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Abstract
Purpose of Review  Sarcopenic obesity (SO), defined as the coexistence of excess fat mass and reduced skeletal muscle mass 
and strength, has emerged as an important cardiovascular risk factor, particularly in older adults. This review summarizes 
recent findings on the diagnosis, prevalence, health impacts, and treatment of SO.
Recent Findings  Growing evidence suggests SO exacerbates cardiometabolic risk and adverse health outcomes beyond either 
condition alone; however, the heterogeneity in diagnostic criteria and the observational nature of most studies prohibit the 
evaluation of a causal relationship. This is concerning given that SO is increasing with the aging population, although that 
is also difficult to assess accurately given wide-ranging prevalence estimates. A recent consensus definition proposed by the 
European Society for Clinical Nutrition and Metabolism and the European Association for the Study of Obesity provides a 
framework of standardized criteria to diagnose SO.
Summary  Adopting uniform diagnostic criteria for SO will enable more accurate characterization of prevalence and cardio-
metabolic risk moving forward. Although current management revolves around diet for weight loss coupled with resistance 
training to mitigate further muscle loss, emerging pharmacologic therapies have shown promising results. As the global 
population ages, diagnosing and managing SO will become imperative to alleviate the cardiovascular burden.
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Introduction

In an era marked by a global obesity epidemic and an aging 
population, the interplay of obesity and age-related changes 
has emerged as a critical public health concern. Obesity is 

widely recognized as a significant risk factor for cardiomet-
abolic diseases, imposing a substantial burden on quality 
of life, disability, and life expectancy [1]. Simultaneously, 
there is a demographic shift, with adults 65 and older mak-
ing up 9% of the global population in 2019, projected to 
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rise to 21% by 2050 [2]. As individuals age, they undergo 
significant physiological changes, namely, fat mass gain and 
redistribution, skeletal muscle mass loss, and reduced mus-
cular strength [3]. These age-related changes are intertwined 
with cardiovascular disease (CVD), such as atherosclerosis 
and heart failure (HF), sharing inflammatory, metabolic, 
and hormonal determinants [3]. Further exacerbating this 
process is the higher frequency of other comorbidities, such 
as diabetes and a sedentary lifestyle, in older adults. These 
complex factors highlight the intricate connection between 
the aging process, the muscle-fat interplay, and their rela-
tionship with CVD.

Growing evidence suggests that obesity and sarcopenia 
independently contribute to increased CVD risk [4, 5]. This 
leads one to expect a high CVD risk in older adults with sar-
copenic obesity (SO), a syndrome characterized by the coex-
istence of sarcopenia and obesity. Yet, interestingly, amidst 
the conventional understanding of obesity as a CVD risk 
factor, an enigma persists—the so-called obesity paradox 
[6]. Some studies have suggested the counterintuitive notion 
that older individuals with established CVD classified as 
overweight or with obesity have better prognoses [6]. This 
paradox raises the intriguing question of whether the pres-
ence of obesity mitigates the negative impact of sarcopenia.

In this review, we describe the current literature focusing 
on SO and its relationship with CVD risk factors, CVD, 
and mortality, seeking to unravel the complex mechanisms 
and clinical implications of this compelling interplay. The 
discussion focuses on the findings and limitations of pooled 
analyses and recent studies not included within them. Due to 
the narrative nature of this review, the Preferred Reporting 
Items for Systematic Review and Meta-Analysis protocols 
are not strictly adhered to. The literature retrieval process 
focused on key terms related to the covered topics, with the 
most rigorous search conducted for the clinical data section.

Pathophysiology

Aging is associated with a gradual decline in muscle mass 
and function, known as sarcopenia, and an increase in fat 
mass with redistribution to metabolically deleterious depots 
[7]. These shifts in body composition make older individuals 
more susceptible to unfavorable metabolic changes, which 
can increase the risk for CVD [8]. Furthermore, while a 
sedentary lifestyle is a risk factor for sarcopenia, sarcopenia 
can exacerbate the age-related decrease in physical activity 
and basal metabolic rate, thereby promoting further mus-
cle loss and fat gain [9]. Consequently, the gain in fat mass 
with altered distribution, characterized by reduced subcu-
taneous fat and increased visceral and ectopic (e.g., muscle 
and liver) fat, exacerbates changes such as inflammation 
and insulin resistance, worsening muscle loss and creating 

a self-perpetuating cycle (Fig. 1) [10, 11]. Sex-specific hor-
monal changes, such as decreased estrogen levels in post-
menopausal women and declining testosterone levels in men, 
also play a role in these changes [12].

The pathophysiology of SO is complex and multifactorial, 
involving metabolic, endocrine, hormonal, and neuromuscular 
changes that collectively contribute to impaired muscle protein 
synthesis, increased muscle breakdown, and progressive 
loss of muscle mass and function; additional factors include 
reduced satellite cell function, higher burden of chronic 
diseases, chronic low-grade inflammation, oxidative stress, 
and mitochondrial dysfunction [13–21]. Sarcopenic obesity 
shares common etiological mechanisms with CVD, including 
the imbalance between pro-inflammatory adipokines and anti-
inflammatory myokines, oxidative stress, and mitochondrial 
dysfunction [7, 22]. These factors can contribute to insulin 
resistance, hyperglycemia, and hyperinsulinemia, which 
can lead to vascular remodeling, endothelial dysfunction, 
and hypertension [23]. Subsequently, chronic CVD, like 
HF and coronary artery disease (CAD), can exacerbate 
muscle wasting [24–26]. The intricate interplay of these 
mechanisms underscores the complex pathogenesis of SO 
and its association with CVD.

Diagnosis

The first consensus statement for SO by an international 
expert panel was released in 2022 by the Sarcopenic 
Obesity Global Leadership Initiative, launched by the 

Fig. 1   Simplified diagram of the self-perpetuating cycle linking obe-
sity with muscle wasting
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European Society for Clinical Nutrition and Metabolism 
(ESPEN) and the European Association for the Study of 
Obesity (EASO) [27••, 28]. In it, the expert panel pro-
poses diagnostic criteria starting with screening for obe-
sity using body mass index (BMI) or waist circumference 
(WC) by ethnic group-specific cutoffs, and sarcopenia by 
using surrogate indicators, such as risk factors, symptoms, 
or validated questionnaires (Fig. 2) [27••]. The diagnosis 
of SO is meant to be subsequently confirmed by assessing 
muscle weakness, followed by demonstrating evidence of 
altered body composition (increased fat mass and reduced 
lean mass). The consortium agreed that the latter could 
be measured using dual X-ray absorptiometry (DXA; pre-
ferred) or bioelectrical impedance analysis (BIA) [27••]. 
It is worth noting that lean mass from DXA or BIA is 
a surrogate of skeletal muscle mass, incorporating water 
content and being subject to fluctuations with volume 
status. The panel acknowledged the limitations of these 
methods versus computed tomography (CT), magnetic 
resonance imaging (MRI), and D3-creatine dilution but 
agreed that they adequately balance precision, accuracy, 
and availability.

