omega-3 (ALA) 

Brain/nervous system 100 l 

Organs and other tissues 4 l 

Muscles 6.5 l 

The next factor to consider is What percentage of body 
Weight the various organs constitute. The brain and nerve 
related organs make up only about 3% of body Weight. The 
remaining organs, such as the heart, liver, skin and pancreas, 
make up approximately 9% of body Weight. Muscle accounts 
for close to half of human body Weight (50%). 

Ratio of Tissue 
Composition Percentage 

Omega-3 Omega-6 of Total Body 
Tissue (ALA) (LA) Weight 

Brain/nervous system 1 100 3 % 
Organs and other tissues 4 l 9% 
Muscles 6.5 l 50% 

Many nutritional Writers state that simply because the brain 
has a 1 to 1 omega-6 to 3 ratio, a 1 to 1 parent omega-6 to 3 
ratio makes the ideal supplement or the ideal to base ingestion 
of the medicament. But this analysis is Wrong. It should be 
obvious from the second table above that the majority of our 
EFA-containing tissues and organs (per the above chart, 59% 
of body Weight) require much more unadulterated omega-6 
than omega-3 to function properly. Letting any tissues run 
short on these omega-6 EFAs, as Will occur if you folloW the 

most prevalent nutritional recommendations, leaves tissues 
signi?cantly more susceptible to decreased cellular oxygen 
transfer (cardiolipin in the mitochondria, Where the respira 
tory energy reactions take place, is comprised of signi?cant 
parent omega-6) and hence a much greater risk of cancer 
development. 
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EPA Parent Omega-6 and Parent Omega-3 Compositions of 
Seeds 

20 
sesame, rape (canola), peanut, almond, and corn. The oils 
must be organically grown, chemically unprocessed and 

Fatty acid percentage in oil 

Seeds Polyunsaturated 

Fat Content LNA LA LNA + LA Monounsaturated Saturated 

in Seed 18:3W3 18:2W6 W3 +W6 18:1W9 18:0 16:0 Total 

Naln? (%) (%) (%) (%) (%) (%) (%) (%) 

hemp 35 20 60* 80 12 2 6 8 
chia 30 30 40 70 i i i i 

kukui 30 29 40 69 i i i i 

?ax 35 5 8 14 72 19 4 5 9 
pumpkin 46.7 0-15 42-57 57 34 0 9 9 
soybean 17.7 7 50 57 26 6 9 15 
Walnut 60 5 51 56 28 5 11 16 
Wheat germ 10.9 5 50 55 25 18 0 18 
evening 17 i 81** 81 11 2 6 8 
primrose 
saf?oWer 59.5 i 75 75 13 12 i 12 

sun?ower 47.3 i 65 65 23 12 i 12 

grape 20 i 71 71 17 12 i 12 

com 4 i 5 9 59 24 17 i 17 

sesame 49.1 i 45 45 42 13 i 13 

rice bran 10 1 35 36 48 17 i 17 
cottonseed 40 i 50 50 21 25 i 25 

rape(canola) 30 7 30 37 54*** 7 i 7 
peanut 47.5 i 29 29 47 18 i 18 

almond 54.2 i 17 17 78 5 i 5 

olive 20 i 8 8 75 16 i 16 

avocado 12 i 10 10 70 20 i 20 

coconut 35.3 i 3 3 6 0 91 91 

Palm kernel 35 .3 i 2 2 13 0 85 85 
beech 50 i 32 32 54 8 i 8 

brazil 66.9 i 24 24 48 24 i 24 

pecan 71.2 i 20 20 63 7 i 7 

pistachio 53 .7 i 19 19 65 9 i 9 

hickory 68.7 i 17 17 68 9 i 9 

?lbert 62.4 i 16 16 54 5 i 5 

macadamia 71.6 i 10 10 71 12 12 

casheW 41.7 i 6 6 70 18 i 18 

neem 40 1 20 21 41 20 i 20 

Borage 60 i 38 38 16 4 10 14 

black current 30 13 47 60 1 1 2 7 9 

*Includes up to 2% GLAiGamma Linolenic Acid (GLA) 

**Includes 9% GLA, borage contains approx. 24% GLA, black current contains approx. 17% GLA. 
***Includes up to 5% erucic acid 

