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Abstract

The modern Western diet has suffered the damaging effects of trans fats, much of it from
soybean oil. It is suffering another blow, this time from the damaging effects of an excess of
omega-6 fats, again from soybean oil.

The vast majority of epidemiological studies do not distinguish between coconut oil and animal
fat, and simply refer to them collectively as “saturated fat.” This is a fatal mistake for two
reasons: first, the fatty acid profiles of coconut oil and animal fat are very different, and second,
coconut oil hardly has any cholesterol while animal fats contain a lot of cholesterol. This means
that the results based on animal fat cannot be applied to coconut oil.

Contrary to the claim of the AHA, there is abundant evidence to show that coconut oil and a
coconut diet do not raise the incidence of heart disease and are, in fact, part of many healthy
traditional diets. Many populations who shifted from a traditional coconut diet to a Western
diet have suffered worse health outcomes. However, the historical and scientific evidence in
support of coconut oil may not be enough to convince the AHA which favors a high omega-6
diet.

Introduction
“Only wholeness leads to clarity.” -Schiller

The 2017 AHA Presidential Advisory has failed to see the forest for the trees. It has failed to see
the worsening epidemics of obesity and metabolic disease, but has focused instead on the
details of the meta-analysis of LDL andp values as if these were more important. The AHA has
failed to bring the science together with the reality; there is no wholeness in their analysis.

Food is made up of three principal biochemical groups: protein, carbohydrate and fat. Assuming
that one needs to maintain a certain level of energy, a food group cannot be decreased without
compensation with another group. The “low fat” recommendation promoted by the AHA and
the Dietary Guidelines for Americans since 1980 has resulted in an increase in refined
carbohydrates: the American average fat consumption dropped from over 40% to 33% while
carbohydrate consumption increased and obesity more than doubled from 14% to 36.5%



(CDC,2017).Worldwide obesity has likewise more than doubled since 1980, and by 2014, 13%
were obese (WHO, 2016).Meanwhile, heart disease, the principal concern of the AHA and the
justification of the Dietary Guidelines, has remained as the #1 cause of mortality.

The AHA and the Dietary Guidelines have led the Americans —and the rest of the world — astray
with its warning against fat, especially saturated fat. However, if we go back to the time before
the Dietary Guidelines made the world obese, we will find the answer and rediscover what
traditional food cultures have been consuming for millennia: the coconut. This essay will show
that, contrary to the claims of the AHA, the evidence for coconut oil is based on science and
validated by the experience of people.

The modern diet

WHO recommends that the total energy from fat should not exceed 30% along with a shift in
fat consumption away from saturated to unsaturated fat and the elimination of industrial trans
fats (WHO, 2015). This works out to about 70 grams or about 75 mL of fat. Since we should aim
for a healthy total fat diet, how much of each type of fat should we consume? How much
saturated fat is desirable and what type should this be? How much unsaturated fat should one
have? How can we eliminate industrial trans fats completely? Since there is a trend to decrease
the amount of carbohydrates in the diet how should we replace these calories?

It was the rising popularity of coconut oil that may have prompted the AHA to issue its
Presidential Advisory. In its discussion of coconut oil, they said: “A recent survey reported that
72% of the American public rated coconut oil as a ‘healthy food’ compared with 37% of
nutritionists. This disconnect between lay and expert opinion can be attributed to the
marketing of coconut oil in the popular press.” The AHA then issued a warning against coconut
oil: “Because coconut oil increases LDL cholesterol, a cause of CVD, and has no known offsetting
favorable effects, we advise against the use of coconut oil” (Sacks et al., 2017).

In addition, the AHA unilaterally disposed of the importance of HDL to cancel the favorable
effects of coconut oil, an issue that was tackled in the second article in this series (Dayrit,
2017b). The stated objective of the AHA is to limit the consumption of coconut oil down to 6%.
This essay will answer these allegations and show that the claims of the AHA are wrong.

The trans fats fiasco

Coconut oil used to enjoy robust consumption in the US from the 1900s up to 1940, when the
war interrupted the importation of coconut. During the war, trans fats, much of it from soybean
oil, were used to replace coconut oil in food products (Shurtleff & Aoyagi, 2007). After the war,
US importation of coconut oil remained low because of the soybean lobby that wanted to
retain its market dominance. By 1999, it was estimated that trans fats in the American diet had
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reached 2.6% of calories (Allison et al., 1999). In 2006, it was estimated that trans fatsmay have
been responsible for 72,000 to 228,000 myocardial infarctions and deaths from CHD in the US
(accounting for 6% to 19%) (Mozaffarian et al., 2006).

