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Abstract
Background T he prevalence of obesity is increasing 
globally and this could partly explain the worldwide 
increase in the prevalence of atrial fibrillation (AF), as 
both overweight and obesity are established risk factors. 
However, the relationship between weight change and 
risk of incident AF, independent of starting weight, 
remains uncertain.
Methods  MEDLINE, Embase, Pubmed, Web of Science, 
Cochrane Central Register of Controlled Trials, Database 
of Abstracts of Reviews of Effects, Trials Register—​
clinicaltrials.​gov, CINAHL and the WHO ICTRP were 
searched from inception to July 2018.  We included 
randomised controlled trials and cohort studies across 
all healthcare settings but excluded studies of bariatric 
surgery. A random effects model was used to calculate 
pooled hazard ratios. The primary outcome was the risk 
of incident AF in relation to weight change.
Results T en studies, including 108 996 people, met 
our inclusion criteria. For a 5% gain in weight, the 
incidence of AF increased by 13% (HR 1.13, 95% CI 1.04 
to 1.23, I2=70%, n>20 411 in five studies; study size 
was unknown for one study). A 5% loss in body weight 
was not associated with a significant change in the 
incidence of AF (HR 1.04, 95% CI 0.94 to 1.16, I2=73%, 
n=40 704 in five studies).
Conclusions  Weight gain may increase the risk of AF, 
but there was no clear evidence that non-surgical weight 
loss altered AF incidence. Strategies to prevent weight 
gain in the population may reduce the global burden 
of AF. Given the lack of studies and methodological 
limitations, further research is needed.

Background
Atrial fibrillation (AF) is the most common 
sustained cardiac arrhythmia, affecting 33.5 million 
people worldwide.1 It is associated with a fivefold 
increased risk of embolic stroke, 50% increased 
risk of death in the 3 years following diagnosis 
and reduced quality of life.2–4 AF is also costly, 
accounting for 2% of healthcare expenditure in 
high-income countries.5 

The prevalence of AF is rising and anticipated 
to double in Europe before 2060 due to an ageing 
population and increased prevalence of established 
risk factors including obesity, hypertension, diabetes 
and obstructive sleep apnoea.6 Three systematic 
reviews have demonstrated that obesity is associ-
ated with an increased risk of incident AF.7–9 The 
pathological mechanisms linking excess weight and 
AF are not fully understood but may be mediated 
by the metabolic syndrome and direct damage to 

the heart from excess adipose tissue. Overweight 
leads to an increase in epicardial adipose tissue, 
atrial enlargement and diastolic dysfunction, which 
can lead to atrial electrical remodelling and an 
increased risk of AF.10

In people diagnosed with AF, increasing body 
mass index (BMI) and pericardial fat volumes are 
associated with a higher symptom burden.11 12 
Weight reduction and effective risk factor manage-
ment in overweight individuals can reduce the 
frequency and duration of AF episodes and increase 
arrhythmia-free survival postablation.13 However, 
whether weight change alters the risk of developing 
AF is uncertain. The aim of this study was to assess 
the association between weight change and AF inci-
dence and, if possible, determine whether the asso-
ciation was modified by baseline weight status.

Methods
The review was conducted following the Preferred 
Reporting Items for Systematic Reviews and 
Meta-analyses (PRISMA) guidelines (eAppendix 
1). Our methods were prespecified in our study 
protocol, which is included in the online supple-
mentary file (eMethods 1).

Search strategy
We searched nine electronic databases from incep-
tion to July 2018 (eMethods 2). One author (NJ) 
screened all the abstracts and titles, and two authors 
screened the full texts (NJ, PA and KT (in pairs)). 
We manually checked the references of the full-text 
papers to ensure literature saturation.

Eligibility criteria
We included randomised controlled trials (RCTs) 
and cohort studies of weight change (measured by 
kg, BMI or percentage weight change) in adults who 
reported the incidence of paroxysmal, persistent or 
permanent AF as an outcome. There was no restric-
tion by language or setting.

We excluded case–control studies, case reports 
and case series, as they could not assess the inci-
dence of AF, and conference abstracts as they 
provided insufficient information to appraise the 
study. We excluded studies of bariatric surgery, as 
the rapid, large volume of weight loss along with 
nutritional and physiological differences induced by 
the surgery may not reflect the association between 
weight change and AF in the general population.

