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Introduction: A Tale of Two Histories

Did you know that the study of mummies has shown that the ancient
Egyptians suffered from heart disease in the form of atherosclerosis? In fact,
there are many ancient civilizations where evidence of heart disease is either
seen in human remains or shows up in writings and art. You can trace the path of
heart disease from Arabia, to ancient Egypt, to Renaissance Europe, all the way
to today.

In the historical review of heart disease article entitled Coronary Heart

Disease: From Mummies to 21st Century, Dr. Rachel Hajar summarizes the
events that led to the currently accepted modern medicine view of heart disease.
Perhaps the first description of angina pectoris, chest pain associated with the

heart, was described in an Arabian poem that dates back to the 7th century. From
that time, it took until 1768 before William Herberden brought this phenomenon
to the attention of the Royal College of Physicians. Only then did it become
known as the medical condition angina.

Discoveries that progressed our understanding of heart disease were few
and far between over the last 400 years. In 1628, William Harvey published De
Motu Cordis, his landmark work describing the circulation and function of the
heart. In 1761, Italian anatomist Giovanni Morgagni described lesions in the
arteries as “hardening of the arteries” for the first time. Rudolf Virchow
described the elements of thrombosis (clotting) and the risk factors associated
with it in 1856. In 1879, Ludvig Hektoen concluded that myocardial infarction
was the result of a thrombosis in the arteries of the heart.

Things started to pick up in the early 20th century.  In 1929, Werner



Forssman did a heart catheterization on himself and this set the stage for Nobel
Prize winning work on hemodynamics in 1956. Then, in 1958 Mason Stones
injected contrast medium into the coronary artery for the first time doing what

we now call a routine angiogram1. Heart disease has a long and interesting
history. Unfortunately, the western medicine history of heart disease gives us the
illusion that we understand the true workings of the heart and the true causes of
heart disease. However, while all this was going on, there was a very different
story of heart disease happening in different parts of the world. While the
western world was trying to get ahead of this relatively new disease that has now
turned epidemic, other people in the world had no evidence of it.

I’m reminded of a documentary I watched recently called “The Magic
Pill”. In the documentary the film makers are talking to a group of Australian
aboriginal people called the Yolngu. This group of Yolngu people used to be a
hunter-gatherer people and lived that way up until the late 1970’s. When the film
makers asked them how their people die today the first reply they get is heart
disease, then a scattering of other diseases are mentioned. In response to when
deaths like this started, the Yolngu people replied that deaths from those diseases
among their people didn’t start until the 70’s and 80’s when many of their people
branched out from their traditional ways of life. They then asked how their
people died before that time and the reply was that they died from infections like
tuberculosis and hepatitis. The Yolngu said that these diseases started happening
when the Europeans came to Australia. Finally, they asked how people died
before the Europeans came, the collective response was that people sometimes
died of warfare or from being attacked by animals but that mostly, people died of
old age without disease.

While this story is very intriguing, it is anecdotal. However, there is
some very interesting research to back it up. There was some very
groundbreaking work done in the 1930’s by a dentist named Weston Price that
proves that the Yolngu people were telling the truth. Dr. Price traveled the world



studying groups of traditional people still living a way of life that had nothing to
do with civilization, ancient or modern. His documentation of his studies was
meticulous and can be found in his book Nutrition and Physical Degeneration.
Dr. Price was a dentist and therefore mainly interested in finding out why these
groups of people had such excellent teeth, well formed dental arches, and
extremely low rates of cavities; especially since back home in the western world
his dental practice was filled with people having these issues. He also found that
these traditional people did not suffer from any of the diseases of the western
world, including heart disease.

From the time of ancient civilizations in Arabia and Egypt all the way
up until present day, heart disease has been slowly increasing in number and has
really shot up in the last 70 years, yet there are groups of people out there that
are living free of this disease and have been for a long time. What is the
difference between traditional people living this way and the ancient people
living within civilization who were developing heart disease? Is it the same
difference between people still living a traditional lifestyle today and those of us
living in modern society? Identifying that difference will be the answer to why
we suffer from diseases like heart disease and they do not.

The rest of this ebook is dedicated to helping you understand the science
behind why people living a more ancient human lifestyle don’t suffer from heart
disease. It will help you understand how scientists who have assessed our heart
disease epidemic only through the lens of civilization were led astray when it
came to figuring out the causes of this disease. In a way, the reason that western
medicine is so far off in the treatment of heart disease is because it does not
understand the true function of the heart nor the driving force in the events
leading up to a heart attack. How can you treat something you don’t understand?
The lack of understanding of heart disease in western medicine is evident in the
less than optimal results that their treatments get.



Chapter 1: Questionable Practices

Over the years it seems that the practice of cardiology has gotten more
and more advanced with more sophisticated techniques. But when you step back
and look at the numbers, it raises some questions.  According to a 2016 report
from the CDC, the number of heart disease deaths per year since 1950
consistently rose until 1985 where is peaked at 771,169. From then until 2011
the number has dropped, the number of deaths per year in 2011 was 596,577;
however since 2011 the number of deaths per year has been consistently rising

again1. These numbers are not numbers that modern medicine could brag about.