Source: Urasmus, Udo, “Fats That Heal, Fats That Kill,” Alive Books, Vancouver Canada, 1993 ISBN: 0920470386 

The table above provides a listing of parent omega-6 and 
parent omega-3 content for various seeds. In preferred 
embodiments, the medicament is made by combining tWo or 
more of the chemically unprocessed and unre?ned oils listed 
in the above table to achieve the desired ratio of omega-6 to 
omega-3. HoWever, the oils of hemp and rape (canola) are 
excluded from the potential combinations for reasons indi 
cated previously Inherent in designing a composition for use 
in this invention, With actual seeds as opposed to fabricated 
chemical analogues, Will be inherent additional naturally 
occurring ingredients that may be either super?uous or only 
minimally active in relation to this invention’s prime method 
of action. For example, Evening Primrose Oil inherently con 
tains approximately 9% Gamma Linolenic Acid4GLA, (the 
1S’ derivative of parent omega-6). 

Suitable oils for the medicament of the invention include, 
but not limited to, chia, kukui, Wheat germ, rice bran, cotton 
seed, olive, avocado, coconut, palm kernel, beech, braZil nut, 
pecan, pistachio, hickory, ?lbert, macadamia, casheW, neem, 
hemp, ?ax, pumpkin seed, soybean, Walnut, evening prim 
rose, borage, black currant, sa?loWer, sun?oWer, grape seed, 
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unre?ned. Oleic acid (18: 1W9) content is to be minimiZed in 
the medicament, and in the preferred embodiment the content 
of oleic acid in the medicament is less than 40% of the total 
mixture by Weight. In even more preferred embodiments, the 
medicament comprises no more than 25% of oleic acid. 

Although some strains of sun?oWer and saf?oWer oils con 
tain a high amount of oleic acid (approximately 70%-80%), in 
the medicament of the present invention only high linoleic 
acid content strains of sun?oWer and saf?oWer oils are used, 
With oleic acid contents of less than 40% by Weight. Prefer 
ably, the medicament contains no more than 10% of palmitic 
acid. 

In preferred embodiments, a blend of six oils is used. 
Preferably, the blend contains saf?oWer, sun?oWer, ?ax, 
pumpkin, evening primrose and coconut oil. In different 
embodiments, a blend of at least three oils is used, including 
evening primrose, ?ax and coconut oil. 

Additional particular seed or nut oil may be included in the 
medicament of the invention. For oils containing a high 
amount of linoleic acid (LA), the selected oil must contain at 
least 30% LA by Weight, With preferred oils containing an 
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amount greater than 40% LA. Examples of oils enriched in 
LA include hemp, chic, evening primrose, saf?oWer, sun 
?ower, soybean, Walnut, Wheat germ, borage, black current, 
grape seed, kukui, pumpkin, cottonseed, corn and sesame. 
Among the oils containing a high amount of alpha-lino 

lenic acid (ALA), ?ax is preferred, as it contains 58% ofALA. 
Hemp, chia and kukui have also high proportions of ALA. 
These oils must be chemically chemically unprocessed, unre 
?ned, unadulterated and “natural” or organically certi?ed to 
ensure no potentially harmful additives like harmful pesti 
cides are used in the groWing of the seeds or nuts. 

Additional factors should also be considered in choosing 
the appropriate oils for the medicament of the invention, i.e., 
for example, Whether there is a long history of culinary use of 
the particular oil. As an example, hemp oil, although meeting 
the above guidelines for use in preferred embodiments of the 
medicament, Would not be ultimately preferred because it 
does not have a long-term veri?ed use as culinary edible oil. 
It is used for paint, varnish, detergent, and even diesel fuel, 
caulking, and cement, and for many commercial and indus 
trial purposes other than food consumption, calling into ques 
tion its use for human consumption. LikeWise, soybean oil 
Would not be ultimately preferred because of its potential 
endocrine disrupting effect. Soy oil also has many non-food 
commercial and industrial uses, calling into question its use in 
human consumption. 

