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 QUELQUES MESSAGES CLEFS

08h30 : accueil des participants
09h00 : mot d'accueil de la présidente

09h10 : Urologie - Dr Grégory BOZZINI
09h40 : Gynécologie - Dr Charlène MASSIN
10h10 : Dermatologie - Dr Freddy LENGRAND
10h40 : Assemblée Générale de l'association de FMC

11h00 : Pause salée

12h30 : Gastro-entérologie  - Dr Alexis BOUTHORS
13h00 : Radiologie - Dr Mélody AMOUYEL-CASTIER
13h30 : Séquence passion - François JONQUET

14h00 : Pause sucrée

15h00 : Cardiologie - Dr Bruno VAQUETTE
15h30 : Otorhinolaryngologie - Dr Vincent LOCHE
16h00 : Endocrinologie - Dr Bernard HENRIC

Bonne journée !

dr.bvaquette@gmail.com

Dr Bruno VAQUETTE

mailto:dr.bvaquette@gmail.com
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ACD 
ACE/AAII  
Calcium bloqueur  
Diurétique  

Bithérapie en association fixe 

Auto-mesure tensionnelle

HTA en 2022



Intolérance aux statines



↘ 1 mmol/L  (∽0,4 g/L)  LDL-c 

↘ 25% IDM et AVC 
NNT= 50 (prévention II) 
NNT = 25 (prevention I) 

↑ diabète 
↑myosite 
↑AVC (h)  
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Myosite 

douleur, sensibilité, faiblesse, crampe + ↑CPK >4N 
1/10.000/an 
mécanisme ? 
liée à la dose 

liée au taux sanguin de statine  

Myalgie 
10-20/10.000/an (0.1%)

Intolérance aux statines



Prévalence symptômes musculaires :    1%  
(11 événements pour 1000 années-personne)  

            vs 5 à 20% dans les séries 

Survenue dans la 1ere année de traitement
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Effect of statin therapy on muscle symptoms: an individual 
participant data meta-analysis of large-scale, randomised, 
double-blind trials 
Cholesterol Treatment Trialists’ Collaboration*

Summary
Background Statin therapy is effective for the prevention of atherosclerotic cardiovascular disease and is widely 
prescribed, but there are persisting concerns that statin therapy might frequently cause muscle pain or weakness. We 
aimed to address these through an individual participant data meta-analysis of all recorded adverse muscle events in 
large, long-term, randomised, double-blind trials of statin therapy.

Methods Randomised trials of statin therapy were eligible if they aimed to recruit at least 1000 participants with a 
scheduled treatment duration of at least 2 years, and involved a double-blind comparison of statin versus placebo or 
of a more intensive versus a less intensive statin regimen. We analysed individual participant data from 19 double-
blind trials of statin versus placebo (n=123 940) and four double-blind trials of a more intensive versus a less intensive 
statin regimen (n=30 724). Standard inverse-variance-weighted meta-analyses of the effects on muscle outcomes were 
conducted according to a prespecified protocol.

Findings Among 19 placebo-controlled trials (mean age 63 years [SD 8], with 34 533 [27·9%] women, 59 610 [48·1%] 
participants with previous vascular disease, and 22 925 [18·5%] participants with diabetes), during a weighted average 
median follow-up of 4·3 years, 16 835 (27·1%) allocated statin versus 16 446 (26·6%) allocated placebo reported 
muscle pain or weakness (rate ratio [RR] 1·03; 95% CI 1·01–1·06). During year 1, statin therapy produced a 7% 
relative increase in muscle pain or weakness (1·07; 1·04–1·10), corresponding to an absolute excess rate of 11 (6–16) 
events per 1000 person-years, which indicates that only one in 15 ([1·07–1·00]/1·07) of these muscle-related reports 
by participants allocated to statin therapy were actually due to the statin. After year 1, there was no significant excess 
in first reports of muscle pain or weakness (0·99; 0·96–1·02). For all years combined, more intensive statin regimens 
(ie, 40–80 mg atorvastatin or 20–40 mg rosuvastatin once per day) yielded a higher RR than less intensive or moderate-
intensity regimens (1·08 [1·04–1·13] vs 1·03 [1·00–1·05]) compared with placebo, and a small excess was present 
(1·05 [0·99–1·12]) for more intensive regimens after year 1. There was no clear evidence that the RR differed for 
different statins, or in different clinical circumstances. Statin therapy yielded a small, clinically insignificant increase 
in median creatine kinase values of approximately 0·02 times the upper limit of normal.