Why is the number of heart disease deaths so high? Perhaps it is because
the conventional treatments are off base and ineffective. Let’s take a look at
some of the literature analyzing two of the main treatment approaches of modern
cardiology; bypass surgery and statin drugs. We will start with bypass surgery. In
1977, after analyzing the results of doing bypass surgery on 100,000 patients
over 10 years, a center for heart surgery in Houston, Texas concluded that “The
relief of symptoms experienced directly following bypass surgery does not
necessarily last. The current data do not indicate that bypass surgery prevents
heart attacks, heart rhythm problems (arrhythmias), or the development of heart

weakness. The lives of the majority of patients are not prolonged”.2

Another study, The Coronary Artery Surgery Study (CASS), was a long
term study done in the USA and Canada that showed some interesting results.
The study followed 800 heart disease patients for 10 years, some of whom got
bypass surgery and medication as treatment and some who only received
medication. It showed that there was no difference in prevention of heart attack
or heart disease between the two groups at the 5 year mark, nor the 10 year



mark. At the 5 year mark, the percent of people who were still alive and had not
had a heart attack was nearly the same between the medication plus surgery
group and the medication only group (82% vs 83%) meaning bypass surgery had
no real advantageous effect. The authors concluded that bypass surgery neither

prolonged life nor prevented future heart attacks.3

Further, a report issued by the Mayo Clinic in 2003 stated that while
bypass surgery can relieve angina symptoms, it does not prevent heart attacks,
and that only high risk patients get any benefit from bypass surgery. It also

reported that 43 operations needed to be performed for 1 life to be saved.4 Lastly,
a 2011 study conducted in 127 clinics in 27 countries followed patients for 5
years after bypass surgery and concluded that, “There was no significant
difference between the two study groups with respect to the primary end point of

the rate of death from any cause”.5 The results of these studies and conclusions
of the researchers are not encouraging and make you wonder why these
procedures are recommended so frequently.

Let’s move on to the cholesterol lowering drugs called statins. There are
many interesting findings in some studies on statins. One study showed that
healthy women with high cholesterol get no benefit from statins as far as

reducing risk of heart attack or death. Further, it showed that in men and women
over sixty-nine years of age with high cholesterol, there was also no benefit to

taking statins.6 Another study showed that treatment with two statins lowered
cholesterol more than one alone but also showed no change in the number of

heart attacks, and taking these drugs lead to more plaque in the arteries.7

Statistically, statins have very little clinical effect. In people who already
had heart disease they prevent death in 1 in 83 people, nonfatal heart attack in 1

in 39 people, and prevented stroke in 1 in 125 people. 8 Not the best odds
considering the side effects statins can cause. It has been shown that statins can



cause memory problems,9 sexual dysfunction,10 and muscle pain.11 As a
practicing Chiropractor, I see many patients who come to me for treatment of
muscle pain who are also on statins and did not have this pain before they started
taking them.

Statin therapy may be a wild goose chase altogether. A study in 2009
looked at 231,836 hospital admissions for heart disease from 2000 to 2006.
Cholesterol was measured in the patients soon after admission to the hospital and

to everyone’s surprise, 75% of the patients had normal cholesterol levels.12 How
could high cholesterol be causing heart disease if it wasn’t elevated in 75% of
those with heart disease? Another study in 2016 showed that 92% of elderly

people with cholesterol levels considered high, lived longer!13 Maybe cholesterol
isn’t so bad after all.

So what’s going on here? It would seem that the progression of
knowledge we have gained over the centuries, and especially in the last 50 years,
would have given us bigger drops in heart disease deaths. Clearly there is much
to be desired when it comes to the tools that modern cardiology has to offer. 
Let’s take a look at an alternative view of the heart and heart disease and see if
we can figure things out.

 

 

 

 

 

 



Chapter 2: To Pump or Not to Pump

From basic anatomy in college to high level physiology in medical school
every student is taught that the heart is a pressure-propulsion pump that is the
driving force in the circulation of our blood. But just like the history of heart
disease itself has two seemingly different histories, so too does the heart as a
pump idea. A look back at some of the work done by cardiac scientists over the
centuries shows that the heart is a “kind of” pump, but is definitely not the
driving force in the circulation of blood.

Remember William Harvey from the last section, he was the one who
wrote Du Motu Cordis in 1628 which was the first description of the circulation
of blood and function of the heart. In one letter to a colleague Harvey is clearly
struggling with some of the reception his work was getting and in deep thought
about some of the opposing views. He is quoted as saying, “I do not believe the

heart is the fashioner of the blood”.1 It seems that even the man who wrote this
seminal work questioned what the heart actually did.

He was not the only one to question it either. In an 1855 lecture given to
the Physiological Section of the Medical Society in London the German
physician and biochemist Johann Thudichum is quoted as saying, “if there were
no other force promoting circulation than the heart, the heart of a whale would
be required in the human chest, to affect even a very slow and languid

circulation”.2 He was obviously unconvinced that a heart of human size was
capable of creating the force needed to move our blood through the entire body
on its own. Aside from these opinions there have been many experiments done
over the years that provide doubt for the heart as a pump model.

