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Associations of Alcohol Consumption With 
Left Atrial Morphology and Function in a 
Population at High Cardiovascular Risk
Aniqa B. Alam , MPH; Estefania Toledo- Atucha , MD, PhD; Dora Romaguera , MSc, PhD;  
Angel M. Alonso- Gómez , MD, PhD; Miguel A. Martínez- Gonzalez , MD, PhD; Lucas Tojal- Sierra, MD; 
Marta Noris Mora , MD; Caterina Mas- Llado , MD; Linzi Li , MPH, MSPH; Ines Gonzalez- Casanova , PhD; 
Jordi Salas- Salvadó , PhD; Montserrat Fitó, MD, PhD; Alvaro Alonso , MD, PhD

BACKGROUND: Excessive alcohol consumption has been associated with increased risk of atrial fibrillation, although the un-
derlying mechanisms remain unclear. An enlarged left atrium and impaired left atrial function may lead to atrial fibrillation. The 
association of alcohol consumption with structural and functional left atrial measures, however, has received limited attention.

METHODS AND RESULTS: We studied 503 participants from the PREDIMED- Plus (Prevención con Dieta Mediterránea) trial, a 
randomized trial testing intensive weight loss intervention with an energy- reduced Mediterranean diet and physical activity 
promotion in preventing cardiovascular disease in adults with metabolic syndrome. Participants underwent transthoracic 
echocardiography at baseline, year 3, and year 5 of the study. Outcomes of interest included volume index and reservoir, 
conduit, and contractile strains of the left atrium. Alcohol consumption was calculated through food frequency questionnaires 
and presented as drinks consumed per day. Multiple linear regression and mixed models estimated the association of alcohol 
consumption with left atrial measurements at baseline and through follow- up. Cross- sectionally, higher alcohol consumption 
(per 1 drink/day increases) was associated with larger left atrial volume (0.65 mL/m2 [95% CI, 0.18–1.11]) and lower left atrial 
reservoir and contractile strain (−0.44% [95% CI, −0.87 to −0.01]; and −0.44% [95% CI, −0.75 to −0.14]). Baseline alcohol con-
sumption was not associated with changes in left atrial measurements, but increases in alcohol consumption (per 1 drink/day 
increase) during follow- up were associated with left atrial enlargement (0.71 mL/m2 [95% CI, 0.17–1.26]).

CONCLUSIONS: In a population at high cardiovascular risk, increased alcohol consumption was associated with left atrial en-
largement and worsening atrial function.

REGISTRATION: URL: http:// www. contr olled -  trials. com; Unique identifier: ISRCTN89898870.
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Alcohol consumption is widespread in Western 
countries. Excessive alcohol consumption is as-
sociated with cardiovascular pathologies such 

as cardiomyopathy,1 stroke,2,3 myocardial infarction,4,5 
and atrial fibrillation (AF).6 Even moderate drinking has 

been associated with incident AF,7,8 though to a lesser 
extent compared with heavy drinking, suggesting a 
dose–response relationship. It is important to note, 
however, that the classification of drinking severity var-
ies across studies.
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The mechanisms linking alcohol consumption 
and AF are not well characterized. Previous studies 
have shown that increased left atrial (LA) diameter 
and dysfunction are associated with both exces-
sive alcohol consumption and AF, with nearly 24% 
of the association of alcohol and AF being explained 
by increased LA diameter.9,10 Prior studies, however, 
did not consider that more relevant measures of 
LA structure (such as LA volume) were performed 
in small samples or were merely cross sectional. 
Furthermore, the effects of different types of alcohol 
on LA structure and function or AF risk are not well 
studied.7 Thus, we propose examining the associa-
tion of alcohol consumption, as well as consumption 
of alcohol from different sources, with volumetric and 
functional measures of the left atrium, both cross 
sectionally and longitudinally.

METHODS
Study Population
Due to issues of consent regarding data sharing, 
data from the PREDIMED- Plus (Prevención con Dieta 
Mediterránea) trial cannot be made widely avail-
able, but researchers wishing to access data for re-
search purposes may make a request to the principal 

coordinator of the PREDIMED- Plus trial (Jordi Salas- 
Salvadó at jordi.salas@urv.cat). The PREDIMED- Plus 
study is an ongoing, randomized, and controlled life-
style intervention trial being conducted in several cent-
ers throughout Spain with the primary aim of testing an 
intensive lifestyle intervention focusing on weight loss 
in the context of increasing adherence to an energy- 
reduced Mediterranean diet (MedDiet) and physical ac-
tivity among individuals who are overweight or obese 
with the metabolic syndrome.11 Participants in the con-
trol group received a nutritional intervention to foster 
their adherence to the MedDiet with no total energy 
reduction or advice on physical activity. Results from 
the analysis evaluating the effect of the intervention on 
measures of LA structure and function have been re-
ported elsewhere.12 The institutional review boards at 
each of the associated study centers have approved 
the current study protocol, and all participants have 
provided written informed consent to be part of the 
study.

A subgroup of 566 participants recruited from 3 
sites of the PREDIMED- Plus cohort (Navarra, Balearic 
Islands, and Vitoria) who agreed to be included in the 
study underwent 2- dimensional transthoracic echo-
cardiography at baseline, year 3, and year 5 of the 
study. After excluding those missing LA measure-
ments at baseline (N=51) and those with AF at baseline 
(N=12), 503 participants were included in the present 
analysis (Figure 1).

LA Structure and Volume
Measurements at all sites were performed by trained 
personnel using GE Vivid machines, with studies 
sent to a central laboratory for reading by 2 dedi-
cated cardiologists. Outcomes of interest included 
structural (left atrial volume index [LAVi]) and func-
tional (reservoir, conduit, and contractile atrial 
strains) measures of the left atrium. Maximal LA 
volume was measured before mitral valve opening 
using 2- dimensional speckle tracking analysis of the 
left atrium, with 4-  and 2- chamber apical views ana-
lyzed using AFI LA (GE EchoPAC)13 and indexed to 
body surface area to calculate LAVi. LA strain indi-
ces were calculated with speckle- tracking software 
with an autostrain algorithm (GE Echopac). Detailed 
descriptions of the imaging process can be found 
elsewhere.14 Intra-  and interobserver variability was 
evaluated by calculating the coefficient of variation 
for 29 baseline studies read twice by the same reader 
at separate time points and 76 baseline studies read 
by 2 different individuals. Intraobserver coefficient 
of variation was 7.4% for LA volume and 4.4% for 
LA reservoir strain, while interobserver coefficient of 
variation was 18.9% for LA volume and 19.1% for LA 
reservoir strain.

