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Coconut Oil and
Hypercholesterolemia
Historically, coconut and their
extracted oil have served man as
important foods for thousands of
years. In the US the use of
coconut oil was popular at the
end of the 19th century. Both the
health-promoting attributes of
coconut oil and those functional
and properties useful to the
homemaker were recognized 100
years ago. Coconut oil has
unique role in the diet as
important
physiologically
functional food. Coconut oil is a
‘functional food’ defined as a
food that ‘provides’ a health
benefit over and beyond the basic
nutrients’. The health and
nutritional benefits that can be
derived from consuming coconut
oil have been recognized in many
parts of the world for centuries.
The health and nutritional
benefits from coconut oil is
compelling. In Kerala, coconut
trees have been considered as
Kalpavriksha that gives all
boons.

levels. This myth was primarily
due to equating coconut oil with
saturated fat without knowing
that saturated fat in coconut oil
are of short chain and medium
chain fatty acids.
Certain pronouncements made
few decades ago now stand out
as dogma: All fats raise serum
cholesterol. Nearly half of total
fat comes from vegetable fats and
oils. All fats are comparable;
Saturated
fats
raise
and
polyunsaturated fats lower serum
cholesterol;
Hydrogenated
vegetable fats are the problem;
Animal fats are the problem.

It is believed that the main
beneficiaries
of
such
pronouncements are the edible
oil industry in the United States
who seized the opportunity to
promote its polyunsaturated oils.
The industry did this by
developing a health
issue
focusing on this anti-saturated fat
bias. A major concept about
coconut oil has been its saturated
fatty acid content. It is better
clarified that all saturated fat are
not harmful. While it is true that
Although popular literature of saturated fat dominate the lipid
epidemiological studies usually content of coconut oil, it is
attribute an increase risk of equally true two thirds of them
coronary heart disease (CHD) to are medium chain fats. These
elevated
levels
of
serum medium chain fatty acids are
cholesterol, which in turn are absorbed directly through the
thought to derive from a dietary portal vein in the liver and do not
intake of saturated fats and require the carnitine transport for
cholesterol. Saturated fats may be their entry into the cells and
considered a major culprit for subsequent metabolism. They are
CHD because there is some immediately made available to
association
between
serum the body’s molecular repertoire
cholesterol
and CHD and unlike long-chain fatty acids,
between saturated fat and serum which require emulsification in
cholesterol are each firmly the intestine for absorption and
later
packaged
into
established. However, a fear are
complex has been created among lipoproteins. In other words, it is
the
general
public
that the most easily digestible and
consumption of coconut oil absorbed class of fats and does
results in elevated cholesterol not circulate in the blood stream
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and not stored. It has been shown
that nearly 50% of the fat in
coconut oil is lauric acid, which
is converted to the fatty acid
monolaurate in the body. Capric
acid comprises about 7% of the
coconut oil fat content.
Sufficiently strong proofs now
exist to disprove allegations
about coconut oil consumption
and its relation to enhancing the
risk of CHD.
Recently, in an editorial by
Harvard’s Walter Willet, M.D. in
the American Journal o f Public
Health
(1990),
it
was
acknowledged that even though
‘the
focus
of
dietary
recommendations is usually a
reduction of saturated fat intake,
no relation between saturated fat
intake and risk of CHD was
observed in the most informative
prospective study to date.’
Another
editorial,
by
Frammingham’s William
P.
Castelli in the Archives o f
Internal
Medicine
(1992),
declared for the record that ‘...in
Framingham, the more saturated
one ate, the more cholesterol one
ate, the more calories one ate, the
lower the
person’s serum
cholesterol the opposite of what
equations provided by Hegsted et
al (1965) and Keys et al (1975)
would predict...’
Blackburn, et. al. (1988) have
reviewed the published literature
on the effect of coconut oil on
serum
cholesterol
and
atherogenesis
and
have
concluded that wrhen coconut oil
is fed physiologically with other
fats or adequately supplemented
w'ith linoleic acid, coconut oil is
neutral
fat
in
terms
of
atherogenecity.
Kurrup
and
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Rajmohan (1995) conducted a
study on 64 volunteers and found
no
statistically
significant
alteration
in
the
serum
cholesterol, HDL cholesterol,
LDL
cholesterol,
HDL
cholesterol/ total cholesterol
ration and LDL cholesterol/ HDL
cholesterol ratio of triglycerides
from the baseline values. These
researchers noted a beneficial
effect of adding the coconut
kernel to the diet.
Many animal experiments stand
proof to the beneficial/ harmless
aspects
of
coconut
oil
consumption too.
Hostmark,
et.
al.
(1980)
compared the effect of diets
containing 10% coconut fat and
10% sunflower oil on lipoprotein
in male Westar rats. Coconut oil
feeding produced significantly
lower levels (p=<0.05) of pre
beta lipoproteins (VLDL) and
significantly higher (p=<0.01)
alpha-lipoproteins
(HDL)
relative to sunflower oil feeding.

that the dietary coconut oil does
not
lead to
high
semm
cholesterol or to high coronary
heart disease
mortality
or
morbidity.
Previously, Prior, et. al. (1981)
had shown that the islanders with
high intake of coconut oil
showed no evidence of the high
saturated fat intake having a
harmful
effect
in
these
populations. When these groups
migrated to New Zealand
however, they lowered their
intake of coconut oil, their total
cholesterol and LDL cholesterol
increased,
and
their HDL
cholesterol decreased.
Rajmohan (1995) conducted a
study on 64 volunteers and
found no statistically significant
alteration in the serum
cholesterol, HDL cholesterol,
LDL cholesterol, HDL
cholesterol/ total cholesterol
ration and LDL cholesterol/
HDL cholesterol ratio of
triglycerides from the baseline
values. These researchers noted
a beneficial effect of adding the
coconut kernel to the diet.

