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CONFLITS D’INTERET

Subventions pour les CLINIQUES Subventions de RECHERCHE
de prévention ICM-EPIC

BMO : 2 000 000 $ (2007-2017)

Manuvie : 300 000 $ (2008-2013)

Sun Life : 200 000 $ (2007-2009) Fondation EPIC:150 000 $ /an
Cascades : 250 000 $ (2009-2014) Fondation ICM: 100 000 $ /an
Banque Scotia: 500 000 $ ( 2011-2016) Fondation Saputo: 5 000 000%
IGA: 270 000 $ (2017-2018) (2016-2021)

Saputo: 5000000 $ (2016-2021)
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Promouvoir la prévention primaire et secondaire des maladies cardiovasculaires pour allonger I'espérance de vie en sante.
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Mortality Effects of Risk Factd

Deaths attributable to individual risks (thousands) in both sexes *
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Tufts Causes of US Deaths in 2010
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QUARTERLY FOCUS ISSUE: HEART RHYTHM DISORDERS

Metabolic Syndrome and Risk
of Acute Myocardial Infarction
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QRIGINAL RESEARCH ARTICLE

Impact of Healthy Lifestyle Factors on Life
Expectancies in the US Population

Yanping Li, MD, PhD*

An Pan, PhD*

Dong D. Wang, MD, 5cD

Xiaoran Liu, PhD

Klodian Dhana, MD, PhD

Oscar H. Franco, MD, PhD

Stephen Kaptoge, PhD

Emanuele Di Angelanto-
nig, MD, PhD

Meir Stampfer, MD, DrPH

Walter C. Willett, MD,
DrPH

Frank B. Hu, MD, PhD
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ORIGINAL INVESTIGATIONS

Low-Risk Diet and Lifestyle Habits
in the Primary Prevention of

Myocardial Infarction in Men
A Population-Based Prospective Cohort Study

CrossMark

Agneta ﬁkesson, PuD, Susanna C. Larsson, PuD, Andrea Discacciati, MSc, Alicja Wolk, DMSc
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FIGURE 1 MI Incidence for the Addition of Any Low-Risk Behavior

Age-standardized inddence rates and multivariable-adjusted relative risks of Ml for the

addition of any single low-risk facto pared with the high-risk group for men without

hypertension and high cholesterol (n= 1), p for trend < 1 {A), and men with

EF g ohatistic:




\IN,

OPEN @ ACCESS

Combined Impact of Health Behaviour
and Mortality in Men and Women:
The EPIC-Norfolk Prospective Population Study

Kay-Tee Khaw'", Nicholas Wareham?, Sheila Bingham?, Ailsa Welich", Robert Luben', Nicholas Day’
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Figure 1. Survival Function According to Number of Health Behaviours
in Men and Women Aged 45-79 Years without Known Cardiovascular
Disease or Cancer, Adjusted for Age, Sex, Body Mass Index and Social
Class, EPIC-Norfolk 1993-2006

doi:10.1371/journal.pmed.0050012.g001




EDITORIAL COMMENT

The Promise of Lifestyle for
Cardiovascular Health

Time for Implementation*

Dariush Mozaffarian, MD, DrPH




and of abdominal obesity to 4 in 5 MIs. These findings
highlight the primacy of healthy lifestyle. For both
individual patients and populations, lifestyle goals
should not be formulated solely for control of weight

or blood pressure, cholesterol, and glucose levels.
Although lifestyle has major benefits on these physi-

ological factors, a healthier diet, greater activity, and
nonsmoking influence numerous other pathways of

risk and produce substantial additional benefits for

cardiovascular and noncardiovascular health (5). For

example, in the present investigation among >20,000




an end and instead recognizing the relevance of life-
style as a primary target for health. It is time for med-
ical educator inicians, health administrators, and
insurance proy ders to follow suit by designing and
implementing a comprehensive, ambitious agenda to
incorporate measures of and targets for dietary qual-
ity, physical activity, smoking, and central obesity into
every aspect of the health system (9). Patients should
enter their doctor’s office and not simply ask “How are

my blood pressure, cholesterol, and glucose levels?”

but also ask “How are my dietary habits, physical ac-

tivity level, smoking, and waist measurement?”




Diet & Health: Modern Science

Hefined grains, slarches, sugars
Fruits, vegetables, nuts

Whole grains, lequmes

Yoqurt, chease, milk

Fish, shellfish

Processed meats, red meats
vegetable olls, specific fatty acids
Coftee, tea, alcohol

ougary beverages, |uice
Minerals, antioxidants, phytochemicals
Food-based dietary patterns

Food processing, preparation methods

Blood pressure

Glucose-insulin homeostasis

aunthesis

Systemic inflammation
Brain reward, craving
Gut micrablome

odllety, hunge
Adipocyte functi

Lardiac function
Thrombosis, coagluation

Vasular adhesion

Mozaffarian D). Circulation 2016
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lefere t Time Trends of Caloric and Fat Intake Between
Statin Users and Nonusers Among US Adults
Gluttony in the Time of Statins?

MD, M suk awa, MD, H X washi, MD, PhD;

E Editor's Note pag
IMPORTANCE Both dietary modification and use of statins can lower blood cholesterol. The Supplemental content at
increase in caloric intake among the general population is reported to have plateaved in the jamainternalmedic
last decade, but no study has examined the relationship between the time trends of caloric
intake and statin use.

OBJECTIVE To examine the difference in the temporal trends of caleric and fat intake
between statin users and nonusers among US adults.

DESIGN, SETTING, AND PARTICIPANTS A repeated cross-sectional study in a nationally
representative sample of 27 886 US adults, 20 years or older, from the National Health and
Nutrition Examination Survey, 1999 through 2010.

EXPOSURES Statin use.

MAIN OUTCOMES AND MEASURES Caloric and fat intake measured through 24-hour dietary
recall. Generalized linear models with interaction term between survey cycle and statin use
were constructed to investigate the time trends of dietary intake for statin users and

nonu fter adjustment for possible confounders. We calculated model-adjusted caloric
and fat intake using these models and examined if the time trends differed by statin use
Body mass index (BMI) changes were also compared between statin users and nonusers.

RESULTS Inthe19 00 period, the caloric intake was significantly less for statin users
compared with no (2 79 keal/d: P = . . The difference between the
groups became smaller as time went by, and there was no statis

05-2006 period. Among statin users, caloric intake in the 200
higher ( 1,1.818.1; P = .02) than that in the 1999
significant change was observed among nonusers during the same study period. Statin users
also consumed significantly |n='¢ dt in the 1999-2000 period (71.7 vs 81.2 g/d; P = .003). Fat
intake increased 14. (
significantly among nonusers. N:O BM| increased more among statin users (+1.3) than among
nonusers (+0.4) in the adjusted model (P = .02).

time, which was not true for nonusers. Thy

rts aimed at dietary control among stati may be becoming le
intensive. The importance of dietary composition may 0 be reemphasized
users.

Author Affiliations: Author

-10.1001/jamainternmed.




Table 3. Model-Adjusted® Relative Changes in Caloric and Fat Intake Among US Adults by Statin Use, 1999-2010

Change From 1999-2000 to 2009-2010, % (95% Cl) P Value for

Characteristic Statin User Statin Nonuser Difference in Trends®

Caloric Intake
1999-2000 0 [Reference] 0 [Reference]
2001-2002 1.7 (-5.6 t0 9.5) 0.8 (-2.0to 3.6)
2003-2004 6.0 (-1.2to 13.7) 1.7 (-1.0 to 4.5)
2005-2006 7.1 (0.2 to 14.8) 0.1(-3.2to 3.6)
2007-2008 4.4 (-3.4t012.8) -2.0(-5.2t0 1.3)
2009-2010 ‘ 9.6 (1.8 to 18.1) -1.9(-4.6t0 0.9)
Fat Intake
1999-2000 0 [Reference] 0 [Reference]
2001-2002 2.8 (-6.9 to 13.6) 1.8(-1.4t05.1) 2 Adjusted for age category, sex. race
2003-2004 10.9 (-0.1 to 23.0) 3.8(0.5t07.2) and ethnicity, educational
2005-2006 14.2 (3.9 to 25.4) 25(-1.8t06.9) attainment, and diabetes diagnosis.

2007-2008 _ 12.1 (1.6 to 23.6) -0.2 (-4.0 to 3.8) bSignificance of interaction terms

2009-2010 14.4 (3.8 to 26.1) -2.3(-5.6to 1.1) between survey cycle (continuous)
and statin use (binary).
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nal Investigation
Statins and Physical Activity in Older Men
The Osteoporotic Fractures in Men Study

TANCE Musche pain, fatigue, and weakness are commaon adverse effects of statin
medications and m mer.

longstudinally

M. SETTING, AND PARTICIPANTS Men partidpating in the nothc Fractuwes In Men
994, 3 multicenter prospective oohort study -Iing men
olled batween March 2000 and April 2002 Follow-up wes conducted thro

y an inventony of medications
= 4137, stathn use categories were USars and nonusers. In
walkent users (baseline use and throd
, anid nonusers (never wsed).

am per hour])
(1. and sedentary
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) points per year for nonusears and 2
i a monstatistical difference (0.3 [-0
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Journal of the American College of Cardiology Vel. 62, No. 8, 2013
© 2013 by the American College of Cardiology Foundation ISSN 0735-1097/$36.00

Published by Elsevier Inc.

hatp://dx.doi.org/10.1016/] jacc. 2013.02.074

FOCUS ISSUE: CARDIOMETABOLIC RISK

Statin Treatment

Simvastatin Impairs Exercise Training
Adaptations

Catherine R. Mikus, PHD,* Leryn ]J. Boyle, MSc,} Sarah J. Borengasser, PHD,}
Douglas J. Oberlin, MSc,} Scott P. Naples, MSc, Justin Fletcher, MSc,{

Grace M. Meers, BSc,§ Meghan Ruebel, MA,| M. Harold Laughlin, PuD,§
Kevin C. Dellsperger, MD, PuD,§ Paul J. Fadel, PHD,# John P. Thyfault, PuD}{*

Durbam, North Carolina; Columbia, Missours; and Little Rock, Arkansas

Objectives

Background

Methods

Resuits

Conclusions

This study sought to determine if simvastatin impairs exercise training adaptations.

Statins are commonly prescribed in combination with therapeutic lifestyle changes, including exercise, to reduce
cardiovascular disease risk in patients with metabolic syndrome. Statin use has been linked to skeletal muscle myopathy
and impaired mitochondrial function, but it is unclear whether statin use alters adaptations to exercise training.