Interpretation Statin therapy caused a small excess of mostly mild muscle pain. Most (>90%) of all reports of muscle 
symptoms by participants allocated statin therapy were not due to the statin. The small risks of muscle symptoms are 
much lower than the known cardiovascular benefits. There is a need to review the clinical management of muscle 
symptoms in patients taking a statin.

Funding British Heart Foundation, Medical Research Council, Australian National Health and Medical Research 
Council.

Copyright © 2022 The Author(s). Published by Elsevier Ltd. This is an Open Access article under the CC BY 4.0 
license.

Introduction 
Atherosclerotic cardiovascular diseases, chiefly myo-
cardial infarction and ischaemic stroke, accounted for 
approximately 18 million deaths worldwide in 2019,1 and 
low-density lipoprotein (LDL) cholesterol is a major 
causal risk factor.2 Randomised controlled trials have 
shown that the long-term reduction of LDL cholesterol 
concentrations with an 3-hydroxy 3-methylglutaryl-coen-
zyme A reductase inhibitor (ie, a statin) reduces the 
incidence of myocardial infarction and of ischaemic 
stroke by approximately a quarter for every 1 mmol/L 

LDL cholesterol reduction achieved, which corresponds 
to the avoidance of approximately 50 major vascular 
events in those with pre-existing vascular disease 
(secondary prevention), and 25 major vascular events 
when used for primary prevention, in every 1000 people 
administered this therapy for 5 years.2 Moreover, a more 
intensive statin regimen (ie, 40–80 mg atorvastatin once 
per day, or 20–40 mg rosuvastatin once per day), which 
could reduce LDL cholesterol by 2 mmol/L, would 
prevent twice as many major vascular events, and longer 
treatment yields greater benefits. For a given reduction 
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Side Effect Patterns in a Crossover Trial of
Statin, Placebo, and No Treatment
James P. Howard, PHD,a,* Frances A. Wood, MPHIL,a,* Judith A. Finegold, PHD,a Alexandra N. Nowbar, MBBS,a

David M. Thompson, PHD,a Ahran D. Arnold, MBBS,a Christopher A. Rajkumar, MBBS,a Susan Connolly, PHD,a

Jaimini Cegla, PHD,b Chris Stride, PHD,c Peter Sever, PHD,a Christine Norton, PHD,d Simon A.M. Thom, MD,a

Matthew J. Shun-Shin, PHD,a Darrel P. Francis, MAa

ABSTRACT

BACKGROUND Most people who begin statins abandon them, most commonly because of side effects.

OBJECTIVES The purpose of this study was to assess daily symptom scores on statin, placebo, and no treatment in

participants who had abandoned statins.

METHODS Participants received 12 1-month medication bottles, 4 containing atorvastatin 20 mg, 4 placebo, and 4

empty. We measured daily symptom intensity for each using an app (scale 1-100). We also measured the “nocebo” ratio:

the ratio of symptoms induced by taking statin that was also induced by taking placebo.

RESULTS A total of 60 participants were randomized and 49 completed the 12-month protocol. Mean symptom score
was 8.0 (95% CI: 4.7-11.3) in no-tablet months. It was higher in statin months (16.3; 95% CI: 13.0-19.6; P < 0.001), but

also in placebo months (15.4; 95% CI: 12.1-18.7; P < 0.001), with no difference between the 2 (P ¼ 0.388). The cor-

responding nocebo ratio was 0.90. In the individual-patient daily data, neither symptom intensity on starting (OR: 1.02;

95% CI: 0.98-1.06; P ¼ 0.28) nor extent of symptom relief on stopping (OR: 1.01; 95% CI: 0.98-1.05; P ¼ 0.48)

distinguished between statin and placebo. Stopping was no more frequent for statin than placebo (P ¼ 0.173), and

subsequent symptom relief was similar between statin and placebo. At 6 months after the trial, 30 of 60 (50%)

participants were back taking statins.

CONCLUSIONS The majority of symptoms caused by statin tablets were nocebo. Clinicians should not interpret
symptom intensity or timing of symptom onset or offset (on starting or stopping statin tablets) as indicating

pharmacological causation, because the pattern is identical for placebo. (Self-Assessment Method for Statin

Side-effects Or Nocebo [SAMSON]; NCT02668016) (J Am Coll Cardiol 2021;78:1210–1222)

© 2021 The Authors. Published by Elsevier on behalf of the American College of Cardiology Foundation.