CLINCIAL PERSPECTIVE

What Is New?
• In a population at high risk of cardiovascular 

disease, we found elevated alcohol consump-
tion to be associated with left atrial enlargement 
and worsening atrial strain function.

• Participants who increased alcohol consump-
tion over 5 years, starting at a baseline of low 
consumption, experienced the greatest volu-
metric enlargement and atrial strain worsening.

What Are the Clinical Implications?
• Alcohol consumption behaviors should be 

taken into consideration when managing and 
treating those at higher risk of developing atrial 
fibrillation.

Nonstandard Abbreviations and Acronyms

LAVi left atrial volume index
MedDiet Mediterranean diet
PREDIMED Prevención con Dieta Mediterránea
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Alcohol Consumption
Alcohol consumption was calculated with a validated 
143- item semiquantitative food frequency question-
naire, which participants filled out at baseline and 
every yearly follow- up visit.15 Specific categories of al-
cohol included wine (red wine [aged and young], other 
wine [white, rosé, muscatel, cava]), beer, and spirits 
(liquor, whiskey). Since the pure alcohol content varies 
depending on the type of drink, standard sizes of each 
type of beverage in the food frequency questionnaire 
were as follows: 1 glass of wine, 100 cc, except for 
muscatel, 50 cc; 1 bottle of beer, 330 cc; 1 shot of 
liquor or other spirits, 50 cc. In this analysis, 1 stand-
ard drink was equivalent to 14 g of pure alcohol. For 
estimated alcohol intake, the intraclass correlation 

between the food frequency questionnaire and four 3- 
day dietary records was 0.82.15

Covariates
Education and marital status served as markers of 
socioeconomic status in this study. Physical activity 
was assessed at baseline in metabolic equivalents of 
task in minutes per day.16 Body mass index was cal-
culated from weight and height at baseline. Smoking 
status was self- reported at baseline. Diet adherence 
was calculated using a 17- item questionnaire evaluat-
ing adherence to an energy- reduced MedDiet,17 but 
was recalculated to exclude alcohol intake to avoid 
redundancy. Systolic and diastolic blood pressure 
were taken 3 times at every visit and then averaged. 

Figure 1. Flowchart of PREDIMED- Plus participants included in study.
PREDIMED- Plus indicates Prevención con Dieta Mediterránea; and TTE, transthoracic echocardiography.
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Diabetes was based on self- reported information at 
baseline, use of antidiabetic medication, and measures 
of fasting blood glucose and glycosylated hemoglobin. 
The presence of depressive symptoms was evaluated 
using the 21- question Beck Depression Inventory. 
Assignment to the study intervention group was also 
taken into consideration.

Statistical Analysis
Analyses were conducted using a data set with follow-
 up data up to 5 years generated on August 10, 2022. 
Multivariable linear regression was used to estimate 
the cross- sectional association of baseline alcohol 
consumption with baseline LA measures. To evalu-
ate the association of baseline alcohol consumption 
with changes in LA measures from baseline to year 
3 to year 5, we employed mixed models with base-
line alcohol consumption and LA measures at each 
time as dependent variables (with the data structured 
as one observation per visit), with time being mod-
eled continuously, and used an unstructured covari-
ance matrix to avoid model misspecification. We also 
evaluated the impact of changes in drinking amount 
over the course of the study by using the difference 
in alcohol consumption from baseline to year 5 as a 
predictor of changes in LA measures from baseline to 
year 5. We also modeled change in alcohol consump-
tion over time as restricted cubic splines via linear re-
gression to visualize the association with change in 
LA measurements. Furthermore, we must consider 
the impact of physical activity and energy reduction 
on cardiac structure and function. We therefore es-
timated associations by intervention assignment. All 
analyses were repeated to also produce estimates 
for each type of alcohol. Alcohol consumption was 
categorized into 0 (reference group), 1, 2 to 3, and 
≥4 drinks consumed per day. Models were also run 
using alcohol consumption as a continuous variable 
(modeled in drinks/day).

All models were initially adjusted for age, sex, educa-
tion, and intervention group, except for cross- sectional 
analyses in which intervention group assignment 
would have no impact on baseline outcomes. They 
were further adjusted for marital status, smoking, 
physical activity, height, body mass index, systolic 
and diastolic blood pressure, diabetes, depression, 
adherence to the energy- reduced MedDiet, and inter-
vention group. Longitudinal analysis also considered 
interaction of all covariates with time. Changes in these 
covariates, however, may also influence LA structure 
and functioning, so differences from baseline to year 
5 for the following covariates were also incorporated 
in our models: smoking, physical activity, body mass 
index, systolic and diastolic blood pressure, diabetes, 
depression, and diet adherence.

All analyses were performed using SAS 9.4 (SAS 
Institute Inc., Cary, NC), while splines were gener-
ated using STATA, version 17 (StataCorp LP, College 
Station, TX).

RESULTS
Of 503 participants included in this study (mean age 
[SD], 65.1 [4.9] years), 40% were women, and 51% 
were randomized to the intervention group. Heavier 
drinkers at baseline were younger, more educated, 
and more likely to be men than their nondrinking coun-
terparts (Table  1). Echocardiographic measurements 
were available in 445 participants at year 3 (88%) and 
431 participants at year 5 (86%) (Figure 1).

Cross- sectionally, modeling of alcohol consump-
tion as a continuous variable showed larger LAVi with 
higher alcohol consumption (β, 0.65 mL/m2 [95% CI, 
0.18–1.11] per 1 drink/day), after adjustment for de-
mographic, lifestyle, and clinical variables (Table  2). 
Considering categories of alcohol intake suggested a 
J- shaped association, with higher LAVi observed only 
at the highest levels of alcohol consumption (Table 2). 
Higher baseline alcohol consumption showed linear 
associations with reduced LA reservoir strain and 
LA contractile strain, but not with LA conduit strain 
(Table  2). One drink/day was associated with reduc-
tions of −0.44% (95% CI, −0.87 to −0.01) of LA reser-
voir strain and −0.44% (95% CI, −0.75 to −0.14) of LA 
contractile strain.