This study examined the effects of simvastatin on changes in cardiorespiratory fitness and skeletal muscle
mitochondrial content in response to aerobic exercise training. Sedentary overweight or obese adults with at least
2 metabolic syndrome risk factors (defined according to National Cholesterol Education Panel Adult Treatment
Panel Il criteria) were randomized to 12 weeks of aerobic exercise training or to exercise in combination with
simvastatin (40 mg/day). The primary outcomes were cardiorespiratory fitness and skeletal muscle (vastus lateralis)
mitochondrial content (citrate synthase enzyme activity).

Thintyseven participants (exercise plus statins: n = 18; exercise only: n = 19) completed the study. Cardiorespiratory
fitness increased by 10% (p < 0.05) in response to exercise training alone, but was blunted by the addition of
simvastatin resulting in only a 1.5% increase (p < 0.005 for group by time interaction). Similarly, skeletal muscle
citrate synthase activity increased by 13% in the exercise-only group (p < 0.05), but decreased by 4.5% in the
simvastatin-plus-exercise group (p < 0.05 for group-by-time interaction).

Simvastatin attenuates increases in cardiorespiratory fitness and skeletal muscle mitochondrial content when
combined with exercise training in overweight or obese patients at risk of the metabolic syndrome. (Exercise,
Statins, and the Metabolic Syndrome; NCTO1700530) (J Am Coll Cardiol 2013;62:709-14) © 2013 by the
American College of Cardiology Foundation
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Statins and Exercise Training Adaptations

blems taking the medication. In addition, choles-
terol was uniformly lmx ered in the statin group providing
evidence that mediation adherence was more than adequate.
Effects of intervention on anthropometric outcomes. At
12 weeks, body weight decreased significantly in the exercise
group (p
exercise-plus-statin group (p < 0.01 fo bet\!.-'een-grwup
difference in change from baseline) (Table 1). Similar
there was a Hl&I]thJI][ decrease in fat mass in the exercise
group (p . In the exerci

decrease in fat mass approached significance (p = 0.056).

Ltan body mass increased significantly in the exercise-plus-
( '-'. f'm' with-'m 'J'rnup change from
ange

. _ umup.
Effects of intervention on ].ipid proﬁles. Lipid profiles are
m in Table 1. Total cholesterol decreased by 29%
0.001 for Wlthll‘l yroup change from baseline), and LDL-

group. Thme Were no sig
or LDL-C in the exercise group (
differences in change from baseline). Hig h—demm ll}\
cholesterol did not change significantly in either group.

= [ o o .
Effects of intervention on cardiorespiratory fitness. Sim-

, ex ) _

sumed per kilogram of body weight per minute), in
response to the exercise training program (p < 0.005 for
between-group difference in change from baseline) (Fig. 1A).
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Tableau 4

NST et NST ajusté selon la persistance a une statine pendant 5 ans en prévention

primaire pour prévenir un premier événement coronarien, mortel et non mortel,
calcules par I'INESSS

Evénement coronarien
fatal ou non par

catégorie de risque CV

Taux
incidence
McCC
Témoins

(N/p-a)

Rapport de
cote’

NST®
Eq. 5-ans’

Persistance”
au traitement

NST ajusté
selon la
persistance °
Eq. 5-ans’

Hypercholestérolémie
sans comorbidité CV

0,0037
215/57576

0,54
(0,43-0,68)

117
(94 - 167)

81 % (moyenne

pondérée)

146
(117 - 211)

Hypercholestérolémie
avec comorbidités CV

0,0144
358/24868

0,70
(0,60-0,82)

46

| (34 -78)

74 % (moyenne
pondérée)

53
(39 - 88)

CV = cardiovasculaire; NST = nombre de sujets a traiter; NS : résultats statistiguement non significatifs; p-a : personne-année,
! Les rapports de cote et les intervalles de confiance 3 95 % proviennent de |a table méta-analyse
* NST calculé selon la formule: {1/ [Taux d'incidence chez les témoins — (taux d'incidence chez les témoins % rapport de cote)]) /5
"NST et NST ajusté selon la persistance ajustés pour un éguivalent 5 ans (durée médiane de suivi pour toutes les études).

* Persistance moyenne au traitement par statine déclarée dans les études, pondérée par le nombre de personnes-années dans le

sous-groupe.

" NST ajusté selon la persistance = NST ¥ (% persistance au traitement/65 %).
Le 65 % est le taux de persistance moyen provenant d'une cohorte suivis de 2010 & 2015 via la base de
données nationale de I'assurance médicaments du Québec [INESSS, 2017].




Epidemiology and Prevention

Association of Diet, Exercise, and Smoking Modification
With Risk of Early Cardiovascular Events After Acute
Coronary Syndromes

Clara K. Chow, MBBS. FRACP, PhD: Sanjit Jolly, MD, MSc., FRCPC:
Purnima Rao-Melacini, MSc; Keith A.A. Fox, BSc (Hons), MB, ChB, FRCP, FESC, FMedSci;
Sonia S. Anand, MD, PhD, FRCPc; Salim Yusuf, DPhil, FRCPC, FRSC

Background—Although preventive drug therapy is a priority after acute coronary syndrome, less is known about adherence
to behavioral recommendations. The aim of this study was to examine the influence of adherence to behavioral
recommendations in the short term on risk of cardiovascular events.

Methods and Results—The study population included 18 809 patients from 41 countries enrolled in the Organization to
Assess Strategies in Acute Ischemic Syndromes (OASIS) 5 randomized clinical trial. At the 30-day follow-up, patients

Circulation. El} 10;121:750-758.




Table 6. Relationship Between Diet/Exercise Modification and Repeat Cardiovascular Events in Patients With ACS

Risk of MI Risk of Stroke Risk of Death Risk of Death/MI/Stroke
Category OR (95% CI) P OR (35% CI) P OR (95% CI) P OR (95% CI) P
No diet/exercise Referance Reference Reference Reference
Diet only 0.93 (0.74-1.16) 05137  0.84(0.54-1.31) 04357  0.91(0.73-1.13) 0.3986  0.91(0.77-1.07) 0.2605
Exercise only 0.78 (0.56-1.1) 01547 094(0.52-1.68) 08256  0.61(0.42-0.88) 0.0091  0.69(0.54-0.89) 0.0037

Both diet and exercise  0.52 (0.40-0.69)  <0.0001  046(0.26-082) 0.0079  045(0.33-060) <0.0001  046(0.38-0.57)  <0.0001

Models were adjusted for age; sex; region; history of hypertension, diabetes, and prior MI; body mass index; creatinine; PCI/CABG before 30 days; and use of
B-blockers, statins, anfiplatelats, and ACE/ARB drugs at 30 days.




Surveillance du statut pondéral mesuré chez les jpunes au Québec : état de situation

Statut pondéral chez les jeunes québécois dgés de 6 a 17 ans, Quéebec, 1978-1979, 1981°, 1999-, 2004
et 2000-2013

=t Pids normal Embonpoint  =—be—OpSsiie e—— Sl de poids

£
3
]
ki
£

22,8 21.6 249"
i 249

12,0 Mo 6
16.00 143 1533

187 0.1 i - & o
F — 6.8 7,30

1878-1973 19381 1998 2004 2009-2013

Sowrce des données ; Statistiqgue Canada, fichiers maitres de I'ESC 1978-1973, 'ESCC-2.2, 2004, 'ECMS cycles 2 ef 3 fusionnés 2009-2013. Institut

de la statistique du Qusbec, fichier maitre de PFESSEA - wolet nuirition 1999, Fichier de microdonnées de "ECPC 19681,
Analysas statistigues - INSPQ, 2045,

*  La population ciblés dans 'ECPC de 1961 &tait les Canadiens de 7 4 63 ans, les résuliats présentés sont représentatife des jeunes québacois Agés
de 7 817 ans en "absence des 6-17 ans.

La population ciblées dans 'ESSEA — violst nutrition de 1999 &tait les jeunes quebécois Agés de @ a 16 ans, les résuliats présentés sont
représentatifs des jeunes québscois &gés de 6 4 16 ans en 'absence des 6-17 ans.

CV compris entre 16,6 % et 333 % (interpréter avec prudencs).

CV supérieur 3 33,3 % {donnée non diffusss).

Valeur significativement difiérents de "estimation de 'ESC 1978-1879 ** Valsar significativement différente de I'estimation de 'ECPC 1981 powr les
T-17 ans.




Proportion (%)

25

20

15

10

L'obésité chez les adultes
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1978-2015
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 La montée de lI'obésité au
Québec

e 1978:13,8% des adultes au
Québec sont obeses

e 2015: 23% des adultes au
Québec sont obeses
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L'obésité chez les Québécois de 6 a
17 ans (données mesurées), 1981-

1981

2013

1999

2004

2013

* U'obésité augmente aussi chez
les enfants et les adolescents

e 1981:1,8% des6a 17 ans au
Québec sont obeses

e 2009-2013: 9,4% des 6 a 17 ans
au Québec sont obeses



Original Investigation

Added Sugar Intake and Cardiovascular Diseases Mortality
Among US Adults

Quanhe Yang, PhD; Zefeng Zhang, MD, PhD; Edward W. Gregg, PhD; W. Dana Flanders, MD, 5c¢D;
Robert Merritt, MA; Frank B. Hu, MD, PhD

= Invited Commentary

IMPORTANCE Epidemiologic studies have suggested that higher intake of added sugar is Supplemental content at
associated with cardiovascular disease (CVD) risk factors. Few prospective studies have jamainternalmedicine.com
examined the association of added sugar intake with CVD mortality.

OBJECTIVE To examine time trends of added sugar consumption as percentage of daily
calories in the United States and investigate the association of this consumption with CVD
mortality.

DESIGN, SETTING, AND PARTICIPANTS National Health and Nutrition Examination Survey
(NHANES, 1988-1994 [l11], 1999-2004, and 2005-2010 [n = 31 147]) for the time trend
analysis and NHANES Il Linked Mortality cohort (1988-2006 [n = 11 733]). a prospective
cohort of a nationally representative sample of US adults for the association study.