In preferred embodiments, a GLA-containing oil is to be 
used. Evening primrose oil, borage oil, black current, or other 
oils may be used, With evening primrose being the preferred 
oil because of its increased effect on PGE1 synthesis. Prefer 
ably, the amount of the GLA-containing oil in the composi 
tion is betWeen about 5% and about 50%. 

In preferred embodiments, an anti-oxidant, such as coco 
nut or palm oil, is added to the medicament in an amount of 
approximately 5% of the total mixture, by Weight. Preferably, 
the medicament comprises a blend of saf?oWer oil, sun?ower 
oil, evening primrose oil, pumpkin oil, and ?ax oil: 16.5% 
evening primrose oil, 34.5% ?ax oil, 16.5% pumpkin oil, 
5.5% coconut oil, 13.5% sun?oWer oil, and 13.5% saf?oWer 
oil. In other preferred embodiments, the medicament com 
prises 16.5% evening primrose oil, 33.0% ?ax oil, 22.5% 
pumpkin oil, 5.5% coconut oil, and 22.5% sun?oWer oil. In 
yet other preferred embodiments, the medicament comprises 
about 50% organic evening primrose oil, borage oil or black 
current oil, about 33.3% organic ?ax oil, about 10.7% organic 
pumpkin oil, and about 5.95% organic virgin coconut oil. 

Calculating the Parent Omega-6 TO Parent Omega-3 Ratio 
The medicament can, for example, utiliZe about 50 percent 

Evening Primrose Oil and about 50 percent ?ax oil. In addi 
tion, the medicament, in a further preferred embodiment can 
comprise a blend of about 50% organic primrose oil, about 
33.3% organic ?ax oil, about 10.7% organic pumpkin oil, and 
about 5 .95% organic virgin coconut oil. The omega-6/-3 ratio 
is calculated from the folloWing. Total parent omega-6:081 
gm EPO+0. 14 gm Flax. Parent omega-3:0 gm EPO+0.58 gm 
FLAX. Assume 10 grams used of each seed for a 50/50 
mixture gives 9.5 gm parent omega-6/ 5.8 gm parent omega-3 
for an overall ratio of 95/ 5.8:164 parent omega-6/-3. This 
procedure is carried out to formulate the parent omega-6/-3 
ratio. If other ingredients are added such as coconut oil, their 
parent omega content, if any, Would be added. An alloWance 
in dosage Would be given for the Weight that the inherent 
nonessential components took up. FolloW this procedure to 
obtain the invention’s required range of greater than 1/1 to 5/1 
or less parent omega-6/-3. Chemically synthesiZed analogues 
can also be used. 
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Eicosanoids 
There is Widespread misunderstanding concerning these 

interesting substances that is responsible for Widespread, yet 
incorrect, nutritional recommendations telling us to “take lots 
of omega-3” (usually in the derivative form from ?sh oil 
supplements). Eicosanoids are the body’s cellular analogy to 
hormones. But unlike hormones, they Work in the body With 
lightning speed and don’t last long. Furthermore, they act 
locally in the cells and don’t actually enter the bloodstream, 
because their function is so rapid. While the parent omega-3 
and 6s are used throughout the body predominantly “as is,” 
omega-3 and omega-6 derivatives are made into these 
eicosanoids after many biochemical modi?cations, on an “as 
needed” basis. For example, the eicosanoids made from 
omega-3 EFAs come from the EPA derivatives DHA and EPA 
(Which your body makes from parent omega-3 EFAs “as 
needed”). Another example is the eicosanoids made from 
omega-6 EFAsiyour body manufactures them by modifying 
arachadonic acid (Which your body makes from parent 
omega-6 or takes from certain naturally occurring fats in 
proteins ready-madeiif they aren’t adulterated). PGEl 
eicosanoids are formed from parent omega-6 and are knoWn 
from the medical textbooks to be anti-in?ammatory and have 
signi?cant immune-enhancing properties (Smart Fats, pgs. 
27-30). We need to ensure that plenty of them can be made. 
Once again, this supports this invention’s requirement for a 
preponderance of omega-6 in its formulation. 

