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Coconut oil for health & weliness + 

Coconut oil and cardiovascular 
health-Do we have enough 
clinical evidence? 

M Vijayakumar 

Professor of Cardiology, Amrita Institute ofMedical Sciences, 
Kochi, Kerala, India 

he debate on saturated fats started in the early 
19S0s and is still continuing. The fats present 
in coconut oil are saturated fats but is different 

from long chain fatty acids. Coconut oil and coconut 
is used widely in some parts of the country where the 
incidence of coronary artery disease is high compared 
to other states . As per the present practice, most of the 
physicians advice to avoid coconut oil for dietary needs 
and all patients are doubtful about the continuous usage 
of coconut oil after their cardiac event. The medium 
chain fatty acids [MCA] metabolism is different from 
the long chain fatty acids present in other fats and oil. 
There are only epidemiological data and small short term 
interventions with coconut oil and its association with 
CAD. Previous works of Amrita institute of Medical 
Sciences have proved that there were no difference in 
lipid profile (serum total cholesterol, triacylglycerols, 
and cholesterol in lipoprotein fractions) between persons 
taking coconut oil or sunflower oil. Higher intake of 
coconut oil did not cause any significant increase in the 
concentration of lauric acid in blood among coconut oil 
consumers. Moreover, serum lipid values did not show 
significant variation between animals (New Zealand 
white rabbits) fed coconut oil or sunflower oil. Coconut 
oil intake did not cause hypercholesterolemia or oxidative 
stress in rabbits . In another study, the fatty acid content 
of the coronary plaque (endartectomy specimen) did not 
show any difference between coconut oil consumers 
versus sunflower oil consumers. Since these studies 
were done in free living subjects many confounding 
factors like eating outside, quantity of oil , duration of 
consumption and physical activity could not be assessed 
correctly. Another large study involving 200 coronary 
artery disease patients on medical treatment with two 
year long follow up did not record any significant 
difference in anthropometry, lipid profile, vasomotor 
function , antioxidant levels and cardiac events at the end 
of the second year. 

The main limitation of the studies involving human 
are the lack ofcontrol over other nutrients which affect the 
serum lipids positively or negatively, non dietary factors 
like physical activity, life styles and the genomic factors 

are likely to influence the outcomes. Most of the physician 
driven small clinical studies included specialized patient 
population like coronary artery diseases or patient with 
diabetes mellitus. Few ofthe data in humans using medium 
chain triglyceride are controversial as the commefC'ially 
available MCT is different as it contain very small amount 
of lauric acid which is the main content in coconut oil 
and hence it is difficult to extrapolate these results with 
coconut oil studies. Small duration intervention with 
either coconut oil or virgin coconut oil is insufficient 
to test the hard outcome of cardiovascular system as it 
requires long time for the metabolites to produce favorable 
or unfavorable effect. 

VCO is not tested in long tenn human clinica l trials 
or observational studies most importantly the clinical 
hard end points death, myoca rdial infarction and stroke 
were not considered as end point in these studies. M any 
animal studies are available on coconut oil and VCO 
from many countries. Even though few studies showed 
favorable effect on lipids and ox idation redox potential, 
it is difficult to equate these results with human as the 
metabolism offats is complex in humans and is modified 
by the genetic makeup. 

To have clarity on coconut oil 's effect (as dietary) 
on cardiovascular outcome, we need a long term 
longitudinal follow up study of a cohort or families 
without cardiovascular diseases or other co morbidities. 
Globally accepted clinical as well as biochemical out 
comes should be monitored periodically. Coconut oil 
can be compared with any of the other commonly used 
oil and different ethnic population should be included in 
the study to assess genomic and epingenomic influences. 
Such a study will definitel y help the medical , scientific, 
heart-health , governmental and intergovernmental 
and professional authorities to formulate the dietary 
recommendations. 