Tabl 3 Acjusted HRof CV MortaltyComparing PrcentageofCloriesFom Added Sugar GreterThanor Equalt 10% o 5%
WihLess Than 0%

Midvlue of UscolPrcentaeofCalories From Added g

(haracersic 0 . I3
Range 0-00) ustal prcentage, Dto<l0]

HR (5% )
Acjusted only orage, s, rceeticty 1910t 1R) 355 (L0t 629
Fuladste 130 (103t 15) 115 (140t 5.4)

Abbreviation: VD, caciovasulrdseas: R, hazard ot Refrefvence,~ clois fom added sugarand CVD mortaltybased on the Saterthwate




\IN,

Chinicl Restew & Edu

JAMA Internal Madicine | Spacial Communication

E nvites mimentary

Author Audio Imtery

ich singled out
that sucrose

JAMA Intern Mad.
Pubished anling

JAMA Intamal Medicine  Pudisnad onlin
Copyright 2016 Amarican Medical Assoclation. Al rights ressrved.

Downleaded From: hitpz/archinte jamanetworlocom' by a University of Montreal User on 001372016




Food Industry Funding of Mutrition Research

HEALTH CARE POLICY AND LAW

Invited Commentary

Invited Commentary

Food Industry Funding of Nutrition Research
The Relevance of History for Current Debates

Marion Mestle, PhD, MPH

Industry-sponsored nutrition research, like that of research
sponsored by the tobacco, chemical, and pharmaceutical in-
dustries, almost invariably produces results that confirm the
benefits or lack of harm of the sponsor’s products, even when

independently sponsored re-
search comes to opposite
Author Audio Interview conclusions.! Although con-
& siderable evidence demon-
strates that those industries
deliberately influenced the
design, results, and interpretation of the studies they paid for,?
much less is known about the influence of food-company spon-
sorship on nutrition research. Typically, the disclosure state-
ments of sponsored nutrition studies state that the funder
had no role in their design, conduct, interpretation, writing,
or publication. Without a “smoking gun” it is difficult to prove
otherwise.

In this issue of JAMA Internal Medicine, Kearns and
colleagues® report on having found a smoking gun. From adeep
dive into archival documents from the 1950s and 1960s, they
have produced compelling evidence that a sugar trade asso-
ciation not only paid for but also initiated and influenced re-
search expressly to exonerate sugar as a major risk factor for
coronary heart disease (CHD). Although studies at that time
indicated a relationship between high-sugar diets and CHD
risk, the sugar association preferred scientists and policy-
makers to focus on the role of dietary fat and cholestercl. The
association paid the equivalent of more than $48 000 in to-

Related article

Figure. Close Epidemiological Correlations Between Sugar and Saturated
Fat "Consumption™ and Mortality in 14 Countries

Sugar Consumptlon, by
0 20 40 &0 30 100 120
900 1 ) 1 1 1 1
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Adapted from the article by McGandy et al* and used with permission. Courtesy
of Domingo Pifero, PhD.
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to dietary CHO
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Learn and Live..

JOURNAL OF THE AMERICAN HEART ASSOCIATION

Dietary Sugars Intake and Cardiovascular Health: A Scientific Statement From
the American Heart Association
Rachel K. Johnson, Lawrence J. Appel, Michael Brands, Barbara V. Howard, Michael
Lefevre, Robert H. Lustig, Frank Sacks, Lyn M. Steffen, Judith Wylie-Rosett and on
behalf of the American Heart Association Nutrition Committee of the Council on
Nutrition, Physical Activity, and Metabolism and the Council on Epidemiology and
Prevention
Circulation 2009:120:1011-1020: originally published online Aue 24, 2009:
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1970

Macronutrient Intake, 1970-2010
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Fat increasing, as carbohydrates decrease and obesity increases.
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Inflection period for US "calorie surge" began 10-20
years before Dietary Guidelines for Americans in 1980
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“There’s no question that
sedentary lifestyles have caused
the obesity crisis to get out of
control.”

- Indra Nooyi, CEO PepsiCo




“active balanced lifestyle” @ Al

“balanced active lifestyle”

“a balanced and healthy lifestyle”

“a balanced lifestyle” “ PEPSICO

“a balanced diet and lifestyle” *i‘ﬁ_:

| |-"u;.h-.‘¢"

“a well-balanced lifestyle” MARS

ingarper sted

“a balanced lifestyle” <. Neéstlé
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News & Events

Coca-Cola Family Field Day

Members of the CardioSmart team will be in Atlanta on Aug. 1/ to
help promote an active lifestyle and provide tips on heart health.
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e La présence accrue de la
restauration rapide

e 1972: La premiere franchise
McDonald ouvre au Québec

e 2014: Plus de 8000
établissements de restauration
rapides au Québec

e Pour en savoir plus sur la
restauration rapide et le gain de

poids



http://onlinelibrary.wiley.com/doi/10.1111/j.1467-789X.2008.00477.x/full
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MALBOUFFE : PUBLICITE POUR
ENFANTS AU QUEBEC

e ENTRE 2-11 ANS: 20-25 HEURES DE TELE par SEMAINE
e 40 000 MESSAGES PUBLICITAIRES par ANNEE
e 75%: MALBOUFFE

e PUBLICITE INDUSTRIE ALIMENTAIRE:
130 MILLIONS$ par ANNEE
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Delays Alzheimer and

Parkinson’s disease

Lessens risk and severity of strokes il

Improves muscle strength

Increases energy levels
and endurance

Limits obesity

Counters diabetes

Prevents hypertension

Slows muscle atrophy and
prevents sarcopenia

Maintains bone density and /

decreases osteoporosis risk /

Maintains joint mobility

Prevents falls in elderly

Delays aging

Improves the health of off-spring

Improves mood and cognition

g

_——Improves sleep
—— Decreases stress

Protects against
atherosclerosis

Improves function in
heart failure

Improves digestion

Lowers incidence breast and
colon cancer

Improves Fertility
Improves lipid profiles

Strengthens immune system

Best current therapy for
Peripheral Artery Disease

~ Improves circulation

Improves self-esteem
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NRF1/2; ERRa; PGC-1a/p
Mitochondrial biogenesis

Motor and autonomic innervation

Metabolic
activity

ATF6; PGC1-a/f3
Unfolded protei
response

PPARa/S; PGC-1a/
Fatty Acid oxidation/transport
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Figure II

Relation « quantité-bénéfices » illustrant le lien entre la dépense hebdomadaire
d’énergie et les bénéfices attendus pour [a santé chez les personnes sédentaires

Bénefices pour la santé

Sédentaire 500 1000 1500 2000 2500 3000

Quantite d'activité physique (kcallsem)




Articles

Minimum amount of physical activity for reduced mortality @ i
and extended life expectancy: a prospective cohort study

Chi PangWen*, Jackson Pui Man Wai*, Min Kuang Tsai, Yi Chen Yang, Ting Yuan David Cheng, Meng-Chih Lee, Hui Ting Chan, Chwen Keng Tsao,
Shan Pou Tsai, Xifeng Wu

Summary
Background The health benefits of leisure-time physical activity are well known, but whether less exercise than the published online

recommended 150 min a week can have life expectancy benefits is unclear. We assessed the health benefits of a range Avgust16, 2011

,_ - L - + DOI10.1016/50140-
of volumes of physical activity in a Taiwanese population. 361607496

i
Methods In this prospective cohort study, 416175 individuals (199265 men and 216910 women) participated in a EEESEEZESS_M

* * L] 0 * . ) .
1ndard medica eenne prooramme 1 laiwan beiwee and JOUS. w 11 averace follow-up of 8-U5 vea £726(11161029-
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Wen et al.
Minimal Amount of Exercise to Prolong Life
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FIGURE 1 Comparison of Benefits Between Walking and Running

A 5-min run generates the same benefits as a 15-min walk, and a 25-min run is equivalent
to a 105-min walk.
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Articles

The effect of physical activity on mortality and cardiovascular @ ®
disease in 130 000 people from 17 high-income, '
middle-income, and low-income countries: the PURE study

Summary
E

where physical activity is mainly recreational, but it i
where physical activity is mainly non-recreational.

\h]a\rsu, '\c-uth Al , China, Colombia, Iran, Bangladesh,

rhan and rural areas in and around selected cities and towns

es, we invited individuals aged between

.md 70 years who 1nt-=m']»=d 1o Live at their current sddress for at least another 4 years. Total physical activity wa

J_‘ssssed using the International Physical Activity Questionnaire (IPQA). Participants with pre ng CVD were

excluded from the analyses. Mortality and CVD were recorded during a mean of 6.9 ye: ow-up. Primary

clinical outcomes during follow- -up were m-:rt.l].lt\' plus major CVD (CVD mortality, incident myocardial infarction,

separately. The effects of physical activity on montality and CVD

were adjusted for soc mc»graphic fa-.‘lc-rs am‘l other risk factors taking into account household, community, and
country clustering.

Findings Between Jan 1, 2003, and D

rus_uh-:l C equ:va]-mb |MET]= minutes perweek or <150 minutes per week of moderate intensity phy:
0 11)"!] \IF[- ninutes or 150-750 mimutes per week) and high phy.
ere associated with graded reduction in m-JIhlll‘v (hazard rai
- 0001 for trend), and major CVD {0
ats_d with lower rjskc-l'CVDand mortality in hi

sociated with a lower risk of momnality
yme countries. Increasing physical

uld reduce deaths and CVD in middle age.
Stroke
Foundation of Ontario, Ontario SPOR Support Unit, Ontario Ministry of Health and Long-Term Care, AstraZeneca,
Sanofi-Aventis, Boehringer Ingelheim, Servier, GSK, Novartis, King Pharma, and national and local organisations in
participating countries that are listed at the end of the Arti

Introduction
’ ar ¢

Nishaman: anr.-nFrn-tvr

Published onii




\IN,

Moderate physical activity vs low physical activity —@- High physical activity vs moderate physical activity
—®- High physical activity vs low physical activity
Hazard ratio (95% Cl)

All-cavse mortality and

All-cause mortality

Major € ) )004 p=0-0004

Figure 1: Hazard ratios and 9

level of physical activity

Data adjusted for age, sex, education, country income level, urban or rural residency, family history of CVD, and

smoking status; taking into account household, community, and country clustering. There were 3155 events for

all-cause mortality and major CVD, 2041 events for all-ca , vents for major CVD. The

pvalues of the first column show the significanc eac of the nd column show the
min per week. Moderate

physical activity=¢ ‘ ivity=: min perweek.

CVD=cardiovascular di . Major CVD=CVD mortality plus incident myocardial infarction, stroke, or heart failure.

MET=metabolic equivalents.