One experiment by E.H. Weber, who in 1850 showed that no matter how



hard he tried he could not maintain the pressure needed to keep blood vessels
open with the pressure created by the model cardiovascular system that he built.
He concluded that, “the mean pressure does not depend on the action of the

heart, but on the amount of fluid in the model”.3 More recent studies show
similar concerns with the generally accepted heart as a pump model.

In 2007, after exhaustive study of the flow of blood through the heart,
P.P. Sengupta et al. observed that the characteristics of the heart suggest that it is
a “poorly designed” pressure propulsion pump. They found that the energetic
efficiency of the heart was only 10-15% and that the ejection fraction, amount of

blood ejected each heart beat, was an inefficient 50%.4 Think of some of the
amazing displays of athleticism we see humans do. If the heart was the only
propeller of the blood and it operated at 10-15% efficiency I really don’t think
some humans would be able to perform those athletic feats.

A study in 2006 by Forouhar et al. studied the heart of Zebrafish. They
found that the maximum velocity of blood traveling through the heart was faster
than the heart could pump. How could the blood be moving faster than the heart
can pump it? They also found that increasing heart rate did not increase the

velocity of the blood.5 Even though this experiment was on Zebrafish and not
humans it suggests that the blood is moving through the body independent of the
heart contracting or “pumping”.

Perhaps the most curious experiments of all were done on dogs (sorry to
all you dog lovers). The first of these was done by a guy named Thompson in the

1940’s. He showed that circulation of blood in dogs continued even after death.6

His experiments were repeated in the 1960’s by a Polish surgeon named Leon
Manteuffel-Szoege. His experiments showed much of the same and he found
that the blood in the dogs continued to flow up to 2 hours after the heart stopped

and the dog had died.7

How mysterious is this? How could the blood possible be moving with



no force acting upon it? These experiments seem to call into question whether or
not the heart is a true pump and show that the blood can indeed move on its own,
but how? It turns out that the in depth study of water can provide us with the
answer.



Chapter 3: The 4th Phase of Water

Going back to high school science we were all taught that there were three
phases of water; solid, liquid, and gas. But what if we missed one? Recent
research by Dr. Gerald Pollack at the University of Washington has shown that
we may have indeed missed one.

Dr. Pollack and his team have found that when you put water next to a
hydrophilic (water loving) surface it does some interesting things. The water
molecules split into a molecule of oxygen and hydrogen and a molecule of
hydrogen alone. The molecule of oxygen and hydrogen goes next to the
hydrophilic surface and starts to build layers of gel-like water. When this
happens the gel-like layers, which has become known as the Exclusion Zone or
EZ, becomes negatively charged and the area not next to the hydrophilic surface
is populated with the leftover positive ions of hydrogen. This is illustrated in the
figure below.



Now, imagine if we had a hydrophilic surface in the shape of a tube with
water in it. We would have EZ water lining the interior of the tube and in the
middle would be the leftover hydrogen ions. When this happens in a tube—like
an artery—there is only so much space for these hydrogen ions to go. If EZ
continues to build up, the positive hydrogen ions get too close together. Since
similarly charged molecules repel each other, this leads to flow through the tube
as the ions try and find their way away from each other. Amazing!

Given the fact that half our blood is plasma and more than 90% of plasma
is water, there is a good chance that this is how blood moves through our bodies
without an outside force acting on it. This can also explain how water can go
from roots in the ground up to the leaves of a tree without any pump. Dr. Pollack
has found this phenomenon of EZ generation “next to natural biological

surfaces; they included vascular endothelia, regions of plant roots, and muscle”.1

However, water cannot maintain this EZ generation and flow on its own. It needs
to be replenished to continue this behavior.



Dr. Pollack found that water is able to absorb energy and this energy is
what kept the EZ water formed and strong. He found that energizing water
through various methods (like exposing it to various forms of light) increased the
amount of EZ water being built next to a hydrophilic surface. When this was
done in any situation with a tube it would increase the flow through the tube. So
you see the heart does not need to provide all the power for the flow of the blood
through circulation. While it may provide a little propulsion force, the heart’s job
is actually something much more important.

 



Chapter 4: A Vortexing Hydraulic Ram

So if the heart isn’t a true pump and we don’t need it in order to get the
blood around the body, then what is it and why do we need it? Well it turns out
that the heart is more similar to a hydraulic ram, which is flow activated and has
no motor. Considering the blood has its own flow and the heart is a poor force
producing organ this would make sense. Let’s compare the two and see what we
find. The letters labeling the hydraulic ram image may seem random but they are
that way so that you can match them up with their analogous structures in the
heart image.

This image above is a sketch of a hydraulic ram. Water is flowing into the
ram under the force of gravity through the pipe (I,H). The first chamber (A)
catches the water and at first some of the water spills out of the spill valve (B).
Once enough water fills the chamber the spill valve closes because of built up
pressure and then water pushes up through the one way valve(C) at the top.



Water flowing through here ends up in a second chamber (D). Prior to the water
being in here, there would be air, so as the water flows into this chamber it
compresses the air building up pressure. Once the pressure builds up enough it
pushes the water back down closing the one way valve (C). Since the water can’t
go back the way it came it goes out through the pipe (G). Once it flows out
pressure drops through the whole system and new water flows in to the first
chamber (A) starting the whole process again.