The statement emphasized the importance of including 
muscle function, given its better prediction of health out-
comes compared to muscle mass and frequent discrepancies 
between the two measures [29, 30•, 31]. Such discrepancies 
have been attributed to a lack of specificity of DXA or BIA 
measurements for skeletal muscle and their inability to cap-
ture muscle quality, composition, or neuromuscular impair-
ment [27••]. The decision for muscle function to precede 
body composition was pragmatic, given the simplicity and 
availability of such measures compared to body composi-
tion analysis, particularly in clinical care (Fig. 2). Further-
more, the panel preferred assessment methods that focused 
on strength over performance measures such as gait speed 
to avoid potential clinical confounders (e.g., osteoarthritis 
in obesity); they recommended maximal strength testing 
between two limbs for handgrip or knee extensor strength 
without normalization for body mass [27••].

Following body composition analysis, the muscle mass 
measurements are normalized to body mass to account for 
the impact of higher muscle workload needed for daily activ-
ity in obesity [27••, 32]. Sarcopenia and obesity are diag-
nosed as distinct phenotypic traits rather than with integrated 
indices since clinical data do not currently support those. 
Obesity is characterized by an increased percentage of total 
body weight as fat mass, while sarcopenia is defined by a 
relative reduction in skeletal muscle mass when adjusted for 
body weight. The panel prefers appendicular lean mass (sum 
of the lean mass of the extremities) adjusted to body weight 
(ALM/W) by DXA; as alternatives, ALM/W or total skeletal 
muscle mass adjusted by weight (SMM/W) by BIA may be 
used (Fig. 2) [27••]. Although the group proposes consensus 

cutoffs, they acknowledge the need for further age, sex, and 
ethnicity-specific cutoffs [27••].

Finally, SO can be staged based on the absence (stage 
I) or presence (stage II) of at least one complication that 
can be attributed to physical dysfunction and altered body 

Fig. 2   Diagnostic procedure and cutoffs for the assessment of sarco-
penic obesity. Based on information from the ESPEN/EASO consen-
sus definition [26]. BMI, body mass index; Cau, Caucasian; M, male; 
F, female; WC, waist circumference; SARC-F, strength, assistance 
with walking, rising from a chair, climbing stairs and falls; HGS, 
handgrip strength; KES, knee-extension strength; CST, chair stand 
test; STSST, 5-times Sit- to-Stand Chair test; FM%, fat mass percent-
age; AfrAm, African-American; ALM/W, appendicular lean mass 
adjusted to body weight; DXA, dual X-ray absorptiometry; SMM/W, 
total skeletal muscle mass adjusted by weight; BIA, bioelectrical 
impedance analysis



535Current Obesity Reports (2024) 13:532–544	

composition (Fig. 2) [27••]. The staging aims to stratify 
patients based on clinical severity and higher risk for poor 
outcomes who need more aggressive treatment and follow-
up. The use of the ESPEN/EASO consensus definition has 
been limited in the literature, given its recent publication, 
but emerging studies have confirmed its validity for identify-
ing SO and predicting poor outcomes [33–35]. Specifically, 
compared to the European Working Group on Sarcopenia in 
Older People (EWGSOP2) sarcopenia criteria, the ESPEN/
EASO criteria has better identified SO among older men 
(≥ 70 years) and associated with higher muscle dysfunction, 
disability, and falls compared to those without SO [34].

Epidemiology

It is difficult to accurately establish the prevalence of SO 
given the long-standing lack of a consensus definition 
(Table 1). For example, a 2020 systematic review of SO defi-
nitions among 75 studies from 2007 to 2018 found 19 and 10 
different measures of sarcopenia and obesity, respectively, 
with various adjustments and cutoffs; few studies appropri-
ately diagnosed sarcopenia as the coexistence of low muscle 
mass and function [36]. Furthermore, a 2013 study of eight 
definitions found 19- to 26-fold variations in sex-specific 
prevalence of SO in older adults ≥ 60 years in the 1999–2004 
National Health and Nutrition Examination Surveys [37•].

Based on the current literature, a 2021 meta-
analysis assessing the global prevalence of SO in older 
adults ≥ 60 years using 50 studies (n = 86,285) from 2002 
to 2020 demonstrated a pooled SO global prevalence of 
11% (95%CI 10–13%) with high heterogeneity (I2 99.5%) 
[38]. The definitions used greatly varied between studies 
(only 20% used both muscle mass and function to identify 
sarcopenia), with prevalence ranging from 0.1% to 48%. On 
subgroup analyses, the pooled prevalence of SO was higher 
in South America (21%, 95%CI 13–29%; eight studies) and 
North America (19%, 95%CI 10–27%; five studies), among 

those ≥ 75  years (23%, 95%CI 15–30%; three studies), 
and in hospital settings (16%, 95%CI 6–26%; two studies) 
compared to the community (11%, 95%CI 10–13%; 48 
studies) [38].

Another 2023 meta-analysis of adults ≥ 50 years found a 
similar SO prevalence of 9% in both men and women across 
48 studies from 2000 to 2020, but it differed by 15% when 
stratified by studies that adjusted muscle mass for weight as 
opposed to height2 (23% vs. 8%, respectively) [39••]. They 
also found South America (13%, 95%CI 8–18%) and Europe 
(12%, 95%CI 9–15%) to have the highest prevalence of SO 
across regions, though publication bias from unpublished 
low-prevalence cohort data may have limited the estimates 
[39••]. The established ESPEN/EASO criteria aim to over-
come the major limitation of varying methodologies in the 
current literature. Following such a consensus algorithm will 
be necessary for future studies to estimate the prevalence of 
SO accurately.