Total

Description

HR (95% CI)

Female

Male

Age <50years

Age =50years

BMI <25

BMI =25

Normal WHR

High WHR

Non-smoker

Smoker

No hypertension
Hypertension

No diabetes

Diabetes

Below diet score median
Above diet score median

Total

68130
47953
55221
60862
50483
58929
54268
55318
79336
36747
64757
44375
105103
10980
52997
55527

116083

High PA vs low PA
Moderate PA vs low PA
High PA vs low PA
Moderate PA vs low PA
High PA vs low PA
Moderate PA vs low PA
High PA vs low PA
Moderate PA vs low PA
High PA vs low PA
Moderate PA vs low PA
High PA vs low PA
Moderate PA vs low PA
High PA vs low PA
Moderate PA vs low PA
High PA vs low PA
Moderate PA vs low PA
High PA vs low PA
Moderate PA vs low PA
High PA vs low PA
Moderate PA vs low PA
High PA vs low PA
Moderate PA vs low PA
High PA vs low PA
Moderate PA vs low PA
High PA vs low PA
Moderate PA vs low PA
High PA vs low PA
Moderate PA vs low PA
High PA vs low PA
Moderate PA vs low PA
High PA vs low PA
Moderate PA vs low PA
High PA vs low PA
Moderate PA vs low PA

‘—
Favours physical activity

0-58 (0-51-0-65)
074 (0:66-0-84)
071 (0-64-079)
0-85(0.76-0-95)
0-60 (0-50-0-72)
075 (0-62-0-90)
067 (0-61-073)
0-82 (0-75-0-89)
0-66 (0-58-0-74)
0-85 (0-76-0-96)
073 (0-64-0-83)
0-83 (0.73-0-95)
0-67 (0-58-0.76)
0-86 (0.75-0-99)
0-69 (0-62-0-77)
0-81(0.72-0-90)
0-61(0-54-0-68)
0-77 (0-70-0-86)
0-71(0-63-0-80)
0-85(0:75-0-96)
0-68 (0-60-0.78)
0-80(0-70-0.92)
0-68 (0-61-0.76)
0-85(0.76-0-95)
066 {0-61—0-7'3)
081 {0-74—0-89}
0.68 {0-57—0-82)
0.80 {0-67—0-95)
0-67 (0-59-075)
0-85(0.76-0-95)
0-65 (0-57-074)
079 (0.70-0-90)
0-65 {0-60—0-71)
0-80 (0-74-0-87)

Figure 2: Hazard ratios and 95% Cl of total physical activity for mortality

Adjusted for age, sex, education, country income level, urban or rural residency, family history of cardiovascular disease, and smoking status taking into account household,
community, and country clustering. Based on data for 115436 participants with complete data. Low physical activity (<600 MET x min per week) is the reference group.
Moderate physical activity=600-3000 MET x min perweek. High physical activity==3000 MET = min per week. PA=physical activity. HR=hazard ratio. MET=metabolic
eauivalents. BMI=hodv-mass index. WHR=waist-to-hin ratin (hingh WHR was defined as ahove 085 for women and airls and above 0-9 for men and hovs)




Total

Description

HR (95% CI)

Female

Male

Age <50vyears
Age =50years
BMI =25

BMI =25
Normal WHR
High WHR
Non-smoker
Smoker

No hypertension
Hypertension
No diabetes

Diabetes

Below diet score median

Above diet score median

Total

68130
47953
55221
60862
50483
58929
54268
55318
79336
36747
64757
44375
105103
10980
52997
55527

116083

High PA vs low PA
Moderate PA vs low PA
High PA vs low PA
Moderate PA vs low PA
High PA vs low PA
Moderate PA vs low PA
High PA vs low PA
Moderate PA vs low PA
High PA vs low PA
Moderate PA vs low PA
High PA vs low PA
Moderate PA vs low PA
High PA vs low PA
Moderate PA vs low PA
High PA vs low PA
Moderate PA vs low PA
High PA vs low PA
Moderate PA vs low PA
High PA vs low PA
Moderate PA vs low PA
High PA vs low PA
Moderate PA vs low PA
High PA vs low PA
Moderate PA vs low PA
High PA vs low PA
Moderate PA vs low PA
High PA vs low PA
Moderate PA vs low PA
High PA vs low PA
Moderate PA vs low PA
High PA vs low PA
Moderate PA vs low PA
High PA vs low PA
Moderate PA vs low PA

‘—
Favours physical activity

0-58 (0-51-0-65)
074 (0-66-0-84)
071 (0-64-079)
0-85 (0.76-0-95)
0-60(0-50-072)
075 (0-62-0.90)
0-67 (0-61-073)
0-82 (0-75-0-89)
0-66 (0-58-0-74)
0-85 (0-76-0-96)
073 (0-64-0-83)
0-83 (0-73-0-95)
0-67 (0. 58—0-76)
0-86 (0-75-0-99)
Q- 69(0 62—0-77]
0-81 (0.72-0-90)
061(054~068)

77 (0-70-0-86)
071(063—080]
0-85 (0-75-0-96)
0-68 (0-60-078)
0-80(0:70-0-92)
0-68 (0-61-076)
0-85 (0-76-0-95)
0.66 (0-61-0.73)
0-81 (0-74-0-89)
068 (0.57-0-82)
0-80 (0-67-0-95)
0-67 (0-55-075)
0-85 (0.76-0-95)
0-65 (0-57-074)
079 (0-70-0-90)
0.-65 {0-60—0-7'1)
0-80 (0-74-0-87)

Figure 2: Hazard ratios and 95% Cl of total physical activity for mortality
Adjusted for age, sex, education, country income level, urban or rural residency, family history of cardiovascular disease, and smoking status taking into account household,
community, and country clustering. Based on data for 115 436 participants with complete data. Low physical activity (<600 MET = min per week) is the reference group.
Moderate physical activity=600-3000 MET min perweek. High physical activity==3000 MET = min per week. PA=physical activity. HR=hazard ratio. MET=metabolic
eauivalents. BMI=bodv-mass index. WHR=waist-ta-hin ratio (hinh WHR was defined as above 0-85 forwomen and airls and above 0.9 for men and bovs)




C Non-recreational physical activity, minutes/week
0 150 750 1000 2000 3000
1 1 1 1 1

11

0-9 1
p for non-recreational physical activity <0-0001

0.8 p for non-linearity <0-0001

Hazard ratio

07

0-6 1

0-5 T T T
0 600 3000 5000

Non-recreational physical activity, MET x min per week

Interval  0-600 600-3000 3000-5000 5000-10000 10000-15000 >15000
(MET xmin perweek) 27968 47964 15571 17547 7597 6020
Total 2384 2964 873 1077 459 419

Number of events




A Total physical activity, minutes/week
0 150 750 1000 2000 3000
1 1 1 1 1

11

0-9
p for total physical activity <0-0001

0.3 p for non-linearity <0-0001

Q0
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07

0-6 1

05 T T T T T
0 600 3000 5000 10000 15000

Total physical activity, METx min per week

Interval 0-600 600-3000 3000-5000 5000-10000 10000-15000 >15000
(MET x min per week)
Total 21690 46 409 18781 20801 8566 6420
Number of events 1941 3007 1028 1247 507 446
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EXERCISE CAPACITY AND MORTALITY AMONG MEN REFERRED
FOR EXERCISE TESTING

JonatHan Myers, PH.D., ManisH PrakasH, M.D., VicTor FroeLicker, M.D., Dat Do, M.D., Sara ParTinGTON, B.Sc.,
anND J. EDwin Atwoop, M.D.

ABSTRACT

Background Exercise capacity is known to be an
important prognostic factor in patients with cardiovas-
cular disease, but it is uncertain whether it predicts
mortality equally well among healthy persons. There
is also uncertainty regarding the predictive power of

URING the past two decades, exercise ca-
pacity and activity status have become well-
established predictors of cardiovascular and
overall mortality.* The fact that exercise
capacity is a strong and independent predictor of out-
comes supports the value of the exercise test as a clin-




B =8 MET in=274a3l
D -8 MET (n = nHAs)
O <5 MET in= 154851

=
a4
L
&
|
(R
(=]
—
L=
rs
I
.
—
=
&
r=

History o Diabaodes S rmeodiing BRIl =30 Tiotal Cholestarod
Hypartansian = aalr el

Fisk Faciors




—
J

et
o

ot
o

S
F

>
=
©
T
o
£
-5
S
=
2
-5
Q
=
e
L
Q
(14

ot
N

< 1 B o

l\a

) \ b _ab
2! AS AT AN A

‘\ - -
o @ ,\Q,f\ AL

METs

Figure 7 Mortality risk at different exercise capacities. Significant re-
ductions in mortality do not occur less than 4 metabolic equivalents
of resting metabolism (METs), become less at approximately 4 to 6
METs and an asymptote occurring at approximately 10 METs in 15,000
US veterans of wars. [Reproduced, with permission, from reference
(277,279)].
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Figure 4 Best-fit linear lines are shown for aerobic capacities of two
cross-sectional groups (aerobic trained and sedentary) as a function
of their increasing chronological age. At the chronological age of 80
years, a horizontal line is extended from the endurance-trained line
to the left where it intersects the sedentary line at age 50 years. Sub-
jects were women who had been aerobically trained for at least 2
years with road-racing competition (closed circles) versus women who
were sedentary (open squares) who performed no regulur exercise and
had body mass indexes (BMls) more than 35 kg/m* (aerobic-trained




\IN,

3
-
[}
2
0
o

Age (years)

Figure 6 Bestfit linear lines are shown for power of two cross-
sectional groups (strength trained and sedentary) as a function of their
increasing chronological age. At the chronological age of 80 years, a
horizontal line is extended from the power-trained line to the left where
it intersects the sedentary line at age 56 years. The cross-sectional

strength-trained subjects are shown in closed circles and sedentary in
open circles. [Reproduced, with permission, from reference (401)].




SUPPLEMENT

Measuring and Monitoring Success in Compressing Morhidity

Jamas F. Fries, MD

The Compressicn of Merbidity paradigm, introduced in 1980,
maintains that if the average age at first infirmity, disability, or
other morbidity is postponed and if this postpenement is greater
than increases in life expectancy, then cumulative lifetime mor-
bidity will decrease—compressed between a later onset and the
time of death. The National Leng-Term Care Survey, the National
Health Interview Survey, and other data now decument declining
disability trends beginning in 1982 and accelerating more recently.
The decline is about 2% per year, contrasted with a decline in
mortality rates of about 1% per year, thereby decumenting com-
pression of morbidity in the United States at the population level.
Longitudinal studies now link geod health risk status with long-

term reductions in cumulative lifetime disability; persons with few
behavioral health risks have enly one-fourth the disability of those
who have more risk factors, and the onset of disability is post-
pened from 7 te 12 years, far more than any increases in lengevity
in the groups. Randemized, controlled trials of health enhance-
ment programs in eldedy populations show reduction in health
fisks, improved health status, and decreased medical care utiliza-
tion. Health policy initiatives now being undertaken have promise
of imcreasing and consolidating health gains for the elderly.