For each study, two authors (NJ and KT) inde-
pendently extracted data, contacting authors as 
necessary.
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Assessment of risk of bias and quality of the evidence
Two authors (NJ and KT) independently assessed the risk of bias 
using the Newcastle-Ottawa Scale (NOS) for non-randomised 
studies.14 Two authors (NJ and PA) independently assessed the 
risk of bias and strength of evidence across the studies, using 
the Grading of Recommendations Assessment, Development 
and Evaluation (GRADE) framework headings.15 A full GRADE 
assessment was precluded because not all studies reported the 
absolute number of people with incident AF in each weight 
change category. For each assessment, disagreements were 
discussed and resolved.

Data analysis and synthesis
We log-transformed the reported HRs across the weight change 
categories and calculated study-specific slopes (linear trends) 
using the method of Greenland and Longnecker and the Stata 
glst command of Orsini et al.16 17 Where possible, we under-
took random effects meta-analysis based on the DerSimonian 
and Laird method to compute the summary HRs with 95% CIs 
of incident AF.18 We assessed statistical heterogeneity using the 
I-squared statistic and calculated approximate 95% prediction 
intervals to estimate the likely effect in an individual setting 

using the methods of Higgins et al.19 20 Where there were insuf-
ficient data to pool, we report results descriptively.

We could not carry out our prespecified subgroup analyses 
(by intentionality of weight loss, initial weight, comorbidity and 
gender) and instead, we subgrouped by population type and 
duration of follow-up in a post hoc analysis. We assessed whether 
the results were sensitive to the choice of model, quality of the 
studies, whether data were estimated from the presented results 
and the heterogeneity of the patient populations. To do so, 
with separate analyses, we carried out fixed-effects analysis and 
excluded individual studies, studies with poor quality data and 
those for which we estimated data. There were insufficient data 
to carry out meta-regression or assess publication bias (explor-
atory contour plots are included in the online supplementary file 
(eMethods 3). All analyses were carried out using Stata V.14.2.

Results
Study characteristics
From 5407 records, we screened 45 full texts, of which 10 
met the eligibility criteria (figure 1). Nine were cohort studies 
(table 1). In the single RCT, Alonso et al randomised participants 

Figure 1  Preferred Reporting Items for Systematic Reviews and Meta-analyses flow diagram of study selection. AF, atrial fibrillation.
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with type 2 diabetes (T2DM) to an intensive weight loss inter-
vention or a diabetes support and education programme.21 We 
included the combined data for these two groups, reported in a 
multivariate analysis adjusted for a range of important covariates 
including age, blood pressure and intervention arm (eTable 1).

In general, participants were middle-aged people attending 
routine health checks, but in two studies all participants had 
T2DM.21 22 AF incidence rates were higher in studies of people 
with diabetes or cardiovascular risk factors compared with 
population surveys of healthy people (table 1). In four studies, 
most participants had a healthy weight at baseline,23–26 whereas 
in six most were overweight or obese. Only the RCT of the 
weight loss programme assessed whether participants intended 
to lose weight.21 Follow-up varied between 4.6 and 35 years. Six 
studies reported the incidence of AF during follow-up after the 
period of measured weight change, whereas four reported the 
association between weight change and AF incidence across the 
same period (table 2). Nine studies used linked electronic health 
records to capture incident cases of AF (table 1). In four studies, 
this was triangulated with ECGs at study follow-up visits. One 
study relied on a single follow-up visit ECG to capture inci-
dent cases.27 In one study, AF was detected by 7 day Holter 
monitoring.28

Weight gain and risk of incident AF
Percentage weight gain
Pooled analysis from six populations (five studies) showed that 
for a 5% gain in weight, the incidence of AF increased by 13% 
(HR 1.13, 95% CI 1.04 to 1.23, with 95% prediction interval 
0.88 to 1.44) (figure 2), with moderately high statistical hetero-
geneity. Excluding the study by Rosengren et al reduced the I2 
statistic from 70% to 33%.29 Most participants were overweight 
or obese at the outset in five of the six populations.

Sensitivity analysis generally produced consistent results 
(eTable 2). Outcome data were converted to percentage weight 
gain for two studies included in the pooled analysis.22 23 Excluding 
these studies did not change the point estimate for incident AF 
but the result was no longer statistically significant (eTable 2). 
In both studies of general populations and in the single study of 
a population with T2DM,22 a 5% gain in weight was associated 
with a significant risk of AF, and the same result applied for 
both studies with follow-up less than and greater than 10 years 
(eTable 2).