Over 30 years after the warning against trans fats was first made, the FDA finally set a
compromise rule where a manufacturer can declare “zero trans-fats” if the product contains
less than 0.5 grams trans fatty acids per serving (FDA, 2003). This ruling actually does not
eliminate trans fats from the food supply; it just hides it.

What is equally lamentable is the AHA's tepid warning against trans fats. Despite the
substantial harm that industrial trans fats have made to heart health, the AHA has not issued
any advisory against trans fats in the same way that it has attacked saturated fat and coconut
oil.

Thehigh omega-6 fiasco
Linoleic acid (C18:2) and linolenic acid (C18:3) are both essential fatty acids. However,
international nutrition institutions recommend that only a limited amount should be taken and

that a particular ratio should be maintained (Table 1).

Table 1. Recommendations for daily intake (in grams) of omega-6 and omega-3, and omega-6
to omega-3 ratio from international institutions.

Agency Linoleic acid (C18:2) | Linolenic acid (C18:3) Healthy ratio
Omega-6 Omega-3 Omega-6 : Omega-3
European Scientific 2% 0.5% 5:1
Committee on Food* 5g* 1g*
6.4 g** 1.6 g**
European Food 10g 2g 5:1
Safety Authority?
World Health 5-8% 1-2% 5:1
Organization3

1SCF, 1992. 2 EFSA, 2009. * FAO/WHO, 2008.
* recommendation for women ** recommendation for men

The American Soybean Association is a very powerful industry lobby (https://soygrowers.com/).

Soybean oil is a high omega-6 oil, being made up of about 54% C18:2 (Codex, 2015). It was
estimated that from 1909 to 1999 the per capita consumption of soybean oil in the US
increased over 1,000 timesfrom 0.01 to 11.6 kg/yr and by 1999, the average American
consumption of C18:2 was 7.2% of total calories, with an omega-6 to omega-3 ratio of 10:1
(Blasbalg et al., 2011). The modern American diet has become a high omega-6 fat diet.




In 2009, AHA issued a “Science Advisory” in a paper entitled: “Omega-6 Fatty Acids and Risk for
Cardiovascular Disease” (Harris et al., 2009). This paper summarized and defended the health
benefits of omega-6 fatty acids. However, the ASA Science Advisory ignored the important issue
of how muchomega-6 fat should be consumed in the diet, and what the ratio of omega-6 to
omega-3 fat should be. Numerous papers have pointed out that a high omega-6 diet and a high
omega-6 to omega-3 ratio are linked to heart disease, cancer, inflammatory diseases, and
others (Simopoulos 2002, 2008, 2010; Lands, 2012). The AHA Science Advisory dodged both
important issues and one might surmise that AHA does not want to set a limit for this fat.

However, the AHA acknowledged that other health agencies have set limits to omega-6 in the
diet (Table 1), but it defended its position of not specifying a limit by proclaiming: “The
American Heart Association places primary emphasis on healthy eating patterns rather than on
specific nutrient targets.”

This statement is highly irresponsible: since an excess of omega-6 fat is clearly linked to CHD,
how can the AHA not issue a warning? This is also highly hypocritical and suspicious: the AHA
refused to set a target for omega-6 fat and yet aggressively set a target of 6% for saturated fat
in its Presidential Advisory (Sacks et al., 2017).Why the double standard? Is the AHA protecting
omega-6 fats?

This omega-6 fiasco will become a replay of the trans fats disaster, with soybean oil as the
beneficiary. Heart disease will remain the #1 cause of death in the US (and the world!).

Canola oil for coconut oil?

Aside from soybean oil, canola oil is the other beneficiary of the AHA warning. Since the 1990s,
the agro industry giant Calgene, which is convinced of the beneficial health properties of lauric
acid, has been undertaking genetic engineering experiments on canola oil to produce a high
lauric acid GMO, called Laurical 35, which contains 37% lauric acid and 34% oleic acid (Shahidi
et al., 2007).As the Canola website declared: “Domestically produced high-laurate canola oil
could potentially replace some of the $400 million of tropical oil imported annually, primarily
from the Philippines, Malaysia and Indonesia” (Ag Innovation News, 2003).Thus, while the AHA
warns against coconut oil, Calgeneis set to enter the lauric oil market with a GM product.