Clinical Data

Sarcopenic Obesity and Cardiovascular Disease 
Risk Factors

Given the independent association of sarcopenia and obesity 
with metabolic disorders [40, 41], an additive association 
may be expected with SO. However, until now, cross-
sectional studies have yielded inconsistent results. A 2023 
meta-analysis by Liu et al. sought to study the relationship 
between SO and CVD risk factors among studies including 
adults ≥ 50 years [39••]. The authors found individuals 
with SO, compared to those without sarcopenia or obesity 
(reference group), to have a higher risk of prevalent 
hypertension (11 studies, n = 21,049; OR 1.99, 95%CI 
1.34–2.97; I2 87.5%), dyslipidemia (three studies, n = 4,123; 
OR 2.50, 95%CI 1.51–4.15; I2 0.0%), diabetes (14 studies, 
n = 21,351; OR 2.02, 95%CI 1.39–2.93; I2 82.6%), and 

Table 1   The various definitions 
used in the literature for 
sarcopenia, obesity, and 
sarcopenic obesity. From Liu 
et al. [38], with permission; © 
2022 World Obesity Federation

ASM appendicular skeletal muscle mass, BMI body mass index, SMM skeletal muscle mass, HGS handgrip 
strength, ht2 height square, SO sarcopenic obesity

Sarcopenia (Study number = 82) Obesity (Study 
number = 80)

Sarcopenic Obesity 
(Study number = 81)

ASM/ht2 36.14% BF% 47.50% Sarcopenia +  
Obesity

95.06%
(ASM or SMM)/weight 9.64% BMI 31.25%
ASM/BMI 3.61% WC 8.75%
ASM or SMM 4.82% Visceral fat 2.50% Linear regression 

model of 
appendicular fat-
free mass

4.94%
(ASM or SMM)/(ht or ht2 or 

BMI) + HGS and/or
functional test

36.14% Combined 6.25%

HGS 3.61% Other 3.75%
Other 6.02%
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metabolic syndrome (five studies, n = 6,079; OR 4.31, 95%CI 
2.23–8.35; I2 87.4%) [39••]. The risk of hypertension was 
slightly higher in obesity (OR 2.19, 95%CI 1.45–3.31) but 
non-significant in sarcopenia; risk of dyslipidemia was 
slightly higher in obesity (OR 2.68, 95%CI 1.10–6.51) but 
non-significant in sarcopenia; risk of diabetes was non-
significant in obesity or sarcopenia; and risk of metabolic 
syndrome was similar in obesity (OR 4.31, 95%CI 2.23–8.35) 
but non-significant in sarcopenia [39••]. However, one needs 
to be cautious when interpreting the results of these combined 
analyses. The diverse diagnostic criteria used in the studies 
and their predominantly cross-sectional design preclude 
establishing a causal relationship, especially considering the 
potential for reverse causation. Also, the lack of consistent 
adjustment for major confounders, such as physical activity 
or cardiorespiratory fitness (CRF), introduces the potential 
for inaccurate conclusions.

Several studies, primarily focused on different age groups, 
were not included in the aforementioned meta-analysis but 
are worth mentioning. For example, hypertension has also 
been studied in younger cohorts. A 2013 cross-sectional 
analysis of 6,832 Korean participants (≥ 19 years) from the 
2009 Korea National Health and Nutrition Examination 
Survey (KNHANES) categorizing participants by 
appendicular skeletal muscle mass adjusted to body weight 
(ASM/W) by DXA and WC found the highest risk of 
hypertension, compared to the reference, in SO (aOR 2.91, 
95%CI 1.67–5.05) [42]. In contrast, a 2022 cross-sectional 
analysis of 4,021 Iranian participants (35–65 years) from 
the Ravansar Non-Communicable Disease cohort study 
(2014–2017) categorizing patients using handgrip strength 
(HGS), SMM by BIA, and WC found SO (OR 3.83, 95%CI 
2.81–5.22), obesity, and sarcopenia to be associated with 
a higher risk of hypertension, in descending strength, 
compared to the reference; however, only obesity remained 
significant on adjusted models [43]. The contrasting 
findings between these studies underscore the importance 
of standardized diagnostic criteria for SO, as the variations 
might influence the observed associations. Furthermore, 
the generalizability of the findings may be limited by the 
geographic differences with potentially variable body 
composition, dietary, and activity patterns.

While the link between SO and dyslipidemia has 
often been unclear, a growing number of studies sug-
gest a relationship. For example, significant associations 
between SO and dyslipidemia (CVD risk-based definition) 
were seen in a 2021 study using 2008–2011 KNHANES 
(17,546 adults; ≥ 19 years; aOR 1.53, 95%CI 1.19–1.98) 
and the Korean Genome and Epidemiology Study (5,126 
adults; ≥ 40  years; aOR 1.35, 95%CI 1.15–1.58) where 
SO was defined by ASM/BMI by DXA and SMM/BMI by 
BIA, respectively, along with WC [44]. Additionally, a 2015 
cross-sectional study using the Framingham risk score in 

3,320 Korean adults (≥ 40 years) from the 2010 KNHANES 
found SO (ASM/weight by DXA and BMI) to have a sig-
nificantly higher risk for 10-year CVD risk ≥ 20% compared 
to the reference (aOR 2.49, 95%CI 1.53–4.06 in men; aOR 
1.87, 95%CI 1.02–3.41 in women); sarcopenia and obesity 
were not significantly different [45].

In the context of SO, diabetes is a particularly important 
comorbidity, given that obesity is a driver of diabetes, and 
diabetes has a bidirectional relationship with sarcopenia and 
frank skeletal muscle dysfunction; this relationship suggests 
that individuals with diabetes are at high risk for SO [46, 
47]. A 2019 meta-analysis studied the risk for diabetes in 
adults with overweight and obesity across 11 studies (pri-
marily cross-sectional; n = 60,118) and found SO (by vari-
ous definitions) to be associated with an increased risk for 
diabetes (OR 1.38, 95%CI 1.27–1.50; I2 60%) compared to 
the reference [48]. Furthermore, in a 2023 retrospective lon-
gitudinal study involving 36,304 Korean adults (≥ 20 years) 
who did not have diabetes, those with pre-SO (ASM/weight 
by BIA and WC) had the highest risk of developing diabetes 
[49]. On an adjusted model, compared to the reference, the 
risk was 1.57 times higher (95% CI 1.42–1.73) in pre-SO; 
pre-sarcopenia alone and abdominal obesity alone were also 
linked to a higher risk of developing diabetes [49]. Current 
hypotheses for the higher risk of diabetes in SO compared 
to the other phenotypes are the availability of less muscle 
for insulin-mediated glucose disposal, fatty infiltration of 
the muscles diminishing their insulin sensitivity, and the 
synergistic effect of the chronic inflammation caused by 
sarcopenia and obesity leading to worse insulin resistance 
and hyperglycemia [46]. However, it is essential to note the 
lack of consistent adjustment for visceral fat distribution and 
physical activity levels across the reported studies, which 
introduces the potential for confounding in the observed 
associations between SO and diabetes.