Another area tha t can be explored is the HDL rising 
property of coconut oil. HDL is a complex lipoprote in 
and rather than its quantity the function of cholesterol 
transfer is important in cardiovascular protection. The 
property of the high HDL achieved by use of coconut oil 
can be studied. To have a definite and permanent basis for 
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the argument that coconut oil has no cholesterol rising 
property, the metabol ism of C 12 from the main fatty acid 
lauric acid can be traced by nucleotide scanning 

The beneficial effect of either oil in specific medical 
conditions (therapeutic effect) are explored but not in a 
systematic way. The disease conditions which are likely 
to be benefited from the use of either oil shou'ld be 

IY IAIDS is a global crisis, affecting many aspects 
of life. Social stigma and the economic cost of 
HIYIAIDS have been haunting many patients, 

societies and governments. The cost of treatment and 
prevention measures has been a serious burden not only 
for developing countries, but industrialized one as well. 
Since the first report ofHlY infection in 1981, more than 
40 million people have been infected , and more than 20 
millions have died from AIDS. 

Prevalence of AIDS varies among countries and 
the highest occurrence is reported from the Sub Sahara 
region of Africa, which has recorded a 30% rate of 
infection. It is estimated, that the numbers of HIYI 
AIDS patients will rise significantly. In Indonesia, the 
first case of AIDS was reported on a foreign tourist in 
Bali in 1987. HIY/AIDS has spread to all the provinces 
of Indonesia. No concrete data is available on the 
number of persons suffering from this disease, but it is 
estimated that around 80,000 to 1,20,000 Indonesians 
are HIY positive. 

HIY mainly destroys the immune system, causing 
decreased quantity and quality 

identified using standard diagnostic criteria. A hypothesis lave anti mr 
on the mechanism by which coconut oil improves the ;ubstances C("j 
disease pathology will help to search the mechanism of.rirus which t 
action and to define the clinical and laboratory criteria of~ell membrau 
treatment benefit. Finally it should undergo randomized lcids and 011 

multi centric clinical trials to have substantial level of:oconut oil is 
evidence _ to HIY patie~ 

An expe 

Virgin coconut oil 
cures HIV/AIDS 
(j Kadek Dharma Widhiarta 

Obstetrics and Gynecology Specialist, Faculty ofmedicine, 
University oflember, Indonesia 
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Coconut oil has long been used not only as food, but as. d'f:t'e er 
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oil has long been known to have healthy and long lives. 
Despite of its numerous benefits, many publications have ­
focused on the negative effects ofcoconut oil. Their focus 
is on the high content of saturated fatty acids (SAFA). 
Saturated fatty acid is believed to be the main cause of 

. 
artenal coronary diseases. This beliefhas caused people 
to turn to other source of plant oil , with low level of 
SAFA in their daily food consumption. This notorious 
belief is not entirely true, because SAFA in coconut oil, 
consist mainly ofmedium chain triglyceridefMCT which 
have many beneficial health effects. 

Coconut oil is not only a source of medium chain 

Table 1. Weight, height, and body mass index 

Variable Non-VCO (n=14)VCO (n=14) p 

Before treatment 0.291m53,7 ± 7,78 56,0 ± 7,96
Weight (kg) 

After treatment 54,0 ± 7,46 55,8 ± 7,64 0,358m 

Before treatment 160,5 ± 7,03 164,6 ± 4,83 0,082'
Height (m) 

After treatment 160,5±7,12 164,6 ± 4,83 0,09' 

Body mass Before treatment 20,8 ± 2,29 20,7 ± 3,38 0,55m I 
index (kg/sqm) 20,7 ± 3,21After treatment 20,9 ± 2,06 0,8111 

m=Mann-Whitney U t = independent t test 

of lymphocyte T cells , especially 
CD4. Progressiveness of the disease 
depend mainly on the host immune 
response, which is measured by the 
amount of CD4 in the body (CD4 
count). Therefore, CD4 count is the 
base of HIY infection classification. 
Nutrition is well known for its 
immune response stimulation 
effects. Malnutrition can aggravate 
the disease by up regulating viral 
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fatty acids which are easier to absorb and utilize by Fllur. I. 

cells, it also contain lauric acid and capric acid, which 
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