It is also vital to note that the omega-3 and omega-6 
eicosanoids Work together in a complementary manner. Nei 
ther is ever found alone in the body. For example, one 
increases blood pressure While the other decreases blood 
pressure. This required natural balance is another reason that 
the current nutritional recommendation to highly favor 
omega-3 derivative EFAs over omega-6 EFAs is harmful. 
Doing so drastically unbalances the biological system. Over 
dosing on omega-3 and/or its derivatives, can lead to profuse 
internal bleeding from eicosanoid overproduction. The bot 
tom line is that both omega-3 and 6 eicosanoids are manufac 
tured as needed from parent omega-6 and -3 EFAs and do not 
require our direct intervention. This reinforces the invention’ s 
solution to supply unadulterated parent omegas. 
The Correct Supplement Calculation 
What are safe and effective quantities of omega-3 and 

omega-6 EFAs for maximal anti-cancer anti-cardiovascular 
disease supplementation? As explained above, the Western 
diet is estimated to contain an effective (still capable of oxy 
gen-transference) ratio of a maximum of 6 to 1 parent 
omega-6 to parent omega-3. Additionally, We have seen that 
the majority of cells in the body require a ratio of at least 6.5 
to 1 omega-6 to 3. The difference betWeen the estimated good 
EFAs obtained in the diet and the cells’ requirement is 0.5 
parts of omega-6 that need to be supplemented at the most 
conservative basis. To this We Will add an additional amount 
of omega-6 to alloW the “good” omega-6 to effectively com 
bat and overpoWer the “bad” omega-6 in the diet: for this 
purpose We Will add from 1 to 2 parts “good” omega-6. 
Therefore, We conclude that We require supplementation With 
an additional 1.5 to 2.5 parts of good omega-6 for every 1 part 
of omega-3 to meet the body’s needs. For greater ease in 
formulating supplements, and to remain conservative in our 
recommendation, We Will round these ?gures and deduce that 
an EFA supplement should contain a ratio of from a minimum 
of slightly greater than 1:1 parent omega-6 to omega-3, at the 
loWest end, up to 5:1 parent omega-6 to 3, at the high end 
because oftentimes more omega-6-containing foods are con 
sumed than assumed in this calculation and We must meet the 
requirement to overpoWer the ingested but adulterated 
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omega-6 With an increased amount of chemically unproc 
essed parent omega-6. This is a very conservative estimate for 
dosage requirement and assumes consumption of the mini 
mum amount of non-oxygen-transferring (non-functional) 
oils. Given the lack of processed oil oxygenation and the 
number of de-oxygenating molecules formed from the pro 
cessing, the average person consumes much more than this 
amount. Therefore, even more of the medicament must be 
administered for effectiveness. Thus, up to a 5:1 ratio of 

24 
National Cancer Institute (America) also shoWed that cancer 
Was alWays induced by depriving tissue by 35% of its normal 
oxygen content. 

EXAMPLES 

This study Was made using Digital PulseWave Analyzer 
(DPA). The DPA provides information on arterial Wall stiff 
ness and determines the biological age of arteries in less than 

parent Omega_6/_3 is permissible 10 3 minutes. This FDA approved, user-friendly, non-invasive 
Difference in Commercial Feed’s Processing of Parent device uses a ?nger probe to observe the changes in pressure, 

Omega-6 and Parent Omega-3 Oils blood ?oW, velocity and pro?le throughout the Whole pulse 
It is signi?cant to note that feW parent omega-3 oils are Wave. 

processed. Mainly, the omega-6 containing oils are processed To evaluate the effect of the medicament on preventing and 
because unlike parent or derivative omega-3, the omega-6 15 reversing cardiovascular disease, long-term and short-term 
EFAs are used extensively in food processing, i.e., frying and studies Were performed. Speci?cally the effect of the medi 
baking, etc. This fact can be readily con?rmed at the super- cament Was evaluated for (a) long-term use in subjects taking 
market’s cooking oil section. Most of the natural omega-3 the medicament for an average of approximately 24 months; 
containing foods are only minimally processed, if at all, nega- (b) short-term use in subjects taking the medicament for an 
tively in?uencing oil degradation. Therefore, this critical fact 20 average of approximately 3 months; and (c) in place of ?sh oil 
must be understood When designing the medicament’s parent supplement in subjects Who stopped taking ?sh oil supple 
omega-3 amount. ment and replaced the ?sh oil supplement With the medica 