Ann Iterm Medl 2003139455459,
For author affliation, s=e end of text.

wirw.annaks.org

he Compression of Morbidity paradigm, which was

presented as an hypothesis in 1980 (1), noted thar
most illness was chronic and occurred in later life and
postulated thar the liferime burden of illness could be re-
duced if the onset of chronic illness could be postponed
and if this postponement could be greater than increases in
life expectancy. Figure 1 illustrates this concepr. Estimared
present lifetime morbidity is portrayed with three possible
future scenarios: life extension, shift-to-the-right, and com-
pression of morbidity. The lines represent the length of
life, and the shaded triangles depict lifetime morbidicy.

Two arrows are shown for each scenano: The left arrow

been nising with the emergence of chronic illnesses, burt it
could be argued thar this period was ending with declining
incidences of major chronic illnesses, such as cardiovascular
disease (1).

The L:}mpressmn pa.rad.tgm tocuses attention on the
quality of life over 1ts quantity and considers morbidity as
a lifetime cumulative area-under-the-curve concept rather
than just a cross-secrional particular point of time, such as
a specific age. It suggests that the national burden of illness
may be reduced by postponing the onset of infirmiry.
Thus, the national illness burden that is increasi.ng because
of thr:- gromnq number -::-fel-:lerh persnns in the pnpula:mn




— Community Control Subjects (n=249)
Runners’ Club Members (n=370)

Mean Disability Score

I I I I I I I I
50-54  55-59  60-64 6569 T70-74 T75-79  80-84  85-90
Age Category, y

Figure 4. Mean disability scores by age category (at the 1997 questionnaire)
and runner status. Subjects contributed one mean disability score o each
age group when more than one score was available.
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OTTAWA-GATINEAU, le 28 juillet 2011 — Aujourd'hui, le Conseil de I3 radiodiffusion et
des telecommunications canadiennes (CRTC) a publie son Rapport de surveillance sur les
communications, lequel offre une vue d'ensemble des industries canadiennes de I3
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Cardiovascular Risk

Relationship of Sedentary Behavior and

Physical Activity to Incident Cardiovascular Disease
Results From the Women’s Health Initiative

Andrea K. Chomistek, ScD,* JoAnn E. Manson, MD, DrRPH, i Marcia L. Stefanick, PHD,I

Bing Lu, MD, DrRPH,7 Megan Sands-Lincoln, PHD,§ Scott B. Going, PuD,|| Lorena Garcia, PiD,q
Matthew A. Allison, MD# Stacy T. Sims, P, Michael J. LaMonte, PuD,**
Karen C. Johnson, MD,j{ Charles B. Eaton, MD11§§

Boston, Massachusetts; Stanford, Davis, and San Diego California; Philadelphia, Pennsylvania;
Tucson, Arizona; Buffalo, New York; Memphis, Tennessee; and Providence and Pawtucket, Rhode Island

Objectives The aim of this study was to examine the independent and joint associations of sitting time and physical activity with
risk of incident cardiovascular disease (CVD).
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ECHELLE DE BORG

Perception de la fatigue
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EXERCICE INTERMITTENT : HISTORIQUE

- ]
Reindell und Roskamm - Physiologische Grundlagen des Intervalltrainings . Relnde” (1950 S)

Aus der Medizinischen Universiticsklinik Freiburg i/ Br.
{Direktor: Prof. Dr. Dr. h.e. L. Heilmever)

EIN BEITRAG ZU DEN PHYSIOLOGISCHEN GRUNDLAGEN DES
INTERVALLTRAININGS UNTER BESONDERER
BERUCKSICHTIGUNG DES KREISLAUFES 12

H. REINDELL und H, ROSKAMM

(Eingezangen am 1. November 1958.)

Astrand et coll.

Intermittent muscular work.

Acta Phisiol Scand 1960 | 48 : 448-453 n
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des Finlandais et des Crétois est
similaire, c'est la qualité des gras (huile
d'olive, noix, etc.) qui expligue la faible
incidence de maladies cardiovasculaires
en Créte,
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Original Investigation

Mediterranean Diet and Invasive Breast Cancer Risk Among
Women at High Cardiovascular Risk in the PREDIMED Trial
A Randomized Clinical Trial

Estefania Tobado, MD. MPH, PhD: Jord] Salas-Salvadd, MD, PhD; Carolina Donat-Vangas, Phanm;

Pilar Bull-Cislales. MO, PhD; Ramon Estruch, M0 PhD: Emibio Ros, MO, PhD: Dolores Corella, DPharm, PhD;
Montsamat Fitd, PhO; Frank B. Hu, MD. PhD; Femando Ands, MO, PhD; Enfque Gomez-Gracia, MD, PhC:
Dora Romaguera, MSC, PhD: Manws Ortega-Calvo, MD; Livis Serra-Majem, MO, PhD; Xawer Pinto, MO, PhiD;
Helmut Schrider, PhD; Josep Basora, MD, PhD; Joss Vicente Sork, MD, PhiD; Monica Bulkd, B5C, PhD;

Merce Serma-Min, RD; Miguel A Martinez-Gonzalez, MD

E Editor's Mote
IMPORTANCE Breast cancer is the leading cause of female cancer burden, and its incidence supplemental conteet 2t
has increased by more than 20% worldwide since 2008, Some observational studies have TamtermETedlcine o
sugpested that the Mediterranean diet may reduce the risk of breast cancer. )

OBJECTIVE Toevaluate the effect of 2 interventions with Mediterranean diet vs the advice to
follow a low-fat diet (control) on breast cancer incidence.

DESIGN, SETTING, AND PARTICIPANTS The PREDIMED study is a 1:1:1 randomized, single-blind,
controlled field trial conducted at primary health care centers in Spain. From 2003 to 2009,
4282 women aged 60 to 80 years and at high cardiovascular disease risk were recruited after
invitation by their primary care physicians.

INTERVENTIONS Participants were randomly allocated to a Mediterranean diet supplemented
with extra-virgin olive oil, a Mediterranean diet supplemented with mixed muts, or a control
diet {advice to reduce dietary fat).

MAIN OUTCOMES AND MEASURES Breast cancer incidence was a prespedfied secondary
outcome of the trial for women without a prior history of breast cancer (n = 4152).

RESULTS After a median follow-up of 4.8 years, we identified 35 confirmed incident cases of
breast cancer. Observed rates {per 1000 person-years) were 11 for the Mediterranean diet
with extra-virgin olive oil group, 1.8 for the Mediterranean diet with nuts group, and 2.9 for
the control group. The multivariable-adjusted hazard ratios vs the control group were 0.32
(9556 C1, 0.13-0.79) for the Mediterransan diet with extra-virgin olive oil group and 0.59 (95%
1, 0.26-1.35) for the Mediterranean diet with nuts growp. In analyses with yearly cumulative
updated dietary exposures, the hazard ratio for each additional 5% of calories from
extra-virgin olive oil was 0.72 {95% Cl, 0.57-0.90).

COMCLUSIONS AND RELEVANCE This is the first randomized trial finding an effect of a

long-term dietary intervention on breast cancer incidence. Our results suggest a beneficial

effect of a Mediterranean diet supplemented with extra-virgin olive oil in the primary AR AMEstons. Authar
preventicn of breast cancer. These results come from a secondary analysis of a previous trial =Mllztons 2re listed 21 te end of 1S
and are based on few incident cases and, therefore, need to be confirmed in longer-term and antidle.

larger studies. Group Information: The FREDIMED
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Figure 1. Incidence of Invasive Breast Cancer, According to the Intervention Group
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Mediterranean Diet, Traditional Risk Factors, and the Rate
of Cardiovascular Complications After
Myocardial Infarction

Final Report of the Lyon Diet Heart Study

Michel de Lorgeril. MD: Patricia Salen. BSc: Jean-Louis Martin, PhD: Isabelle Monjaud. BSc:
Jacques Delaye. MD: Nicole Mamelle. PhD

Background—The Lyon Diet Heart Study is a randomized secondary prevention trial aimed at testing whether a Mediterranean-
type diet may reduce the rate of recurrence after a first myocardial infarction. An intermediate analysis showed a striking
protective effect after 27 months of follow-up. This report presents results of an extended follow-up (with a mean of 46
months per patient) and deals with the relationships of dietary patterns and traditional risk factors with recurrence.

Methods and Results—Three composite outcomes (COs) combining either cardiac death and nonfatal myocardial infarction (CO
1). or the preceding plus major secondary end points (unstable angina, stroke, heart failure, pulmonary or peripheral
embolism) (CO 2). or the preceding plus minor events requiring hospital admission (CO 3) were studied. In the Mediterranean
diet group, CO 1 was reduced (14 events versus 44 in the pmdent Western-type diet group, P=0.0001). as were CO 2 (27
events versus 90. P=0.0001) and CO 3 (95 events versus 180, P=0.0002). Adjusted risk ratios ranged from 0.28 to 0.53.
Among the traditional risk factors. total cholesterol (1 mmol/L being associated with an increased risk of 18% to 28%).
systolic blood pressure (1 mm Hg being associated with an increased risk of 1% to 2%). leukocyte count (adjusted risk ratios
ranging from 1.64 to 2.86 with count =9 10°/L). female sex (adjusted risk ratios. 0.27 to 0.46), and aspirin use (adjusted risk
ratios. 0.59 to 0.82) were each significantly and independently associated with recurrence.

Conclusions—The protective effect of the Mediterranean dietary pattern was maintained up to 4 years after the first
infarction, confirming previous intermediate analyses. Major traditional risk factors, such as high blood cholesterol and
blood pressure, were shown to be independent and joint predictors of recurrence, indicating that the Mediterranean
diefary pattern did not alter. at least qualitatively, the usual relationships between major risk factors and recurrence.
Thus, a comprehensive strategy to decrease cardiovascular morbidity and mortality should include primarily a
cardioprotective diet. It should be associated with other (pharmacological?) means aimed at reducing modifiable risk
factors. Further trials combining the 2 approaches are warranted. (Circulation. 1999;99:779-785.)