As we will see the heart is pretty similar to the hydraulic ram. Though
there are two slight differences. As we saw in the last chapter the building of EZ
water and hydrogen ions are driving the flow of blood through the veins (H, I)
toward the heart much like gravity was doing in the hydraulic ram. Once it
arrives, it flows into the right atrium (A), this is similar to the first chamber in
the hydraulic ram. Once it gets here, this is where we find the first difference. In
the heart there is technically no spill valve which was labeled B on the hydraulic



ram, instead pressure builds up in the atrium (A) as blood flows in until there is
enough to open the atrioventricular, or tricuspid, valve (C). This is a one way
valve just like in the hydraulic ram. Once this is open the blood flows into the
right ventricle (D), mostly on its own but it does get a little push from the slight
contraction of the atrium. Once in the ventricle we come to the second difference
between the hydraulic ram and the heart. In the ram we had air in the second
chamber (D). There is no air in the right ventricle to build up pressure and
eventually push the blood out; instead we have muscle in the ventricle wall (E)
that contracts to help push the blood out of the ventricle. Since the tricuspid
valve (C) is a one way valve, when the ventricle contracts the valve shuts and the
blood goes out through another one way valve, the pulmonary or semilunar
valve (F), into the pulmonary artery (G). The exact same thing happens on the
left side when blood is flowing back to the heart after going through the lungs,
the heart is really two hydraulic rams right next to each other.

Now, you may be thinking that this sounds like a true pump.  However,
remember that when looked at like a pressure-propulsion pump, the heart is
incredibly inefficient, only 10-15%. While the chambers of the heart do contract
and move some blood through, it is only enough to help blood navigate through
the heart not enough to propel blood through the whole body. A pressure-
propulsion pump would be forcefully sucking blood in one side and forcefully
pushing it out the other. This is not what the heart does.

I liken this to a pitcher and catcher in baseball practicing without a batter.
The catcher is the heart and the pitcher is the self propelling blood. The pitcher
propels the ball (blood) into the catcher with great force. The catcher interrupts
that flow and merely tosses the ball (blood) back out to the pitcher with much
less force than it came in.

The Austrian philosopher Rudolf Steiner said that the heart functions as a
damming up organ, and that it interrupts the flow of the blood. Therefore, the
contraction of the ventricles is needed so that when the flow of blood is



interrupted by the heart the contractions can guide the blood through the
chambers and not slow things down too much. So there is some very slight
pumping, but as we have seen there is no way contractions of the chambers in
the heart can provide all the force needed to pump the blood through the entire
body.

Maybe you are asking yourself that if the heart is not responsible for the
flow of the blood and that it actually interrupts the flow that is naturally created
by EZ water, then why is it even there? The answer to that has everything to do
with building EZ water, so we will have to look at some of the other discoveries
Dr. Pollack found when studying water.

Like I mentioned before, Dr. Pollack found that there were certain things
he could do to water that energized it and caused it to create more EZ water next
to hydrophilic surfaces. He found that water is very good at storing energy and
that it uses this energy to drive the build-up of EZ water. Some of the things he
found that energized water were various forms of light (especially infrared),
vibration, and absorbing energy from negatively charged sources. He also found
that vortexing –or spiraling—water would energize it as well. It turns out that the
heart is pretty good at vortexing.

Leonardo Da Vinci was one of the first to recognize that this was
happening in the heart as you can see by his drawings of his interpretation of

blood moving through the heart.1       



But there have been many studies showing this vortexing of blood in the heart as
well. In 1728, a scientist named Senac noted that the layout of the muscle in the

ventricles would create a spiraling nature to the blood upon contraction. In 1864,
the Scottish anatomist J. Bell Pettigrew described the innermost layer of heart

muscles as a “vortex cordis”.2 More recent research has shown that a vortex is

formed when the blood passes through the valves of the heart3 and when the

blood flows into the right atrium.4 Lets look at that diagram of the heart again
and see where all the vortexing happens.



First, when the blood flows from the superior and inferior vena cava (H, I),
the separate flows do not collide but flow past one another creating a vortex.
Then as the blood flows through the tricuspid valve (C), it vortexes on either
side of the valve, kind of like what Da Vinci drew. Once the ventricle (D) is full
and it is time for it to contract, the way in which the muscles (E) are oriented
causes it to contract in a spiral manner further vortexing the blood. Lastly, a
small amount of vortexing happens as the blood goes through the pulmonary
valve (F) exiting the ventricle.

Vortecies of water are also seen in nature. When water flows past a rock in
a river it forms an eddy on the back side. This spiraling energizes the water
because it moves the water more quickly and forcefully which exposes it to more
oxygen in the air. Since oxygen is present in the blood and the blood is
replenished with oxygen every time it passes through the lungs, the vortexing of
the blood by the heart has the same energizing effect that eddies have on water in
a river. I believe it is no coincidence that the vortex of our body—the heart—is
in such close proximity to the oxygen supplying organs of our body—the lungs.