Pharrnaceutical Presentation ment for an average of approximately 3.4 months. 
Because EFA-containing oils oxidize quickly, the best cap- The subjects (all adults) Were administered a standard dose 

sule for them is one Which minimizes oxygen transfer through 25 of 2.9 grams (2,900 mg) of medicament daily, in both liquid 
the capsule. The LicapTM capsule’s tight lattice structure and capsule form. The medicament Was administered either 
made by the CapsugelTM division of P?zer is best for this all art once or split into 2 doses of 1450 mg each. The medi 
purpose although others may su?ice, if required. For oint- cament contained either 16.5% evening primrose oil, 34.5% 
ment for use intopical application, any number of base prepa- ?ax oil, 16.5% pumpkin oil, 5.5% coconut oil, 13.5% sun 
rations Will su?ice. The main requirement is to inhibit oxida- 30 ?oWer oil and 13.5% saf?oWer oil, or 16.5% evening prim 
tion of the oils and alloW the base not to impede their rose oil, 33.0% ?ax oil, 22.5% pumpkin oil, 5.5% coconut oil 
effectiveness When used topically. The medicament can also and 22.5% sun?oWer oil. No differences betWeen the tWo 
be linked to a polysaccharide for ingestion such as described kinds of medicament Were noticed in the results of the study. 
in US. Pat. No. 6,649,191 (2003-11-18, Karkalas, John and During the trial the subjects did not change their diet or 
Tester, Richard). 35 exercise habits. Healthy subjects as Well as subjects With 

Embodiments of the present invention are speci?c in their existing diseases such as diabetes or cardiovascular disease, 
requirement for parent omega-6/-3 ratios and functional took part in the trial. The only subjects excluded Were those 
amounts, unlike other approaches that are quite general and Whose test parameters Were out of range of the machine 
overly broad, such as US. Pat. No. 5,763,484 (Horrobin, Jun. calling into question their validity’ i.e., “pulse height” and 
9, 1998). Medicaments in accordance With the present inven- 40 “ventricular ejection times.” 
tion act both as a cancer preventative and a cancer treatment Long-term medicament results: There Were 33 people Who 
to impede cancer from getting Worse once one has contracted completed the study, using the medicament for timeframes of 
the disease. The medicament also prevents and reverses car- approximately 3 months-48 months. Half of the subjects used 
diovascular disease. the medicament under tWo years and half used the medica 

This invention relates to both cancer prevention and treat- 45 ment over 2 years and less than 4 years, the median being 2 
ment While undergoing radiation and chemotherapy. Nobel years. There Were 22 females and 11 males. Subjects Were 
Prize-Winner Otto Warburg conclusively shoWed many years 35-75-years-old, With the median age being 62-years-old. 
ago that all cancer cells have an impaired respiration. Back The subjects had their arteries studied With DPA and com 
then, there Was no signi?cant practical application that pared to accepted Waveforms for age. The results are shoWn in 
Worked. He and others, including senior of?cials at the the table beloW: 

Biological Age of Months of Additional Fish Oil 
Patient Sex Age Age Visit Date Type Arteries Treatment Smoker Medications Supplement 

1 M 64 57 16 Nov. 2009 D 71 36 No No No 
2 M 68 33 20 Nov. 2009 B 46 36 No No No 
3 M 53 35 05 Nov. 2009 B 59 48 No No No 
4 M 35 32 13 Nov. 2009 B 31 48 No No No 
5 M 37 32 09 Nov. 2009 B 34 48 Yes No No 
6 F 70 57 12 Nov. 2009 D 76 6 No No No 
7 F 59 34 11 Nov. 2009 B 51 8 No Yes No 
8 F 67 57 17 Nov. 2009 D 76 6 No No No 

9 F 67 56 10 Nov. 2009 D 73 6 No No No 
10 F 74 77 20 Nov. 2009 F 78 48 No Yes No 
11 M 65 31 08 Dec. 2009 B 25 48 No No No 

12 F 75 78 20 Nov. 2009 F 80 4 No No No 
13 F 59 46 10 Nov. 2009 C 69 48 No Yes No 
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-continued 

