Compilaint to Health claim ID 558 relating to fructose

TO

European Food Safety Authority
Via Carlo Magno 1A

43126 Parma

ITALY
complaints@efsa.europa.eu

Prague, 27th September 2018
RE: Health claim ID 558 relating to fructose

Dear Sirs,

We refer to the above health claim approved by EFSA under ID 558
https://www.efsa.europa.eu/en/efsajournal/pub/2223
https://efsa.onlinelibrary.wiley.com/doi/pdf/10.2903/j.efsa.2011.2223
which currently reads as follows:

Claim: ,, consistent significant reduction in post-prandial glycaemic responses, without
disproportionally increasing post-prandial insulinaemic responses, following fructose
consumption in foods or beverages compared with sucrose and glucose”

Conditions: “In order to bear the claim, glucose and/or sucrose should be replaced by
fructose in sugar-sweetened foods or drinks so that the reduction in content of glucose
and/or sucrose, in these foods or drinks, is at least 30%.”

Health relationship: “Reduction of post-prandial glycaemic responses”
as published in the EU Register on nutrition and health claims and is based on EFSA (2011).

EFSA (2011) states that “fructose should replace sucrose or glucose in foods or beverages in
order to obtain the claimed effect”, which is based on its sweetener power and low glycemic
index. However, while a low glycemicindex is indeed desirable for general population seeking
these attributes in whole unprocessed (non-ultraprocessed) food items, such health claim
should not be immediately extended to any isolated chemical substance — such as fructose —
based solely on its low glycemic index. Such claim does not constitute a benefit for any
population group. In fact, EFSA (2011) recognizes that besides the low glycemc index, fructose
shows important biochemical/toxicological risks features, in particular its dyslipidemic property
by de novo lipogenesis (DNL) and elevation of the cardiovascular risk factor triglycerides.

Individuals with high glycemic load might be under the risk of prejudice due to high post-
prandial glycaemia. However, a high fructose load does present a risk in particular by the well-
documented biochemical property of increasing triglycerides and uric acid, and resulting in liver
insulin resistance and hypertension (Lim 2010, DiNicolantonio 2014), potentially also leading to
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kidney damage (Johnson 2010), and substituting glucose by fructose does not provide
immediate benefit due to its low glycemic index. Instead, it has been shown that reducing
fructose (substituting with glucose) in humans results in the reversal of metabolic syndrome.

Several organizations have recognized the risks of use of fructose as a substitute for glucose,
such as the Brazilian Diabetes Society (SBD 2009) and World Health Organization (WHO 2015,
see Appendix 1 for recommendation, and Appendix 2 for conflicts of interest).

We respectfully suggest that since 2011, a large amount of scientific data in relation to fructose
has led to a shift from advising fructose based on its blood glucose lowering effects to advising
to lower/limit fructose consumption, both for healthy subjects and diabetics (Goff 2015).

We believe that fructose as an isolated substance to be used should not carry any health claim
as that is likely to result in worse health outcomes in general population as well as in diabetics
or “the target population (which) is individuals who wish to reduce their post-prandial glycaemic
responses.", and therefore request that EFSA revokes health claim ID 558 with immediate effect.

Please find below a list of peer-reviewed papers in support of our request.

We look forward to hearing from you in due course, and hope EFSA removes the health claim to
the benefit of public health.

Kind regards,

Jan Vyjidak

Hana Krejci

Frédéric Leroy

Mauricio Trambaioli

Nicolai Worm

signed on behalf of Globopol, Prague, CZ

David Unwin, fellow of the Royal College of General Practitioners (UK)

Copy addressed to:

Sabine Julicher
Ladislav Mika
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Appendix 1 = WHO 2015 recommendations

,A new WHO guideline recommends adults and children reduce their daily intake of free sugars to less
than 10% of their total energy intake. A further reduction to below 5% or roughly 25 grams (6 teaspoons) per day
would provide additional health benefits.

,Free sugars refer to monosaccharides (such as glucose, fructose) and disaccharides (such as sucrose or
table sugar) added to foods and drinks by the manufacturer, cook or consumer, and sugars naturally present in
honey, syrups, fruit juices and fruit juice concentrates.”

&

‘ ® apps.who.int/iris/bitstream/handle/10665/149782/978924 4Ll V] {‘r‘ Q_ Search

= + AutomaticZoom *

Recommendations *  WHO recommends a reduced intake of free sugars throughout the lifecourse
(strong recommendation’).

* In both adults and children, WHO recommends reducing the intake of free
sugars to less than 10% of total energy intake? (strong recommendation).

*  WHO suggests a further reduction of the intake of free sugars to below 5% of
total energy intake (conditional recommendation?).

Remarks * Free sugars include monosaccharides and disaccharides added to foods
and beverages by the manufacturer, cook or consumer, and sugars naturally
present in honey, syrups, fruit juices and fruit juice concentrates.

»  For countries with a low intake of free sugars, levels should not be increased.
Higher intakes of free sugars threaten the nutrient quality of diets by
providing significant energy without specific nutrients (3).

* These recommendations were based on the totality of evidence reviewed
regarding the relationship between free sugars intake and body weight (low
and moderate quality evidence) and dental caries (very low and moderate
quality evidence).
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Appendix 2 - WHO 2015 recommendations (conflicts of interest)

Professor Russell de Souza dedlared that he was a co-applicant on an investigator-initiated,
unrestricted research grant provided by Coca-Cola to Dr David Jenkins (his co-supervisor at St.
Michael’s Hospital in Toronto, Canada), to conduct systematic reviews of fructose and CVD risk.
Some funds from this research grant were used to reimburse Professor de Souza’s travel to a
scientific meeting in Canada that was unrelated to trans-fatty acids.

Professor Paul Elliott declared that he is a member of WASH. He also declared that his university is
currently receiving research funds for the INTERMAP study from the US National Institutes of Health,
and that he received research support for a sodium intake study from the US Centers for Disease
Control and Prevention (CDC) in 2010. He declared that he provided an expert opinion related to:

population sodium intake to the US National Heart, Lung, and Blood Institute
National Health and Nutrition Examination Survey Sodium Working Group,
Bethesda, USA in January 2011; and

sodium intake measurement methods and efficacy for the Epidemiology and
Surveillance Branch of CDC, USA during 2010-2011.

WHO| Guidellne 43 | sugars Intake for adults and chlldren
CMAJ. 2017 May 23; 189(20). E711-E720. PMCID: PMC5436961
doi: 10.1503/cmaj. 160706 PMID: 28536126

Relation of total sugars, fructose and sucrose with incident type 2
diabetes: a systematic review and meta-analysis of prospective cohort
studies

Christine S. Tsilas, HBSC, ScD RD, Sonia Blanco Mejia, MD MSc, Arash Mirrahimi, MSc,
Adrian |. Cozma, MSc, Viranda H. Jayalath, MSc, Vanessa Ha, MSc, Reem Tawfik, HBSc, Marco Di Buono, PhD,
Alexandra L. Jenkins, PhD, Lawrence A. Leiter, MD, Thomas M.S. Wolever, MD PhD, Joseph Beyene, PhD,
Tauseef Khan, MBBS PhD, Cyril W.C. Kendall, PhD | BEVEIEN-NNEICIEIMD PhD, and John L. Sievenpiper, MD
PhD
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