So the job of the heart is to break up the flow of the blood in such a way
that it energizes the blood by way of spiraling, or vortexing. Energizing water
makes it more able to build EZ water on the surfaces of the arteries and veins
which therefore drives the blood flow. When you think about it, the heart is
responsible for the flow of the blood throughout the body, just not in the
pumping way we thought but because it builds up energy in blood by vortexing
it.

Looking at the heart from this perspective has huge implications for
conditions like Congestive Heart Failure, Raynaud’s Syndrome, and varicose
veins which are all blood flow issues. While the heart is good at energizing our
blood to make sure its flow remains strong, it cannot do it all by itself. The water
in our bodies also gets energized from outside sources, and getting exposure to
these sources—like infrared light—is essential for treatment of these diseases.
Now it is time to shift gears a little. While the previous pages have enlightened
us about the heart’s true function, it has not given us any insight into one of the
major killers in our society today, heart attacks.



Chapter 5: The Framing of Fat

The first thing we need to discuss regarding heart attacks is the infamous
dietary fat. In 1953, a scientist by the name of Ancel Keys made some bold
conclusions based on observations of heart disease, death rates, and fat
consumption in six different countries. Based on his results he was adamant that
heart disease was caused by dietary fat consumption. At the time, there was data
available from twenty-two different countries, but for some reason Keys decided
to use the countries that he thought would best show a correlation between fat
and heart disease. He kind of cherry picked the data. He did a similar study in
1956 using only seven countries.

There were many other scientists who did not agree with Keys.
However, he was a very passionate, driven, and charismatic man and he
convinced enough people of this idea that it became the dominant theory of heart
disease we know today. Interestingly, in 1957, two scientists—a New York State
commissioner of health and a UC Berkeley statistician—who questioned Keys
repeated his study using the data from all twenty-two countries. They found that
there was absolutely no correlation between dietary fat consumption and heart

disease.1

In chapter 1 we discussed that cholesterol lowering medication are not the
most useful approach to heart disease and how lower cholesterol levels have
been correlated with increased mortality. It turns out that research shows similar
results with saturated fat in general. Ancel Keys was very wrong and set our
country back 60 years when it comes to nutrition.

A long term study of 43,000 men published in 1996 found no link between
total fat or saturated fat consumption and heart disease. Instead, they found that



heart disease was more prevalent in those who ate fewer vegetables, less fiber,

and more refined carbohydrates.2

A study published in 2014 reviewed 72 papers on heart disease containing
over 600,000 patients in 18 countries and came to three conclusions. The first
was that there was no link between total fat and saturated fat and heart disease.
The second was that there was no support for the current recommendations to
increase the consumption of vegetable oils. And the third was that they found

that trans-fats increase and omega-3 fats decrease risk of heart disease.3

A similar study in 2015 where the researchers reviewed all the latest
research pertaining to the relationship of heart disease and saturated fat,
polyunsaturated fat, and carbohydrates concluded that there is “no link between

total dietary fat or saturated fat and heart disease”.4 There was even a newer
version of the Ancel Keys observational review done in 2010 by the Food and
Agricultural Organization of the United Nations. They found that “there is no
probable or convincing evidence” that a diet high in fat is the cause of heart

disease.5

In recent years fat has been liberated in health conscious circles. This does
not mean that we can just go out and eat any type of fat; much care should be
taken to eat the right types of plant and animal sources of fats. This chapter
shows that dietary fat consumption is not the cause of cardiovascular disease and
plaque build-up. What’s even more interesting is that we will see in the next
chapter that these plaque build-ups and blockages—though not good things to
have—are not the driving force in heart attacks as we have been told.  



Chapter 6: The Clot Myth

The conventional medicine explanation of a heart attack goes something
like this. If you have high cholesterol in your blood for long enough, then that
cholesterol can build up in your arteries—known as plaque—and cause a
narrowing or stenosis of the artery. This narrowing can impede the flow of blood
and eventually become so bad that it completely restricts blood flow to an area
of the heart causing a heart attack. Or part of the plaque buildup can break off
and flow down to a smaller artery and get stuck, also restricting the flow of
blood to an area of the heart causing a heart attack. This is the generally accepted
view, one that blames fat and cholesterol. But when we look at the research there
are lots of interesting findings that call this view into question.

Before we bust the clot myth, I want to start by saying that plaque build-up
does occur and it is not a good thing. However, this build-up is not a result of
high fat or high cholesterol levels in the blood. Plaque happens when arteries get
damaged due to toxic build-up in the body from being exposed to too many
environmental toxicants as well as a lifetime of eating processed inflammatory
foods. To repair this damage before a rupture of an artery happens the body uses
cholesterol as a sort of spackle to patch up the damage. Over time this can build-
up as more and more repair is needed. These events lead to the clot theory of a
heart attack, as well as the development of statins and bypass surgeries.

In Chapter 1 we discussed how bypass surgery and cholesterol lowing
medications have very little effect when it comes to the treatment of heart
disease. Clearly there is something that the medical conventional wisdom of
heart disease missed. One thing it missed, or chose to ignore, was some pretty
astounding discoveries made by an Italian medical doctor and researcher. Dr.