Beyond incidence and prevalence, SO can impact out-
comes in patients with diabetes. A 2022 retrospective cohort 
study of 386 older Chinese participants (> 60 years) from the 
Ageing and Body Composition of Diabetes cohort found SO 
(HGS, gait speed, and ALM/height2 and BF% by DXA) to be 
significantly associated with a higher risk of all-cause death 
or fragility fracture (aHR 2.94, 95%CI 1.25–6.92) and inci-
dent composite CVD (aHR 6.02, 95%CI 1.56–23.15) [50]. 
A similarly increased risk of incident CVD was found in a 
2018 study of 716 Japanese adults (> 20 years) with diabetes 
and SO diagnosed by DXA-based ASM/height2 and android 
to gynoid ratio (aHR 2.63, 95%CI 1.10–6.28) or android fat 
mass (aHR 2.57, 95%CI 1.01–6.54) but not BF% (aHR 1.67, 
95%CI 0.69–4.02), indicating better risk prediction using 
abdominal fat, rather than total body fat, distribution [51]. 
There is also data to support an association between SO and 
accelerated chronic kidney disease development in patients 
with diabetes [52, 53].
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Finally, recent studies have yielded inconsistent find-
ings regarding the association between SO and meta-
bolic syndrome. A 2020 meta-analysis of 12 studies 
(n = 11,308, ≥ 19  years, with overweight or obesity) 
found no significant difference in the risk of metabolic 
syndrome between individuals with SO and those with-
out (RR 1.08, 95%CI 0.99–1.17; I2 80.0%) [54]. This is 
despite the previously mentioned association between SO 
and metabolic syndrome risk in the pooled analysis of 
five studies by Liu et al. in 2023. However, it is important 
to note that Liu et al. applied more stringent exclusion 
criteria, excluding studies that considered SO a secondary 
outcome or included participants aged < 50 years [39••]. 
Also, it is interesting to note that a 2018 meta-analysis 
demonstrated associations between sarcopenia alone and 
metabolic syndrome, although sarcopenia and SO are dis-
tinct conditions with different clinical implications [55].

In summary, the current evidence indicates an association 
between SO and the risk of hypertension, dyslipidemia, and 
diabetes, but less certain for metabolic syndrome (Fig. 3). The 
heterogeneous methodology likely drives the lack of asso-
ciation in some studies; therefore, further studies are needed 
to better identify associations between cardiometabolic risk 
factors and SO identified using the most current consensus 
definition with adequate control for potential confounding 
factors and participant follow-up to better establish causality.

Sarcopenic Obesity and Cardiovascular Disease

The current cross-sectional and prospective literature study-
ing the association between SO and the risk of CVD events 
and mortality has been limited and inconsistent, perhaps 

due to the different definitions of SO employed in these 
studies. Recently, Liu et al. quantitatively combined these 
studies in their 2023 meta-analysis [39••]. Pooled analyses 
of cross-sectional studies demonstrated that SO, compared 
to the reference, is associated with a higher risk for CVD 
events (five studies, n = 12,867; OR 1.97, 95%CI 1.25–3.11; 
I2 62.8%), CAD events (two studies, n = 9,840; OR 2.48, 
95%CI 1.85–3.31; I2 0.0%), stroke (eight studies, n = 16,249; 
OR 1.82, 95%CI 1.47–2.26; I2 0.0%), and other heart dis-
eases (myocardial infarction [MI], angina pectoris, and 
HF) (11 studies, n = 21,071; OR 1.51, 95%CI 1.07–2.12; I2 
66.6%); significant associations of CVD and CAD events 
were not seen on pooling of two available longitudinal stud-
ies [39••]. Similarly significant associations between CVD 
events, CAD events, and other heart diseases were seen in 
the pooled analyses of sarcopenia but not obesity. For CVD-
related death, data from three studies (n = 10,721) found the 
highest risk of death in those with SO (HR 1.63, 95%CI 
1.01–2.62; I2 75.2%) followed by sarcopenia (HR 1.38, 
95%CI 1.19–1.60), but obesity did not significantly differ 
from the reference [39••].

The current meta-analyses have limitations given their 
utilization of studies with great heterogeneity across diag-
nostic criteria and mostly cross-sectional study design. 
A 2009 prospective cohort study, for example, compared 
the risk of incident CVD among 3,366 older US adults 
(≥ 65 years) from the Cardiovascular Health Study with 
SO defined by two definitions, one strength-based using 
HGS with WC and the other body composition-based using 
height-adjusted SMM by BIA with WC [56]. They found 
a stronger unadjusted association with CVD compared to 
the reference when SO was defined by muscle strength (HR 

Fig. 3   Gain of fat mass (obe-
sity) and loss of skeletal muscle 
mass and function (sarcopenia) 
are expected changes with 
aging. However, individuals 
with obesity are at an increased 
risk for accelerated sarcopenia. 
Although the literature is lim-
ited and inconsistent, sarcopenic 
obesity has been associated 
with various cardiometabolic 
diseases, functional decline, 
and mortality. Greater focus on 
exercise, nutrition, and chronic 
disease management can help 
prevent or mitigate this often 
overlooked syndrome
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1.23, 95%CI 0.99–1.54) rather than mass (HR 1.10, 95%CI 
0.81–1.48) [56]. Similarly, a 2014 study of older British 
adult men (n = 4,252, ≥ 60 years) from the British Regional 
Heart Study showed no significant association between SO 
(midarm circumference and WC) and CVD events or mortal-
ity [57], whereas a 2019 study of British adults (n = 452,931, 
40–69 years) from the UK Biobank showed SO (HGS and 
BMI) to be associated with higher risk of CVD events 
(HR 1.42, 95%CI 1.31–1.55 in those without and HR 1.37, 
95%CI 1.26–1.49 in those with CVD history) and CVD mor-
tality (HR 1.78, 95%CI 1.45–2.18 in those without and HR 
1.63, HR 1.36–1.95 in those with CVD history) [58]. These 
studies highlight the importance of functional testing in the 
SO diagnostic criteria.

