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EAT FATS SPARINGLY —
IMPLICATIONS FOR HEALTH AND
DISEASE

P Wolmarans, W Oosthuizen

Objective. To assess the scientific merit and feasibility of the
food-based dietary guideline to ‘eat fats sparingly’.

Scientific background. Recent evidence from the literature has
shown that increased fat intake, especially intake of saturated
fatty acids (SFAs), is positively associated with cardiovascular
disease, obesity and certain types of cancer such as breast,
colon and prostate cancer. The prevalence of these chronic
diseases is high in South Africans. Many South Africans
follow diets high in fat and SFAs, mainly provided by meat
and meat products. The high consumption of hydrogenated
fats, high in trans fatty acids, by a majority of South Africans
is also a major concern. A very low-fat diet may have adverse
effects on health. A moderate-fat diet, providing less than
30% of total energy, is therefore recommended. Foods
contributing to fat intake and recommendations on how to
control fat intake in diets of South Africans are discussed.

Conclusions. The guideline, ‘eat fats sparingly’ embodies the
recommendation that fat should be eaten (addressing
undernutrition), but that it should be used sparingly
(addressing overnutrition).

For the prevention of chronic diseases of lifestyle South
Africans should be encouraged to lower their fat intake from
animal sources and non-dairy creamers, and to consume
unsaturated tub margarine and oils instead of hydrogenated
fats and animal fats. Fat in food preparation and as bread
spread should be used sparingly.

In conclusion, there is convincing scientific evidence to
support the guideline for fat intake. It is practical, realistic,
culturally sensitive and sustainable, and in combination with
the other food-based guidelines will contribute to better
nutrition among South Africans.

The guideline, ‘eat fats sparingly’, aims to lower fat intakes,
especially intake of saturated fatty acids (SFAs), among those
who follow a typical Western diet high in fat, and to control fat
intake in those following a diet low in fat. To meet the objective
of the first part it is necessary to decrease the total intake of
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foods from animal sources and to make lower fat choices when
eating foods of animal origin.

Dietary fat plays an important role in the health and
functioning of the human body but overconsumption is linked
with coronary heart disease (CHD), obesity and cancers such
as breast, colon and prostate cancer.* The guideline to ‘eat fats
sparingly’ is therefore primarily aimed at lowering the
prevalence of these chronic diseases of lifestyle among South
Africans. Cross-sectional studies*® have shown a high
prevalence of overweight and obesity among South Africans
and the majority of these studies have indicated a fat intake of
more than 30% of energy. South Africans with a high
prevalence of CHD’ also follow high-fat diets.®* CHD prevalence
among black South Africans is still low;® this may be partly
ascribed to their diet which is still low in fat? However, Bourne
and Steyn® have shown that increased urban exposure has
resulted in an increased intake of fat, from 15% energy in 1940
to about 30% energy in 1990. Continued urbanisation may
therefore lead to an increase in the development of chronic
diseases of lifestyle in those presently following low-fat diets.

In this paper the scientific evidence to support the guideline
to ‘eat fats sparingly’ will be reviewed, the possible nutritional
consequences and health implications of implementing the
guideline will be discussed, and practical recommendations
based on current food patterns will be given. Because this
subject has been reviewed extensively by several authors,
information from review articles is used in many instances.

GENERAL FUNCTIONS OF DIETARY FAT AND
RECOMMENDED INTAKES

Dietary fats are classically defined as triglycerides (fats and
oils), phospholipids and sterols (cholesterol). According to the
degree of saturation, fatty acids can be classified as saturated
(SFAs) from animal origin and B-sitosterol, campesterol and
stigmasterol from plants, and monounsaturated (MUFA) and
polyunsaturated (PUFA) fatty acids. PUFAs are further
classified into omega 6 (n-6) and omega 3 (n-3) fatty acids.*