Giorgio Baroldi spent much of his life studying the hearts of different types of
patients after their death. He did autopsies of the hearts of thousands of patients
over his career, some who died of heart attacks some who did not. His findings
debunk the clot theory of heart attacks.

First off, of the people who had never complained of heart symptoms
and died of some sort of accident, 40% of them had several severe stenosis in
more than one of the main arteries of the heart. Again, these people had severe
stenosis of heart arteries yet no heart disease symptoms. Also, of those people
who died of a disease that was not heart disease, two thirds of them had “critical
stenosis” in the main arteries of the heart. Lastly, of those people who died
suddenly of a heart attack, and of which that heart attack was their first ever sign
of heart disease, almost all of them had several severe stenosis in more than one

of the main arteries of the heart.1

How is it possible that these people had such severe stenosis in the main
arteries of the heart, yet had no complaints of heart problems? How could it be
that people that had enough heart disease for them to have a fatal heart attack
had no complaints of heart symptoms prior to that attack? These questions are
very curious. But Baroldi was not done.

He also found that in all the autopsies he did of hearts where the person
died of a heart attack, only 50% of them had an acute blockage where a clot had
formed or dislodged from a stenosis. Further, of the cases that did have an acute
blockage, there was evidence that the clot had happened after the heart attack
took place and was a result of the heart attack and not the cause. He also found
that the more severe the attack and the longer the patient lived while having the

attack, the more likely there was to be a clot present on autopsy.1

In the end, Baroldi found that 93% of the clots he found in autopsy were
from parts of plaque buildup that had broken off after the heart attack had

happened.1 This does leave a small percent of them that were caused by an actual



acute clot. An acute clot can happen but it is a very small percentage of the very
large amount of heart attacks that happen each year. Acute clots can also happen
in the kidney; they are called renal infarcts. They are extremely rare as well. In a
study that tracked almost 250,000 patients seen at an emergency department over

four years, only 17 (0.007 percent) were diagnosed with acute renal infarction.2

As if not finding clots in heart attack patients and finding clots that were a
result of and not the cause of a heart attack were not strange enough, there are
other strange findings to discuss. Heart researchers have also noticed that more
often than not the area in which the heart is damaged during a heart attack does

not correspond the area of the artery where the clot was found.3 In other words,
they found a blockage very high up in an artery but instead of heart tissue
damage happening everywhere beyond where the blockage was, the damage
only happened to a small part of the heart much further downstream.  Even
stranger, sometimes they found that the area of dead tissue from a heart attack
was downstream of a completely different artery than the one where the severe
blockage was. This phenomenon is shown in the picture below.
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The same researchers also found it curious that all three major arteries of the
heart had a similar prevalence of plaque build-up yet nearly 100% of heart
attacks happen in the left ventricle. You would think with a similar prevalence of
plaque build-up among all three main arteries that heart attacks would be more
evenly distributed throughout the heart.

It is also curious how researchers have found that when you measure the
oxygen in heart cells during a heart attack, the amount of oxygen never changes

through the entire event.4 This is significant because if a heart attack is supposed
to be caused by a blockage that restricts the flow of blood, and blood is what
brings oxygen to tissues, you would suspect that if blood flow was restricted the
oxygen levels would drop during a heart attack.

You must be at the edge of your seat ready for explanations to all these
curious findings, but there is one more piece of evidence that throws a kink in



the blocked artery theory. It is two separate stories about marathoners. The first
was a 44-year-old man who in the span of 14 months ran 8 marathons, a 56 km
race, and a 90 km race. After this he visited a doctor with complaints of lack of
energy. Shortly after his visit to the doctor he was running a 24 km race and
during the race lost consciousness and died. Upon his autopsy they found a grade
4 (75-100%) blockage (one that develops over time and not instantaneously) of
the left anterior descending artery and another in the left circumflex branch.
There was no evidence of an acute blockage (one that blocks an artery

instantaneously) and his heart conduction system was normal.5

The second man had a similar story. He was a 41-year-old who had been
running marathons for 2 years when he died of a heart attack. Before his death
he had been medically evaluated and told that he had a complete blockage of the
left circumflex artery and 50% narrowing of the right coronary artery. Against
his doctors advice he then ran a 50 km race, a 43km race, and 3 marathons over
the next 4 months before his death. Autopsy confirmed the occlusions and also

found an 80% narrowing of the left anterior descending artery.5

The first thing to note is the first runner had a heart attack and no acute
clot was found. The second thing to note is that these men were running very
long distances with supposedly severe reduction of blood flow to multiple areas
of their heart. If I were to ask any cardiologist if someone could run a marathon
with an 80% narrowing of one of the largest arteries supplying the heart—like
the second runner had—they would tell me no way. The answer to how they
were able to do this lies in the autopsies Baroldi performed.

With many of the hearts Baroldi studied, he decided to map out their
arterial systems. To do this he injected the arteries with a liquid plastic material
(latex or neoprene), waited for the plastic to harden, and then used a
hydrochloric acid solution to dissolve away the heart tissue. He was left with a
perfect map, or cast, of the artery system of the heart.