Other measures of weight gain
Several studies reported weight gain in continuous or categor-
ical terms by kg or BMI gained. Where possible, these results 

Table 1  Characteristics of participants in the included studies

First author (year) Population

Total population
(analysis 
population)

Age mean 
(SD)

Female
(%)

Study population baseline weight status

Mean BMI or 
weight
(weight ranges)

Healthy 
BMI (%)

Overweight 
(%) Obese (%)

Rosengren et al29 Men born in Goteborg, Sweden, between 
1915 and 1925 participating in the Primary 
Prevention Study.

6903
(6412)

51.5 (2.3) 0% Midlife BMI 25.6 46 46 8

Tedrow et al24 Female health professionals with no prior 
CVD who had participated in the Women’s 
Health Study (USA), a RCT of aspirin versus 
vitamin E.

34 309 54.6 (7.0) 100% Mean weight 
70.2 kg

51 31 18

Grundvold et al23 Prospective CVD survey of healthy male 
employees from five government institutions 
in Oslo, Norway, aged 40–59 years.

2014
(1997)

50.0 (5.5) 0% Mean BMI 25 60 36 4

Huxley et al30 Participants of the Atherosclerosis Risk in 
Communities Study, from four study sites 
across the USA.

14 219
(10 239)

54.2 (5.7) 55% Mean BMI 27.8 33 40 27

Alonso et al21 The Look AHEAD trial (USA) randomised 
people aged 45–76 with T2DM to an 
intensive lifestyle intervention versus 
diabetes support and education.

5067
(4906)*

59.0 (7.0) 60% Mean BMI 36.0 0 100

Grundvold et al22 People with newly diagnosed T2DM in 
Sweden.

7169 59.5 (10.3) 47% Mean BMI 31.1 10 36 54

Johnson et al25 Middle-aged men in Swedish health 
screening programme.

5633 47.0 (3.0) 0% Mean weight 
77.1 kg

57 43

Berkovitch et al28 Healthy people undergoing periodic private 
health screening in Israel.

18 290 49.0 (11) 27% Mean BMI 26.1 42 44 14

Diouf et al27 Respondents of the AusDiab general 
population survey of adults ≥25 years in 
Australia.

8273
(5389 who had 
follow-up ECG)

56.6 (11.7) 52% Not stated 35† 42† 23†

Ball et al26 Population longitudinal cohort study 
involving cardiovascular disease screening 
via health survey and periodic study visits—
The Tromsø Study, Norway

14 652 (attended 
third and fourth 
survey and provided 
follow-up BMI data)

34.1 (17.6) 51% Mean BMI
24.2

Not stated
Not stated

Data is given for the total population unless otherwise stated.
*Estimated.
†Based on 8214 of the 8273.
‡Additional 1% underweight at baseline. Figures are based on total fourth study baseline data.
AF, atrial fibrillation; BMI, body mass index; CVD, cardiovascular disease; RCT, randomised controlled trial; T2DM, type 2 diabetes mellitus . 
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were converted and pooled.22 23 We were unable to pool data 
from three studies.24–26 Johnson et al reported the association 
between an annual increase in weight measured by kg in the first 
6 years of follow-up and incidence of AF in the subsequent years 
of follow-up (mean 22.3 years).25 In this study the incidence 
of AF increased by 14% (HR 1.14, 95% CI 1.05 to 1.24) for a 
1 kg gain per annum. Ball et al reported the association between 
weight gain and risk of AF by change in BMI category.26 A 4 kg/
m2 increase in BMI was associated with a 35% increased risk of 
AF in men (HR 1.35, 95% CI 1.18 to 1.54) and 23% in women 
(HR 1.23, 95% CI 1.07 to 1.41).26 Tedrow et al reported a 41% 
higher risk for women who became obese compared with those 
who did not (HR 1.41, 95% CI 1.05 to 1.90).24

Weight gain by baseline weight
Two studies presented subgroup analyses by baseline weight. 
Grundvold et al reported weight gain in those who were obese 
at baseline was associated with a similar increase in risk of AF 
compared with the whole population (obese subgroup HR 1.59, 
95% CI 1.02 to 2.47, whole population HR 1.53, 95% CI 1.10 
to 2.12).22 Johnson et al reported weight gain of 1 kg per annum 
resulted in a similar increased risk of AF in people with healthy 
weight (BMI<25 kg/m2) compared with the whole study popu-
lation (healthy BMI subgroup HR 1.13, 95% CI 0.99 to 1.30, 
whole population HR 1.12, 95% CI 1.03 to 1.23).25

Weight loss and risk of incident AF
Percentage weight loss
In the RCT, the intervention group achieved a mean percentage 
weight loss of 6.0%, compared with 3.5% in the control group, 
and the HR for the onset of AF was 0.99 (95%CI 0.77 to 1.28).21 
As results were reported by trial arm, those who did not lose 
weight were included in the analysis and therefore the results 
may underestimate any association between weight loss and AF.