Beyond the mentioned pooled analyses, past studies have 
also indicated a relationship between SO and atherosclero-
sis. A 2021 cross-sectional study of 19,728 Korean adults 
(≥ 20 years) showed pre-SO (ASM/weight by BIA and WC) to 
have the highest risk for coronary artery calcification (CAC) 
presence (score > 0; aOR 2.16, 95%CI 1.98–2.36) compared 
to the reference [59]. They also had higher total CAC inci-
dence and progression (aHR 1.54, 95%CI 1.37–1.75) than 
the reference and pre-sarcopenia or obesity alone [59]. Simi-
lar results were found in a 2021 cross-sectional analysis of 
1,282 Korean adults (mean age 58.1 years) where SO (ASM/
weight by BIA and BMI) had a higher odds of high CAC 
score (score ≥ 100; aOR 1.92, 95%CI 1.16–3.18) compared 
to the reference [60]. It should be noted that the participants 
included in both studies had volunteered for health checkups 
and thus may not represent the general population.

The outcomes of clinically significant atherosclerotic 
events in individuals with SO remain inconclusive. A 2019 
cross-sectional study of 99 hospitalized Brazilian adults 
(≥ 60 years) with acute MI found SO (HGS, gait speed, 
SMM/height2 by BIA, and abdominal circumference) was 
not associated with worse outcomes (inpatient complica-
tions, readmission, and length of stay) [61]. However, a 
2021 retrospective cohort study of 303 hospitalized Japanese 
adults (median age 67 years) with ST-segment elevation MI 
found SO (ASM/height2 by DXA and abdominal visceral fat 
to subcutaneous fat ratio by abdominal CT) to have a signifi-
cantly lower composite event-free survival rate compared 
to those without (composite outcomes of all-cause death, 
MI, ischemic stroke, hospitalization for HF, and unplanned 
revascularization), particularly in those below the median 
age (aHR 2.97, 95%CI 1.10–7.53) [62]. Variations in the 
selection criteria, diagnostic criteria, and the outcomes stud-
ied may account for the different results.

Excess adipose tissue, particularly visceral fat, and 
inflammation play key roles in the development and sever-
ity of HF with preserved ejection fraction (HFpEF) [63•]. 
Furthermore, poor exercise capacity, driven by skeletal 
muscle dysfunction, is a hallmark of the condition [64, 

65•]. These suggest a relationship between SO and HFpEF 
[20, 64]. Notably, a 2017 cross-sectional study indicated 
an obesity-related phenotype of HFpEF (n = 99, mean age 
65 years, BMI ≥ 35 kg/m2) associated with greater cardiac 
dysfunction, worse exercise capacity, and more hemody-
namic derangements on exercise as compared to non- 
obesity HFpEF (n = 96, mean age 70 years, BMI < 30 kg/
m2) and non-obesity non-HF reference group (n = 71, mean  
age 62 years, BMI < 30 kg/m2) [66]. Similarly, a 2019 sec-
ondary analysis of the Phosphodiesterase-5 Inhibition to 
Improve Clinical Status and Exercise Capacity in HFpEF 
(RELAX) trial indicated obesity-related HFpEF (n = 81, 
median age 64 years, BMI ≥ 35 kg/m2) to be associated 
with more severe signs and symptoms of HF with worse 
exercise capacity as compared to non-obesity HFpEF 
(n = 70, median age 73 years, BMI < 30 kg/m2) [67].

Beyond HFpEF, a 2021 cross-sectional study of 
31,258 Korean adults (≥ 20 years) found that SO (ASM/
weight by BIA and WC) had the greatest odds of left 
ventricular (LV) diastolic dysfunction (aOR 1.70, 95%CI 
1.44–1.99) compared to the reference followed by obesity 
and sarcopenia; this remained significant on stratifica-
tion by age at 65 years [68]. Similarly, another study of 
733 Korean adults (20–79 years) showed that SO (SMM/
weight by BIA and BMI) had the highest risk of LV dias-
tolic dysfunction (aOR 4.27, 95% CI 2.41–7.57) com-
pared to the reference followed by obesity and sarcopenia 
[69]. This study also demonstrated SO to have decreased 
exercise capacity compared with other phenotypes, simi-
lar to findings from a 2022 study of 40 adults (mean 
age 57 years) with symptomatic HF with reduced ejec-
tion fraction, which showed SO (SMM/height2 by BIA 
and BMI) to be associated with a clinically significant 
reduction in CRF compared to non-SO [69, 70]. Finally, 
a 2022 sub-analysis of 779 older adults (≥ 65 years) hos-
pitalized for HF from the FRAGILE-HF study has indi-
cated SO (HGS, gait speed, and ASM/height2 and FM% 
by BIA) as a risk factor for all-cause death (aHR 2.48, 
95%CI 1.22–5.04) and lower physical function compared 
to the reference [71].

There are limited studies into the impact of SO on out-
comes in electrophysiologic or structural diseases. A 2021 
cross-sectional study of 2,432 Chinese adults (mean age 
62.2 years) from the Shanghai Changfeng Study found 
sarcopenic overweight/obesity (ASM/height2 by DXA and 
BMI) to be associated with atrial fibrillation (aOR 5.68, 
95%CI 1.34–24.12) [72]. Also, a 2016 retrospective cohort 
study of 460 older Canadian adults (mean age 81 years) 
found SO by pre-procedural CT (skeletal muscle and fat 
cross-sectional area at the third lumbar vertebra) to be asso-
ciated with higher mortality post-transcatheter aortic valve 
implantation in sarcopenia, but not SO (HR 1.37, 95%CI 
0.97–1.94) [73].
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In summary, the current evidence indicates an association 
between SO and the risk of CVD (including CAD, stroke, 
HF, and atrial fibrillation), CVD events, and CVD mortal-
ity (Fig. 3). Further studies using consensus definitions will 
allow for better risk prediction, prevention, and targeted 
treatment of patients with SO.