Key Words: diet m trials m coronary disease m myocardial infarction
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TAELE 2. Main Risk Factors and Solected Biological
Parameters Recorded on the Final Visit

Coniral
(=204}

Exparimentsl
=219}

Jody mass indax, kg'm®
Systolic blood pressurs, mm Hg
Dizstolic blood pressure, mm Hy
Total cholestendl, mmallL
Trighycanides, mmolL

HOL -cholestarol, mmoliL

LD -cholesterol, mmol/L

269 (34)
128 {16}
79 {10
6.18 (1.04)
1.75 (0.83)
1.28 (0.34)
4.23 (0.98)

26.3 3.7

128 (17)

TE(11)
.20 (1.06)
1.84 .85
1.29/{0.34)
417 [0.93)

Lipoprotein (2], o'l

Albumin, gL

Giycated hamoglobin, %

Creatinine, pmall

Uric acid, pmolL

Leukncyte count, =107

Curent smokerz, %

Medication, %
Anticeagulant agents
Antiplatelet agents
f-Blocking agents
Calicium channed blockers
ACE inhibsiors
Lipid-lowering dnugz

.35 (0.49)
47.10 {2.88)
4.61(1.23)
116 (204
348 (81)
6.00 {1.69)
174

161

0.33 035
4728 (2.07)
4BE 153
115 (1)
138 (BT
5.0 [1.68)
18.3

114
758
475
256
18.3
26.5

Valuas are mean (S00).

cholesterc]l, blood pressure, leukocyie count, and aspirin use).
With regard to the effect of 18:3(w-3) on OO0 2 and CO 3, the
associafions were borderlme nonsizmificant (P=0.08 and
P=012).
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Evénements Etude de Lyon

e Mortalité CV:
e 19/204 = 9.3% 6/219=2.7% Diff absolue 6.6%

e Infarctus non fatal:
o 25/204=12.2 % 8/219= 3.6% Diff absolue 8.6%

e Mortalité toutes causes:
e 24/204=11.7% 14/219= 6.4% Diff absolue 5.3%

e DIFFERENCES RELATIVES: 71%, 70%, 45%



TABLE 3. Daily Nutrient Intake Recorded on the Final

Visit in 83 Control and 144 Experimental Nonselected
Consecutive Patients

Control
2088 (490)

Experimental P
1947 (468) 0.033

Total calories
% calories

0.002 <

Total lipids 33.6 (7.80 30.4 (7.00)

Saturated fats

Polyunsaturated fats

18:1(w-
18:2(w-
18:3(w-

Alcohol
Proteins, g
Fiber, ¢

9) (oleic)
6) (linoleic)
3) (linolenic)

Cholesterol, mg

11.7(3.90
6.10 (2.90
10.8 (4.10

8.0 (3.70)
4.60 (1.70)
12.9 (3.20
3.60 (1.20
0.84 (0.46

5.98 (6.90
16.6 (3.80
155 (6.80
312 (180)

)
)
)
)
5.30 (2.80)
)
)
)
)

(
(
(
(
(
0.29 (0.19
(
{
(
(

16.2 (3.10
18.6 (8.10
203 (145)

)
)
)
5.83 (5.80)
)
)

0.0001<

0.0001
0.0001
0.0001
0.0001
0.80
0.30
0.004
0.0001

Values are mean (SD).
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Association of Dietary Fats and Total and Cause-Specific Mortality

Figure 1. Change in Total Mortality Associated With Increases
in the Percentage of Energy From Specific Types of Fat
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The Okinawan Diet: Health Implications of a Low-
Calorie, Nutrient-Dense, Antioxidant-Rich Dietary
Pattern Low in Glycemic Load

D. Craig Willcox PhD, Bradley J. Willcox MD, Hidemi Todoriki PhD & Makoto
Suzuki MD, PhD
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Relation between plasma ascorbic acid and mortality in men
and women in EPIC-Norfolk prospective study: a prospective
population study
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Figure 2. Distribution des variations de poids pour chacun des participants d’une étude comparant Uefficacité de

regimes faibles en glucides (Atkins) ou en gras (Ornish). Adapté de Gardner (2012).
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Effect of Low-Fat vs Low-Carbohydrate Diet on 12-Month
Weight Loss in Overweight Adults and the Association

With Genotype Pattern or Insulin Secretion
The DIETFITS Randomized Clinical Trial

Liana C. Del Gobbo, PhD; Michelle E. Hauser, M
King, PhD

IMPORTANCE Dietary modification remains key to successful weight loss. Yet, no one dietary
strategy is consistently superior to others for the general population. Previous research
suggests genotype or insulin-glucose dynamics may modify the effects of diets.

OBJECTIVE To determine the effect of a healthy low-fat (HLF) diet vs a healthy
low-carbohydrate (HLC) diet on weight change and if genotype pattern or insulin secretion
are related to the dietary effects on weight loss.

DESIGN, SETTING, AND PARTICIPANTS The Diet Intervention Examining The Factors Interacting
with Treatment Success (DIETFITS) randomized clinical trial included 609 adul ed 18 to
50 years without diabetes with a body mass index between 28 and 40. The trial enrollment
was from January 29, 2013, through April 14, 2015; the date of final follow-up was May 16,
2016. Participants were randomized to the 12-month HLF or HLC diet. The study also tested
whether 3 single-nucleotide polymorphism multilocus genotype responsiveness patterns or
insulin secretion (INS-30; blood concentration of insulin 30 minutes after a glucose
challenge) were a ted with weight loss.

INTERVENTIONS Health educators delivered the behavior modification intervention to HLF
(n 5) and HLC (n = 304) participants via 22 diet-specific small group sessions
administered over 12 months. The sessions focu to achieve the lowest fat or
carbohydrate intake that could be maintained long-term and emphasized diet quality.

MAIN OUTCOMES AND MEASURES Primary outcome was 12-month weight change and
determination of whether there were significant interactions among diet type and genotype
pattern, diet and insulin secretion, and diet and weight loss.

RESULTS Among 609 participants randomized (mean age, 40 [SD, 7] years; 57% women;
mean body mass index, 33 [SD, 3]; 244 [4( : g 30 [30%] had a
low-carbohydrate genotype; mean baseline INS-30, 93 plu/mL), 481(7 completed the
trial. In the HLF vs HLC diets, respectively, the mean 12-month macronutrient distributions
were 48% vs 30% ydrates, 29% 2 s 23% for protein.
Weight change at 12 months was —5.3 kg for the HLF diet vs -6.0 kg for the HLC diet

(mean between-group differel 0.7 kg[95 -0.2tol There was no significant
diet-genotype pattern interaction (P = .20) or diet-insulin secretion (INS-30) interaction

(P = .47) with 12-month weight loss. There were 18 adverse events or serious adverse events
that were evenly distributed across the 2 diet groups.

CONCLUSIONS AND RELEVANCE In this 12-month weight loss diet study, there was no
significant difference in weight change between a healthy low-fat diet vs a healthy
low-carbohydrate diet, and neither genotype pattern nor baseline insulin secretion was
associated with the dietary effects on weight loss. In the context of these 2 common weight
loss diet approaches, neither of the 2 hypothesized predisposing factors was helpful in

identifying which diet was better for whom.

TRIAL REGISTRATION clinicaltrials.gov Identifier: NCT
JAMA. 67-679 W] 5
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Low-Fat vs Low-Carbohydrate Diet on Weight Loss in Overweight Adults

Original Investigation Research

Table 3.12-Month Change Estimates for Anthropometric Variables by Diet

12-mo Change Estimate (95% ClI)®

Healthy Low-Fat Diet
(n = 305)

Healthy Low-Carbohydrate Diet
(n = 304)

Between-Group Difference
(95% CI)®

Weight, kg

Body mass index®

Body fat %2

Waist circumference, cm

Lipid level, mmol/L
High-density lipoprotein cholesterol
Low-density lipoprotein cholesterol
Triglycerides

Blood pressure, mm Hg
Systolic
Diastolic

Fasting glucose, mg/dL

Fasting insulin, plU/mL

Insulin-30, plU/mL*®

Metabolic syndrome, No. (%)*

Had metabolic syndrome at baseline
but not at 12 mo

-5.29 (-5.93 to -4.65)
-1.75 (-1.97 to -1.52)
-1.97 (-2.38 to -1.56)
-3.74 (-4.64 to -2.84)

0.40 (-0.37 to 1.18)
-2.12 (-4.70 to 0.47)
-0.95 (-17.46 to -2.44)

-3.18 (-4.33 t0 -2.03)
-1.94 (-2.65 to -1.22)
-3.67 (-4.90 to -2.44)
-2.64 (-3.79 to -1.49)
-15.38 (-21.13 to -9.62)

36 (11.8)

-5.99 (-6.63 to -5.35)
-2.07 (-2.30 to -1.85)
-2.15 (-2.54 to -1.75)
-4.41 (-5.31to -3.51)

2.64 (1.87 to 3.41)
3.62 (1.04 to 6.19)
-28.20 (-35.67 to -20.72)

-3.72 (-4.86 to -2.58)
-2.64 (-3.34 to -1.93)
-2.10 (-3.32 to -0.87)
-2.33 (-3.48to -1.19)
-11.48 (-17.18 to -5.78)

36 (11.8)

0.70 (-0.21 to 1.60)
0.33 (0.01 to 0.64)

0.18 (-0.40 to 0.75)
0.67 (-0.60 to 1.94)

-2.24 (-3.33 t0 -1.15)
-5.74 (-9.38 to -2.09)
18.25 (7.65 to 28.84)

0.54 (-1.07 to 2.16)

0.70 (-0.31 to 1.71)
-1.58 (-3.31 t0 0.16)
-0.31 (-1.93 to 1.31)
-3.90 (-12.00 to 4.20)

Had metabolic syndrome at baseline and 12 mo 39 (12.8)

128 (42.0)

36 (11.8)

Did not have metabolic syndrome at baseline 137 (45.1)

or 12 mo

Did not have metabolic syndrome at baseline
but had metabolic syndrome at 12 mo

Respiratory exchange ratio?

13 (4.3) 11 (3.6)

-0.008 (-0.018 to 0.002)
-66.45 (-96.65 to -36.26)
0.55 (0.20 to 0.90)

Sl conversion factors: To convert glucose to mmol/L, multiply by 0.0555;
high-density and low-density lipoprotein cholesterol to mg/dL, divide by
0.0259; insulin to pmol/L, multiply by 6.945; triglycerides to mg/dL,
divide by 0.0113.

-0.027 (-0.037 to -0.018)
-76.93 (-106.68 to -47.19) 10.48 (-31.91 to 52.87)
0.49 (0.13 to 0.84) 0.06 (-0.44 to 0.56)

and 123 in the healthy low-carbohydrate diet group. This was due to
a combination of dropout and not having any data for cohort 1.