In a pooled analysis from seven populations (five studies), 
there was no statistically significant association between 
5% weight loss and incidence of AF (HR 1.04, 95% CI 0.94 to 
1.30 with a prediction interval 0.77 to 1.42) (figure 3). In all 
the studies, most participants were overweight or obese at base-
line. Grundvold et al reported no significant difference in risk 
of AF between those who were obese at baseline and lost weight 
compared with the whole population in the only such subgroup 
analysis.22

There was high statistical heterogeneity (I2=73%). Excluding 
the study by Huxley et al30 dropped the I2 to 0% and resulted 
in a minor but significant reduction in incidence of AF (HR 
0.95, 95% CI 0.90 to 0.99) (eTable 3). In both studies of general 
populations and in the single study of a population with T2DM, 
there was no significant association between weight loss and AF. 
In studies with follow-up less than 10 years, there was a signif-
icant reduction in risk of AF and in the study populations with 
follow-up more than 10 years, there was a significant increase in 
risk (eTable 3).

Rosengren et al found no evidence that losing more than 4% 
body weight from age 20 years to midlife was associated with a 
significant change in the incidence of AF compared with indi-
viduals whose weight only changed by between −4% and 4% in 
the same period (HR 1.00, 95% CI 0.72 to 1.27).29 These results 
could not be pooled.

Other measures of weight loss
Ball et al reported a reduction in BMI of 2 kg/m2 was associated 
with a 18% decrease in risk of AF in men (HR 0.82, 95% CI 
0.75 to 0.90) and 19% in women (HR 0.81, 95% CI 0.71 to 
0.94), compared with people whose BMI increased by 1 kg/m2.26 
Tedrow et al reported that women who were obese at baseline 
but lost weight to reduce their BMI below 30 kg/m2 no longer 
had an elevated risk of AF compared with people who were 
never obese (HR 1.01, 95% CI 0.58 to 1.79).24

Amount of weight loss and risk of AF
Four studies reported the impact of degrees of weight loss on the 
risk of AF, but the results were inconclusive.21 27 30 Alonso et al 
and Diouf et al both reported no significant association between 
weight loss and AF across all reported ranges of weight loss.21 27 
Ball et al reported a non-significant trend towards a decrease in 
the risk of incident AF for people whose BMI decreased by up 
to 2 kg/m2 compared with those who gained 1 kg/m2.26 Huxley 
et al reported a significant increase in incident AF in those who 
lost more than 5% of their weight and suggested that conditions 
associated with muscle wasting, which will lead to unintentional 
weight loss, may explain their finding.30

Quality assessment
The NOS scores ranged from 5 to 7 reflecting a moderate to low 
risk of bias (table 3). Based on the GRADE framework, there was 
moderate certainty in the 5% weight gain summary finding and 
very low certainty in the summary estimate of 5% weight loss. 

Figure 2  Risk of 5% weight gain on incidence of atrial fibrillation.

Figure 3  Risk of 5% weight loss on incidence of atrial fibrillation.
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Further details of the quality assessments are included online 
(eResults).

Discussion
Main findings
Weight gain was associated with an increased risk of AF in our 
pooled and unpooled analyses. Weight loss was not associated 
with an altered risk of incident AF in our pooled analysis. One 
unpooled study reported a significant association between weight 
loss and reduced AF incidence, another showed no association, 
and a third showed that those who dropped weight below the 
obesity threshold were no longer at an elevated risk of AF.24 26 29 
In both pooled analyses, the majority of people were overweight 
or obese at baseline, although there were significant numbers of 
people with a normal BMI in most studies. Both results had high 
heterogeneity. There was moderate certainty in the weight gain 
summary finding, but only very low certainty in the weight loss 
finding.