Dietary fats provide the body with a continuous fuel supply,
keep it warm, and protect it from mechanical shock. The
human body can synthesise all but two fatty acids — the
PUFAs, linoleic and alpha-linolenic acids, termed essential fatty
acids (EFAs). These fatty acids are precursors for eicosanoids
(hormone-like substances) that help regulate blood pressure,
heart rate, blood clot formation, blood lipids and the immune
response. They are also essential in the growth and
development of infants. Docosahexaenoic acid (DHA), a
derivative of linolenic acid, plays a major role in retinal
function and brain development. In food, dietary fat is also a
carrier of the fat-soluble vitamins A, D, E and K and many
other compounds that give foods their flavour, tenderness and
palatability.*
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The phospholipids and cholesterol contribute to the sinucture
of cell membranes, Cholesterol Is also used as a substrate For
sex hormones (cestrogens, estosterone and progesterone), bile
acids, and vitamin D, and it is a m:-:jm' COm ponerd of brain amnd
merve cells,™

Drietary fai therefore plays a critical role in the health and
functicning of the human body. Overconsumption of dietary
fai has, however, been implicated in the aeticlogy of
cardiovascular disease (CVD), certain types of cancer and
obsesity ™= These detrimental effects of dietary fat led o the
formulation of the dietary guldeline propased by many
naticnal and international scientilic bodies, namely that intake
of dietary fat should be less than 30% of total energy (%E) for
individuals aver the age of 2 vears™ Further dietary
recommendations for fat intake in adults, specifically 1o reduce
thee risk of chronde disesses, suggest SFAs of < 10%E, MUPAS of
= 10%E, PUFAS of = 10%E and dietary cholesterol of < 300

mg day.= Al least 15%E should come From fat, while women of

reproductive age need at least 20%E from [at.® Children up to
the age of 2 yvears need 30 - 40%E from fac= At least 1 - 3%E
should be contributed I:}- linoleic acid,™ but desirable levels are
between 4 and 10% of energy™ In adults the requirement for
linobek: aoid will be met by the inclusion of 15 g of suntflower
oil or 20 g of margarine high in PUFAs. It is recommended that
the ratio of linokel: acid o alpha-linolenic acid should be
between 5:1 and 10:1.=

FAT INTAKE OF SOUTH AFRICANS

Avreview of the nuiritional status of South Africans from 1975
tor 1RAG" showeed that total Fat intake (Fig. 1) in white, coloured
and Indian South Afrkcans exceeded the recommended 3096E.
While rural blacks had low fat intakes, urban blacks were
Fownd to be following diets much higher in fae than the rucal
diet, although less than 30%E. Eleven to 16-year-old boys and
girls ol all ethnic groups were noted to be Following diets in
wehich fat contributed 20%E or more. Intake of 5FAs by while,
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Fig. 1. Percentage of total energy provided by fat [ntake I the diets
of adule Sourh Alrlcans aged 23 - 63 years {W = whites; B = blacks;

= cedoureds; | = Indians; BB = rural blacks; 5F4 = sateerated r'.'-h‘ly
aclds; MLUEA = monounsaturated Bty achds; PUFA =
polvunsaturated fatty aclds).

coloured and Indian South Africans was high and PUEA and
MUEA inmtakes of white and coloured South Africans were in
accordance with the recommendations. The Indian diet
I.H'l]\-'l{l{"{l too much PUFA at the eXpense of MUFA intake,
indicating the liberal use of FUFA-rich plant oils in cooking of
lesncd.

A meta-analysis of cholesierol intakes by South Alricans,
measured using the 24-hour recall method, showed that except
Fowr wehite and coloured adult men, all groups had cholesterol
intakes that Tell within the dietary guidelines® Stodies et
used other dietary intake methods found high intakes amiong
Imcdian and coloured men and white and coloured women=

FAT INTAKE AND CHRONIC DISEASE
Coronary heart disease (CHD)

CHL is one of the leading causes of moriality and morbidity in
South Africa.” CHD mortality rates are highest among Asians,
whites amd coloureds.