What he found was amazing. Anywhere there was a greater than 70%
blockage or narrowing of a main heart artery there was a vast network of

collateral, smaller arteries that bypassed the area of narrowing.1 These collateral
arteries would be too small to be seen on an angiogram, the test used to find
blockages. He found that the more severe the narrowing of the main artery, the
larger and more numerous the collateral arteries were. This explains why these
marathoners were able to run these extreme races—or at all—with severe
narrowing of main arteries. It also explains why bypass surgeries don’t result in
better outcomes for patients, the heart has already created its own bypass.

Studies have shown that these collateral arteries can form in as fast as 4 days.6
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It is truly incredible what the body can do. However, while these collateral
arteries explain why bypass surgeries don’t work and aren’t necessary in most
cases, and explain why narrowing of arteries over time doesn’t cause heart
attacks, it doesn’t tell us what does cause heart attacks. We know it isn’t
saturated fat or cholesterol because we have seen the research that says
otherwise. So what is it? The time has finally come to discuss the real cause of



the vast majority of heart attacks.



Chapter 7: The Attack on Our Psyche

Imagine a long haired, long bearded Stanford professor of biology and
neurology. Don’t imagine him in a classroom or research lab; imagine him out
on the African savannah hiding in the brush studying the stress response of
animals. The image in your head is that of Dr. Robert Sapolsky and he has spent
much of his life in this setting studying this very thing.

In his work studying the animals of Africa, Dr. Sapolsky made some
interesting observations and drew some fascinating conclusions. He found that
when a zebra is grazing on the savannah and not sensing any threats, its cortisol
level—the hormone in mammals that is secreted in response to stress—is very
low. However, when a threat, like a cheetah, comes out from the brush trying to
find his next meal, the zebra has an intense stress response and its cortisol levels
skyrocket. This is a normal response, the spike in cortisol and subsequent release
of adrenaline hormones helps the zebra flee the cheetah by increasing function of
muscles and making its sensory organs very alert and high performing. This
helps any mammal flee or fight off a threat.

The more interesting observation Sapolsky made was when the zebra got
away, if it got away. Once the zebra was safe its cortisol levels dropped back to
normal very quickly. It was like it was able to forget the whole life threatening
situation all together, just like that. This is normal physiology in the average
mammal, all except one; humans. Sapolsky realized that this is not what we see
in humans. We humans have evolved very high level thinking and while it has
allowed us to become a dominant species on Earth, it has some drawbacks. A
stress response is designed to happen when the body senses an immediate threat
to its homeostasis—which is physiologic balance in the body—so it can trigger



the appropriate physiologic response. Humans complicate this a little. As
Sapolsky says, “for recently evolved primates a stressor is more than a physical
challenge to homeostasis, it also includes thinking you’re going to be thrown out

of homeostasis”.1

Humans can put themselves in a chronic low grade stress response just
by thinking something bad is going to happen. Just like the zebra, when a human
has a stress response it increases function to parts of the body that will help it get
away from or fight off a threat (muscles, senses). Something else that happens is
your body also decreases function to parts of the body that are not needed to get
away from or fight off a threat (digestion, reproduction). The take home here is
that a chronic low grade stress response just from thinking about things in life
that could go wrong can lead us to have lower levels of function in certain
organs. Think about it, if my body thought that I needed to get away from a
threat then it is not thinking about digesting, sleeping, reproducing, or
detoxifying. So it’s no wonder that high stress in us can cause digestion issues,

reproduction problems, insomnia, and impaired detoxification.2,3 Sapolsky states
it well saying, “Mobilizing energy while sprinting for your life helps save you.
Do the same thing chronically because of a stressful thirty-year mortgage, and

you’re at risk for metabolic problems like diabetes and high blood pressure”.1

So what does this have to do with a heart attack? Well, it turns out that a
chronic low grade stress response with period bursts of very high stress
responses over time can lead to an imbalance in our autonomic nervous system.
Our autonomic nervous system consists of two parts. There is the “rest and
digest”, or parasympathetic, part like when the zebra is enjoying worry free
grazing on the savannah. Then there is the “fight or flight”, or sympathetic part,
like when the zebra senses the cheetah threat and has to fight or flee. These two
states should be in balance and a surge in one should include a lesser surge of the
other. While there are a combination of factors that have to happen for a heart



attack to occur, when this system breaks down it is one of the key players in a
heart attack.

To explain this I will have to get a bit technical, so bear with me. The
control of the balance of the autonomic nervous system in cardiac cells, and
many other cells, relies on two messenger molecules called cAMP and cGMP.
cAMP levels rise in the heart cells when we have a stressful response to
something and cGMP levels rise when we are in a relaxation state. The only
difference is that when it comes to cGMP, the relax molecule, something else is
also needed to increase its levels. That something else is nitric oxide, NO, which
is produced in the walls of arteries. These two molecules—cAMP and cGMP—
keep each other in check within heart cells. When we experience a stressful
response and the nervous system causes spikes in cAMP within the heart then
cGMP, provided there is enough NO, also has an increase just to keep the system