This is an open access article under the CC BY license (http://creativecommons.org/licenses/by/4.0/).

M ost people who begin statin therapy aban-
don it (1-3), most commonly because of
side effects (4,5). More than one-half of

the potential benefit of this group of drugs is there-
fore being lost (6,7). Placebo-controlled trials of over
80,000 participants have found no evidence of an

increment in symptoms on statin vs placebo (8-10).
However, when an individual experiences side ef-
fects, placebo-controlled information from others
(even tens of thousands) provides little reassurance.

When consulting a patient experiencing symptoms
on statins, physicians must decide whether the statin
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Fausse intolérance ! 
comorbidités : hypoK+, hypothyroïdie, âge 

interactions  

myotoxiques: colchicine, corticothérapie, fibrate / inhibiteur enzymatique 

Alcool 

( race asiatique ) 

Vraie intolérance ! 
CPK ≥ 4N ➝ fenêtre (4 sem.); baisse CPK rapide…  

(Vitamine D, Co-enzyme Q10 

Foie 
ASAT>ALAT > 3N (arrêt/suivi…): à gérer comme les CPK
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Risque cardio-vasculaire (RCV)
« Rien n’est plus difficile à prédire que l’avenir » 

score SCORE2 et SCORE2-OP ! 
RCV & stéatose hépatique: + 45% 
haut RCV: LDL-c < 0.7



quantification des calcifications coronaires (CC) épicardiques

reflet de la quantité d’athérome coronaire et notamment de plaques instables

CC = marqueur de la maladie coronaire infraclinique  et de sa sévérité 
[ Blackenhorn - 1959, Beadenkopf - 1964 ]

CC = facteur prédictif d’événements cérébro-cardio-vasculaires   
[ Arad - 1996 ]

Score calcique



Ten-year association of coronary artery
calcium with atherosclerotic cardiovascular
disease (ASCVD) events: the multi-ethnic
study of atherosclerosis (MESA)
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Aims While coronary artery calcium (CAC) has been extensively validated for predicting clinical events, most outcome
studies of CAC have evaluated coronary heart disease (CHD) rather than atherosclerotic cardiovascular disease
(ASCVD) events (including stroke). Also, virtually all CAC studies are of short- or intermediate-term follow-up, so
studies across multi-ethnic cohorts with long-term follow-up are warranted prior to widespread clinical use. We
sought to evaluate the contribution of CAC using the population-based MESA cohort with over 10 years of follow-up
for ASCVD events, and whether the association of CAC with events varied by sex, race/ethnicity, or age category.

...................................................................................................................................................................................................
Methods
and results

We utilized MESA, a prospective multi-ethnic cohort study of 6814 participants (51% women), aged 45–84 years,
free of clinical CVD at baseline. We evaluated the relationship between CAC and incident ASCVD using Cox
regression models adjusted for age, race/ethnicity, sex, education, income, cigarette smoking status, low-density
lipoprotein cholesterol, high-density lipoprotein cholesterol, diabetes, lipid-lowering medication, systolic blood
pressure, antihypertensive medication, intentional physical exercise, and body mass index. Only the first event for
each individual was used in the analysis. Overall, 500 incident ASCVD (7.4%) events were observed in the total
study population over a median of 11.1 years. Hard ASCVD included 217 myocardial infarction, 188 strokes (not
transient ischaemic attack), 13 resuscitated cardiac arrest, and 82 CHD deaths. Event rates in those with CAC = 0
Agatston units ranged from 1.3% to 5.6%, while for those with CAC > 300, the 10-year event rates ranged from
13.1% to 25.6% across different age, gender, and racial subgroups. At 10 years of follow-up, all participants with
CAC > 100 were estimated to have >7.5% risk regardless of demographic subset. Ten-year ASCVD event rates
increased steadily across CAC categories regardless of age, sex, or race/ethnicity. For each doubling of CAC, we
estimated a 14% relative increment in ASCVD risk, holding all other risk factors constant. This association was not
significantly modified by age, sex, race/ethnicity, or baseline lipid-lowering use.

...................................................................................................................................................................................................
Conclusions Coronary artery calcium is associated strongly and in a graded fashion with 10-year risk of incident ASCVD as it is

for CHD, independent of standard risk factors, and similarly by age, gender, and ethnicity. While 10-year event

* Corresponding author. Tel: (310) 222-4107, Fax (310) 782-9652, Email: mbudoff@labiomed.org

Published on behalf of the European Society of Cardiology. All rights reserved. VC The Author(s) 2018. For permissions, please email: journals.permissions@oup.com.