Comparison with other studies
Our results suggest that weight gain itself in addition to BMI 
status may be linked to future risk of AF. Three systematic 
reviews have showed that obesity increases the risk of incident 
AF.7–9 One also analysed weight gain and AF, reporting no signif-
icant association between a 5% increase in bodyweight and AF 
incidence, based on two studies (relative risk of AF 1.08, 95% CI 
0.97 to 1.19).7 Our review expands on this result, adding three 
further studies in the pooled analysis.

Strengths
This is the first systematic review to assess the risk of incident 
AF in relation to weight loss and extends our understanding of 
the association between weight gain and AF risk. We analysed 
data from 108 996 people across 10 individual studies, including 
seven in the pooled analyses. Most studies were conducted 
within the past 10 years across a range of economically devel-
oped countries and recruited middle-aged participants with a 
relatively low burden of comorbidity, providing contemporary, 
generalisable results.

Limitations
Pooling data from people who were healthy weight with those 
who were obese or overweight at baseline may have diluted 
the summary estimates and thus underestimate the effect of 
weight loss on the subsequent risk of AF. Most studies had 
significant numbers of people who had a normal BMI at base-
line and there were insufficient data to perform the planned 

subgroup analysis by baseline weight. The weight gain studies 
which did split by baseline weight status reported very similar 
estimates of AF risk across groups. Some studies reported 
AF incidence during follow-up after the period when weight 
change was measured and it is possible that further weight 
change may have occurred that altered the subsequent risk 
of AF. There was inconsistency in the results of our analysis 
of weight loss measured by percentage change and change in 
BMI, and we were unable to summarise the overall effect as it 
was not possible to pool all these data. Studies presented data 
differently, which we sought to overcome by making conser-
vative approximations to convert data into a common form to 
enable pooling from more studies.

Some studies relied on periodic ECG assessments, which 
may miss cases of paroxysmal AF and so underestimate true 
incidence, but this is unlikely to have biased differences by 
weight change status. Many studies attempted to triangulate 
their case detection with other electronic health records. Two 
studies calculated weight change using a recalled weight as the 
baseline measure, but these results were consistent with other 
studies.29

Nine of our 10 studies were observational. We included results 
from multivariate analyses but relevant covariates such as phys-
ical activity and history of cardiovascular disease were some-
times excluded.

Policy implications
Weight gain of 5% was associated with an increase in the risk 
of AF of 13% (95% CI 4% to 23%), with the likely effect in an 
individual setting varying between 18% reduction and a 44% 
increase in risk. Our results suggest that the risk of incident 
AF continues to rise in relation to weight gain across all cate-
gories of weight status. This evidence supports public health 
interventions that promote maintaining a healthy weight and 
preventing weight gain to reduce the burden of AF. Given the 
paucity of data and high heterogeneity, our conclusions are 
only tentative.

Whether intentional weight loss can reduce the risk of devel-
oping AF remains uncertain and may be related to the amount 
of weight people lose.31 Large amounts of weight loss achieved 
through bariatric surgery has been reported to reduce the risk of 
AF by 29% compared with no weight change (HR 0.71, 95% CI 
0.60 to 0.83) over long-term follow-up.32

Unintentional weight loss may occur as a result of diseases 
that are independent risk factors for AF, such as cancer, hyper-
thyroidism or muscle wasting conditions as suggested by one of 
the included studies, which reported weight loss being associated 
with a significant increased risk of developing AF.30

Future research
Obesity is the second highest population attributable risk factor 
for incident AF behind hypertension, accounting for over 10% 
of all cases.33 The link between obesity and incident AF has 
been established, but more research is needed to understand the 
degree of increased risk associated with weight gain, whether 
non-surgical weight loss can reduce the risk of incident AF and 
if this depends on baseline weight status, intentionality and 
amount of weight loss.

Conclusion
Gaining weight increases the risk of incident AF, but the evidence 
is uncertain whether relatively small amounts of non-surgical 
weight loss reduces that risk. Interventions that help prevent 

Table 3  Risk of bias measured by the Newcastle-Ottawa Scale

Study lead author Study year Selection Comparability Outcome

Overall score
(number of 
stars)

Rosengren et al29 2009 **** ** 6

Tedrow et al24 2010 *** *** 6

Grundvold et al23 2012 *** * ** 6

Huxley et al30 2014 **** *** 7

Alonso et al21 2015 ** * *** 6

Diouf et al27 2015 *** ** 5

Grundvold et al22 2015 *** *** 6

Johnson et al25 2015 **** *** 7

Berkovitch et al28 2016 **** *** 7

Ball et al26 2018 **** ** 6

Scores range from 0 to 9 stars with nine stars equating to the lowest risk of bias.
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weight gain in both individuals and populations, even in those 
already overweight, may reduce the growing global burden of 
AF and related healthcare costs.