more in balance.4 This is depicted in the image below.
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But the system can become unbalanced. When we have prolonged
periods in our life with many surges of stress responses that increase levels of
cAMP and not enough stimulation of the relax response then we can lose the
ability to effectively move between these two states and can get stuck in our
stress state. This is called decreased vagal tone because the vagus nerve is the
nerve that carries the non-stress signals. When this happens, the failsafe within
the cardiac cells is that those consistently high levels of cAMP are balanced by
also rising levels of cGMP. But remember that cGMP can only do this if NO is
present. If NO gets depleted, it is really bad news. These days lots of people
have depleted NO because they have lots of what are called free radicals in the
body. Free radicals are molecules with an unpaired electron and they do not like
to be unpaired. Because of this, the free radicals go running around the body like
the looney tunes Tasmanian devil trying to find another electron to make a pair.
One place it can find another electron is NO. This decreases the NO available for
cGMP simulation. You’re probably asking what causes excessive free radicals.
The main cause in our society is toxin exposure, high sugar and carbohydrate
diets, and very low intake of antioxidant rich foods.

Now that we have set the stage, it is time for the big event. When
humans experience decreased vagal tone for long periods of time while also
experiencing decreases in NO levels, this can cause a surge in the stress response
and subsequent elevation in cAMP in our heart cells without the balanced rise in
cGMP. This is shown in the image below.
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When this happens the cascade of events that is a heart attack plays out.
The sudden unchecked rise in adrenaline from the stress response has been

shown to cause an increase in lactic acid production within cardiac cells.5,6 This
happens because the heart usually prefers to burn ketones—a product of burning
fat—but in this situation the body thinks it needs to burn energy quicker. Since it
is quicker to burn glucose the heart cells revert to burning it rather than burning

the more efficient and preferred energy source of ketones.7 Burning glucose
causes the build-up in lactic acid within the heart cells. This is similar to when
you do a sprint or a hard fast workout, lactic acid builds up in the muscles
causing the muscle to have that burning feeling.

When this happens in a muscle in the legs or arms we can just stop
moving it and the lactic acid will move along stopping the build-up. Since the
heart can’t just stop contracting, the lactic acid quickly builds up causing a major
problem. The presence of acid in the heart tissue prevents calcium from entering



the cells. Since calcium is the mineral that allows muscle to contract, now the
heart muscle cannot contract. It has been shown that low calcium in heart cells

results in slower conduction velocity and elevated arrhythmia risk.8 This
eventually leads to localized swelling, dysfunctional cells walls, and heart tissue
death. In other words, a heart attack.

To review. In heart cells, when cGMP cannot stay balanced with cAMP
due to decreased vagal tone and depletion of available nitric oxide, then any
surge in stress response can cause the heart cells to move away from their
preferred fuel source of ketones and force them to burn sugar instead. This
results in increased lactic acid build-up in cells that causes the burning chest pain
people feel in heart attacks. The lactic acid build-up also blocks calcium from
getting into heart muscle cells causing it to cease contracting. This causes
swelling, dysfunction, and eventually heart tissue death.



Conclusion: A Whole New World

I realize that I just presented you with a lot of information, so let’s just tie
everything back together. First and foremost heart disease has been around for a
long time but seemingly only in those populations that have taken to a
westernized way of life, one that is capitalistic in nature and largely reliant on
highly processed, nutrient poor food. Secondly, the modern medicine approach
to heart disease of bypass surgeries and heart medications has been disappointing
and is clearly not slowing down heart disease rates. Thirdly, the heart is not a
pump and it is impossible for it to propel the blood through the entire body.
However, it is possible for energized blood, or blood with charged water in it, to
move the blood largely on its own. Because of this the heart actually functions
like a vortexing hydraulic ram helping to energize the water in blood.

When it comes to the cholesterol theory of heart disease, we have also seen
that the research does not back this theory and that cholesterol and saturated fat
can actually be good for the heart. Further, we have shown that the theory of a
clot causing a heart attack is a very rare percentage of actual heart attacks and
that the body has an amazing way of getting around blockages in arteries. Lastly,
we have shown that the actual cause of heart attacks is a perfect storm situation
driven by our stressful lives, lost contact with nature, highly processed and
nutrient poor food, and increases in toxin exposure.

Losing contact with nature has deprived our body of the energy needed to
allow our life giving blood to give us life. Reconnecting with the natural world is
one key to preventing heart disease. Our dependence on one resource, money,
and us being in an unnatural world of fast paced cities has led us to experience
an unnatural amount of stress that is driving an imbalance in our autonomic



nervous system. Finding ways to counteract this imbalance and increase vagal
tone is one key to preventing heart attacks. Further, the highly processed,
nutrient poor food combined with increase exposure to toxins, drains our bodies
of NO and therefore cripples our bodies’ failsafe against heart attacks. Being
sure to eat a nutrient dense, high fat diet is another key to preventing heart
attacks and heart disease.

When we look back on the traditional people discussed in the introduction
you can start to see why they did not suffer from heart disease while those in
western society did. They were in contact with nature and living in harmony
with the world, they had economic security because they did not depend on
money to get them everything they needed, and they ate the freshest most
nutrient dense food. When you try to imagine most humans today living like this
it would require us to build a whole new way of life, a whole new world.  This
could quite possibly be wishful thinking. Instead, the trick to preventing heart
disease and heart attacks is learning how to achieve the same results as those
traditional peoples within the confines of modern day society.   
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