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Despite the wide belief that saturated fat intake is associated 
with the risk of coronary heart disease, authors from a recent study 
published in the Annals of Internal Medicine, analyzed data from 72 
unique studies with over 600,000 participants from 18 nations and 
concluded: “current evidence does not clearly support cardiovascular 
guidelines that encourage high consumption of polyunsaturated fatty 
acids and low consumption of total saturated fats [1].” Other recent 
studies have similarly created doubt in the link between dietary 
saturated fat and heart disease. A study published in the American 
Journal of Clinical Nutrition, which evaluated this association, does 
not support the notion that saturated fats increase the risk of coronary 
heart disease, stroke, or peripheral vascular disease [2]. Another study 
published in the same journal found that the replacement of saturated 
fats with high glycemic index carbohydrates significantly increases the 
risk of heart attacks [3]. These recent findings suggest that the dietary 
intake of butter and animal fats is not as bad as previously believed.

The hypothesis that saturated fats raise serum cholesterol levels 
and high blood cholesterol causes obstructive plaques in arteries 
(atherosclerosis) was based on the early research of Nikolaj Anitschkow 
(1885-1964). In 1913 Anitschkow fed rabbits high doses of animal 
fat and showed that cholesterol caused atherosclerotic changes in 
the rabbits’ arterial intima like that seen with human atherosclerosis 
[4]. Over several decades, other investigators also did atherosclerosis 
research on cholesterol-fed rabbits, which they cited in support of the 
diet-cholesterol theory of heart disease. Some skeptics contend that 
rabbits, being herbivores, are not designed to digest animal fat and 
cholesterol, so when they are fed high doses of cholesterol, they are 
not able to handle its disposal like other animals, and the cholesterol 
gets stuck in the walls of their blood vessels. However, studies have 
shown that if the level of cholesterol rises high enough, all animal 
species are capable of inducing atherosclerotic lesions. Other evidence 
in the support of the fat hypothesis of heart disease came in 1953 
from the investigation of Dr. Ancel Keys. Keys obtained the dietary 
data and vital statistics of men in 6 countries and compared the total 
deaths from all forms of heart disease with the percentage of fat calories 
consumed in those countries, as derived from data supplied by the 
United Nations. He concluded: “dietary fat somehow is associated 
with cardiac disease mortality, at least in middle age [5].” In an effort 
to validate this conclusion, Yerushalmy and Hilleboe [6] reviewed data 
from 22 countries, not just the 6 that were selected by Keys, and found 
that the suggested association between the 2 variables was present but 
not as compelling as in Keys’ more narrow selection of countries. In 
the late 1950s, Keys embarked on his extraordinary long-term Seven 
Countries Study in which he reported an association between blood 
cholesterol level and coronary heart disease. The study data has elicited 
intriguing conclusions and controversy. Interestingly, dietary studies of 
indigenous people including Maasai (tribes in Tanzania), Inuits (tribes 
in North America), Rendille (tribes in Kenya), and Tokelau (tribes in 
New Zealand) revealed diets comprised of 60-75% saturated fats, but 
the incidence of coronary heart disease in these tribes is dramatically 
low. Furthermore, lower rates of heart disease are associated with 
a higher intake of saturated fats in the diets of people from Austria, 
Finland, Belgium, Iceland, Netherlands, Switzerland, and France, 
whereas higher rates of heart disease are associated with a lower 
intake of saturated fats in people from Georgia, Tajikistan, Azerbaijan, 
Moldova, Croatia, Macedonia, and Ukraine [7]. This data suggest an 

inverse correlation with saturated fat consumption and the rate of 
heart disease. In keeping with dietary guidelines designed to prevent 
cardiovascular disease (CVD), saturated fatty acid consumption in 
the US has drastically decreased since 1980, and the consumption 
of polyunsaturated fatty acids and carbohydrates has increased. 
Ironically, since 1980 there has also been a dramatic increase in the 
prevalence of CVD, obesity, insulin resistance, and diabetes. In fact, a 
study from the 1990s showed that dietary polyunsaturated fatty acids 
directly influence aortic plaque formation, and no such associations 
were found with saturated fatty acids [8]. Earlier studies had suggested 
reconsidering the effort to increase polyunsaturated fatty acids in the 
diet [9,10], but these suggestions were largely ignored. Furthermore, 
the evidence that dietary saturated fat elevates LDL cholesterol, and 
thus the risk of CAD, is not strong [11]. Other studies have shown that 
lowering saturated fat intake by dietary intervention does not lower 
coronary disease or total mortality [12].

Saturated fat, although cast as a villain, has many important 
biological activities. For example, butyric acid (4:0), the shortest 
saturated fatty acid, is a well-known modulator of genetic regulation 
[13,14], and it also plays a role in cancer prevention [15]. The medium 
chain fatty acids, including caprylic acid (8:0) and capric acid (10:0), 
exhibit antiviral activity against HIV [10,16]. Lauric acid (12:0), also 
a medium chain fatty acid, demonstrates antibacterial [17], antiviral 
[18], and antiplaque activities [19], whereas consumption of the long-
chain stearic acid (18:0) lowers thrombogenic and atherogenic risk 
factors [20]. In addition, saturated fatty acids are the preferred energy 
substrate for the heart [21] and play a role in protecting cells. Cell 
membranes contain nearly 50% long-chain fatty acids [22]. The major 
fatty acid in the lung (a 16-carbon-long saturated fatty acid) is a major 
component of the lipoprotein complex of surfactants, which play an 
essential role in preventing asthma and other breathing disorders [23]. 
Saturated fats also protect against the adverse effects of alcohol in the 
liver [24]. 

Similarly, polyunsaturated and monounsaturated fatty acids 
have many important biological activities, too, particularly omega-3 
polyunsaturated fatty acids, which have been regarded as heart 
healthy, as shown by our own research [25-27]. During cooking at 
high temperatures, however, saturated fatty acids are more stable 
than mono- or polyunsaturated fatty acids. Unsaturated fatty acids 
generate toxic products from their oxidative degradation and 
hydrogenation when they are heated at high temperatures [28-30]. 
Trans fatty acids, strongly associated with cardiovascular disease, 
are the hydrogenated byproducts of unsaturated fatty acids [31]. The 
trans fats are commonly present in bakery products, snacks, imitation 
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cheese, and processed foods and are banned in most of the European 
countries. Our research has highlighted some of the mechanisms by 
which trans fats affect cardiovascular diseases [32-34]. Perhaps some 
of the complications associated with fats can be avoided by selecting 
an appropriate source of fat based on its use. For example, coconut 
oil, palm oil, butter, tallow and lard are better for high-heat cooking 
such as frying and baking. Avocado oil, macadamia nut oil, olive oil, 
peanut oil, and rice bran oil are good for low-heat cooking. Safflower 
oil, sesame seed oil, canola oil, sunflower oil, corn oil, and soybean oil 
should be avoided for cooking, as they are very unstable when heated 
at high temperatures. In conclusion, choosing the right fat rather than 
replacing the carbohydrate intake over the fat intake may be the key 
to avoiding heart disease. It may be time for the regulatory agencies 
to reconsider the fat intake recommendation to reverse the upward 
trend in obesity and metabolic syndrome. Lipidomics data also needs 
to be generated for non-enzymatic oxidative products from saturated, 
monounsaturated, and polyunsaturated fatty acid degradation to 
determine their toxic effects in humans.
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