Coconut oil, saturated fat, and animal fat: a serious misunderstanding

The vast majority of epidemiological studies do not distinguish between coconut oil and animal
fat, and simply refer to them collectively as “saturated fat.” This is a serious misunderstanding.
Coconut oil is 65% medium-chain saturated fat while the different types of animal fat contain

from 40 to 50% long-chain saturated fat, with the rest being mono- and polyunsaturated fat. In



addition, coconut oil contains from zero to 3 mg cholesterol per kg(Codex, 2015), while animal
fat contains various amounts of cholesterol depending on animal source (USDA, 2017). (Table 2)

Polyunsaturated fat oxidizes readily with heat and, in the presence of cholesterol, will produce
oxidized cholesterol. Oxidized cholesterol has been shown to accelerate the development of
atherosclerosis leading to heart disease (Staprans et al., 2000). This will not happen with
coconut oil because there is only a small proportion of unsaturated fat and very little
cholesterol. This is a mistake that Ancel Keys made; it is a mistake that many researchers who
followed him have made. Therefore, the so-called “high quality” studies that the AHA
Presidential Advisory judged as acceptable evidence against coconut oil cannot be admitted as
evidence because of this fatal mistake (Sacks et al., 2017).

Table 2. Comparison of fatty acid profile and cholesterol content of coconut oil and various
types of animal fat: butter, beef fat and lard.

Animal fat’
Fatty acid Coconut Oil* Beef fat Lard
B
utter (tallow) (hog fat)
C4:0, % 3
butyric acid
. o,
CG.(.), A:. 1 2
caproic acid
C8:0, %
o 7
caprylic acid
10:0, 9
€10:0, % 7 3
capric acid
C12:0, %
0 49 4
lauric acid
14:0, ¢
c14:0, % 19 12 3 2
myristic acid
C16:0, %
v 9 26 27 27
palmitic acid
18:0, 9
C18:0, % 3 11 7 11
stearic acid
C16:1, ¢
16:1,% 3 11 4
palmitoleic acid
18:1, ¢
C18:1, % 8 28 48 44
oleic acid
C18:2, %
e 2 2 2 1
linoleic acid
C18:3, %
. o 1
linolenic acid
Cholesterol,
Oto3 2150 1090 950
mg/kg
! Codex, 2015
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Historical use of the coconut

Contrary to the claim of the AHA, there is abundant evidence to show that coconut oil and a
coconut diet do not raise the incidence of heart disease and are, in fact, part of many healthy
traditional diets. In the remainder of this essay, we will discuss the historical and traditional
consumption of the coconut, health statistics of coconut-consuming populations, and a
comparison with the Western (mainly American) diet.

The coconut is one of the most ancient and widespread of edible fruits in the world (Lutz,
2011). It is part of the diet and culinary tradition of virtually all countries where the coconut
grows. ltis also unparalleled in its overall usefulness as a portable source of food and water and
many other useful applications. The settling of the Pacific islands was made possible by the
coconut (Gunn et al., 2011). This is affectionately described by Henri Hiro, indigenous advocate
for the Polynesian people, in a poem which is found in the Bishop Museum in Hawaii:

“Traveling companion of the Polynesians,
coconut tree, indispensable support
For a happy and fulfilled life;
coconut tree of peace, coconut tree of harmony,
eternal coconut tree, with you
life is there.”

Indeed, the coconut is widely revered in many cultures as the “Tree of Life.”

Miguel de Loarca, a Spanish explorer in the Philippines during the 16™ century, observed that

“The cocoanuts furnish a nutritious food when rice is scarce” (Blair & Robertson, 1906). It was
so useful that the Spanish government in the Philippines decreed the planting of coconuts as a
source of raw material and as food for the people, especially during drought.

Among some food cultures in the Pacific islands, the coconut accounts for up to 60% of fat
intake. There is no report that the coconut has caused ill-health or disease, except for the
occasional death from a falling coconut.

Health of coconut-consuming populations
Studies on the influence of dietary coconut oil on heart disease and other health factors have

shown that there is no negative effect from coconut oil consumption compared with other oils
and that in some cases, better health outcomes can be attributed to coconut oil.



Numerous studies have documented the absence of negative effects from coconut oil. Prior
and co-workers (1981) reported that Polynesians from Pukapuka and Tokelau both consume a
high saturated fat diet from coconut oil, 34% and 63%, respectively, and yet vascular disease
was uncommon in both populations and there was no evidence of harmful effects in these
populations due to their diet. A small study of 32 CHD patients and 16 matched healthy
controls from the Indian state of Kerala showed that coconut and coconut oil did not play any
role in the causation of CHD in this state (Kumar, 1997). A similar study conducted in West
Sumatra, Indonesia, involving 93 CHD patients with a control group showed that consumption
of coconut was not a predictor for CHD (Lipoeto et al., 2004).

The association between coconut oil consumption and lipid profiles was studied in a cohort of
1,839 Filipino women (age 35—69 years) over a 22-year period, from 1983 to 2005. Lipid analysis
showed that the mean TC, LDL, and triglyceride levels and TC/HDL ratio of the women were
within the desirable limits set by WHO and that coconut oil intake may enhance HDL levels
(Feranil et al., 2011).