European Heart Journal (2018) 0, 1–10 CLINICAL RESEARCH
doi:10.1093/eurheartj/ehy217 Prevention and epidemiology

Downloaded from https://academic.oup.com/eurheartj/advance-article-abstract/doi/10.1093/eurheartj/ehy217/4982604
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continuous variable; however, these investigators did not report dif-
ferences in race–ethnicity, gender, or cutpoints of CAC that can be
used in the clinical setting, and excluded those on statin therapy at
baseline. Our analysis included the entire baseline MESA cohort and
provides further validation for CAC cutpoints used to predict CHD
risk in a general population.

The Cardiovascular Risk Assessment and Blood Cholesterol
Management Work Groups (2013) stated that ‘assessing CAC is like-
ly to be the most useful of the current approaches to improving risk
assessment among individuals found to be at intermediate risk after
formal risk assessment’, concordant with the 2010 ACCF/AHA
Guideline for Assessment of Cardiovascular Risk in Asymptomatic

N=6,783. Red dashed line shows 7.5% risk. 
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Figure 3 Unadjusted Kaplan–Meier cumulative incidence curves for hard atherosclerotic cardiovascular disease events by categories of coronary
artery calcium and sex. n = 6783. Red dashed line shows 7.5% risk.

.................................................................................................................................................................

....................................................................................................................................................................................................................

Table 2 Event rates examining the likelihood of hard atherosclerotic cardiovascular disease events by categories of
coronary artery calcium

CAC categories

0 1 to 100 101 to 300 3001

10-year event rate [No. of events/N]

Race or ethnicity

Black 3.9 [43/1062] 7.7 [36/461] 14.7 [21/168] 24.5 [41/189]

Chinese 1.3 [5/399] 4.7 [12/235] 8.3 [8/98] 13.1 [9/69]

Hispanic 3.1 [29/815] 10.3 [38/391] 19.1 [25/135] 21.7 [28/147]

White 2.4 [33/1124] 7.3 [56/700] 10.8 [47/354] 16.2 [69/436]

Age

45 to 54 1.7 [32/1464] 3.8 [13/361] 15.4 [11/74] 16.2 [6/42]

55 to 64 3.1 [35/1035] 6.5 [40/529] 8.6 [16/169] 16.7 [22/140]

65 to 74 4.2 [32/721] 8.3 [50/604] 11.8 [39/317] 15.0 [53/363]

75 to 85 5.6 [11/180] 14.3 [39/293] 18.1 [35/195] 24.7 [66/296]

Sex

Male 3.0 [42/1245] 8.0 [75/930] 14.4 [67/446] 18.2 [99/578]

Female 2.8 [68/2155] 7.3 [67/857] 10.6 [34/309] 19.0 [48/263]

Lipid-lowering medication at baseline

No 2.7 [96/3029] 7.7 [114/1437] 13.4 [76/588] 19.9 [111/613]

Yes 2.8 [13/361] 7.4 [27/348] 12.9 [24/164] 16.5 [36/228]

ASCVD, atherosclerotic cardiovascular disease; CAC, coronary artery calcium.

6 M. J. Budoff et al.
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< 1 mSv (∼mammographie) 
[ TDMc=4, coro=9, scinti=15 ]

TDM 
sans injection 

synchronisé à l’ECG 

10-15’’ apnée 
26,04 €
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CC = plaque ≥ 4 pixels contigus (aire=1.37 mm2) avec une densité ≥130 UH 
Quantification CC basée sur la méthode d’Agatston [JACC 1990]:  surface de la CC x densité de la plaque
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Quelles indications ?

Diabète de type 2 asymptomatique

Patient intolérant aux statines

Risque intermédiaire

Patient asymptomatique +++, à partir de 45-50 ans

Patient inobservant
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ETT & ETO -3D 



Fermeture auricule gauche 

MitraClip

ETT & ETO -3D 



ETT & ETO -3D M
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Population-level risks of alcohol consumption by amount, 
geography, age, sex, and year: a systematic analysis for the 
Global Burden of Disease Study 2020 
GBD 2020 Alcohol Collaborators*

Summary
Background The health risks associated with moderate alcohol consumption continue to be debated. Small amounts 
of alcohol might lower the risk of some health outcomes but increase the risk of others, suggesting that the overall 
risk depends, in part, on background disease rates, which vary by region, age, sex, and year.