Key messages

What is already known on this subject?
►► While there is an established association between obesity 
and an increase in the incidence of atrial fibrillation (AF), the 
relationship between weight change and the risk of AF is 
unclear.

What might this study add?
►► In this systematic review and meta-analysis of over 100 000 
people, we found weight gain was associated with an 
increase in the incidence of AF, but no consistent association 
between non-surgical weight loss and altered incidence of AF.

How might this impact on clinical practice?
►► Preventing weight gain could be an important strategy in 
reducing the global burden of AF.

Acknowledgements  We thank Nia Roberts for her help with setting the search 
strategy.

Contributors  NJ and PA conceived the original idea for the study. NJ created 
the search strategy. NJ, PA and KT screened and selected the studies. KT and NJ 
extracted all data in duplicate and KT led on the data analysis. CT provided input on 
the background literature and was involved in the critical revision of the manuscript. 
All authors were involved in drafting the final manuscript.

Funding  NJ is a general practitioner and Wellcome Trust Doctoral Research 
Fellow in Primary Care (grant number 203921/Z/16/Z). KT is a medical statistician 
who receives funding from the NIHR Programme for Applied Research (RP-
PG-1210-12003). CT is an academic clinical lecturer, funded by the National Institute 
for Health Research (NIHR). PA is an NIHR senior investigator and is funded by the 
NIHR Oxford Biomedical Research Centre (BRC) and Collaboration for Leadership in 
Health Research Care (CLAHRC). The project was supported by the NIHR CLAHRC 
Oxford. The views expressed are those of the authors and do not necessarily reflect 
those of the NIHR, NHS or Department of Health. 

Competing interests  CT reports speaker fees from Vifor and Novartis and non-
financial support from Roche outside the submitted work. The other authors declare 
that they have no competing interests. 

Provenance and peer review  Not commissioned; externally peer reviewed.

Open access  This is an open access article distributed in accordance with the 
Creative Commons Attribution 4.0 Unported (CC BY 4.0) license, which permits 
others to copy, redistribute, remix, transform and build upon this work for any 
purpose, provided the original work is properly cited, a link to the licence is given, 
and indication of whether changes were made. See: https://​creativecommons.​org/​
licenses/​by/​4.​0/.

References
	 1	C hugh SS, Havmoeller R, Narayanan K, et al. Worldwide epidemiology of atrial 

fibrillation: a global burden of disease 2010 study. Circulation 2014;129:837–47.
	 2	 Dorian P, Jung W, Newman D, et al. The impairment of health-related quality of life 

in patients with intermittent atrial fibrillation: implications for the assessment of 
investigational therapy. J Am Coll Cardiol 2000;36:1303–9.

	 3	T hrall G, Lane D, Carroll D, et al. Quality of life in patients with atrial fibrillation: a 
systematic review. Am J Med 2006;119:448.e1–448.e19.

	 4	 Odutayo A, Wong CX, Hsiao AJ, et al. Atrial fibrillation and risks of cardiovascular 
disease, renal disease, and death: systematic review and meta-analysis. BMJ 
2016;354:i4482.

	 5	S tewart S, Murphy NF, Murphy N, et al. Cost of an emerging epidemic: an economic 
analysis of atrial fibrillation in the UK. Heart 2004;90:286–92.

	 6	 Krijthe BP, Kunst A, Benjamin EJ, et al. Projections on the number of individuals 
with atrial fibrillation in the European Union, from 2000 to 2060. Eur Heart J 
2013;34:2746–51.

	 7	A une D, Sen A, Schlesinger S, et al. Body mass index, abdominal fatness, fat mass and 
the risk of atrial fibrillation: a systematic review and dose-response meta-analysis of 
prospective studies. Eur J Epidemiol 2017;32:181–92.

	 8	 Wong CX, Sullivan T, Sun MT, et al. Obesity and the risk of incident, post-operative, 
and post-ablation atrial fibrillation: a meta-analysis of 626,603 individuals in 51 
studies. JACC Clin Electrophysiol 2015;1:139–52.

	 9	 Wanahita N, Messerli FH, Bangalore S, et al. Atrial fibrillation and obesity– results of a 
meta-analysis. Am Heart J 2008;155:310–5.