Sarcopenic Obesity and All‑Cause Mortality

Beyond CVD and its risk factors, the 2023 meta-analysis 
by Liu et al. also studied all-cause mortality in SO [39••]. 
Their pooled analysis of 10 prospective cohort studies 
(n = 28,324, average age 64.6 to 79.5) with an average 
9.6 follow-up years showed SO to have a 51% increased 
risk of all-cause mortality compared to the reference 
(HR 1.51, 95%CI 1.14–2.02; I2 89.8%) (Fig. 4); a similar 
association was seen with sarcopenia (HR 1.49, 95%CI 
1.27–1.75), but not obesity (HR 1.02, 95%CI 0.86–1.23) 
[39••]. Similarly, a 2019 meta-analysis by Zhang et al. 
studied the association of SO with all-cause mortality over 
a broad range of settings across 23 studies (n = 50,866, 
age 50–82.5 years) and found a significantly higher risk 
(HR 1.21, 95%CI 1.10–1.32; I2 64.3%) compared to the 
reference [74]. The association was particularly high in 
hospitalized patients (HR 1.65, 95%CI 1.17–2.33; I2 71.2%) 
compared to community-dwelling adults (HR 1.14, 95%CI 
1.06–1.23; I2 48.8%) [74]. Furthermore, a recent 2023 
pooled analysis of 4,612 older adults (≥ 70 years) from 
three harmonized cohorts (Health 2000 Survey; Health, 
Aging and Body Composition Study; and Longitudinal 

Aging Study Amsterdam) showed probable sarcopenia 
with obesity (HGS and BMI or WC) to have a significantly 
higher risk of death compared to the reference (HR 1.36, 
95%CI 1.13–1.64); probable sarcopenia-only had similarly 
higher risk, but the obese-only group risk did not differ 
from the reference [75]. Although the literature remains 
heterogeneous, further studies using the consensus defini-
tion will allow for better prognostication (Table 2).

The “Obesity Paradox”

Obesity, as defined by BMI, is a heterogeneous disease. 
Although BMI is a simple measure of obesity, individuals 
with similar BMI can have very different body composi-
tions (e.g., muscle quantity/quality and fat quantity/dis-
tribution) and, thus, cardiometabolic risks. The “obesity 
paradox” refers to the paradoxical protective effect of being 
overweight or having mild obesity in some chronic diseases, 
particularly CVD; however, great controversy surrounds this 
concept [76•]. This is primarily due to significant methodo-
logical limitations with past literature supporting the “obe-
sity paradox,” including the use of BMI without assessment 
of body composition phenotype, lack of consideration for 
CRF, reverse causation with antecedent weight loss from 
chronic disease elevating mortality risk, lack of considera-
tion for weight loss from smoking, and lack of consideration 
for other confounders such as age or comorbidities [76•].

The studies presented in this review, along with a recent 
meta-analysis [39••], indicate the “obesity paradox” to 
not be present in SO, highlighting the importance of body 

Fig. 4   Random-effects meta-
analysis showing the hazard 
ratio for all-cause mortality in 
patients with sarcopenic obesity. 
From Liu et al. [38], with per-
mission;  © 2022 World Obesity 
Federation
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composition analysis and phenotyping of obesity groups. 
For instance, given the association of higher muscle mass 
and subcutaneous fat quantity with better outcomes in past 
studies, one may argue that the absence of this paradox in 
SO is due to the loss of protective muscles or a potential 
tendency for these individuals to deposit fat in visceral rather 
than subcutaneous depots [77, 78]. Furthermore, beyond SO, 
despite past observational studies in middle-aged and older 
adults associating weight loss with increased mortality, a 
2015 pooled analysis of 15 trials (1987–2013; n = 17,186) 
of intentional weight loss with lifestyle-based interventions 
in adults (average age 52 years) with obesity showed 15% 
lower all-cause mortality (RR 0.85, 95%CI 0.73–1.00; I2 
0) in participants randomized to weight loss compared to 
non-weight loss; this was significant on sub-group analy-
sis of six trials with relatively older adults (≥ 55 years; RR 
0.84, 95%CI 0.71–0.99) [79]. Overall, this evidence pro-
vides reassurance for the recommendation of weight loss in 
older adults with obesity despite past belief in an “obesity 
paradox,” but special consideration must be taken in SO, as 
discussed in the next section.

Treatment

Lifestyle interventions, particularly physical activity, exercise 
training, and nutrition, are the cornerstone for preventing and 
managing SO [80]. Although few clinical trials have explicitly 
focused on SO treatment with uncertain results, weight loss trials 
in older adults with obesity have shown improvements in mor-
bidity, mortality, and physical function [79–81]. Specifically, 
a 2011 clinical trial by Villareal et al. focused on older adults 
with obesity (n = 107, ≥ 65 years, BMI ≥ 30 kg/m2), comparing 
diet (weight loss by 500–750 kcal/day energy deficit with 1 g 

of high-quality protein/kilogram of body weight/day), exercise 
(aerobic and resistance training), diet-exercise, and no interven-
tion, found the diet-exercise group to have the greatest improve-
ment in physical function (e.g., Physical Performance Test score 
and peak oxygen consumption) compared to either intervention 
alone [82]. Similarly, a 2017 clinical trial by Villareal et al. com-
pared diet-aerobic training (AT), diet-resistance training (RT), 
diet-AT-RT, and no intervention (no diet, AT, or RT) in older 
adults with obesity (n = 160, ≥ 65 years, BMI ≥ 30 kg/m2); the 
diet was like the 2011 study. They found diet-AT-RT to be most 
effective for improving physical function (e.g., Physical Perfor-
mance Test score) [83••].

A long-standing concern with recommending weight loss 
with caloric restriction, with or without exercise, has been 
the general principle that one-fourth of weight loss is fat-free 
mass, with the remaining three-fourths being fat mass [84]; 
higher skeletal muscle losses have been reported in individu-
als with chronic disease, such as HFpEF (~ 35%) [85]. This 
is particularly concerning if weight cycling occurs where 
the regained weight is mostly fat rather than muscle [86]. 
However, studies investigating the effects of exercise on 
body composition in individuals with obesity have yielded 
promising results, including muscle gain with resistance 
exercise, fat loss and attenuated muscle loss with walking-
type aerobic exercise, and fat loss and muscle gain through 
a combination of the two exercises [87, 88]. These findings 
are particularly relevant given the popularity of walking as 
a form of aerobic exercise among older adults, suggesting 
that it may be an effective strategy for achieving weight loss 
while preserving the muscles essential for ambulation and 
maintaining independence with advancing age [88].