Awad, (1981) compared the
effects of diets containing 14%
coconut oil, 14% safflower oil or
a 5% ‘control’ (mostly soybean)
oil
on
accumulation
of
cholesterol in tissues in male
Westar rats. The synthetic diets
had 2% added com oil with a When Frantz and Carey (1961)
total fat of 16%. Total tissue fed an additional 810 kcal/day as
cholesterol accumulation for fat supplement for a whole month
animals on safflower diet was six to males with semm cholesterol
times greater than for animals fed at the higher range of normal
the coconut oil, and twice that of levels, there was no significant
difference from the original
the animals fed the control oil.
levels even though the fat
Also, studies on populations with supplement was hydrogenated
coconut oil as their staple diet coconut oil.
constituent support the findings
of the animal studies. CHD is Halden and Lieb (1961) also
unknown among Polynesian showed similar results in a group
population whose staple diet is of hypercholesterolemics when
coconut oil was included in their
coconut.
diets. Earlier, Hashim and
Kaunitz and Dayrit (1992) have colleagues (1959) had shown
reviewed
some
of
the quite clearly that feeding a fat
epidemiological
and supplement (21% of energy) was
experimental
data
regarding coconut oil (and the other half
coconut-eating groups and noted being safflower oil), resulted in
significant reductions in total
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semm cholesterol. The reduction
averaged to about 29%.
More recently Sundram. Et. al.
(1994) fed whole food diets to
healthy normo-cholesterolemic
males, where approximately 30%
of energy was fat. Laurie acid
(Cl 2:0) and myristic acid
(C14:0)
from
coconut
oil
supplied approximately 5% of
energy. Relative to the baseline
measurements of the subjects
prior to the experimental diet,
this lauric and myristic acid rich
diet showed an increase in total
serum cholesterol from 166.7 to
170.0 mg/dl (+1.9%), a decrease
in low density lipoprotein
cholesterol (LDL-C) from 105.2
to 104.4 mg/dl (-0.1%), an
increase
in
high
density
lipoprotein cholesterol (HDL-C)
from 42.9 to 45.6 mg/dl (=6.3%).
There was a 2.4% decrease in the
LDL-C/HDL-C ratio from 2.45
to 2.39. These findings indicate
that a favorable alteration in
semm lipoprotein balance was
achieved when coconut oil was
included in whole food diet at
5% of energy.
Ng, et. al. (1991) fed 75% of the
fat ration as coconut oil (24% of
energy)
to
83
adult
normocholesterolemics
(61
males and 22 females). Relative
to baseline values, the highest
values on the experimental diet
for
total
cholesterol
was
increased 17% (169.6 to 198.4
mg/dl), HDL cholesterol was
increased 21.4% (44.3 to 53.8
mg/dl), and the LDL-C/HDL-C
ratio was decreased 3.6% (2.51 to
2.42).
It appears from many of the
research reports that the effect of
coconut oil on semm cholesterol
is the opposite in the individuals
with low semm cholesterol
values and those with high semm
values. We see that there may be
a raise in semm total cholesterol,
LDL cholesterol and especially
HDL cholesterol in individuals
with low semm cholesterol. On
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the other hand there is lowering
of total cholesterol and LDL
cholesterol
in
hypercholesterolemic as noted
above.
Studies that supposedly showed a
hypercholesterolemic effect of
coconut oil feeding, in fact,
usually have only shown that
coconut oil was not as effective
in lowering the serum cholesterol
as was the more unsaturated fat
being compared. The chemical
analysis of the atheroma shows
that the fatty acids from the
cholesterol esters are 74%
unsaturated
(41%
is
polyunsaturated) and only 24%
are saturated. None of the

saturated
fatty acids were
reported to be lauric acid or
myristic acid (Felton et al 1994).
Recent research is suggestive that
there is a causative role for the
herpes virus and cytomegalovirus
in the initial formation of
atherosclerotic plaques and the
reclogging of arteries after
angioplasty (New York Times
1991). What is interesting is that
the
herpes
virus
and
cytomegalovirus
are
both
inhibited by the antimicrobial
lipid monolaurin. Thus, ironically
enough, one could consider the
recommendations
to
avoid
coconut and other lauric oils as
contributing to the increased

incidence
disease.

of

coronary

heart

The major fat in mother’s milk is
the same lauric acid as in coconut
oil. If coconut oil is considered
athorogenic
and
its
use
prohibited, then mother’s milk
should also be considered so and
prohibited too.________________
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