0.020 (0.006 to 0.033)
Resting energy expenditure, kcal?
Energy expenditure, kcal/kg/d

2 |ndicates the blood concentration of insulin at the 30-minute time point of




Figure 2. Interaction Among Diet and Genotype and Diet and Insulin-30 Tertile at Baseline and 12-Month Weight Loss

EI 12-mo Weight loss by diet and genotype

No. of
Participants

Low-fat genotype
Healthy low-fat diet

Healthy low-carbohydrate diet

83
70

Low-carbohydrate genotype
Healthy low-fat diet

Healthy low-carbohydrate diet

Neither genotype
Healthy low-fat diet

Healthy low-carbohydrate diet

-30

12-mo Weight loss by diet and insulin-30 tertile at baseline

No. of
Participants

Lowest insulin-30 tertile

Healthy low-fat diet 66

Healthy low-carbohydrate diet 85

Middle insulin-30 tertile
Healthy low-fat diet

Healthy low-carbohydrate diet

Highest insulin-30 tertile
Healthy low-fat diet

Healthy low-carbohydrate diet

20 10 0
12-mo Weight Change, kg

M Uy

T
-30

—EIO —lID 0
12-mo Weight Change, kg

The black solid circle indicates the mean, the left and right borders of the box
mark the first and third quartiles, the black vertical line indicates the median,
the error bars indicate the 5th and 95th percentiles, and the hollow circles

indicate the individuals whose values were outside the 5th or 95th percentiles.

The No. of participants reflect data for the individuals who had weight data at

these 2 genotype patterns. By design, as described in the initial National
Institutes of Health grant application, those individuals with neither of the main
2 genotype patterns were not included in the main analyses. There were 39
participants who had compromised or missing DNA.

B. Three-way interaction term among diet. insulin, and the 12-month time




Ten Years of Life

Is It a Matter of Choice?

Gary E. Fraser, MB, ChB, PhD; David ]. Shavlik, MSPH

Background: Relative risk estimates suggest that effec-
tive implementation of behaviors commonly advocated
in preventive medicine should increase life expectancy,
although there is little direct evidence.

Objective: To test the hypothesis that choices regard-
ing diet, exercise, and smoking influence life expec-
tancy.

Metheods: A total of 34192 California Seventh-Day Ad-
ventists (75% of those eligible) were enrolled in a co-
hort and followed up from 1976 to 1988. A mailed ques-
tionnaire provided dietary and other exposure information
at study baseline. Mortality for all subjects was ascer-
tained by matching to state death tapes and the National
Death Index.

Results: California Adventists have higher life expect-
ancies at the age of 30 years than other white Califor-
nians by 7.28 years (95% confidence interval, 6.59-7.97
years) in men and by 4.42 years (95% confidence inter-

ORIGINAL INVESTIGATION

val, 3.96-4.88 years) in women, giving them perhaps the
hlcrhcqt life expectancy of any formall\ described popu-
ldllDIl, Commonly observed combinations of diet, exer-
cise, body mass index, past smoking habits, and hor-
mone replacement therapy (in women) can account for
differences of up to 10 years of life expectancy among
Adventists. A comparison of life expectancy when these
factors take high-risk compared with low-risk values
shows independent effects that vary between 1.06 and
2.74 years for different variables. The effect of each vari-
able is assessed with all others at either medium- or
high-risk levels.

Conclusions: Choices regarding diet, exercise, ciga-
rette smoking, body weight, and hormone I(’plaCC*IIICIlI
therapy, in combination, appear to change life expec-
tancy by many years. The longevity experience of Ad-
ventists pmbabh Llemonqtmteq the beneficial effects of
more optimal behaviors.

Arch Intern Med. 2001:161:1645-1652




Table 5. Expected Length of Life at Birth and
at the Age of 65 Years: California Adventists
Compared With International Populations

I —
Length of Life, y

1
Men Women

r— 11— 1
Country (Year) At Birth AtAge 65y AtBirth AtAge65y

Australia (1990) 739 15.2 80.0 19.0
Canada (1985-1987) 13.0 14.9 19.7 19.1
Denmark (1989-1990) 72.0 14.1 11.7 17.9
Finland (1989) 709 13.8 78.9 17.7
Iceland (1989-1990) 15.7 16.1 80.3 19.3
Japan (1990) 159 16.2 81.8 19.9
New Zealand (1987-1989) 71.6 14.1 116 17.8
Norway (1990) 73.4 14.6 79.8 18.6
United Kingdom 7.9 13.4 77.6 17.3
(1985-1987)
United States (1990) 73.0 14.9 79.7
California Adventists 78.5 19.1 82.3
(1980-1988)*
Vegetarians 80.2 20.3 84.8

*Hazards for those aged 0 to 29 years are those from California State data, as
data for these ages are not available for Adventists. Non-Adventist data are
taken from international longevity comparisons (1992).%




Non-Profit Produces First-Ever Agreement on Overall Principles of
Healthy Eating

PR Newswire —- BOSTON, MA (November 19, 2015)

agreement. Scientific co-chairs Dr. Walter Willett, Nutrition Chair of the Harvard School of Public Health and Dr. David Katz, Founding
Director of the Yale Prevention Research Center, led the group in a two-day debate dissecting scientific studies and comparing diets to arrive

at a clear outline of what healthy eating entails, agreeing on standards and sources of evidence, and the need to base judgments on the
weight of evidence.

“The foods that define a healthy diet include abundant fruits,
vegetables, nuts, whole grains, legumes and minimal amounts of

refined starch, sugar and red meat, especially keeping processed red

meat intake low. When you put it all together, that's a lot of common
ground.”




EN RESUME

EAT FOOD,
MOSTLY PLANTS,
NOT TOO MUCH.

M Pollan



MEDICAL SCIENCE

Can lifestyle changes reverse coronary heart
disease?

The Lifestyle Heart Trial

In @ prospective, randomised, controlled trial to
determine whether comprehensive lifestyle
changes affect coronary atherosclerosis after 1
year, 28 patients were assigned to an experimental
group ( low-fat vegetarian diet, stopping smoking,
stress management trainin and moderate
exercise) and 20 to a usual-care control group. 195
coronary artery lesions were analysed by
gquantitative coronary angiography. The average
lameter stenosis regressed from 40-0
in the experimental
group yet progressed from 42-7 (15-5)% to 461
{18:5)% in the control group. When only lesions
greater than 50% stenosed were analysed. the
average percentage diameter stenosis regressed
from 611 (BB)% to 558 (110)% in the
experimental group and progressed from 61-7
[95)% to 644 (16:3)% in the control group.
Overall, 82% of experimental-group patients had
an average change towards regression.
Comprehensive lifestyle changes may be able to
bring about regression of even severe coronary
atherosclerosis after only 1 year, without use of
lipid-lowering drugs.
Lancet 1990; 336: 1
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Intensive Lifestyle Changes for Reversal
of Coronary Heart Disease

an Crnizh, MO; Larry W
Terri itt, M3; 5
d L Ki

that intensive lifestyle
changes may lead to regn erosis after 1 year
Obj i 5 i lifestyle
hanges for a total of 5 years and the = anges (without
lipid- ng drugs) on coronary heart dise
Design.—Randomize ntrolled trial condur b using a
randomized n
Patients —Forty-eig coronary heart di
) o @ usual-c nitrol
group, and eted the 5-y i coronary areriography.
Setting —Two tertiary
Intervention. —Intensiv e changes (10%
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werimental group patien 45 events in 20 control ents during
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years than after 1 year in the experimental growp. In contrast, in the control group,
comonary atheros i ntinued to prog and more than twice as many car-
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Caldwell B. Esselstyn Jr,
MD; Gina Gendy, MD;
Jonathan Doyle, MCS;
Mladen Golubic, MD,
PhD; Michael F. Roizen,
MD

The Wellness Institute

of the Cleveland Clinic,
Lyndhurst, Ohio

md aesselstyn@aol.com
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ORIGINAL RESEARCH
A way to reverse CAD?

Though current medical and surgical treatments manage
coronary artery disease, they do little to prevent or stop
it. Nutritional intervention, as shown in our study and
others, has halted and even reversed CAD.
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FIGURE 1
Restoration of myocardial
perfusion?

x

Before Rx

: {
: : - After Rx

Positron emission tomography performed on a

patient with coronary artery disease shows an area

of myocardium with insufficient blood flow (top).
Following only 3 weeks of plant-based nutritional
intervention, normal blood flow was restored (bottom).

FIGURE 2
Reversal of coronary
artery disease’

Coronary angiography reveals a diseased distal left anterior
descending artery (A). Following 32 months of a plant-
based nutritional intervention without cholesterol-lowering
medication, the artery regained its normal configuration (B).
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Telomeres help prevent the loss of genetic information




Lancet Oncol 2013; 14: 1112-20

Published Online
September 17, 2013
http://dx.doi.org/10.1016/
51470-2045(13)70366-8

Department of Medicine

(Prof D Ornish MD,
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(E Epel PhD), Department of
Orofacial Sciences

(N Chainani-Wu DMD),
Department of Urology, Helen

Effect of comprehensive lifestyle changes on telomerase
activity and telomere length in men with biopsy-proven
low-risk prostate cancer: 5-year follow-up of a descriptive
pilot study

Dean Ornish, Jue Lin, JuneM Chan, Elissa Epel, Colleen Kemp, Gerdi Weidner, Ruth Marlin, Steven ] Frenda, Mark Jesus M Magbanua,
Jennifer Daubenmier, Ivette Estay, Nancy K Hills, Nita Chainani-Wu, Peter R Carroll, Elizabeth H Blackburn

Summary

Background Telomere shortness in human beings is a prognostic marker of ageing, disease, and premature morbidity.
We previously found an association between 3 months of comprehensive lifestyle changes and increased telomerase
activity in human immune-system cells. We followed up participants to investigate long-term effects.

Methods This follow-up study compared ten men and 25 external controls who had biopsy-proven low-risk prostate
cancer and had chosen to undergo active surveillance. Eligible participants were enrolled between 2003 and 2007
from previous studies and selected according to the same criteria. Men in the intervention group followed a
programme of comprehensive lifestyle changes (diet, activity, stress management, and social support), and the men
in the control group underwent active surveillance alone. We took blood samples at 5 years and compared relative
telomere length and telomerase enzymatic activity per viable cell with those at baseline, and assessed their relation to
the degree of lifestyle changes.