Focusing on the combination of diet and exercise, the 2011 
and 2017 trials by Villareal et al. evaluated changes in lean 
mass (by DXA), showing lower losses with diet-exercise 

Table 2   Future directions for sarcopenic obesity research. Based on information from the ESPEN/EASO consensus definition [26] and meeting 
proceedings [27••]

Future directions

• Use the current ESPEN/EASO consensus definition for greater homogeneity across the literature.
• Distinguish more clearly between the primary and secondary forms of the condition to devise treatment strategies tailored to each type.
• Explore the role of hormonal status (e.g., cortisol, testosterone, growth hormone/insulin-like growth factor-1 axis) on its pathogenesis and 

pathophysiology.
• Explore the cross-talk between bone, muscle, and adipose tissue related to age-related osteopenia-osteoporosis, sarcopenia, and overweight-obesity.
• Develop or validate age, sex, and ethnicity-based cut points for research and clinical practice consideration.
• Develop or validate screening methods, such as calf circumference.
• Confirm the reliability of using calf circumference, adjusted for body mass index, as an indicator of skeletal muscle mass.
• Compare the utility of different functional tests in various settings.
• Validate the use of different body composition adjustment methods for diagnosis.
• Study the prognostic ability of the proposed ESPEN/EASO consensus definition staging system.
• Increase the number and quality of randomized controlled trials studying the therapeutic effects of exercise, nutritional, pharmacologic, or 

combined interventions.
• Identify effective strategies for the mitigation of muscle loss during weight loss.
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compared to diet alone (-3% vs. -5%) and diet-AT-RT and diet-
RT compared to diet-AT (-3% and -2% vs. -5%), respectively 
[82, 83••]. Similar comparisons were also made in a 2022 
clinical trial by Brubaker et al. combining diet (weight loss by 
300 kcal/day energy deficit with > 1.2 g of high-quality pro-
tein/kilogram body weight/day), RT, and AT versus diet-AT 
in older adults with obesity-related HFpEF (n = 88, ≥ 60 years, 
BMI ≥ 28 kg/m2). They found that both diet-RT-AT and diet-
AT similarly improved exercise capacity and quality-of-life; 
however, diet-RT-AT also increased leg strength and muscle 
quality (ratio of knee extensor strength to thigh muscle area 
assessed by MRI) without attenuating skeletal muscle loss (by 
DXA) compared to diet-AT [89••]. This muscle loss raises 
concerns for the induction or exacerbation of SO in patients 
with obesity, particularly older adults with obesity and HFpEF; 
however, the improved muscle strength and quality despite 
the loss of mass may indicate preferential catabolism of low- 
quality muscle with overall enhanced quality.

Finally, although pharmacological therapies based on 
pathophysiology have been proposed (e.g., testosterone), 
current evidence does not support their use over lifestyle 
interventions [90]. However, emerging evidence has shown 
promising results for the benefit of glucagon-like peptide-1 
receptor agonists, a class of agents approved for long-term 
weight management. For example, a 2021 clinical trial by 
Lundgren et al. compared exercise (mostly aerobic training), 
liraglutide (3.0 mg/day), combination, and placebo without 
exercise among adults with obesity without diabetes (n = 195, 
18–65 years, BMI 32–43 kg/m2). They found that the com-
bination strategy led to the greatest weight loss, body-fat 
percentage decrease (twice that of either intervention alone), 
and CRF improvement in addition to preserving lean mass 
(by DXA) [91••]. Similarly, the recent 2023 Effect of Sema-
glutide 2.4 mg Once Weekly on Function and Symptoms in 
Subjects with Obesity-related HFpEF (STEP-HFpEF) trial 
(n = 529, ≥ 18 years, BMI ≥ 30 kg/m2) showed semaglutide 
to be associated with greater reductions in HF symptoms 
and physical limitations, exercise function improvement, and 
weight loss than placebo [92••]. Further studies exploring the 
impact of pharmacologic agents, possibly coupled with diet 
and exercise, on body composition, CVD events, and survival 
in patients with SO will provide invaluable evidence for refin-
ing our strategies for tackling this complex condition.

Conclusion

Sarcopenic obesity, characterized by the coexistence of 
sarcopenia and obesity, is an emerging risk factor for 
CVD. While research has revealed shared pathophysi-
ological mechanisms between the two conditions, the lit-
erature remains heterogeneous in defining SO, making it 
difficult to characterize its true prevalence and association 

with cardiovascular outcomes. Moving forward, adopting 
the recent ESPEN/EASO consensus definition for SO will 
allow for building a more homogeneous evidence base to 
elucidate the impact of this syndrome and undertake clinical 
trials focused on its treatment. Current clinical management 
revolves around diet for weight loss coupled with resistance 
training to mitigate further muscle loss. Emerging pharma-
cologic therapies have shown promising results, but further 
research is needed to elucidate their impact on body compo-
sition when coupled with exercise. Given the rising public 
health burden, optimizing treatment strategies for SO may 
provide an opportunity to alleviate cardiovascular risk in an 
aging population.

Acknowledgements  Figures 1 and 3 were created with BioRender.com.

Author Contributions  S.M. and M.D.S. conceptualized and designed the 
review. S.M. collected the literature, wrote the initial manuscript draft, 
and prepared the figures. All authors critically reviewed and edited the 
manuscript. All authors approved the final version of the manuscript.

Funding  Open access funding provided by the Carolinas Consortium.

Compliance with Ethical Standards 

Human and Animal Rights and Informed Consent  This article does not 
contain any studies with human or animal subjects performed by any of 
the authors.

Financial Support  Supported, in part, by the Wake Forest University 
Claude D. Pepper Older Americans Independence Center (P30 AG21332). 
Saeid Mirzai is supported by the National Heart, Lung, and Blood Insti-
tute of the National Institutes of Health (NIH) (T32HL076132). John 
Batsis is supported, in part, by the National Institute on Aging of the 
NIH (R01-AG-077163). Dalane Kitzman is supported, in part, by the 
Kermit Glenn Phillips II Chair in Cardiovascular Medicine; NIH grants 
U01AG076928, R01AG078153, R01AG045551, R01AG18915, and 
U01HL160272; and grant funding from Novartis, Bayer, Novo Nordisk, 
Rivus, Pfizer, and AstraZeneca.

Conflicts of Interest  Dalane Kitzman reports receiving honoraria as a 
consultant for Bayer, Corvia Medical, Boehringer Ingelheim, Ketyo, 
Rivus, Novo Nordisk, AstraZeneca, Pfizer, and Novartis and stock 
ownership in Gilead Sciences. Michael Shapiro has participated in 
scientific advisory boards with Amgen, Ionis, Novartis, and Precision 
BioScience and has served as a consultant for Ionis, Novartis, Regen-
eron, EmendoBio, and Aidoc.