Methods For this analysis, we constructed burden-weighted dose–response relative risk curves across 22 health outcomes 
to estimate the theoretical minimum risk exposure level (TMREL) and non-drinker equivalence (NDE), the consumption 
level at which the health risk is equivalent to that of a non-drinker, using disease rates from the Global Burden of Diseases, 
Injuries, and Risk Factors Study (GBD) 2020 for 21 regions, including 204 countries and territories, by 5-year age group, 
sex, and year for individuals aged 15–95 years and older from 1990 to 2020. Based on the NDE, we quantified the population 
consuming harmful amounts of alcohol.

Findings The burden-weighted relative risk curves for alcohol use varied by region and age. Among individuals aged 
15–39 years in 2020, the TMREL varied between 0 (95% uncertainty interval 0–0) and 0·603 (0·400–1·00) standard 
drinks per day, and the NDE varied between 0·002 (0–0) and 1·75 (0·698–4·30) standard drinks per day. Among 
individuals aged 40 years and older, the burden-weighted relative risk curve was J-shaped for all regions, with a 
2020 TMREL that ranged from 0·114 (0–0·403) to 1·87 (0·500–3·30) standard drinks per day and an NDE that ranged 
between 0·193 (0–0·900) and 6·94 (3·40–8·30) standard drinks per day. Among individuals consuming harmful 
amounts of alcohol in 2020, 59·1% (54·3–65·4) were aged 15–39 years and 76·9% (73·0–81·3) were male.

Interpretation There is strong evidence to support recommendations on alcohol consumption varying by age and 
location. Stronger interventions, particularly those tailored towards younger individuals, are needed to reduce the 
substantial global health loss attributable to alcohol.

Funding Bill & Melinda Gates Foundation.

Copyright © 2022 The Author(s). Published by Elsevier Ltd. This is an Open Access article under the CC BY 4.0 license. 

Introduction 
Alcohol use accounted for 1·78 million (95% 
uncertainty interval [UI] 1·39–2·27) deaths in 2020 and 
was the leading risk factor for mortality among males 
aged 15–49 years (Bryazka D, unpublished). The 
relationship between moderate alcohol use and health 
is complex, as shown in multiple previous studies.1–6 
Alcohol consumption at any level is associated with 
health loss from several diseases, including liver 
cirrhosis, breast cancer, and tuberculosis, as well as 
injuries.7–10 At the same time, some studies have found 
that consumption of small amounts of alcohol lowers 
the risk of cardiovascular diseases and type 2 
diabetes.11–13 As a corollary, the amount of alcohol that 
minimises health loss is likely to depend on the 
distribution of underlying causes of disease burden in 
a given population. Since this distribution varies widely 
by geography, age, sex, and time, the level of alcohol 
consumption associated with the lowest risk to health 
would depend on the age structure and disease 
composition of that population.14–16

Two quantities are crucially relevant when formulating 
effective, evidence-based guidelines and alcohol-control 
policies: the theoretical minimum risk exposure level 
(TMREL), which represents the level of consumption that 
minimises health loss from alcohol for a population, and 
the non-drinker equivalence (NDE) level, which measures 
the level of alcohol consumption at which the risk of 
health loss for a drinker is equivalent to that of a non-
drinker. The majority of studies to date consider one or a 
small subset of health outcomes associated with alcohol 
consumption at a time, although several broader 
systematic meta-analyses have been done.1,4,17–19 Findings 
from these studies vary in their estimates of the TMREL. 
Several studies have found evidence of a J-shaped 
relationship between alcohol use and all-cause 
mortality.3,18,20 However, others have reported that the all-
cause or attributable cause burden weighted TMREL of 
alcohol is zero standard drinks per day.1,21 Uncertainty 
about the effect of alcohol on all-cause health loss results 
from differences in the relative disease composition 
between studies, conflicting studies on individual health 
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DALY rates for each region, age, sex, and year obtained 
from GBD 2020 (Bryazka D, unpublished). DALYs are the 
sum of years of life lost (capturing the effect of premature 
mortality) and years lived with disability (capturing the 
effect of morbidity). For each region, age, sex, and year, 
we produced all-attributable cause relative risk curves as 
a weighted average of cause-specific relative risk curves, 
with weights based on the share of the overall DALY rates 
from each cause. The step-by-step process and formula 
for computing the weighted all-attributable cause curves 
are provided in appendix 1 (p 16). Using these estimates, 
we computed the TMREL and NDE by region, age, sex, 
and year. Uncertainty in the relative risk curve, based on 
1000 draws of each cause-specific relative risk curve and 
1000 draws of DALY rates used for weighting, was 
propagated to the estimates of TMREL and NDE. All 
estimates are presented to three significant figures. An 
example of a weighted all-attributable cause alcohol 
relative risk curve, for all 22 alcohol associated causes 
combined, is shown in figure 1.