Baseline alcohol consumption was not asso-
ciated with changes in LA volume nor with strain 
measures (Table  3). However, changes in alcohol 
consumption over 5 years were associated with 
changes in LA structure and function. Increasing al-
cohol consumption by at least 1 drink per day was 
associated with 0.71 mL/m2 (95% CI, 0.17–1.26) in-
creases in LAVi compared with participants who 
did not change their amount of alcohol consump-
tion (Table 4). Increasing alcohol consumption from 
baseline to year 5 was also nonsignificantly associ-
ated with worsening LA function, as determined by 
LA strain measurements (Table  4). Analyses mod-
eling change in alcohol intake as a spline variable 
once again suggested a J- shaped association, with 
increases in LAVi observed only with exposure to 
heavy alcohol consumption (Table 4 and Figure 2). 
The associations of change in alcohol intake (when 
modeled as a spline variable) with strain measures 
were mostly linear (Figure 2).

Heavy wine consumption was associated with sig-
nificantly elevated LAVi at baseline (β, 2.56 mL/m2 [95% 
CI, 0.32–4.80], comparing ≥4 drinks/day to 0 drinks), 
but no such associations were present with beer or 
spirits (Table S1). Heavy wine consumption was also 
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associated with poorer reservoir (β, −2.06% [95% CI, 
−4.11 to −0.01]) and contractile strain (β, −1.50% [95% 
CI, −2.97 to −0.02]) at baseline. The different types 
of alcoholic beverage did not show any association 
with changes in LA measures from baseline to year 5 
(Table S2).

Higher alcohol consumption was associated with 
larger LA volumes (β, 3.71 mL/m2 [95% CI, 0.65–6.77]) 
and poorer contractile strains (β, −2.31% [95% CI, 
−4.42 to −0.21]) at baseline in men but not in women 
(Table  S3). There was, however, no evidence of sex 
interaction (P=0.76 [volume] and P=0.20 [contractile]). 

Once again, there was no evidence of longitudinal 
associations of alcohol consumption and changes in 
LA measures when analyses were stratified by sex 
(Table S4).

Participants were also stratified by drinking intensity 
at baseline. Participants who began with 0 to 1 drinks 
per day and progressed to ≥2 drinks per day by year 5 
had higher volumes (β, 0.73 mL/m2 [95% CI, 0.11–1.34]) 
and worse reservoir strains (β, −0.58% [95% CI, −1.18 to 
0.01]) compared with those who remained light drinkers 
(Table S5). Participants who began with ≥2 drinks per 
day and reduced their intake to 0 to 1 drinks per day by 

Table 1. Cohort Descriptives, by Daily Drinking Frequency

Characteristic 0 Drinks (N=99) 1 Drink/day (N=228) 2–3 Drinks/day (N=105) ≥4 Drinks/day (N=71)

Intervention group, % 54 51 48 52

Age, y 66 (4) 65 (5) 65 (5) 64 (5)

Female, % 71 50 14 4

Education, %

College 11 13 16 20

Technical school 4 5 9 6

High school 25 28 30 49

Primary school 60 54 46 25

Marital status, %

Single 5 5 5 7

Married 73 75 82 86

Widower 15 12 8 3

Divorced 6 6 4 3

Other 1 1 2 1

Height, cm 160 (9) 163 (9) 168 (8) 170 (7)

Body mass index, kg/m2 32.5 (3.6) 32.2 (3.3) 32.0 (3.0) 32.3 (3.0)

Systolic blood pressure, mm Hg 142 (17) 140 (17) 141 (16) 143 (16)

Diastolic blood pressure, mm Hg 77 (9) 78 (10) 81 (9) 83 (10)

Smoking, %

Current smoker 5 10 9 13

Former smoker (0–5 years ago) 4 5 8 10

Former smoker (>5 years ago) 31 42 56 58

Never smoker 60 43 28 20

Physical activity (MET min/wk) 2244 (1906) 2398 (2066) 3104 (2966) 2471 (2163)

Diabetes, % 43 29 18 20

Beck Depression Inventory (0–63) 9.3 (7.3) 8.3 (7.3) 7.9 (7.7) 6.7 (5.6)

Diet adherence* (1–16) 8.1 (2.7) 7.6 (3.0) 6.7 (2.9) 5.5 (2.6)

Daily wine consumption, g/d 0 35 (34) 170 (107) 452 (181)

Daily beer consumption, g/d 0 49 (74) 192 (245) 280 (474)

Daily spirits consumption, g/d 0 1 (3) 6 (10) 13 (25)

LA outcomes

LAVi, mL/m2 22.6 (6.8) 22.6 (7.2) 22.0 (6.8) 25.1 (6.9)

LA reservoir strain, % 27.4 (6.5) 27.6 (6.7) 28.2 (6.8) 27.3 (5.2)

LA conduit strain, % 11.4 (3.7) 12.0 (4.8) 12.4 (4.7) 11.8 (3.4)

LA contractile strain, % 15.9 (5.0) 15.6 (4.7) 15.7 (4.4) 15.5 (4.3)

Data presented as either mean (SD) for continuous measures or as frequencies for categorical variables. 1 drink: 1–14 g; 2–3 drinks: 15–42 g; 4 or more 
drinks: ≥43 g. LA indicates left atrial; LAVi, left atrial volume index; and MET metabolic equivalent of tasks.

*Sum of 16 questions concerning adherence to an energy- reduced Mediterranean diet. Does not include alcohol intake.
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year 5 had lower volumes, but also worse strain func-
tion compared with those who remained heavy drink-
ers; these estimates, however, were not significant.

Stratification based on assignment to the interven-
tion did not yield significantly different results between 
either arm of the intervention (Table S6). Heavy drink-
ers in the control group experienced greater increases 
in LA reservoir strains (β, 0.57% [95% CI, −0.33 to 
1.46]), while heavy drinkers in the intervention group 
experienced less of an increase over the 5 years (β, 
0.22% [95% CI, −0.55 to 0.98]); neither of these es-
timates were significant, and there was no evidence 

of significant interactions between intervention assign-
ment and LA outcomes.