	10	G oudis CA, Korantzopoulos P, Ntalas IV, et al. Obesity and atrial fibrillation: a 
comprehensive review of the pathophysiological mechanisms and links. J Cardiol 
2015;66:361–9.

	11	S teg PG, Alam S, Chiang CE, et al. Symptoms, functional status and quality of life in 
patients with controlled and uncontrolled atrial fibrillation: data from the RealiseAF 
cross-sectional international registry. Heart 2012;98:195–201.

	12	 Wong CX, Abed HS, Molaee P, et al. Pericardial fat is associated with atrial fibrillation 
severity and ablation outcome. J Am Coll Cardiol 2011;57:1745–51.

	13	 Pathak RK, Middeldorp ME, Meredith M, et al. Long-term effect of goal-directed 
weight management in an atrial fibrillation cohort: a long-term follow-up study 
(LEGACY). J Am Coll Cardiol 2015;65:2159–69.

	14	 Wells G, Shea B, O’Connell D, et al. The Newcastle-Ottawa Scale (NOS) for assessing 
the quality of nonrandomised studies in meta-analyses. http://www.​ohri.​ca/​programs/​
clinical_​epidemiology/​oxford.​asp2013

	15	A tkins D, Best D, Briss PA, et al. Grading quality of evidence and strength of 
recommendations. BMJ 2004;328:1490.

	16	 Orsini N, Bellocco R, Greenland S. Generalized least squares for trend estimation of 
summarized dose–response data. Stata J 2006;6:40–57.

	17	G reenland S, Longnecker MP. Methods for trend estimation from summarized 
dose-response data, with applications to meta-analysis. Am J Epidemiol 
1992;135:1301–9.

	18	 DerSimonian R, Laird N. Meta-analysis in clinical trials. Control Clin Trials 
1986;7:177–88.

	19	R iley RD, Higgins JP, Deeks JJ. Interpretation of random effects meta-analyses. BMJ 
2011;342:d549.

	20	H iggins JP, Thompson SG, Spiegelhalter DJ. A re-evaluation of random-effects meta-
analysis. J R Stat Soc Ser A Stat Soc 2009;172:137–59.

	21	A lonso A, Bahnson JL, Gaussoin SA, et al. Effect of an intensive lifestyle intervention 
on atrial fibrillation risk in individuals with type 2 diabetes: the Look AHEAD 
randomized trial. Am Heart J 2015;170:770–7.

	22	G rundvold I, Bodegard J, Nilsson PM, et al. Body weight and risk of atrial fibrillation 
in 7,169 patients with newly diagnosed type 2 diabetes; an observational study. 
Cardiovasc Diabetol 2015;14:5.

	23	G rundvold I, Skretteberg PT, Liestøl K, et al. Importance of physical fitness on 
predictive effect of body mass index and weight gain on incident atrial fibrillation in 
healthy middle-age men. Am J Cardiol 2012;110:425–32.

	24	T edrow UB, Conen D, Ridker PM, et al. The long- and short-term impact of elevated 
body mass index on the risk of new atrial fibrillation the WHS (women’s health study). 
J Am Coll Cardiol 2010;55:2319–27.

	25	 Johnson LS, Juhlin T, Engström G, et al. Risk factor changes and incident atrial 
fibrillation among middle-aged men in the Malmö Preventive Project cohort. Eur 
Heart J Cardiovasc Pharmacother 2016;2:81–7.

	26	 Ball J, Løchen ML, Wilsgaard T, et al. Sex differences in the impact of body mass index 
on the risk of future atrial fibrillation: insights from the longitudinal population-based 
Tromsø study. J Am Heart Assoc 2018;7.

	27	 Diouf I, Magliano DJ, Carrington MJ, et al. Prevalence, incidence, risk factors 
and treatment of atrial fibrillation in Australia: The Australian Diabetes, Obesity 
and Lifestyle (AusDiab) longitudinal, population cohort study. Int J Cardiol 
2016;205:127–32.

	28	 Berkovitch A, Kivity S, Klempfner R, et al. Body mass index and the risk of new-onset 
atrial fibrillation in middle-aged adults. Am Heart J 2016;173:41–8.

	29	R osengren A, Hauptman PJ, Lappas G, et al. Big men and atrial fibrillation: effects 
of body size and weight gain on risk of atrial fibrillation in men. Eur Heart J 
2009;30:1113–20.