A direct comparison between coconut oil and sunflower oil, a polyunsaturated oil, used as
cooking oil was conducted to determine their effect on lipid profile, antioxidant and endothelial
status inpatients with stable coronary artery disease. This study was conducted for 2 years with
100 coronary artery disease patients and 100 in the healthy control group with 98% follow-up.
The results showed that there was no statistically significant difference in the anthropometric,
biochemical, vascular function, and cardiovascular events in both groups indicating that
coconut oil does not pose any additional risk for heart disease compared with a
polyunsaturated fat (Vijayakumar et al., 2016).

On the other hand, there are studies that show better health outcomes in populations that
consume coconut oil or a coconut-based diet. In the Philippines, people from the Bicol province
who have the highest consumption of coconut showed comparatively low levels of
atherosclerosis and heart disease compared with people from other regions in the Philippines
who consume less coconut in their diet (Florentino & Aguinaldo, 1987).

The type of fat has a strong influence on obesity. Rural populations of Vanuatu consume fat
from traditional sources, which includes coconut, while urban Vanuatu populations consume
fat from imported foods, such as oil, margarine, butter, and meat. Despite the fact that rural
Vanuatu populations consumed more total calories than the urban population, they had half
the prevalence of obesity and diabetes (WHO, 2003).

In the US, it is interesting to note that the states with high coconut consumption — Hawaii and
Florida — showed lower rates of heart disease compared to the national average in 2014 (heart
disease rate per 100,000): US average (167.0); Hawaii (136.7); Florida (151.3) (KFF,



2017).Similarly, Cuba, a coconut-consuming country that has been spared the Western diet,
had a mortality rate from heart disease of 144.8 from 1986 to 1997 (Cafero, 1999).

In summary, dietary studies on populations that consume coconut or coconut oil show no
evidence of a higher incidence of heart disease and a number of studies report more favorable
health outcomes.

From a traditional coconut diet to aWestern diet

A number of studies have shown that populations that shifted from a traditional coconut diet to
a Western diet report poorer health status. In 1973, lan Prior saw the unique opportunity to
observe in detail a real time experiment of the effect that diet can have on Polynesians who
migrated from their islands to New Zealand. He recorded mortality from heart disease,
hypertensive heart disease, and blood lipids, among others. He concluded his paper with this
statement: “The high price being paid by the New Zealand Maori, in terms of morbidity and
mortality from a range of cardiovascular and metabolic disorders and the contrast with the
picture seen among atoll dwellers, gives a clear indication of how exposure to the ways and diet
of Western society can influence health and disease patterns” (Prior, 1973).

A 1999 comparative study among American and Western Samoans showed that a shift to a
modern diet increased their carbohydrate and protein consumption and decreased their overall
fat, in particular, saturated fat. This shift was identified as the cause of their increased incidence
of obesity and cardiovascular disease (Galanis et al. 1999).WHO (2003) reported that Pacific
islanders “were 2.2 times more likely to be obese and 2.4 times more likely to be diabetic if
they consumed fat from imported foods rather than from traditional fat sources.” Among the
most commonly consumed imported fats were vegetable oil and margarine which replaced
coconut oil.

Will there be a science-based conclusion?

In 2016, Eyres and co-workers conducted an assessment of the literature to verify the merits of
the claim that coconut consumption had favorable effects on cardiovascular risk factors. After
reviewing 8 clinical trials and 13 observational studies, they concluded that: “Observational
evidence suggests that consumption of coconut flesh or squeezed coconut in the context of
traditional dietary patterns does not lead to adverse cardiovascular outcomes.” Strangely, they
ended their paper with this statement: “However, due to large differences in dietary and
lifestyle patterns, these findings cannot be applied to a typical Western diet” (Eyres et al.,
2016).



Despite the exacting standards of science that Eyres and co-workers applied, why can’t these
findings be applied to a typical Western diet? The authors did not provide an explanation. With
this statement, the authors have effectively put science aside.

This set of three essays has provided evidence from science and from millennia of people’s
experience which provide a holistic picture of the health properties of coconut oil. These essays
have also pointed out specific aspects where the AHA and the Dietary Guidelines have
perpetuated errors, many of which date back to the bias of Ancel Keys against saturated fat.
The mistake of assuming that animal fat and coconut oil are similar means that much of the
basis for the warnings against saturated fat are erroneous. In addition, recent discoveries
regarding small dense LDL and oxidized LDL mean that conclusions from many LDL studies are
qguestionable. Truly, wholeness leads to clarity.

These should be enough basis to reverse the AHA’s campaign against coconut oil, but its real
reasons may not be based on science but on its bias for a high omega-6 diet.#
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