Total fat intake

A meta-analysis by Hooper e al® of randomised controlled
intervention trials of at least & months” duration showed that a
reduction ar modification (where a proportion of saturated fat
is replaced with ursaturated Lais) of dietary fat intake reduced
the incidence of cardiovascular events. The protective effect
was seen almost exclusively in those who contineed to maodify
thelr diet over a period of at least 2 years,

Mot of the studies™ that examined the elffect of dietary fat
intake and prevention of CHD focused primarily on fat intake
and blood lipid levels. Elevated serum total cholesterol {TC),
low-density lipoprotein cholesterol (LDL-C), riglveerides EI'G]-
and decreased high-density lipoprotein cholesteral (HDL-C)
levels are well-recognised risk factors for CHDO=

In South Africa four large epidemiological studies were
undertaken to study the relationship between dietary intake
and risk factors for CHD. These studies were the Risk Factors
fowr Coronary Heart Disease inthe Black Population of the Cape
Peninsula {(BRISK) study,== the study of Indian South
Alricans™ the Coronary Eisk Factors in the Coloured
population of the Cape Penirsula (CEISIC ) study of South
Alricans of African-European-Malay descent,™ and the
Coronary Eisk Factor Intervention Study ICOELS) of white
South Adricans.™ These studies showed that increased fat
intake was associated with increased serum cholesierol levels
(Fig. 2. Only Black South Africans were Found to be consuming B
diets with a fat content of less than 30%E and they were also
fowund to have low serum chiolesteral levels, ==

Dhifferemt levels ol todal Tat intake in the diet may have
ditferent effects on lipid levels. Avery bow-fat diet, where fat is
repaced with carbohydrates, reduces LDL-C kot in addition

SAJCN—




ARTICLES

HHISE Indias HIEE
fud sludy Hiudy
Erum . ’ Todal sl anaiy T

Bl 2. Mear fat Intake and mean serum cholesteral lovels of
participants In four large epldemiological studies conducred e Sourh
Africe (BRISK study ™= Indisn study ™ CRISIC study ™= CORLS

study==}.

alzo reduces HDL-C, increases TG lewels ard small density
LDLparticles. This pattern is called the atherogenic lipoprotein
phenotype and ralses the risk for CHD.™ When very low-
density lipoprotein (VLDL) concentrations are elevated TGs are
transferred from VLDL to LDLand HDLparticles in exchange
fowr cholestery] esters. TGs ransferred to LDLand HD Lare
suscepible o hydrolysis by hepatic lipase which reduces the
size of these lipoproteins resulting in more atherogensetic LDL
particles and reduced HDLparticles. ™ Table | summarizes the
physiological and biochemical effects of different levels of fai
intake on health owteomes, =

Compared with a low-fat diet, a moderate-fat diet (30%E],
low i SFAs (= D0%E) and high in either MUFA ar PUEA anly
lowered LDL-C levels and in some instances also increased

HDL-C levels." & moderate-at diet may not only have
biochemical advantages over a very low-tat diet, but may be
more palatable and may thereby increase compliance.

High-Fat diets incresse LDL-C and TG levels as well as HDL-
Clevels.=

The effecis on lpid levels differ with the different classes of
fatty acids inothe diet. The balance between these fatry seids is
therefore Imporiant,

Type of fat in the diet

Table Il summarises the effects of the different classes of fatty
acids in food on the lipid profiles of humans. The faty ackd
content of somwe Fats and olls are summarised in Fig. 3.

