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WHAT’S THE SKINNY ON COCONUT OIL?

Grown in tropical regions around the globe, coconuts come from the species Cocus nucifera, or the coconut palm 
tree. Whether dessicated or fresh, coconuts and the oil extracted from their fruit have supplied the people of 
these regions with an important nutrient source for thousands of years. Some consider coconut oil so important 
to the diet that it has been called a functional food: one that provides a health bene�t above and beyond the 
basic nutrients.

How is the oil extracted?

Skinny Coconut Oil™ removes and grates the coconut meat, then transfers it to a dehumidi�er that removes the 
moisture at cooled temperatures. The dehumidi�ed coconut grating is placed in a hand-operated, cold-press 
device to extract the oil, and then �ltered to remove any impurities. Typically, our yields are one third of what 
manufacturers recover during centrifuge extraction. The result is a truly cold-pressed, never heated coconut oil
that retains all its original nutrients, antioxidants and enzymes. Coconut oil is very stable and has a long shelf life 
without becoming rancid. It has a melting point between 75ºF - 76ºF.

What types of fat are in coconut oil?

Coconut oil contains eight different fatty acids, the most predominant being lauric acid at 49%. Other fatty acids 
in coconut oil include: 18% myristic acid, 8% caprylic acid, 8% palmitic acid, 7% capric acid, 6% oleic acid, 2% 
linoleic acid and 2% stearic acid. Ninety-two percent of the fatty acids in coconut oil are saturated.

Since 8% of coconut oil is unsaturated, it could be expected that these unsaturated fatty acids become rancid, 
but after leaving coconut oil at room temperature for one year, testing showed no rancidity. Possibly, the 
saturated fats present in coconut oil have a protective effect on the unsaturated fatty acids.

What makes lauric acid special?

Lauric acid is saturated, and at 12 carbons long, is considered a medium-chain fatty acid.  It is found predominantly
in coconut oil, but is also found in human breast milk with smaller amounts in butterfat, palm kernel oil, as well as 
a few lesser-known oils. Because the body produces lauric acid only in the mammary glands, it has been called a 
conditionally essential fatty acid. Present in breast milk, lauric acid is what protects newborns from infections 
during their start in life.  This nutritious medium chain fatty acid is also found in infant formulas and tube feedings, 
and is used by physicians to feed those who are critically ill.
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Lauric acid is antimicrobial, providing protection against viral, bacterial and protozoal infections.  Converted in the 
GI to monolaurin, this monoglyceride has been shown to lyse lipid-coated viruses such as herpes, measles, cyto-
megalovirus, in�uenza, and HIV. It also destroys various pathogenic bacteria and protozoa such as Giardia lamblia.

How is coconut oil digested and absorbed?

Skinny Coconut Oil™ is one of the few oils on the market that is truly raw; that is, all of its enzymes are intact.  
Enzymes are destroyed at 118ºF  and since the majority of coconut oils on the market are heated prior to 
being cold-pressed, they lack lipase. One of the major bene�ts of eating raw foods is that they contain all 
their natural enzymes. In the case of coconut oil, the lipase provided by the coconut oil is joined by a weak 
salivary lipase and gastric lipase, which hydrolyze the fat into its monoglycerides and fatty acids. Unlike 
pancreatic lipase, these three types of lipase work in an acidic environment and do not require bile to expose 
the glycerol–fatty acid bonds for lipase to hydrolyze them. When there are no natural enzymes remaining in the 
fat, then the salivary and gastric lipases must carry the workload alone. In general, digestion is dramatically 
improved when enzymes naturally occurring in raw food are able to spare the body from having to provide one 
hundred percent of the needed enzymes load. 

Of the fats in coconut oil, approximately sixty-�ve percent are short and medium-chain fatty acids. These fatty 
acids (caprylic C8:0, capric C10:0 and lauric C12:0) do not require bile salts for emulsi�cation, are directly absorbed
in the small intestine, travel via the portal blood to the liver, and are able to be metabolized without the carnitine 
transport system.  Rarely deposited in adipose tissue and seldom found on chylomicrons, these fatty acids 
provide a quick supply of energy for the body and are less likely than vegetable oils to cause weight gain.

