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Date: June 12, 2002
To: di etandheal t h@ho. i nt

Re: Draft Report of the Joint WHO FAO Expert Consultation on Diet,
Nutrition and the Prevention of Chronic D seases (Geneva, 28 January — 1
February 2002)

From

1. Artemis P. Sinmpoulos, MD., President, The Center for Genetics,
Nutrition and Health

2. 2001 S Street, N.W, Suite 530, Washington, D.C. 20009 USA

3. Phone: (202) 462-5062

4. The Center for Genetics, Nutrition and Health’s activities are

i nternational, national and regional.

5. The Center for Genetics, Nutrition and Health is an educational,
non-profit, non-governnental organization, whose purpose is to provide
unbi ased and clear interpretation of current scientific know edge for
prof essional s and the public in genetics, nutrition and fitness, and
heal th, through national and international conmmttees, conferences and
wor kshops, the proceedi ngs of which are published in the scientific
literature

6. See point 5.

7. Sources of funding: foundations, national and international
governnent, industry, conference fees, and private individuals.

8. Fax: (202) 462-5241 and e-nmmil: cgnh@ellatlantic. net
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Comment s:
| . Page 6, |ast paragraph, lines 8-13 which read:

“Al'l the analyses indicate that, out of the three main risk factors
(smoki ng, high bl ood pressure, raised plasnma chol esterol), diet rather

t han snoki ng, operating through the dietary effect on plasma chol esterol
and bl ood pressure levels accounted for the larger part of this
substantial decline in cardiovascul ar di sease. The contribution made by
nmedi cation to the decline (antilipid and hypotensive drugs) was very
smal | .”

| think it is only fair to note that the incidence of apolipoprotein E4
(ApoE4) in the Finnish population is 23 — 24% ApoE is associated with
hi gher chol esterol levels, so the prevailing situation in Finland is:

1. A high saturated fat/high chol esterol diet; and

2. a high prevalence to genetic predisposition towards higher
chol esterol |evels;

3. leading to increased death rate from cardi ovascul ar di sease.

There is also a recent study in the Journal of the Anerican Medi cal
Associ ation (JAMA), which supports the fact that al pha-linolenic acid
fromcanola oil in the intervention diet potentiated the chol esterol

| owering effect of sinvastatin. The authors concluded, “A nodified

Medi t erranean-type diet rich in onega-3 fatty acids efficiently
potentiated the cholesterol -1owering effect of sinvastatin, counteracted
the fasting insulin-elevating effect of simvastatin, and, unlike
simvastatin, did not decrease serum/|evels of beta-carotene and

ubi qui nol -10.”

Ref erence: Jula A, marniem J, Huupponen R, et al. Effects of diet and
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sinmvastatin on serumlipids, insulin, and antioxidants in
hyperchol esterol em ¢ nen. A random zed controlled trial. JAVA
2002; 287: 598- 605.

1. Page 16, |ast paragraph, lines 5-8 which read:

“However the early diet was presumably one which gave evol utionary
advantage to reproduction in the early part of life, and so may be | ess
i ndi cative of guidance for healthy eating, in terns of life-long health
and chronic di sease prevention after reproducti on has been achieved.”

There is no evidence for this hypothesis. Furthernore, this report
enphasi zes the inportance of maternal health and birth wei ght as

i nfluencing the devel opnent of chronic diseases, so this statenment is
agai nst the main thrust of the report.

I1l. Page 17, paragraph 1, which reads:

“Most of the NCDs that are addressed in this report are polygenic in
nature and thus not susceptible to being identified by single gene
screeni ng, noreover the epidemc is not due to changes in genetic
susceptibility but rather caused by environnental change.”

This statenent is wong for the foll ow ng reasons.

1. Although coronary heart disease is nmultigenic and nultifactorial,

fam lial hyperchol esterolem a, dyslipidema, and famli al
hypertriglyceridem a account for 20% of cases of elevated chol esterol,
run in famlies, and can be genetically screened.

2. As many people have indicated, the nutation rate is very |ow, which
nmeans that our genes have not changed significantly. 1[It is the
interaction of the genetic profile with changes in environnental factors
(smoki ng, physical activity, diet, environnental pollutants, etc.) that
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| eads to disease manifestation in those susceptible.

Therefore, these three Iines (paragraph 1) as stated do not do justice
to the scientific evidence.

V. Page 17, under “3.4 Intervening throughout life”, bullet 2 which
reads:

“the biological risk factors of hypertension, obesity and |ipidaem a are
firmy established as risk factors for CHD, stroke and di abetes;”

In the DASH study, those who responded the nost by |owering their bl ood
pressure were those who had the AA genotype. The DASH study concl uded,
“ANG genotype is associated with BP response to the DASH diet. The AA
genotype confers excess risk of hypertension and is associated with

i ncreased responsiveness to diet.”

Ref erence: Svetkey LP, Mwore TJ, Sinons-Mrtorf DG et al

Angi ot ensi nogen genotype and bl ood pressure response in the Dietary
Approaches to Stop Hypertension (DASH) study. J Hypertens

2001; 19: 1949- 1956.

V. Page 20, paragraph 2, lines 6-9 which read:

“However, it would be of no concern if a large proportion of values were
outside the defined goals. Sonetines there is no lower |imt. This
inplies that there is no evidence that the nutrient is required in the
di et and hence | ow i ntakes should not give rise to concern.”

This is not quite correct. Only essential nutrients have a lower limt.

VlI. Page 32, Table 6, columm 2, “Decreased risk”
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The recent neta-analysis by Feldman in the Journal of Nutrition
concl uded that wal nuts decrease the risk for cardiovascul ar di sease, so
there is convincing evidence to add wal nuts under the “Convincing”
evi dence category and | eave the other nuts where they are under
“Probabl e” evi dence category.

Ref erence: Feldman EB. The scientific evidence for a beneficial health
rel ati onshi p between wal nuts and coronary heart disease. J Nutr
2002; 132: 1062S-1101S.

VII. Page 54, item 6.5, paragraph 2 which reads:

“Prevention has been shown to work. In the wealthier countries,
nortality from cardi ovascul ar di sease dropped dramatically at the close
of the twentieth century. In communities, districts and nations in

whi ch wi despread, integrated interventions have taken place, dramatic
decreases in risk factors have occurr ed. Thi s has happened in
countries as diverse as China, Finland, France, Norway, Singapore and
the United States. |f each person adopted healthy patterns of |iving,

up to 80% of di abetes and over 50% of coronary heart disease could be
prevented. Preventing chronic di sease can be done effectively

t hroughout the life course, but environnents nust be nodified to all ow
heal thy 1iving”

There is no evidence that the incidence of coronary heart di sease has
decreased in the U S., only nortality fromcoronary heart disease has
decreased, probably the result of inproved nedical care.

Ref er ences:

Rosanond WD, Chanbl ess LE, Folsom AR, et al. Trends in the incidence of
myocardi al infarction and in nortality due to coronary heart disease,
1987 to 1994. N Engl J Med 1998; 339: 861-7.
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Levy D, Thom TJ. Death rates fromcoronary di sease — progress and a
puzzling paradox. N Engl J Med 1998; 339: 915-917.
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