SFAs: The 5FAs with lauric (C12:00, myristic {C14:0) and
palmitie {(C16:0) acids are by percholesterolaemic, wheress
stearic acid (C18:0) has litle effect on cholesterol levels === The
conversion of stearic &cid to oleic acid (C18:1) could explain
why stearle acld does not Increase plasma cholesterol levels.~
Dhetary sources of these cholesterol-raising fatty acids include
animal prosducts (such as butter, beel t@allow, mutton, lard aed
chicken}, and vegetable fais (such as coconut oil, palm kernel
oil and palm oil}{Fig. %), coffee creamers and dairy blends.
Falm oil has, however, been shown in some studies to have a
neutral and even cholesterol-lowering effect, probably because
of its high tocotrienol and alei: aoid content.™

Trans fatty acids: Several epidemiclogical investigations
Ineclicated that trans Famty acids, Tound in by drogenated brick

Table 1. Dilfferent levels of total fal intake and the =ffects on physiological and bischemdcal varables and possible bealth outcomes/risk=—

Phiysiobogical hiochemical

Lewvel of Fat indake effects Health owteomes risk

Lo Fat et (10RCE) LDL-C; JHDL-C; TTG Delays development of atherosclerosis
Irsuilin reskstance (ghucoss JCHD
imtoberanoe) Arherogenic lipaprotein phenotype®

Masderate-fat diet (30%E, low in
SEA <= 108 MUFA PLES
instead of 5FA)

High-fat diet {= J%E)

LLDLC. THOL-C, 4TG
Liowarer by mass

fLDL-C, THOL-C, TTG

Hypertension

Diiabseies e llibus

sCancer risk

Delays develspment of atherosclerosis
LCHEY

=Cancer

Diabetes mellius

JHypeniension

Atherosclerosis

Orwverweight and obesity CHI

* Arherogenk lpoprstein plinotype LHIHC, TG, senall LI partieks.

LI = low-closey lipoprotei-chclestensd; HIL-C high densiy lipeprotein cholestarct, TG

manounsaused ey acid; PLFA = polyursananated Gy acid

Hypertension

Some types of cancer {e.g. cobon, breast amd
ProSiaLe Cancer)

Diabetes melliius

Insulin resstance syndrome

{Symdroame X)

irighyearklis CHID = caronary eart disses: SEA - satursted Gy ack] MUFA
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Table II. Effects of the dilfferent classes of sty acids on lpid
profiles=

Fatty acids TC LOL-C HOL-C TG
Saturated fatty acids Tt 1T T T
Trans faty acids 1T T it T
Monounsaiurated Fatiy acids 18 it T L
Polyvunsaturated fatty acids L 1 L i

T = poaall eholesiencd LIHLC =l det iy Wpoproen choksteral, HOH-C = high
clereiny lipoproiein < lilemernl; 10 = wiglyeeridoes

margarine and hydrogenated plant and Hsh olls used in
commercial food processing, may increase the risk for CHDL=
Although to a lesser extent than S5FAs. trans fatty acids raise
TC, LDL-Coand TG levels and decrease HDL-C levels. ™ Trans
Fatty acids are also one of the rare dietary factors that may
increase lipoprotein {a) (Lpda)) levels, although this is not a
consistent finding. = [t may be useful w consider the sum of
SEAs and frans Fanty acids inevaluating the health effect of fals
and oils.=

MUFA and PUFA: MUEA hias a newtral effect on TC and
LDL-C concentrations when compared with carbohydrate, and
a cholesterol-lowering effect when compared with 3FAs. [n
some studies MUFA and PUFA seem (o be equally effective in
lowering TC and LDL-C levels, whereas in other studies MUFA
was found to be less effective than FUFA. = MUFAs, like SFAs,
raise HDL-C and are not as easily oxidised as PUEFAs =
Caloulations from a meta-analysis of 27 studies showed that
isocaloric replacement of SFAs inthe diet with PUEAs would
result in & statistically, but perhaps not biologically, significant
decresse In HOL-C levels. = There are, however, indications that
PUFA does mod lower HDOL-C iF the intakes are less than 10 -
13%E™ Lower TG levels were observed on a high-fat high
MUFA diet compared with a low-fat high carbohydrate diet.”
Oledc ackd (C18: 1n-9) s the best known MUEA. Although all
fonds contain MUFEFA, rich sources of oleic acid are olive and
cancla olls (Fig, 3. Avocados and nuis also have high MUEA
contents.