Does eating coconut oil contribute to weight gain?

In an attempt to fatten their animals, farmers in the 1940’s gave coconut oil to their livestock. But instead of 
seeing the expected weight gain, their livestock became active, hungry and lean. Conversely, by feeding 
their animals corn and soybeans, farmers were able to fatten their livestock on less food. It was determined 
that corn and soy had an anti-thyroid effect on the animals whereas the coconut oil had a thyroid-enhancing 
effect, which stimulated metabolism.  

Another study looked at the weight gain of animals fed coconut oil versus unsaturated fats. At the conclusion 
of the study, results showed that the animals’ level of obesity was directly proportional to the ratio of unsat-
urated oils to coconut oil consumed; animals that ate a large amount of coconut oil were lean, and those that 
ate just a small amount of unsaturated fat were fat. There was no correlation to the total amount of fat consumed, 
but rather to the type of fat eaten.  

We see similar results with humans. Population studies looking at people groups that eat only natural, 
unprocessed fats show that they do not have a problem with obesity. The Philippines, Indonesia, Sri Lanka, and 
the Tokelau Islands have some of the highest per capita consumption of coconut oil in the world, yet obesity is 
seldom seen there. Since the removal of coconut oil from the American diet and the substitution with large 
amounts of unsaturated omega-6 oils, also known as domestic vegetable oils (corn, saf�ower, sun�ower, 
cottonseed, soybean, sesame, canola etc.), the prevalence of obesity has increased at an alarming rate. 
America is fatter than ever.
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In part, coconut oil’s effect on metabolism can be explained by its effect on thyroid.  By the 1950s, a clear 
connection between unsaturated fat intake and a suppressed thyroid and metabolic rate had been established. 
Unsaturated fats not only cause general oxidative damage in the body, but they also damage the mitochondria 
and suppress tissue response to thyroid hormone. By contrast, the consumption of coconut oil activates 
metabolism and prevents the inhibitory effects of unsaturated fats on the thyroid. 

Yet another weight-loss advantage of tropical oils is that they have 2.56% fewer calories per gram of fat than 
the average domestic vegetable oil. Short-chain and medium-chain fatty acids have lower caloric value than 
long-chain fatty acids. Due to the abundance of short and medium-chain fatty acids in coconut oil (65%), there
are 100 fewer calories per pound than in unsaturated vegetable oils. By comparison, domestic vegetable oils 
have 100% long-chain fatty acids and are a mixture of unsaturated and saturated fatty acids.

Don’t saturated fats, including coconut oil, contribute to cardiovascular disease?

The etiology of cardiovascular disease is recognized as multifactorial. Among the culprits are oxidized omega-6 
fats and trans fats in the diet, the presence of toxic chemicals in the body, and infections with helicobacter pylori 
and cytomegalovirus. In animal studies, heart disease was easy to produce by feeding them linoleic acid, and this 
omega-6 essential fatty acid was blamed for having the heart-toxic effect. However, adding saturated fat to a diet 
high in omega-6 oils has been shown to be protective to heart cells.   Additionally, coconut oil’s rich concentration
of lauric acid has been shown to kill both cytomegalovirus and H. pylori.  These two facts alone would make 
coconut oil bene�cial for heart disease prevention.

The lobby supporting the edible oil industry in the United States capitalized on the trend against saturated fats 
more than �ve decades ago. They were successful in getting the U.S. government to modify the nation’s dietary 
goals and they criticized coconut oil for its role in America’s declining cardiovascular health.  As a result, coconut oil 
was removed from confections, restaurant fryers and even from movie theatre popcorn. Saturated fat was replaced 
with omega-6 fats, predominately in the form of domestic vegetable oils.  Although linoleic acid is an essential 
fatty acid, today’s diet provides an extreme imbalance of omega-6 oils to omega-3 oils, which creates a very 
in�ammatory environment in the body and plays a huge role in cardiovascular disease. Fortunately, multiple 
studies and clinical trials are continuing to vindicate coconut oil with regard to cardiovascular health. That is, 
coconut oil does not lead to high serum cholesterol or to increased morbidity and mortality from CVD.   What’s 
more, evidence now purports that the addition of unsaturated oils to lower cholesterol levels actually increases 
mortality, especially from cancer.