DISCUSSION
In a study of 503 Spanish adults at high cardiovascu-
lar risk, we found that higher alcohol intake was cross 
sectionally associated with LAVi following a J- shaped 
association and with impaired LA function. Baseline 
alcohol intake was not associated with changes in LA 
structure or function longitudinally over a 5- year period. 
However, increases in alcohol consumption during the 

Table 2. Multiple Linear Regression Estimates of Overall Alcohol Consumption with LA Measures at Baseline

0 Drinks 1 Drink/day 2–3 Drinks/day ≥4 Drinks/day Per 1- drink* increase

LAVi, mL/m2 Model 1 0 (ref.) 0.09 (−1.60 to 1.77) −0.44 (−2.54 to 1.66) 2.74 (0.38 to 5.10) 0.67 (0.21 to 1.13)

Model 2 0 (ref.) −0.09 (−1.79 to 1.60) −0.75 (−2.90 to 1.39) 2.35 (−0.08 to 4.78) 0.65 (0.18 to 1.11)

LA reservoir strain, % Model 1 0 (ref.) −0.32 (−1.85 to 1.20) −0.50 (−2.40 to 1.40) −1.51 (−3.65 to 0.63) −0.40 (−0.81 to 0.02)

Model 2 0 (ref.) −0.75 (−2.31 to 0.81) −0.98 (−2.95 to 0.99) −1.94 (−4.17 to 0.29) −0.44 (−0.87 to −0.01)

LA conduit strain, %† Model 1 0 (ref.) 0.40 (−0.64 to 1.44) 0.52 (−0.77 to 1.82) −0.07 (−1.52 to 1.39) −0.06 (−0.35 to 0.22)

Model 2 0 (ref.) 0.55 (−0.50 to 1.60) 0.93 (−0.39 to 2.24) 0.48 (−1.01 to 1.98) −0.01 (−0.29 to 0.28)

LA contractile strain, % Model 1 0 (ref.) −0.57 (−1.67 to 0.53) −1.06 (−2.43 to 0.31) −1.36 (−2.90 to 0.19) −0.34 (−0.64 to −0.04)

Model 2 0 (ref.) −0.96 (−2.08 to 0.16) −1.65 (−3.06 to −0.23) −2.09 (−3.69 to −0.49) −0.44 (−0.75 to −0.14)

Model 1: adjusted for age, sex, and education. Model 2: adjusted for age, sex, education, marital status, smoking, physical activity, height, body mass index, 
systolic and diastolic blood pressure, diabetes, depression, and adherence to the energy- reduced Mediterranean diet. LA indicates left atrial; LAVi, left atrial 
volume index; and ref., reference.

*1 drink=14 g of alcohol.
†Association not linear, based on per 1- drink increase.

Table 3. Mixed- Model Estimates of Overall Alcohol Consumption at Baseline With Change in LA Measures From Baseline 
to Year 5

0 Drinks 1 Drink/day 2–3 Drinks/day ≥4 Drinks/day Per 1- drink* increase

Change in  
LAVi,  
mL/m2†

Model 1 0 (ref.) −0.24 (−0.61 to 0.13) 0.14 (−0.32 to 0.60) 0.07 (−0.44 to 0.58) 0.06 (−0.04 to 0.16)

Model 2 0 (ref.) −0.21 (−0.59 to 0.18) 0.14 (−0.35 to 0.62) −0.01 (−0.55 to 0.53) 0.04 (−0.06 to 0.14)

Model 3 0 (ref.) −0.19 (−0.60 to 0.22) 0.17 (−0.34 to 0.69) −0.09 (−0.67 to 0.49) 0.02 (−0.09 to 0.13)

Change in  
LA reservoir  
strain, %†

Model 1 0 (ref.) −0.02 (−0.38 to 0.33) −0.15 (−0.58 to 0.29) 0.31 (−0.18 to 0.80) 0.08 (−0.02 to 0.17)

Model 2 0 (ref.) −0.04 (−0.40 to 0.33) −0.19 (−0.66 to 0.27) 0.27 (−0.25 to 0.79) 0.08 (−0.02 to 0.18)

Model 3 0 (ref.) −0.02 (−0.42 to 0.37) −0.14 (−0.64 to 0.36) 0.37 (−0.19 to 0.93) 0.09 (−0.02 to 0.20)

Change in  
LA conduit  
strain, %†

Model 1 0 (ref.) −0.05 (−0.29 to 0.20) −0.14 (−0.44 to 0.16) 0.18 (−0.16 to 0.51) 0.03 (−0.03 to 0.10)

Model 2 0 (ref.) −0.07 (−0.32 to 0.18) −0.22 (−0.53 to 0.10) 0.08 (−0.27 to 0.43) 0.02 (−0.05 to 0.09)

Model 3 0 (ref.) −0.16 (−0.42 to 0.11) −0.25 (−0.59 to 0.09) 0.10 (−0.28 to 0.48) 0.04 (−0.03 to 0.11)

Change in  
LA contractile  
strain, %†

Model 1 0 (ref.) 0.03 (−0.23 to 0.28) 0.01 (−0.30 to 0.33) 0.12 (−0.23 to 0.47) 0.04 (−0.03 to 0.11)

Model 2 0 (ref.) 0.04 (−0.22 to 0.30) 0.04 (−0.29 to 0.37) 0.18 (−0.19 to 0.55) 0.05 (−0.02 to 0.12)

Model 3 0 (ref.) 0.14 (−0.14 to 0.42) 0.12 (−0.23 to 0.47) 0.27 (−0.13 to 0.67) 0.05 (−0.03 to 0.12)

Model 1: adjusted for age, sex, education, intervention group, and interaction of all covariates with time. Model 2: adjusted for age, sex, education, 
intervention group, marital status, smoking, physical activity, height, body mass index, systolic and diastolic blood pressure, diabetes, depression, adherence 
to the Mediterranean diet, and interaction of all covariates with time, including an interaction term for baseline alcohol consumption and time. Model 3: 
adjusted for age, sex, education, intervention group, marital status, smoking, physical activity, height, body mass index, systolic and diastolic blood pressure, 
diabetes, depression, adherence to the Mediterranean diet, interaction of all covariates with time, and differences from baseline to year 5 for the following: 
smoking, physical activity, body mass index, systolic and diastolic blood pressure, diabetes, depression, and adherence to the Mediterranean diet, including an 
interaction term for baseline alcohol consumption and time. LA indicates left atrial; LAVi, left atrial volume index; and ref., reference.

*1 drink=14 g of alcohol.
†Association not linear, based on per 1- drink increase.
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study period were associated with increases in LAVi 
and, to a lesser extent, reductions in LA strain.

Similar findings were present in the community- 
based Atherosclerosis Risk in Communities study, 
which reported higher LA size associated with higher 
alcohol intake in a cross- sectional analysis,18 and in the 
Framingham Heart Study, in which higher alcohol in-
take was associated with higher LA size but not with 
change in diameter over time.9 The authors suggested 
that alcohol may increase LA size up to a certain point, 
after which the effect plateaus, which may explain 
the lack of longitudinal associations in this analysis. 
Furthermore, historical drinking behavior may have 
some influence on the progression of atrial remodeling 
and dilation, and as PREDIMED- Plus did not collect 
data on drinking patterns before the start of the trial, 
there may be some bias that we cannot account for in 
this analysis.