PUFAs can be divided into n-§ and n-3 PUFAs. Linoleic acid
(C18:2n-6) s the parent fatty acid of the n-6 PUFAs amd alpha-
lnolenic ackd (C18:3n-3) of the n-3 PUFAs. Vegelable oils such
a5 sunflower, corn and salflower oils are rich sources of the n-6
PUPAs (Fig. 3). In the Western diet the n-3 PUFAs mainly come
frovm Fatty fish (such as mackerel, pilchards, salmon, herring
and sardines) and plant oils such as canola and soybean oil
(Fig. 3). Flaxseed oil has a high n-3 PUEA content;™ but it is not
commaonly used in South Africa (Fig. 3). The role of the n-§ and
-3 PUFAs inthe prevention of CHIDY has been investigated For
several decades. = While the main effects of n-6 PUFAs are anti-
atherogenic, those of the n-3 PUEAs are antithrombotic because
they inhibit platelet aggregation.™ A sallent but conskstent
characteristic of n-3 PUFAs is also to lower TG levels in normo-
as well as hyperlipidaemic subjects.= Alihowugh high intakes of
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Fig. 3. Fatty acld content of some fats and olls (adapted from Valsey:
Ceeraser gnd Morris=] [BFA = saturated fatty acicds; MUEA =
mieneursaturated fatty acids; PUFA = polyunsatorated fatty ackds).

n-3 FUFAs also lower LDL-C, & tendency of n-3 PUFAS 1o
increase LDL-C in hy perlipidaemic patients has been
obmerved.=

Since there is at present no country with traditionally very
high PUFA intakes, only time will tell whether & high intake of
PUFA has health implications.™ There are concerns that a high
intake of PUFAs may promote cancer or lead o the oxidative
madification of lpoproteins that probably play a role in
atherosclerosis= Oxidation of PUFAs may be prevented with a
vitamin E-to-FUFA ratio of = 0.6 mg tocopherol equivalenis per
aram of PUEA =

Cholesterol intake can also increase TC and LDL-C levels in
the serum of susceptible individuals, but the response is less
than that indwced by changes inothe fatty acld composition of
thee dier™

Obesity

Obesity (body mass index = 30 kg 'm? is common among
South Adirican women. The highest prevalence of 59.4% was
observed among black women aged 45 - 54 yvears.” Coloured
women ol the same age have a prevalence of 42 6%, Indian
women of 405 and white women of 23.8%.° The prevalence of
obsesity may rise even further with continued urbanisation
Orther chronic diseases assoclated with obesity, namely
hypertersion and diabetes mellitus, are also major public
health problems in South Adrica.”

Altheugh the evidence from ecological studies s less
convincing, most cross-sectional siudies, and experimental
studies on animals and humans bave shown a positive

association between the percentage of energy consumed from
fat, and obesity= Ohesity is, however, a multifactorial condition
and although dietary fat plays an imporiant role in iis
aeticlogy, it is probably not the primary cause.® Decreased
physical activity also plays a very important role in the

causation of obesity.=
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Dietary fat may contribute to obesity through several
mechanisms. Firstly, obesity is ultimately an issue of positive
energy imbalance.” Dietary fat may contribute to this
imbalance because of its high energy density.?? Secondly, fat
ingestion is subjectively less satiating than carbohydrate and
therefore could promote overeating. Obese persons also prefer
high-fat foods and therefore overeat. Thirdly, excess dietary fat
does not acutely increase fat oxidation as does carbohydrate
and protein. The capacity for fat storage in adipose tissue in the
body is virtually unlimited and very efficient.*® Obese
individuals may also be more susceptible to dietary fat because
of defects in the ability to oxidise dietary fat.'>*

A very low-fat diet, high in carbohydrate, will, however, not
necessarily prevent the development of obesity **” and may
even have other adverse effects (Table I). A study of Finnish
children suggested that fat restriction may suppress height
velocity.® The question of at what age to introduce the
guideline to ‘eat fats sparingly’ is therefore very important in
South Africa where the prevalence of stunting is high in certain
communities, especially those known to follow a diet low in
fat.®

A moderate-fat diet in combination with the other
guidelines, especially to ‘be active’, is therefore recommended
for the treatment and prevention of obesity.