Promoted to the public as a necessity for heart health, unsaturated oils were touted for their ability to slightly 
lower serum cholesterol. However, studies now show that their ability to lower cholesterol is really due to other 
toxic actions, whereby the liver holds onto cholesterol rather than releasing it into the blood and/or cholesterol 
is transferred from the blood to body tissues.     Additionally, when excess unsaturated fatty acids are incorporated 
into the cellular membrane, the membrane loses structural integrity and becomes limp. In an attempt to restore 
stiffness, the membrane must sequester cholesterol from the blood. Serum cholesterol levels are consequently 
slightly lowered, however studies do not show a corresponding decrease in cardiovascular disease. When trans 
fats are consumed, the damage is even greater. Since trans fatty acids are similar to natural fats, the body 
incorporates them into the cell membrane as well, altering its structure. This altered trans-structure creates 
havoc with thousands of important chemical reactions. 
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We’ve already discussed how unsaturated oils suppress the thyroid. There is a well-established link between 
hypothyroidism and hypercholesterolemia. As the function of the thyroid is restored, serum cholesterol levels 
can begin to return to normal. Thyroid lowers cholesterol levels, not by suppressing synthesis, but by promoting 
cholesterol’s conversion into hormones and bile salts. For example, the amount of cholesterol present in the 
blood as it enters the ovary controls the amount of progesterone that the ovary produces. This is true for other 
steroid-forming tissues, including the adrenals and the brain.   

Evidence suggests that adding coconut oil to a balanced diet can not only improve the function of the thyroid, 
but can help normalize serum cholesterol levels by promoting its conversion into pregnenolone. Known to be 
systemically protective, pregnenolone and progesterone are able to function in an anti-oxidative, anti-clotting, 
anti-seizure, anti-cancer, as well as pro-myelination and pro-memory capacity.

Additionally, increased plasma levels of Lipoprotein[a] are a known, independent marker for atherosclerosis. 
Trans fats in the diet have been shown to raise Lp[a], whereas a diet rich in saturated fats has actually been 
shown to lower Lp[a]. 

In tropical cultures where there is high consumption of coconut oil, serum cholesterol levels are consistently lower 
than levels seen in the U.S. where the diet is predominately high in omega-6 oils. Cardiovascular disease doctor, 
William P. Castelli, of the famous Framingham, Massachusetts heart study, of�cially stated, “In Framingham, Mass., 
the more saturated fat one ate, the more cholesterol one ate, the more calories one ate, the lower the person’s 
serum cholesterol.”

By replacing the commonly used omega-6 vegetable oils with coconut oil, studies show improved serum lipid 
pro�les over those following the American Heart Association diet.  Not only is it safe for people with CVD to eat 
coconut oil, but studies have shown that patients with heart disease did as well as, or better on a diet rich in 
coconut oil than those eating saf�ower oil.  In addition, animals fed a coconut oil-rich diet had fewer cholesterol 
deposits in their livers as well as elsewhere in their bodies.   According to leading lipid biochemist, Dr. Mary Enig, 
“Eating real coconut oil doesn’t cause cholesterol deposits: never did, never will.”

What about coconut oil and diabetes?

Adversely affecting cell function, unsaturated fatty acids are both easily oxidized and incorporated into the cell 
membrane. This inhibits the ability of insulin to bind to cell receptor sites and transport glucose into the cell. 
Conversely, natural coconut oil does not oxidize or harm the cell membrane, and it improves the binding af�nity 
of insulin, thus improving the cell’s utilization of glucose.