Biological Age of Months of Additional Fish Oil 
Patient Sex Age Age Visit Date Type Arteries Treatment Smoker Medications Supplement 

14 F 62 57 16 Nov. 2009 D 74 10 No Yes No 
15 M 74 35 10 Nov. 2009 B 59 48 No No No 
16 M 67 56 03 Nov. 2009 D 64 48 No No No 
17 F 55 77 12 Nov. 2009 F 80 48 No Yes No 
18 M 68 68 19 Nov. 2009 E 78 6 No Yes No 
19 M 54 55 16 Nov. 2009 D 59 5 No No No 
20 M 52 33 28 Nov. 2009 B 46 5 No No No 
21 F 70 56 18 Nov. 2009 D 66 48 No No No 
22 F 64 77 16 Nov. 2009 F 80 48 No No No 
23 F 62 35 28 Nov. 2009 B 57 48 No Yes No 
24 F 72 78 17 Nov. 2009 F 80 6 No No No 
25 F 60 67 11 Nov. 2009 E 76 7 No No No 
26 M 70 58 10 Nov. 2009 D 80 6 No No No 
27 F 60 58 02 Dec. 2009 D 80 6 No Yes No 
28 F 62 35 08 Dec. 2009 B 58 48 No Yes No 
29 M 51 5 6 06 Nov. 2009 D 62 8 No Yes No 
30 F 35 32 12 Nov. 2009 B 31 24 No No No 
31 F 56 56 10 Nov. 2009 D 67 3 No Yes No 
32 F 67 33 20 Nov. 2009 B 43 24 No Yes No 
33 F 62 57 05 Nov. 2009 D 76 24 No Yes No 

One subject showed an age of arteries that was 39 years less 
than the chronological age. The worst result was a waveform 
indicative of a patient who had a waveform that was 22 years 
over the expected physical age. Seventy-three percent (73%) 
of subjects improved. Overall, the mean age of arteries (?ex 
ibility) was 8.82 years less than chronological age. The p 
value was 15 in 1,000 (p:0.0015), indicating extremely sta 
tistically signi?cant results. 

This translates to a Number Needed to Treat (NN T) of 1.4 
(34 total patients/25 successful outcomes de?ned as an 
improvement showing “biological age” of subject cardiovas 
cular system to be less than their physical age). NNT quanti 
?es how many patients need to be treated to see one success. 
An NNT of less than 50 is considered extremely good. 

Twenty-?ve out of thirty-four patients had biological ages 
less than their physical age. Included were 5 known diabetic 
subjects and 1 subject with known signi?cant pre-existing 
cardiovascular disease. Three (3) of the ?ve (5) diabetic sub 
jects had waveforms expected of a subject having an age 
inferior to their biological ages. The NNT of medicament 
success in the diabetic population was 5/—3:1.7. 

These results clearly show that the medicament causes 
reversal of existing heart and cardiovascular diseases in 
affected subjects, and it is effective in diabetic subjects as 
well. 

Statistical results: 

Analysis by Alex Kiss, Ph.D. (statistics) — Jan. 21, 2010 
Analysis Variable : agediff 

Minimum Maximum Mean Std Dev Pr > |t| N 

|||||||||||||||||||||||||||||||||||||||||||||||||||||||||||||||||||||| 
34 -39.00 22.00 -8.82 14.84 0.0015 

| | l 

Short-Tenn Medicament Results 
The short-term effects of the medicament were evaluated 

in 16 subjects, 9 females and 7 males, ages 46-84, with a 
median age of 64-years-old. The subjects were administered 
a daily dose of 2,900 mg of medicament, and the effect of the 
medicament was evaluated after a period averaging three 
months. At the end of three months, there was an average 
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improvement by 7.2 years (a lower biological cardiovascular 
age than the physical age) in the subjects (p:0.99). There 
were two (2) diabetic subjects; one diabetic subject improved, 
providing an NNT of 2.0 in the diabetic population. 