Studies conducted in populations with cardiovas-
cular disease have also found associations between 
higher alcohol consumption and increased LA size 
or impaired LA function. In the Heart and Soul study, 
among 601 patients with coronary heart disease, 
heavy alcohol consumption, based on the Alcohol 
Use Disorders Identification Test Consumption test to 
identify alcohol use disorders, was associated with in-
creases in LA volume over a 5- year period.19 Another 
study conducted in 160 patients with AF found higher 
LA volume and impaired LA function in those with 
higher alcohol consumption.20

Patterns of consumption are not typically static; 
it is important to account for changes in alcohol in-
take over time. Markers of LA health worsened in 
PREDIMED- Plus participants who increased their al-
cohol consumption after initial baseline assessments. 
While we did not find a reduction in intake to be partic-
ularly beneficial, other studies suggest that abstinence 
may reduce AF burden among frequent drinkers. In an 
open- label, randomized, controlled trial, Voskoboinik 
and colleagues reported significant reductions in alco-
hol intake in patients with symptomatic AF resulted in 
reductions in AF events and time spent in AF.21 The 
availability of randomized controlled trials supporting 
these associations bolster the results of this present 
study by bridging the gap between morphological 
and functional changes in the myocardium and clin-
ical presentation of atrial dysfunction. Unfortunately, 
there is limited additional evidence evaluating the im-
pact of changes in alcohol consumption on markers of 
LA structure and function. This information is needed 
to better understand the role of alcohol on the risk of 
AF and to expand the findings of Voskoboinik et  al 
to primary prevention settings with an anticipatory 
perspective.

Alcohol is the most commonly reported trigger for 
paroxysmal AF22 and is even thought to be the pre-
cipitator of nearly 35% of all new- onset cases of AF.23 
Moreover, phenomena such as holiday heart syn-
drome, an alcohol- induced episode of AF, are com-
mon in emergency rooms.24 Alcohol may exercise 

Table 4. Mixed- Model Estimates of Changes in Alcohol Consumption With Change in LA Measures From Baseline to Year 5

Decreased consumption  
(≥1 drinks/day)

No change  
(−1>drinks/day>1)

Increased consumption  
(≥1 drinks/day) Per 1- drink* increase

Change in LAVi,  
mL/m2†

Model 1 0.12 (−0.23 to 0.47) 0 (ref.) 0.80 (0.28 to 1.33) 0.19 (0.02 to 0.36)

Model 2 0.09 (−0.27 to 0.45) 0 (ref.) 0.75 (0.22 to 1.28) 0.15 (−0.02 to 0.33)

Model 3 0.10 (−0.32 to 0.51) 0 (ref.) 0.71 (0.17 to 1.26) 0.16 (−0.02 to 0.33)

Change in LA  
reservoir  
strain, %†

Model 1 −0.02 (−0.35 to 0.31) 0 (ref.) −0.22 (−0.73 to 0.28) −0.07 (−0.24 to 0.09)

Model 2 −0.05 (−0.39 to 0.29) 0 (ref.) −0.25 (−0.77 to 0.26) −0.12 (−0.28 to 0.05)

Model 3 0.12 (−0.28 to 0.52) 0 (ref.) −0.20 (−0.73 to 0.32) −0.11 (−0.28 to 0.06)

Change in LA  
conduit  
strain, %†

Model 1 0.05 (−0.18 to 0.27) 0 (ref.) −0.09 (−0.44 to 0.26) −0.02 (−0.13 to 0.10)

Model 2 0.04 (−0.19 to 0.26) 0 (ref.) −0.10 (−0.45 to 0.25) −0.05 (−0.16 to 0.06)

Model 3 0.15 (−0.13 to 0.42) 0 (ref.) −0.09 (−0.45 to 0.27) −0.06 (−0.18 to 0.06)

Change in LA  
contractile  
strain, %†

Model 1 −0.07 (−0.31 to 0.17) 0 (ref.) −0.14 (−0.50 to 0.23) −0.06 (−0.18 to 0.05)

Model 2 −0.09 (−0.33 to 0.15) 0 (ref.) −0.15 (−0.52 to 0.21) −0.07 (−0.19 to 0.05)

Model 3 −0.01 (−0.30 to 0.27) 0 (ref.) −0.11 (−0.48 to 0.27) −0.05 (−0.18 to 0.07)

Model 1: adjusted for age, sex, education, intervention group, and interaction of all covariates with time. Model 2: adjusted for age, sex, education, intervention 
group, marital status, smoking, physical activity, height, body mass index, systolic and diastolic blood pressure, diabetes, depression, adherence to the 
Mediterranean diet, and interaction of all covariates with time, including an interaction term for baseline alcohol consumption and time. Model 3: adjusted for 
age, sex, education, intervention group, marital status, smoking, physical activity, height, body mass index, systolic and diastolic blood pressure, diabetes, 
depression, adherence to the Mediterranean diet, interaction of all covariates with time, including an interaction term for baseline alcohol consumption and 
time, and differences from baseline to year 5 for the following: smoking, physical activity, body mass index, systolic and diastolic blood pressure, diabetes, 
depression, and adherence to the Mediterranean diet. LA indicates left atrial; LAVi, left atrial volume index, and ref., reference.

*1 drink=14 g of alcohol.
†Association not linear, based on per 1- drink increase.
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its effects on LA substrate through both direct and 
indirect methods. Heavy alcohol consumption is an 
established cause of ventricular enlargement and car-
diopathy,25 which itself may be on the pathway to atrial 
dysfunction.26 As the walls of the atria are thinner than 
the ventricles, the atria may be more susceptible to 
enlargement and myopathy due to alcohol consump-
tion than the ventricles, resulting in elevated AF risk. 
Habitual consumption is also associated with common 
AF risk factors such as hypertension and oxidative 
stress.26

Stratifying our cohort by alcohol type and sex did 
not appear to impact our original findings. Wine drink-
ing was associated with higher LA volume and lower 
reservoir and contractile strains at baseline, but not 
with changes in LA measures by year 5 of the trial. 
Consumption of beer and spirits did not seem to im-
pact LA measures. Of note, in this older cohort from a 
Mediterranean country, wine was the main source of 
alcohol in the diet, with limited variability in the intake 
of beer or spirits. This lack of variability may explain 

the observed lack of associations. Wine consumption 
is part of the MedDiet, but its impact on AF and its 
related pathways is unclear. On the one hand, wine, 
particularly red wine, may have some antiarrhythmic 
benefits by way of the antioxidant resveratrol.27,28 For 
every cardioprotective finding, however, there is also 
evidence of proarrhythmic changes in response to 
moderate- to- high consumption of alcohol.26,29 It is im-
portant to note, however, that most of these studies 
to date rarely separate the effects of wine from other 
alcohol types in the context of AF risk. No clear sex dif-
ferences were present in this study in the relationship 
between alcohol and LA measures. Though higher 
intake was associated with higher volume and lower 
contractile strains in men and not in women, there was 
no evidence of statistically significant interactions be-
tween sex and alcohol intake.