Cancer

Ecological data suggest that cancer risk is lower in populations
with a fat intake of less than 30%E.*

Reports published by authoritative sources in the USAand
by the World Health Organisation have concluded that dietary
fat may influence the risk of certain types of cancer such as
breast, colon and prostate cancer.® The findings from these
reports were consistent and were supported by findings of
other studies not included in the abovementioned reports.® To
use controlled trials for the investigation of a relationship
between fat intake and cancer is problematic. Therefore, the
findings of a relationship between fat intake and cancer is
primarily based on observational studies and supported by
studies done on animals.? It has therefore been recommended
that health claims about fat and cancer should not be site-

specific, and that fat intake should thus not be linked with
specific cancers.®

Very few studies have examined the effect of different types
of fat on cancer risk and the results have been controversial.
Meta-analyses of case-controlled and cohort studies have
shown a positive association between SFA intake or intake of
foods high in SFAs (meat, milk, cheese) and breast cancer.?
Ecological studies have shown protective effects against colon
cancer in populations consuming high-fat diets containing
olive or fish oils compared with the promoting effect of animal
fat.? Results from the EURAMIC study* showed an inverse
association between increased n-3 to n-6 fatty acid ratio and
breast cancer.

Questions arise regarding whether the relationship between
fat intake and cancer is a direct relationship or whether cancer
is caused by a higher intake of energy, and obesity, which is
usually associated with a higher fat intake. Cancer
development is probably influenced by both.* Results from the
prospective Nurses’ Health Survey, which studied women
between 34 and 59 years of age, showed a positive association
between fat intake and the risk of colon cancer after
adjustment for energy intake.®

FooDSs THAT CONTRIBUTE TO FAT INTAKE IN
SouTH AFRICAN DIETS AND PRACTICAL
RECOMMENDATIONS

The large epidemiological studies undertaken in South Africa
found that the meat group (red meat, chicken, fish and meat
products) was the main contributor of fat in the diet, followed
by the fat group (butter, margarine, animal fat and oil). “*
Unfortunately the South African Food Composition Database
does not allow for separate analysis of fat used in food
preparation. Therefore the possibility exists that the
contribution of fats and oils to total fat intake could have been
higher than reported in these studies.

The percentage of South Africans consuming food items
contributing to fat intake, which fell within the top 10 foods
consumed by participants in the CORIS (whites), CRISIC
(coloureds)* and BRISK (blacks)® studies, is summarised in
Table I11. The foods were ranked in order of the percentage of

Table I11. Foods, contributing to fat intake, which fell in the top ten foods eaten by most South Africans and the percentage of adults who

consumed the foods (P Wolmarans — unpublished data)

CORIS (1983)*

CRISIC (1982)*

BRISK (1990)*

(N =1784) (N =976) (N =983)
Rank Food item Consumers (%) Rank Food item Consumers (%) Rank Food item Consumers (%)
order order order
3 Milk — full-cream 78 3 Margarine — brick 64 3 Milk — full-cream 45
6 Margarine — brick 61 6 Milk — full-cream 57 8  Margarine-brick 40
7 Mutton 50 10 Beef/chicken 28

*Dietary data collected by 24-hour recall.