Analysis by Alex Kiss, Ph.D. (statistics) —Mar. 26, 2010 
Analysis Variable : agediff 

Mean Std Dev Pr > I t I N 

||||||||||||||lllllllll|lllll|llllllllllll|||||||||||||||||||||||||||| 
16 -7.24 10.19 0.0099 

Seven of the 16 subjects improved. The medicament NNT 
is 16/ 7:23, showing a very high level of effectiveness. These 
data clearly show that the medicament is highly effective in 
preventing and treating cardiovascular diseases in affected 
subjects as well as in diabetic subjects. 
Medicament Versus Fish Oil 
The effects of the medicament was evaluated in subjects 

who ceased taking ?sh oil supplements and were adminis 
tered a daily dosage of 2,900 mg in place of the ?sh oil 
supplements for an average of 3.4 months. The effects of the 
medicament were measured in ?ve (5) male subjects and one 
(1) female subject aged 58-71, with a median age of 64.5 
years-old, by pulse wave velocity arterial ?exibility. The 
results of the study are shown in the table below: 

Biological Age Biological Age Length of 
Chronological With With Treatment 

Subject Age Fish Oil Medicament (Months) 

A 63 56 34 4 
B 69 67 57 1 
C 65 54 46 5 .5 
D 61 5 6 3 5 1 
E 71 35 34 4 
F 58 33 33 4.5 

In average, the medicament quickly improved the cardio 
vascular system’s arterial ?exibility by over 10 years 
(younger) in the subjects. Four (4) subjects improved, two (2) 
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subjects remained the same. No subject Was Worse With the 
medicament. Results Were statistically signi?cant (p:0.04). 
Of the ?ve (5) subjects diagnosed With high cholesterol levels 
Who stopped taking ?sh oil supplements and took the medi 
cament instead, four (4) improved their cardiovascular bio 
logical ages. This translates to an NNT of 5/4:1.25 for 
improvement in cardiovascular system compliance in sub 
jects With high cholesterol manifestations of heart disease. 
One subject Who had both diabetes and high cholesterol diag 
nosis also shoWed improvement. 

Medicament intervention resulted in an NNT of 6/4:1.5 
for the positive result seen in 66% of subjects. These results 
clearly shoW that the medicament is superior to ?sh oil 
supplements in preventing and reversing cardiovascular dis 
ease. 

Those of skill in the art Will recogniZe that numerous modi 
?cations and changes may be made to the exemplary designs 
and embodiments described herein and that the invention is 
not limited to such embodiments. 

What is claimed is: 
1. A medicament comprising a composition comprising a 

blend of oils comprising linolcic acid(LA) and ot-linolenic 
acid (ALA) in a LA/ALA ratio that is greater than 1 :1 and less 
than 5:1, Wherein the oils in the composition are chemically 
unprocessed, Wherein the composition comprises: 

(i) betWeen about 5% and about 50% of a gamma linolenic 
acid (GLA)-containing oil; and (ii) a blend of other oils; 
and Wherein the composition does not comprise ?sh oil, 
docosahexaenoic acid and eicosapentaenoic acid; and 
Wherein the composition comprises a blend of about 
50% organic evening primrose oil, about 33.3% organic 
?ax oil, about 10.7% organic pumpkin oil, and about 
5.95% organic virgin coconut oil. 

2. The medicament of claim 1, Wherein the LA/ALA ratio 
is Within a range from about 2:1 to about 4:1. 

3. The medicament of claim 1, Wherein the LA/ALA ratio 
is about 2.6:1. 

4. The medicament of claim 1, Wherein the composition 
comprises tWo or more oils selected from the group consisting 
of chia, kukui, Wheat germ, rice bran, cottonseed, olive, avo 
cado, coconut, palm kernel, beech, braZil nut, pecan, pista 
chio, hickory, ?lbert, macadamia, casheW, neem, hemp, ?ax, 
pumpkin seed, soybean, Walnut, evening primrose, borage, 
black currant, saf?oWer, sun?ower, grape seed, sesame, rape, 
peanut, almond and corn. 

5. The medicament of claim 4, Wherein the composition 
comprises: 

no more than 25% of oleic acid; 
betWeen about 0.1% and about 12% of gamma-linolenic 

acid; and 
Wherein at least 50% of the composition comprises linoleic 

acid(LA) and ot-linolenic acid (ALA) in a LA/ ALA ratio 
that is greater than 1:1 and less than 5:1. 