The main strengths of this analysis include the use 
of echocardiograms at multiple points within the trial, 
the use of a central site for reading of echocardio-
graphic studies, the repeated dietary assessments, 

Figure 2. Associations of change in alcohol over 5 years modeled as restricted cubic splines with change in left atrial 
measures, using the median change in alcohol consumption as the reference point.
A, left atrial volume. B, Left atrial reservoir strain. C, Left atrial conduit strain. D, Left atrial contractile strain. Models adjusted for age, 
sex, education, and intervention group. LAScd indicates left atrial conduit strain; LASct, left atrial contraction strain; LASr, left atrial 
reservoir strain; and LAVi, left atrial volume index.
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the availability of information on multiple potential con-
founders, and the excellent retention within the study, 
reducing the risk for informative censoring and subse-
quent selection bias. It is also important to take note of 
this analysis’s limitations. First, we do not have infor-
mation on drinking behavior before the trial. Those who 
are lifelong abstainers may be inherently different from 
those who abstained later on in life. Second, as alco-
hol intake in this study is based entirely on self- report, 
recall errors may be biasing our estimates. Finally, de-
spite common protocols for the echocardiographic 
studies, within- person and between- person variability 
in echocardiographic image acquisition may obscure 
potential associations.

CONCLUSIONS
In this well- characterized cohort of people at high car-
diovascular risk, we found evidence of morphological 
changes and impaired function of the left atrium as-
sociated with high or increasing alcohol intake. These 
results may provide some insight on the underlying 
mechanisms connecting alcohol and AF, and can con-
tribute in informing recommendations related to alco-
hol consumption in people at high risk of developing 
this arrhythmia.

ARTICLE INFORMATION
Received August 7, 2023; accepted December 28, 2023.

Affiliations
Department of Epidemiology, Rollins School of Public Health, Emory University, 
Atlanta, GA (A.B.A., L.L., A.A.); CIBER Consortium, M.P. Physiopathology of 
Obesity and Nutrition (CIBERObn), Carlos III Health Institute (ISCIII), Madrid, 
Spain (E.T.-A., D.R., A.M.A.-G., M.A.M.-G., J.S.-S., M.F.); Navarra’s Health 
Research Institute (IdiSNA), Navarra Institute for Health Research, Pamplona, 
Spain (E.T.-A., M.A.M.-G., L.T.-S.); Department of Preventive Medicine and 
Public Health, University of Navarra, Pamplona, Spain (E.T.-A., M.A.M.-G.); 
Health Research Institute of the Balearic Islands (IdISBa), Palma de Mallorca, 
Spain (D.R., M.N.M., C.M.-L.); Bioaraba Health Research Institute, Osakidetza 
Basque Health Service, Araba University Hospital, University of the Basque 
Country UPV/EHU, Vitoria- Gasteiz, Spain (A.M.A.-G., L.T.-S.); Department of 
Applied Health Science, Indiana University- Bloomington, School of Public 
Health, Bloomington, Indiana (I.G.-C.); Human Nutrition Unit, Department 
of Biochemistry and Biotechnology, Rovira i Virigili University, Reus, Spain 
(J.S.-S.); Human Nutrition Unit, Pere Virgili Health Research Institute (IISPV), 
Reus, Spain (J.S.-S.); Cardiovascular Risk and Nutrition Group, Hospital del 
Mar Medical Research Institute (IMIM), Barcelona, Spain (M.F.); Department 
of Cardiology, Hospital Universitari Son Espases, Palma, Spain (M.N.M.); 
Cardiology Department, Hospital de Manacor, Manacor, Spain (C.M.-L.); and 
Facultad de Medicina, Universitat de les Illes Balears (UIB), Palma, Spain (C.
M.-L.).

Sources of Funding
This study was supported by the National Institutes of Health/National 
Heart, Lung, and Brain Institute under award number R01HL137338 and 
K24HL148521. The PREDIMED- Plus trial was supported by the European 
Research Council (Advanced Research Grant 2014–2014, number 340918 
awarded to M.A.M.- G. as principal investigator of the trial), and by the official 
funding agency for biomedical research of the Spanish Government, Instituto 
de Salud Carlos III ([Carlos III Health Institute], Sevilla, Spain), through the 
Fondo de Investigación para la Salud, which is cofunded by the European 
Regional Development Fund (PI13/00673, PI13/00492, PI13/00272, PI13/01123, 

PI13/00462, PI13/00233, PI13/02184, PI13/00728, PI13/01090, PI13/01056, 
PI14/01722, PI14/0147, PI14/00636, PI14/00972, PI14/00618, PI14/00696, 
PI14/01206, PI14/01919, PI14/00853, PI14/01374, PI16/00473, PI16/00662, 
PI16/01873, PI16/01094, PI16/00501, PI16/00533, PI16/00381, PI16/00366, 
PI16/01522, PI16/01120, PI17/00764, PI17/01183, PI17/00855, PI17/01347, 
PI17/00525, PI17/01827, PI17/00532, PI17/00215, PI17/01441, PI17/00508, 
PI17/01732, PI17/00926, PI19/00957, PI19/00386, PI19/00309, PI19/01032, 
PI19/00576, PI19/00017, PI19/01226, PI19/00781, PI19/01560, PI19/01332, 
PI20/01802, PI20/00138, PI20/01532, PI20/00456, PI20/00339, PI20/00557, 
PI20/00886, PI20/01158), the Recercaixa grant (2013ACUP00194), grants from 
the Consejería de Salud de la Junta de Andalucía (PI0458/2013, PS0358/2016, 
PI0137/2018), the PROMETEO/2017/017 grant from the Generalitat Valenciana, 
the Sociedad Española de Médicos de Atención Primaria grant, and European 
Regional Development Fund funds CB06/03.

Disclosures
None.