	30	H uxley RR, Misialek JR, Agarwal SK, et al. Physical activity, obesity, weight change, 
and risk of atrial fibrillation: the Atherosclerosis Risk in Communities study. Circ 
Arrhythm Electrophysiol 2014;7:620–5.

	31	L avie CJ, Pandey A, Lau DH, et al. Obesity and atrial fibrillation prevalence, 
pathogenesis, and prognosis: effects of weight loss and exercise. J Am Coll Cardiol 
2017;70:2022–35.

	32	 Jamaly S, Carlsson L, Peltonen M, et al. Bariatric surgery and the risk of new-onset 
atrial fibrillation in Swedish obese subjects. J Am Coll Cardiol 2016;68:2497–504.

	33	H uxley RR, Lopez FL, Folsom AR, et al. Absolute and attributable risks of atrial 
fibrillation in relation to optimal and borderline risk factors: the Atherosclerosis Risk in 
Communities (ARIC) study. Circulation 2011;123:1501–8.

 on 4 July 2019 by guest. P
rotected by copyright.

http://heart.bm
j.com

/
H

eart: first published as 10.1136/heartjnl-2019-314931 on 22 June 2019. D
ow

nloaded from
 

https://creativecommons.org/licenses/by/4.0/
https://creativecommons.org/licenses/by/4.0/
http://dx.doi.org/10.1161/CIRCULATIONAHA.113.005119
http://dx.doi.org/10.1016/S0735-1097(00)00886-X
http://dx.doi.org/10.1016/j.amjmed.2005.10.057
http://dx.doi.org/10.1136/bmj.i4482
http://dx.doi.org/10.1136/hrt.2002.008748
http://dx.doi.org/10.1093/eurheartj/eht280
http://dx.doi.org/10.1007/s10654-017-0232-4
http://dx.doi.org/10.1016/j.jacep.2015.04.004
http://dx.doi.org/10.1016/j.ahj.2007.10.004
http://dx.doi.org/10.1016/j.jjcc.2015.04.002
http://dx.doi.org/10.1136/heartjnl-2011-300550
http://dx.doi.org/10.1016/j.jacc.2010.11.045
http://dx.doi.org/10.1016/j.jacc.2015.03.002
http://www.ohri.ca/programs/clinical_epidemiology/oxford.asp2013
http://www.ohri.ca/programs/clinical_epidemiology/oxford.asp2013
http://dx.doi.org/10.1136/bmj.328.7454.1490
http://dx.doi.org/10.1177/1536867X0600600103
http://dx.doi.org/10.1093/oxfordjournals.aje.a116237
http://dx.doi.org/10.1016/0197-2456(86)90046-2
http://dx.doi.org/10.1136/bmj.d549
http://dx.doi.org/10.1111/j.1467-985X.2008.00552.x
http://dx.doi.org/10.1016/j.ahj.2015.07.026
http://dx.doi.org/10.1186/s12933-014-0170-3
http://dx.doi.org/10.1016/j.amjcard.2012.03.043
http://dx.doi.org/10.1016/j.jacc.2010.02.029
http://dx.doi.org/10.1093/ehjcvp/pvv056
http://dx.doi.org/10.1093/ehjcvp/pvv056
http://dx.doi.org/10.1161/JAHA.117.008414
http://dx.doi.org/10.1016/j.ijcard.2015.12.013
http://dx.doi.org/10.1016/j.ahj.2015.11.016
http://dx.doi.org/10.1093/eurheartj/ehp076
http://dx.doi.org/10.1161/CIRCEP.113.001244
http://dx.doi.org/10.1161/CIRCEP.113.001244
http://dx.doi.org/10.1016/j.jacc.2017.09.002
http://dx.doi.org/10.1016/j.jacc.2016.09.940
http://dx.doi.org/10.1161/CIRCULATIONAHA.110.009035
http://heart.bmj.com/

	Weight change and the risk of incident atrial fibrillation: a systematic review and meta-analysis
	Abstract
	Background
	Methods
	Search strategy
	Eligibility criteria
	Assessment of risk of bias and quality of the evidence
	Data analysis and synthesis

	Results
	Study characteristics
	Weight gain and risk of incident AF
	Percentage weight gain
	Other measures of weight gain
	Weight gain by baseline weight

	Weight loss and risk of incident AF
	Percentage weight loss
	Other measures of weight loss
	Amount of weight loss and risk of AF

	Quality assessment

	Discussion
	Main findings
	Comparison with other studies
	Strengths
	Limitations
	Policy implications
	Future research

	Conclusion
	References