September 2001, Vol. 14, No. 3 SAJCN (Supplement)
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subjects who consumed a specific food item on the day the 24-
hour recall was done (P Wolmarans — unpublished data). Full-
cream milk and brick margarine were among the top 10 foods
in all the studies. There is, however, a marked difference
between the studies with regard to the percentage of
respondents who consumed these foods, for instance only 45%
of blacks (BRISK study) consumed full-cream milk. Only in the
white (CORIS study) and coloured (CRISIC study) groups did
meat fall within the top 10 foods. Correspondingly, the total fat
intake in these subjects*# was high compared with the intake
of participants in the BRISK study.®

Milk intake

South Africans prefer full-cream milk (Table I11). A national
cross-sectional questionnaire survey undertaken in 1991 and
involving 2 000 South Africans over 18 years old, showed that
white and coloured South Africans consume more milk than
their black and Indian South African counterparts.” This
difference in dietary pattern needs to be taken into account
when South Africans are advised to make lower fat dairy
choices. There is a tendency to exclude milk from the diet when
people are advised to make lower fat dairy choices and this
should be avoided because there are already indications that
South Africans do not consume enough milk.* Non-dairy
creamers which are high in fat are often consumed instead of
milk. A study of 11-year-old children showed that 6 - 18% of
urban and 4 - 25% of rural children used non-dairy creamers.*
Additional information supporting this guideline for fat intake
should therefore advise against the use of non-dairy creamers
as a substitute for milk intake, not only because this practice
contributes to total fat intake, but also because these products
contain plant oils high in cholesterol-raising SFAs.

Intake of fat spreads and oils

Table 11l shows that brick margarine, which has a high trans
fatty acid content, is preferred by most South Africans. The
national cross-sectional survey also showed that the majority of
participants consumed brick margarine, with as many as 71%
of coloured South Africans indicating that they used brick
margarine.”” Tub margarine was used by between 16 and 37%
of South Africans who participated in this survey. In the Indian
diet vegetables and other foods are often fried in fats and oils,
especially vegetable oils, resulting in a high-fat diet with a
PUFA/SFA ratio of 0.9 to 1.0.® The guideline to ‘eat fats
sparingly’ should therefore not only encourage those who
consume a lot of fat and oils to eat less fat, it should also
encourage the choice and consumption of unsaturated tub
margarine and oils instead of hydrogenated fats and animals
fats.

Meat intake

The meat group, which included red meat, chicken, fish and
meat products, was found to be the main contributor of energy

and fat in the diets of the CORIS and CRISIC study
populations.®* Although meat did not fall within the top 10
foods eaten by the BRISK population, it was the main
contributor of fat to the diet.* Mutton, chicken, beef, fish and
sausage appear in the top 20 list of foods consumed by the
CORIS population, while fish, beef, chicken and mutton
appeared in the list of the CRISIC population. In the BRISK
study only chicken appeared in the top 20 list of foods eaten by
this study population. This could explain, in part, the Western-
type diet followed by white and coloured South Africans®#
since the meat group is an important source of fat and SFAs in
the diet. As shown earlier, white, coloured and Indian South
Africans also had the highest intakes of SFAs (Fig. 1). The
guideline to ‘eat fats sparingly’ will be especially applicable to
South Africans with a preference for meat.““ Cutting down on
the intake of visible fat from this component of the diet will
make a major contribution to lowering total fat intake.

IMPACT ON OTHER NUTRIENTS OR FOOD
PATTERNS AND HEALTH OUTCOMES

The current review shows that a balance between fat intake
and other nutrients, especially carbohydrate intake, is
important to ensure optimal nutrition and health. The lowering
of fat in the diet may result in a shift towards a higher intake of
carbohydrates and also result in a lower intake of fat-soluble
vitamins. The higher intake of carbohydrates may affect insulin
metabolism, raise TG and lower HDL-C levels (Table I).** The
lowering of fat intake may also not be sufficient to prevent
obesity.**” These concerns may be addressed by eating a
moderate-fat diet instead of a low-fat diet and by
implementing the other dietary guidelines such as: (i) be active;
(ii) make starchy foods the basis of most meals; (iii) eat plenty
of vegetables and fruits; and (iv) eat dry beans, peas, lentils and
soya regularly. These guidelines will assist in the prevention of
obesity and will result in higher intakes of dietary fibre that
will counteract the negative effects on insulin resistance, TG
and HDL-C?* and prevent decreased intakes of some vitamins.