Both coconut oil and simple carbohydrates are able to deliver quick energy to the body, but coconut oil does 
not cause the spike in insulin that carbohydrates do. Regular consumption of coconut oil enables the individual 
to feel hunger without the symptoms of hypoglycemia, even after several hours without food.   Furthermore, 
since coconut oil is able to help stabilize weight, it may possibly play a role in the prevention of type-2 diabetes
and insulin resistance.

The American Diabetes Association recommends limiting saturated fats in the diet in favor of monounsatur-
ated and polyunsaturated fatty acids.   However, a 2001 study looking at dietary fat consumption among more 
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than 84,000 nurses, found that total fat and saturated fat intakes were not associated with an increased risk 
of diabetes.

In another study, published on the ADA website, mice were either fed a low-fat control diet, or a diet rich in 
MCFAs from hydrogenated coconut oil. The study concluded that MCFAs reduced adiposity while at the same 
time preserving the action of insulin in both adipose and muscle tissue. They further state that MCFAs may be 
bene�cial to the prevention of peripheral insulin resistance.  

Not only is this article on the same website that lists coconut oil as one of the oils to avoid, but the study’s 
conclusion was based on a diet high in hydrogenated coconut oil. Since the hydrogenation process produces 
trans fats, destroys the carotene and tocotrienols, and adds the heavy metals nickel and aluminum to the fat, 
it would be interesting to see if even greater results could have been achieved had the mice been fed a natural, 
raw, non-hydrogenated coconut oil.

Is coconut oil bene�cial for the brain?

Initial studies of neurodegenerative disorders have shown that a ketogenic diet, very low in carbohydrates, can 
provide symptomatic relief to a broad range of brain disorders such as epilepsy, Alzheimer’s, ALS, Parkinson’s, and 
even stroke or other traumatic brain injury. Typically, in these brain disorders there is signi�cant impairment of 
energy production in the mitochondria which not only reduces the ATP supply readily available to the cell, but the 
mitochondrial impairment also generates a storm of free radicals leading to further impairment in cell function.  
In addition, intense activation of the microglia cells, which direct the immune system of the CNS, can lead to brain 
in�ammation. The ketogenic diet is able reduce microglia cell activation and subsequent in�ammation.

Coconut oil is a rich source of medium chain fatty acids (MCFAs), readily converted into ketones by the liver.  
Although functioning best in the presence of a very low carbohydrate diet, a portion of the MCFAs will convert 
to ketones regardless of what other foods are eaten. By consuming adequate amounts of MCFAs, most any type 
of diet can be transformed into a type of ketogenic diet. Since coconut oil is approximately 65% MCFAs, two 
tablespoons of coconut oil can produce enough ketones to have a therapeutic effect on brain function, reduce 
the degeneration of brain cells and slow the progression of disease.    Improved memory, cognition and attention 
have been reported in trials using a ketogenic diet in people with cognitive impairment.

Can coconut oil bene�t those with cancer?

Some oncologists have begun to prescribe diets high in MCFAs for their patients. Not only is it thought that 
a diet low in carbohydrates and protein is able to starve cancer cells, but these cells cannot use ketones for 
growth the way that they use glucose. High glucose levels increase angiogenesis, essential for tumor growth 
and metastasis. Coconut oil is one of nature’s richest sources of MCFAs and increased consumption, via a 
ketogenic diet, can reduce tumor cell nutrition and in�ammation.
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What are some other bene�ts of saturated fats like coconut oil?

Saturated fats enable calcium to be effectively incorporated into the bones, making it an essential component 
to the maintenance of skeletal structure.

Alcohol and medications like Tylenol are processed in the liver and coconut oil is hepato-protective by 
inhibiting free-radical formation through its MCFAs.

Replacing processed vegetable oils with coconut oil enhances immune system function. Since MCFAs are 
anti-microbial, they are able to aid the immune system in the removal of various toxic microbes.

Bene�cial omega-3 fatty acids show improved utilization and retention in the body’s tissues when saturated 
fats are present.
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Written by Deborah Lance, MPH, RD

The information supplied in this article comes from a variety of authors and sources, and these statement have 
not been evaluated by the FDA. The information is not intended to diagnose, treat, prevent or cure any disease. 