Supplemental Material
Tables S1–S6

REFERENCES
 1. Cooper HA, Exner DV, Domanski MJ. Light- to- moderate alcohol 

consumption and prognosis in patients with left ventricular systolic 
dysfunction. J Am Coll Cardiol. 2000;35:1753–1759. doi: 10.1016/
S0735- 1097(00)00625- 2

 2. Sundell L, Salomaa V, Vartiainen E, Poikolainen K, Laatikainen T. 
Increased stroke risk is related to a binge- drinking habit. Stroke. 
2008;39:3179–3184. doi: 10.1161/STROKEAHA.108.520817

 3. O’Donnell MJ, Xavier D, Liu L, Zhang H, Chin SL, Rao- Melacini P, 
Rangarajan S, Islam S, Pais P, McQueen MJ, et  al. Risk factors for 
ischaemic and intracerebral haemorrhagic stroke in 22 countries (the 
INTERSTROKE study): a case- control study. Lancet. 2010;376:112–123. 
doi: 10.1016/S0140- 6736(10)60834- 3

 4. Ruidavets JB, Ducimetiere P, Evans A, Montaye M, Haas B, Bingham 
A, Yarnell J, Amouyel P, Arveiler D, Kee F, et al. Patterns of alcohol con-
sumption and ischaemic heart disease in culturally divergent countries: 
the prospective epidemiological study of myocardial infarction (PRIME). 
BMJ. 2010;341:c6077. doi: 10.1136/bmj.c6077

 5. Leong DP, Smyth A, Teo KK, McKee M, Rangarajan S, Pais P, Liu 
L, Anand SS, Yusuf S; INTERHEART Investigators. Patterns of alco-
hol consumption and myocardial infarction risk: observations from 
52 countries in the INTERHEART case- control study. Circulation. 
2014;130:390–398. doi: 10.1161/CIRCULATIONAHA.113.007627

 6. Djousse L, Levy D, Benjamin EJ, Blease SJ, Russ A, Larson MG, 
Massaro JM, D’Agostino RB, Wolf PA, Ellison RC. Long- term alcohol 
consumption and the risk of atrial fibrillation in the Framingham study. 
Am J Cardiol. 2004;93:710–713. doi: 10.1016/j.amjcard.2003.12.004

 7. Larsson SC, Drca N, Wolk A. Alcohol consumption and risk of atrial 
fibrillation: a prospective study and dose- response meta- analysis. J Am 
Coll Cardiol. 2014;64:281–289. doi: 10.1016/j.jacc.2014.03.048

 8. Kodama S, Saito K, Tanaka S, Horikawa C, Saito A, Heianza Y, Anasako 
Y, Nishigaki Y, Yachi Y, Iida KT, et al. Alcohol consumption and risk of 
atrial fibrillation: a meta- analysis. J Am Coll Cardiol. 2011;57:427–436. 
doi: 10.1016/j.jacc.2010.08.641

 9. McManus DD, Yin X, Gladstone R, Vittinghoff E, Vasan RS, Larson MG, 
Benjamin EJ, Marcus GM. Alcohol consumption, left atrial diameter, 
and atrial fibrillation. J Am Heart Assoc. 2016;5:e004060. doi: 10.1161/
JAHA.116.004060

 10. Kocabay G, Karabay CY, Kalayci A, Oduncu V, Akgun T, Guler A, 
Kilicgedik A, Kalkan S, Izgi A, Kirma C. Left atrial function by speckle- 
tracking echocardiography in chronic asymptomatic alcoholic patients. 
Cardiovasc Toxicol. 2015;15:189–196. doi: 10.1007/s12012- 014- 9284- 9

 11. Martinez- Gonzalez MA, Buil- Cosiales P, Corella D, Bullo M, Fito M, 
Vioque J, Romaguera D, Martinez JA, Warnberg J, Lopez- Miranda J, 
et al; PREDIMED-Plus Study Investigators. Cohort profile: design and 
methods of the PREDIMED- Plus randomized trial. Int J Epidemiol. 
2019;48:387–388o. doi: 10.1093/ije/dyy225

 12. Rossello X, Ramallal R, Romaguera D, Alonso- Gomez AM, Alonso 
A, Tojal- Sierra L, Fernandez- Palomeque C, Martinez- Gonzalez 
MA, Garrido- Uriarte M, Lopez L, et  al. Effect of an intensive lifestyle 

D
ow

nloaded from
 http://ahajournals.org by on M

ay 15, 2024

https://doi.org//10.1016/S0735-1097(00)00625-2
https://doi.org//10.1016/S0735-1097(00)00625-2
https://doi.org//10.1161/STROKEAHA.108.520817
https://doi.org//10.1016/S0140-6736(10)60834-3
https://doi.org//10.1136/bmj.c6077
https://doi.org//10.1161/CIRCULATIONAHA.113.007627
https://doi.org//10.1016/j.amjcard.2003.12.004
https://doi.org//10.1016/j.jacc.2014.03.048
https://doi.org//10.1016/j.jacc.2010.08.641
https://doi.org//10.1161/JAHA.116.004060
https://doi.org//10.1161/JAHA.116.004060
https://doi.org//10.1007/s12012-014-9284-9
https://doi.org//10.1093/ije/dyy225


J Am Heart Assoc. 2024;13:e031915. DOI: 10.1161/JAHA.123.031915 10

Alam et al Alcohol Consumption and Atrial Fibrillation

intervention on the structural and functional substrate for atrial fibrilla-
tion in people with metabolic syndrome. Eur J Prev Cardiol. 2023. doi: 
10.1093/eurjpc/zwad380

 13. Florescu DR, Badano LP, Tomaselli M, Torlasco C, Tartea GC, Balseanu 
TA, Volpato V, Parati G, Muraru D. Automated left atrial volume mea-
surement by two- dimensional speckle- tracking echocardiography: fea-
sibility, accuracy, and reproducibility. Eur Heart J Cardiovasc Imaging. 
2021;23:85–94. doi: 10.1093/ehjci/jeab199

 14. Lopez L, Rossello X, Romaguera D, Alonso- Gomez AM, Toledo E, 
Fortuny E, Noris M, Mas- Llado C, Fiol M, Ramallal R, et al. The Palma 
Echo Platform: rationale and design of an echocardiography core lab. 
Front Cardiovasc Med. 2022;9:909347. doi: 10.3389/fcvm.2022.909347

 15. Fernandez- Ballart JD, Pinol JL, Zazpe I, Corella D, Carrasco P, Toledo 
E, Perez- Bauer M, Martinez- Gonzalez MA, Salas- Salvado J, Martin- 
Moreno JM. Relative validity of a semi- quantitative food- frequency 
questionnaire in an elderly Mediterranean population of Spain. Br J Nutr. 
2010;103:1808–1816. doi: 10.1017/S0007114509993837