SUMMARY AND CONCLUSION

There is enough evidence from the literature to conclude that
dietary fat plays a role in the development of CHD, obesity
and cancer. The guideline to ‘eat fats sparingly’ is therefore
based on sound scientific knowledge. The literature also clearly
indicates that, especially in terms of the development of CHD,
the type of fat eaten plays an important role. Not only should
those South Africans who consume a high-fat diet be
encouraged to lower their fat intake, but they should also be
encouraged to make the right choices in terms of the type of fat
they consume. A moderate-fat diet with a low SFA and high
MUFA content was found to have the most beneficial effect on
lipid profiles. South Africans who followed a Western diet had
a high intake of SFAs, probably related to their high intake of
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teaspoons (15 ml) of fat or oil contain 15 g fat.
Note: 1 gram of fat = 37 kiJ.

*Lower fat food choices.

tRemove visible fat.

FUse less fat in food preparation.

8Use less fat on bread.

fIEat fruit instead of snack foods with fat.

What does it mean in practice to ‘eat fats sparingly’?

Only small changes in food intake are required to meet the ‘eat fats sparingly’ guideline. The following can serve as an example.
Say the energy intake of a person is 8 000 ki/day and 37% of energy comes from fat, this means a fat intake of 80 g/day. To lower
fat intake to 30% of energy, this person needs to lower fat intake to 65 g/day, thus fat intake needs to be lowered by 15 g. About 3

The following foods serve as examples of how fat intake can be decreased by following the guideline ‘eat fats sparingly’:

Save
Choose Fat (g)* Instead of Fat (g)* Fat (g)
250 ml low-fat milk* 4.8 250 ml full-cream milk 8.3 3.5
100 g lean beef T 7.5 100 g beef with fat 15.3 7.8
1 medium boiled potato* 0.1 1 medium potato, chips, fried 16.1 16.0
Margarine, thinly spread (5 g)§ 4.1 Margarine, thickly spread (10 g) 8.2 4.1
1 medium apple (150 g)'n 0.5 2 commercial cookies (20 g) 2.7 2.2

meat. They should be encouraged to reduce the intake of meat
and visible fat from meat. MUFA intakes of > 10%E have been
reported for those following a Western diet, but Indian South
Africans had higher PUFA intakes at the expense of MUFA
intake. Oils with a high MUFA content are expensive in South
Africa and are at present not a practical option when it comes
to the recommendation to increase MUFA intake. The fat intake
of the black population is still prudent, but continued
urbanisation might cause increased fat intake in future. The
high intake of hydrogenated fats and oils, high in trans fatty
acids, by the majority of South Africans in the form of bread
spread and in food preparation is also of concern. South
Africans should be advised to use unsaturated tub margarines
and oils instead. The guideline to ‘eat fats sparingly’ does not
address the question of the type of fat in the diet properly, but
by lowering the total fat intake, SFAs and trans fatty acids
intake will probably also be lowered.

Eating fats sparingly does not mean a no-fat diet. From the
current review it was clear that a very low-fat diet has other
adverse effects. In addition to contributing to undernutrition
and stunted growth in infants and children it could also result
in the atherogenic lipoprotein phenotype, increasing the risk
for CHD in adults. The very low-fat diet consumed by South
Africans living in rural areas had probably contributed to the
high prevalence of stunting in children. Terms such as ‘limit’
and ‘avoid’ were not used in the guideline. The
recommendation is that fat should be eaten, but that it should
be eaten sparingly.
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In conclusion, there is convincing evidence to support this
guideline. It is practical, realistic, and its application can be
potentially culturally sensitive and sustainable because of the
variety of food choices that can be made to either increase or
decrease fat intake. In combination with the other guidelines, it
will contribute to improved nutrition among South Africans.
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