Finding
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Figure1: Mean change in relative telomere length over 5 years with lifestyle
intervention compared with control
Vertical lines represent 1 SEM. T/S=telomere to single-copy gene ratio units.
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Genetic Risk, Adherence to a Healthy
Lifestyle, and Coronary Disease

ABSTRA

BACKGROUND
Both genetic and lifestyle factors contribute to individual-level risk of coronary artery
disease. The extent to which increased genetic risk can be offset by a healthy lifestyle
is unknown.

METHO

Using a polygenic score of DNA sequence polymorphisms, we quantified genetic risk

for corona i 4 participants in the
i i (ARIC) study, 21,222 in the Women’s Genome

7 (WGHS), and 22,389 in the Malmd Diet and ( T Study (MD(

and in 4260 participants in the cross tolmage Study for whom genotype

and covariate data were available. We also determined adherence to a healthy lifestyle

among the participants u scoring system consisting of four factors: no current

moking, no obesity, regular physical acti nd a healthy diet.

RESULTS
relative risk of incident coronary events was 91% higher among participants at
genetic risk (top quintile of polygenic sc e at low genetic
bottom guintile of polygeni az3 . onfidence interval
, 1.75 to 2.09). A favorable lifes

an unfavorahle lifes
of the genetic ris

Y% for an unfavorable lifestyle to 5.1% for a favorable lifestyle in ARIC, from 4.
to 2.08 in WGHS, and fro 5 iolmage Study, a favor-

CONCLUSION

Across four studies involving 55,685 participants, genetic and lifestyle factors were
ssociated with susceptibility to coronary artery disease. Among par-

ticipants at hi a favorable lifestyle 8 ted with a nearly

lower relative risk of cor artery dis

(Funded by the Nationa! Institutes of Health and other.
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[l Favorable lifestyle [l Intermediate lifestyle [l Unfavorable lifestyle

A Atherosclerosis Risk in Communities B Women’s Genome Health Study C Malmé Diet and Cancer Study
12- 12- 12-
10
3]

Standardized 10-Yr Coronary Event Rate
(%)

31 43 538 48 5073 12 14 138 14 19 33 2.0 26 46 34 38 6.1 5.3 55 82

Low Intermediate High Low Intermediate High Low Intermediate High

Standardized 10-Yr Coronary Event Rate
Standardized 10-Yr Coronary Event Rate

Genetic Risk Genetic Risk Genetic Risk

Figure 3. 10-Year Coronary Event Rates, According to Lifestyle and Genetic Risk in the Prospective Cohorts.

Shown are standardized 10-year cumulative incidence rates for coronary events in the three prospective cohorts, according to lifestyle
and genetic risk. Standardization was performed to cohort-specific population averages for each covariate. The I bars represent 95%

confidence intervals.
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Rohrmann et al. BMC Medicine 2013, 11:63
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Meat consumption and mortality - results from
the European Prospective Investigation into
Cancer and Nutrition

Sabine Rohrmann'?’, Kim Overvad®, H Bas Bueno-de-Mesquita®>, Marianne U Jakobsen®, Rikke Egeberg®,

Anne Tjenneland®, Laura Nailler’®, Marie-Christine Boutron-Ruault’#, Francoise Clavel-Chapelon’®, Vittorio Krogh®,
Domenico Palli'®, Salvatore Panico'’, Rosario Tumino'?, Fulvio Ricceri'?, Manuela M Bergmann'*, Heiner Boeing'*,
Kuanrong L, Rudolf Kaaks?, Kay-Tee Khaw'®, Nicholas J Wareham'®, Francesca L Crowe'”, Timothy J Key'?r
Androniki Naska'® Antonia Trichopoulou'®'®, Dimitirios Trichopoulos'®?%?', Max Leenders®, Petra HM Peeters
Dagrun Engeset™, Christine L Parr®, Guri Skeie?®, Paula Jakszyn?®, Maria-José Sanchez”*®, José M Huerta®’~,

M Luisa Redondo®®, Aurelio Barricarte®®?", Pilar Amiano”™®, Isabel Drake®, Emily Sonestedt®®, Goran Hallmans™,
Ingegerd Johansson™, Veronika Fedirko™, Isabelle Romieux™, Pietro Ferari*®, Teresa Norat”, Anne C Vergnaud®,

Flio Riboli”* and and Jakob Linseisen®*

22,23
'

Abstract

Background: Recently, some US cohorts have shown a moderate association between red and processed meat
consumption and mortality supporting the results of previous studies among vegetarians. The aim of this study
was to examine the association of red meat, processed meat, and poultry consumption with the risk of early death
in the European Prospective Investigation into Cancer and Nutrition (EPIC).

Methods: Included in the analysis were 448,568 men and women without prevalent cancer, stroke, or myocardial
infarction, and with complete information on diet, smoking, physical activity and body mass index, who were
between 35 and 69 years old at baseline. Cox proportional hazards regression was used to examine the association
of meat consumption with all-cause and cause-specific mortality.

Results: As of June 2009, 26,344 deaths were observed. After multivariate adjustment, a high consumption of red
meat was related to higher all-cause mortality (hazard ratio (HR) = 1.14, 95% confidence interval (Cl) 1.01 to 128,
160+ versus 10 to 19.9 g/day), and the association was stronger for processed meat (HR = 144, 95% Cl 1.24 to
1.66, 160+ versus 10 to 199 g/day). After correction for measurement error, higher all-cause mortality remained
significant only for processed meat (HR = 1.18, 95% Cl 1.11 to 1.25, per 50 g/d). We estimated that 3.3% (95% Cl
1.5% to 5.0%) of deaths could be prevented if all participants had a processed meat consumption of less than
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Figure 1 Nonparametric regression curve for the relation of processed meat intake at recruitment with all-cause mortality, European
Prospective Investigation into Cancer and Nutrition (EPIC), 1992-2009. Solid line, effect estimate; dotted lines, 95 percent confidence
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Intestinal microbiota metabolism of L-carnitine,
a nutrient in red meat, promotes atherosclerosis

Robert A Koeth!2, Zeneng Wang!-%, Bruce S Levison'2, Jennifer A Buffal:2, Elin Org?, Brendan T Sheehy,
Earl B Britt!?, Xiaoming Fu"?, Yuping Wu#, Lin Li"?, Jonathan D Smith">°, Joseph A DiDonato!?, Jun Chen®,
Hongzhe Li®, Gary D Wu’, James D Lewis®®, Manya Warrier®, ] Mark Brown?, Ronald M Krauss!?,

W H Wilson Tang!»>, Frederic D Bushman®, Aldons ] Lusis® & Stanley L. Hazen'>>
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Intestinal Microbial Metabolism of Phosphatidylcholine
and Cardiovascular Risk

W.H. Wilson Tang, M.D., Zeneng Wang, Ph.D., Bruce S. Levison, Ph.D., Robert A. Koeth, B.S., Earl B. Britt, M.D.,
Xiaoming Fu, M.S., Yuping Wu, Ph.D., and Stanley L. Hazen, M.D., Ph.D.
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PHOSPHATIDYLCHOLINE METABOLISM AND CARDIOVASCULAR RISK

Table 2. Risk of a Major Adverse Cardiovascular Event at 3 Years, According to Quartile of TMAQ Level.*

Risk of Event TMAQ Level
Quartile 1 Quartile 2 Quartile 3 Quartile 4
hazard ratio hazard ratio hazard ratio
reference (95% Cl)  Pvalue (95% Cl)  Pwvalue (95% Cl)  Pvalue

Unadjusted hazard ratio  1.00  1.24 (0.93-1.66) 0.15 1.53 (1.16-2.02) 0.003 2.54 (1.96-3.28) <0.001
Adjusted hazard ratio

Model 17 1.00 1.14 (0.86-1.53) 0.37 1.29 (0.98-1.71) 0.07 1.88 (1.44-2.44) <0.001
Model 2 1.00 1.08 (0.79-1.48) 0.61 1.15 (0.85-1.56) 0.36 1.49 (1.10-2.03) 001
Model 3 1.00 1.06 (0.77-1.45) 0.72 1.11 (0.82-1.51) 0.50 1.43 (1.05-1.94) 0.02

* A major adverse cardiovascular event was defined as death, myocardial infarction, or stroke. The quartiles of TMAO
levels are as follows: quartile 1, less than 2.43 yM; quartile 2 2.43 to 3.66 uM; quartile 3, 3.67 to 6.18 yM; and quartile
4, more than 6.18 pM. Hazard ratios and P values are for the comparison with quartile 1.

T In model 1, hazard ratios were adjusted for traditional risk factors (age, sex, smoking status, systolic blood pressure,
low-density lipoprotein cholesterol level, high-density lipoprotein cholesterol level, and status with respect to diabetes
mellitus), plus log-transformed high-sensitivity C-reactive protein level.

T In model 2, hazard ratios were adjusted for all factors in model 1, plus myeloperoxidase level, log-transformed estimated
glomerular filtration rate, total white-cell count, body-mass index, and status with respect to receipt of certain medications
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Figure 2. Kaplan—Meier Estimates of Major Adverse Cardiovascular Events,

According to the Quartile of TMAO Level.
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target: the time has come!
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Energy and Health 5

Food, livestock production, energy, climate change, and health

Anthony ] McMichael, John W Powles, Colin D Butler, Ricardo Uauy

Food provides energy and nutrients, but its acquisition requires energy expenditure. In post-hunter-gatherer
societies, extra-somatic energy has greatly expanded and intensified the catching, gathering, and production of
food. Modern relations between energy, food, and health are very complex, raising serious, high-level policy
challenges. Together with persistent widespread under-nutrition, over-nutrition (and sedentarism) is causing
obesity and associated serious health consequences. Worldwide, agricultural activity, especially livestock
production, accounts for about a fifth of total greenhouse-gas emissions, thus contributing to climate change and
its adverse health consequences, including the threat to food yields in many regions. Particular policy attention
should be paid to the health risks posed by the rapid worldwide growth in meat consumption, both by exacerbating
climate change and by directly contributing to certain diseases. To prevent increased greenhouse-gas emissions
from this production sector, both the average worldwide consumption level of animal products and the intensity of
emissions from livestock production must be reduced. An international contraction and convergence strategy
offers a feasible route to such a goal. The current global average meat consumption is 100 g per person per day,
with about a ten-fold variation between high-consuming and low-consuming populations. 90 g per day is proposed
as a working global target, shared more evenly, with not more than 50 g per day coming from red meat from
ruminants (ie, cattle, sheep, goats, and other digastric grazers).
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