6. The medicament of claim 4, Wherein the composition 
comprises: 

no more than 25% of oleic acid; and 
betWeen about 0.1% and about 12% of gamma-linolenic 

acid; and 
Wherein at least 60% of the composition comprises linoleic 

acid(LA) and ot-linolenic acid (ALA) in a LA/ ALA ratio 
that is greater than 1:1 and less than 5:1. 

7. The medicament of claim 4, Wherein the composition 
comprises: 

no more than 25% of oleic acid; 
betWeen about 0.1% and about 12% of gamma-linolenic 

acid; and 
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Wherein at least 65% of the composition comprises linoleic 

acid(LA) and ot-linolenic acid (ALA) in a LA/ALA ratio 
that is greater than 1:1 and less than 5:1. 

8. The medicament of claim 1, Wherein the composition is 
in the form of a topical cream for application to the skin. 

9. A medicament comprising a composition of oils, said 
composition of oils being comprised of (i) about 5% to about 
50% evening primrose oil, borage oil or black currant oil; and 
(ii) a blend of other oils, Wherein 

(a) the composition comprises linoleic acid(LA) and ot-li 
nolenic acid (ALA) in a LA/ALA ratio that is greater 
than 1:1 and less than 5:1; 

(b) the composition comprises no more than 25% of oleic 
acid; 

(c) the composition comprises betWeen about 0.1% and 
about 12% of gamma-linolenic acid; 

(d) the oils in the composition are chemically unprocessed; 
(e) the composition does not comprise ?sh oil, docosa 

hexaenoic acid and eicosapentaenoic acid; and 
(1) wherein the other oil comprises about 33.3% organic 

?ax oil, about 10.7% organic pumpkin oil, and about 
5.95% organic virgin coconut oil. 

10. The medicament of claim 9, Wherein the composition 
further includes an antioxidant to reduce oxidation of the 
medicament. 

11. The medicament of claim 9, Wherein at least 50% of the 
composition comprises linoleic acid(LA) and ot-linolenic 
acid (ALA) in a LA/ALA ratio that is greater than 1: 1 and less 
than 5: 1. 

12. The medicament of claim 9, Wherein at least 60% of the 
composition comprises linoleic acid(LA) and ot-linolenic 
acid (ALA) in a LA/ALA ratio that is greater than 1: 1 and less 
than 5: 1. 

13. The medicament of claim 9, Wherein at least 65% of the 
composition comprises linoleic acid(LA) and ot-linolenic 
acid (ALA) in a LA/ALA ratio that is greater than 1: 1 and less 
than 5: 1. 

14. A medicament consisting of: 
about 16.5% evening primrose oil; 
about 34.5% ?ax oil; 
about 16.5% pumpkin oil; 
about 5.5% coconut oil; 
about 13.5% sun?oWer oil; and 
about 13.5% saf?oWer oil, 
Wherein the oils in the medicament are chemically unproc 

essed. 
15. A medicament consisting of: 
about 16.5% evening primrose oil; 
about 33.0% ?ax oil; 
about 22.5% pumpkin oil; 
about 5.5% coconut oil; and 
about 22.5% sun?oWer oil, 
Wherein the oils in the medicament are chemically unproc 

essed. 
16. A medicament comprising a composition comprising a 

blend of oils comprising linoleic acid(LA) and ot-linolenic 
acid (ALA) in a LA/ALA ratio that is greater than 1: 1 and less 
than 5:1, Wherein the oils in the composition are chemically 
unprocessed, Wherein the composition comprises no more 
than 25% of oleic acid; and betWeen about 0.1% and about 
12% of gamma-linolenic acid; and Wherein the composition 
comprises a blend of about 50% organic evening primrose oil, 
about 33.3% organic ?ax oil, about 10.7% organic pumpkin 
oil, and about 5.95% organic virgin coconut oil. 

17. A method of treating breast cancer in a subject in need 
thereof, comprising administering to the subject the medica 
ment of claim 1. 
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18. A method of treating a cardiovascular disease selected 
from the group consisting of coronary artery disease, periph 
eral artery disease, and cerebral Vascular disease in a subject 
in need thereof comprising administering to the subject the 
medicament of claim 1. 5 

* * * * * 
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