 16. Schroder H, Cardenas- Fuentes G, Martinez- Gonzalez MA, Corella D, 
Vioque J, Romaguera D, Alfredo Martinez J, Tinahones FJ, Miranda JL, 
Estruch R, et al. Effectiveness of the physical activity intervention pro-
gram in the PREDIMED- Plus study: a randomized controlled trial. Int J 
Behav Nutr Phys Act. 2018;15:110. doi: 10.1186/s12966- 018- 0741- x

 17. Schroder H, Zomeno MD, Martinez- Gonzalez MA, Salas- Salvado 
J, Corella D, Vioque J, Romaguera D, Martinez JA, Tinahones FJ, 
Miranda JL, et al. Validity of the energy- restricted Mediterranean diet 
adherence screener. Clin Nutr. 2021;40:4971–4979. doi: 10.1016/j.
clnu.2021.06.030

 18. Goncalves A, Jhund PS, Claggett B, Shah AM, Konety S, Butler K, 
Kitzman DW, Rosamond W, Fuchs FD, Solomon SD. Relationship be-
tween alcohol consumption and cardiac structure and function in the 
elderly: the Atherosclerosis Risk In Communities study. Circ Cardiovasc 
Imaging. 2015;8:8. doi: 10.1161/CIRCIMAGING.114.002846

 19. Singh KJ, Cohen BE, Na B, Regan M, Schiller NB, Whooley MA. Alcohol 
consumption and 5- year change in left atrial volume among patients 
with coronary heart disease: results from the Heart and Soul study. J 
Card Fail. 2013;19:183–189. doi: 10.1016/j.cardfail.2012.12.005

 20. Voskoboinik A, Costello BT, Kalman E, Prabhu S, Sugumar H, 
Wong G, Nalliah C, Ling LH, McLellan A, Hettige T, et  al. Regular 

alcohol consumption is associated with impaired atrial mechanical 
function in the atrial fibrillation population: a cross- sectional MRI- based 
study. JACC Clin Electrophysiol. 2018;4:1451–1459. doi: 10.1016/j.
jacep.2018.07.010

 21. Voskoboinik A, Kalman JM, De Silva A, Nicholls T, Costello B, 
Nanayakkara S, Prabhu S, Stub D, Azzopardi S, Vizi D, et al. Alcohol 
abstinence in drinkers with atrial fibrillation. N Engl J Med. 2020;382:20–
28. doi: 10.1056/NEJMoa1817591

 22. Groh CA, Faulkner M, Getabecha S, Taffe V, Nah G, Sigona K, McCall 
D, Hills MT, Sciarappa K, Pletcher MJ, et al. Patient- reported triggers 
of paroxysmal atrial fibrillation. Heart Rhythm. 2019;16:996–1002. doi: 
10.1016/j.hrthm.2019.01.027

 23. Lowenstein SR, Gabow PA, Cramer J, Oliva PB, Ratner K. The role of 
alcohol in new- onset atrial fibrillation. Arch Intern Med. 1983;143:1882–
1885. doi: 10.1001/archinte.1983.00350100044013

 24. Ettinger PO, Wu CF, De La Cruz C Jr, Weisse AB, Ahmed SS, Regan 
TJ. Arrhythmias and the “holiday heart”: alcohol- associated car-
diac rhythm disorders. Am Heart J. 1978;95:555–562. doi: 10.1016/ 
0002- 8703(78)90296- X

 25. Long MJ, Jiang CQ, Lam TH, Lin JM, Chan YH, Zhang WS, Jin YL, Liu 
B, Thomas GN, Cheng KK. Alcohol consumption and electrocardio-
graphic left ventricular hypertrophy and mediation by elevated blood 
pressure in older Chinese men: the Guangzhou Biobank Cohort Study. 
Alcohol. 2013;47:473–480. doi: 10.1016/j.alcohol.2013.06.003

 26. Voskoboinik A, Prabhu S, Ling LH, Kalman JM, Kistler PM. Alcohol and 
atrial fibrillation: a sobering review. J Am Coll Cardiol. 2016;68:2567–
2576. doi: 10.1016/j.jacc.2016.08.074

 27. Stephan LS, Almeida ED, Markoski MM, Garavaglia J, Marcadenti A. 
Red wine, resveratrol and atrial fibrillation. Nutrients. 2017;9:1190. doi: 
10.3390/nu9111190

 28. Chong E, Chang SL, Hsiao YW, Singhal R, Liu SH, Leha T, Lin WY, 
Hsu CP, Chen YC, Chen YJ, et al. Resveratrol, a red wine antioxidant, 
reduces atrial fibrillation susceptibility in the failing heart by PI3K/AKT/
eNOS signaling pathway activation. Heart Rhythm. 2015;12:1046–1056. 
doi: 10.1016/j.hrthm.2015.01.044

 29. Frost L, Vestergaard P. Alcohol and risk of atrial fibrillation or flutter: 
a cohort study. Arch Intern Med. 2004;164:1993–1998. doi: 10.1001/
archinte.164.18.1993D

ow
nloaded from

 http://ahajournals.org by on M
ay 15, 2024

https://doi.org//10.1093/eurjpc/zwad380
https://doi.org//10.1093/ehjci/jeab199
https://doi.org//10.3389/fcvm.2022.909347
https://doi.org//10.1017/S0007114509993837
https://doi.org//10.1186/s12966-018-0741-x
https://doi.org//10.1016/j.clnu.2021.06.030
https://doi.org//10.1016/j.clnu.2021.06.030
https://doi.org//10.1161/CIRCIMAGING.114.002846
https://doi.org//10.1016/j.cardfail.2012.12.005
https://doi.org//10.1016/j.jacep.2018.07.010
https://doi.org//10.1016/j.jacep.2018.07.010
https://doi.org//10.1056/NEJMoa1817591
https://doi.org//10.1016/j.hrthm.2019.01.027
https://doi.org//10.1001/archinte.1983.00350100044013
https://doi.org//10.1016/0002-8703(78)90296-X
https://doi.org//10.1016/0002-8703(78)90296-X
https://doi.org//10.1016/j.alcohol.2013.06.003
https://doi.org//10.1016/j.jacc.2016.08.074
https://doi.org//10.3390/nu9111190
https://doi.org//10.1016/j.hrthm.2015.01.044
https://doi.org//10.1001/archinte.164.18.1993
https://doi.org//10.1001/archinte.164.18.1993

	Associations of Alcohol Consumption With Left Atrial Morphology and Function in a Population at High Cardiovascular Risk
	Methods
	Study Population
	LA Structure and Volume
	Alcohol Consumption
	Covariates
	Statistical Analysis

	Results
	Discussion
	Conclusions
	Sources of Funding
	Disclosures
	References