Since alcohol use contributes to the DALY rates that are 
used as weighting factors when constructing the TMREL 
and NDE, we did a sensitivity analysis that utilised risk-
deleted DALY rates as alternative weights. We generated 
risk-deleted DALY rates by multiplying the DALY rate of 

each cause by the complement of the cause-specific 
population-attributable fraction due to alcohol (Bryazka 
D, unpublished). Additionally, our weighted attributable-
cause relative risk curves were based on only 22 of 
24 health outcomes since no relative risk curves could be 
computed for alcohol use disorder or alcoholic 
cardiomyopathy due to the paucity  of studies on dose–
response relative risks. To assess whether inclusion of 
these two outcomes could potentially affect the TMREL 
and NDE levels, we did a second sensitivity analysis in 
which we generated conservative hypothetical relative 
risk functions for alcohol use disorder and alcoholic 
cardiomyopathy and re-computed TMREL and NDE 
levels that reflect all 24 alcohol-associated outcomes. 
Additional details of the sensitivity analyses are presented 
in the appendix (p 17).

Estimating prevalence of alcohol use and alcohol 
consumption 
To estimate the proportion of the population consuming 
alcohol in excess of the NDE, estimates of alcohol 
consumption in units of grams of pure ethanol consumed 
per day, on average, by current drinkers for 204 countries 
and territories, by age, sex, and year, were obtained from 
GBD 2020 (Bryazka D, unpublished). Briefly, this process 
combines supply-side data, household survey data, and 
administrative data, which allows us to adjust for under-
reporting due to self-report bias in surveys, account for 
unrecorded alcohol consumption, and adjust for 
consumption among tourists. Current drinkers were 
defined as individuals who had consumed at least one 
standard drink in the past 12 months. To facilitate 
interpretation, we report estimates in terms of standard 
drinks per day, where one standard drink is defined as 
10 g of pure ethanol, consistent with previous GBD 
publications (Bryazka D, unpublished).1 Further details 
on estimation of the prevalence of alcohol use and 
alcohol consumption have been published previously.1

Role of the funding source 
The funder of the study had no role in study design, data 
collection, data analysis, data interpretation, or writing of 
the report.

Results
The distribution of DALYs arising from outcomes 
associated with alcohol by GBD super-region, age, and 
sex for 2020 are shown in figure 2. The TMREL and NDE 
by region, age, and sex for 2020 are shown in figure 3. 
Overall, we found that the TMREL remained low 
regardless of geography, age, sex, or time, varying 
between 0 (95% UI 0–0) and 1·87 (0·500–3·30) standard 
drinks per day. As a result of the differences in the cause 
distributions across world regions, both the TMREL and 
NDE varied by region. The TMREL and NDE did not 
vary significantly by sex or year. There was significant 
variation in the TMREL and the NDE across ages, with 

Figure 1: Exemplifying a weighted all-attributable cause alcohol relative risk curve
Points mark the theoretical minimum risk exposure level and non-drinker equivalence level. The shaded areas 
denote consumption levels with a lower risk (green) and greater risk (purple), compared to no consumption. 
The solid line indicates the mean aggregate relative risk estimate, whereas the shaded area reflects the 
95% uncertainty interval of the aggregate relative risk estimate. One standard drink is equivalent to 10 g of pure 
ethanol.
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 QUELQUES MESSAGES CLEFS

08h30 : accueil des participants
09h00 : mot d'accueil de la présidente

09h10 : Urologie - Dr Grégory BOZZINI
09h40 : Gynécologie - Dr Charlène MASSIN
10h10 : Dermatologie - Dr Freddy LENGRAND
10h40 : Assemblée Générale de l'association de FMC

11h00 : Pause salée

12h30 : Gastro-entérologie  - Dr Alexis BOUTHORS
13h00 : Radiologie - Dr Mélody AMOUYEL-CASTIER
13h30 : Séquence passion - François JONQUET

14h00 : Pause sucrée

15h00 : Cardiologie - Dr Bruno VAQUETTE
15h30 : Otorhinolaryngologie - Dr Vincent LOCHE
16h00 : Endocrinologie - Dr Bernard HENRIC

Bonne journée !