Open Access  This article is licensed under a Creative Commons Attri-
bution 4.0 International License, which permits use, sharing, adapta-
tion, distribution and reproduction in any medium or format, as long 
as you give appropriate credit to the original author(s) and the source, 
provide a link to the Creative Commons licence, and indicate if changes 
were made. The images or other third party material in this article are 
included in the article’s Creative Commons licence, unless indicated 
otherwise in a credit line to the material. If material is not included in 
the article’s Creative Commons licence and your intended use is not 
permitted by statutory regulation or exceeds the permitted use, you will 
need to obtain permission directly from the copyright holder. To view a 
copy of this licence, visit http://creativecommons.org/licenses/by/4.0/.

http://creativecommons.org/licenses/by/4.0/


542	 Current Obesity Reports (2024) 13:532–544

References

Papers of particular interest, published recently, have 
been highlighted as:    
•   Of importance    
•• Of major importance

	 1.	 Valenzuela PL, Carrera-Bastos P, Castillo-García A, Lieberman 
DE, Santos-Lozano A, Lucia A. Obesity and the risk of cardio-
metabolic diseases. Nat Rev Cardiol. 2023;20:475–94.

	 2.	 World Population Prospects: the 2019 Revision [Internet]. 
United Nations. [cited 2023 Aug 20]. Available from: https://​
popul​ation.​un.​org/​datap​ortal/​home

	 3.	 Nunan E, Wright CL, Semola OA, Subramanian M, Balasubramanian 
P, Lovern PC, et al. Obesity as a premature aging phenotype 
— implications for sarcopenic obesity. GeroScience. 2022;44: 
1393–405.

	 4.	 Xia L, Zhao R, Wan Q, Wu Y, Zhou Y, Wang Y, et al. Sar-
copenia and adverse health-related outcomes: an umbrella 
review of meta-analyses of observational studies. Cancer Med. 
2020;9:7964–78.

	 5.	 Kim MS, Kim WJ, Khera AV, Kim JY, Yon DK, Lee SW, et al. 
Association between adiposity and cardiovascular outcomes: an 
umbrella review and meta-analysis of observational and Men-
delian randomization studies. Eur Heart J. 2021;42:3388–403.

	 6.	 Powell-Wiley TM, Poirier P, Burke LE, Després J-P, Gordon-
Larsen P, Lavie CJ, et al. Obesity and cardiovascular disease: 
a scientific statement from the american heart association. 
Circulation. 2021;143:e984-1010.

	 7.	 Sakuma K, Yamaguchi A. Sarcopenic obesity and endocrinal 
adaptation with age. Int J Endocrinol. 2013;2013.

	 8.	 Palmer AK, Jensen MD. Metabolic changes in aging humans: 
current evidence and therapeutic strategies. J Clin Invest. 
2022;132(16):e158451. 

	 9.	 Biolo G, Cederholm T, Muscaritoli M. Muscle contractile 
and metabolic dysfunction is a common feature of sarcope-
nia of aging and chronic diseases: from sarcopenic obesity to 
cachexia. Clin Nutr. 2014;33:737–48.

	10.	 Mancuso P, Bouchard B. The impact of aging on adipose func-
tion and adipokine synthesis. Front Endocrinol (Lausanne). 
2019;10:137.

	11.	 Neeland IJ, Ross R, Després J-P, Matsuzawa Y, Yamashita 
S, Shai I, et al. Visceral and ectopic fat, atherosclerosis, and 
cardiometabolic disease: a position statement. Lancet Diabetes 
Endocrinol. 2019;7:715–25.

	12.	 Horstman AM, Dillon EL, Urban RJ, Sheffield-Moore M. The 
role of androgens and estrogens on healthy aging and longev-
ity. J Gerontol Series A. 2012;67:1140–52.

	13.	 Conley KE, Esselman PC, Jubrias SA, Cress ME, Inglin B, 
Mogadam C, et al. Ageing, muscle properties and maximal 
O2 uptake rate in humans. J Physiol. 2000;526:211–7.

	14.	 Conley KE, Jubrias SA, Esselman PC. Oxidative capacity and 
ageing in human muscle. J Physiol. 2000;526:203–10.

	15.	 Nair KS. Aging muscle. Am J Clin Nutr. 2005;81:953–63.
	16.	 Brack AS, Muñoz-Cánoves P. The ins and outs of muscle stem 

cell aging. Skeletal Muscle. 2016;6:1.
	17.	 Kalinkovich A, Livshits G. Sarcopenic obesity or obese sar-

copenia: a cross talk between age-associated adipose tissue 
and skeletal muscle inflammation as a main mechanism of the 
pathogenesis. Ageing Res Rev. 2017;35:200–21.

	18.	 Kim G, Kim JH. Impact of skeletal muscle mass on metabolic 
health. Endocrinol Metab (Seoul). 2020;35:1–6.

	19.	 Bizri IE, Batsis JA. Linking epidemiology and molecular mecha-
nisms in sarcopenic obesity in populations. Proc Nutr Soc. 
2020;79:448–56.

	20.	 Kirkman DL, Bohmke N, Billingsley HE, Carbone S. Sarcopenic 
obesity in heart failure with preserved ejection fraction. Front 
Endocrinol (Lausanne). 2020;11:558271.

	21.	 Carbone S, Billingsley HE, Rodriguez-Miguelez P, Kirkman DL, 
Garten R, Franco RL, et al. Lean mass abnormalities in heart 
failure: the role of sarcopenia, sarcopenic obesity, and cachexia. 
Curr Probl Cardiol. 2020;45:100417.

	22.	 Libby P, Buring JE, Badimon L, Hansson GK, Deanfield J, 
Bittencourt MS, et al. Atherosclerosis Nat Rev Dis Primers. 
2019;5:1–18.

	23.	 Lobato NS, Filgueira FP, Akamine EH, Tostes RC, Carvalho 
MHC, Fortes ZB. Mechanisms of endothelial dysfunction 
in obesity-associated hypertension. Braz J Med Biol Res. 
2012;45:392–400.

	24.	 Forman DE, Santanasto AJ, Boudreau R, Harris T, Kanaya AM, 
Satterfield S, et al. Impact of incident heart failure on body com-
position over time in the health, aging, and body composition 
study population. Circ Heart Fail. 2017;10:e003915.

	25.	 Mirzai S, Eck BL, Chen P-H, Estep JD, Tang WHW. Current 
approach to the diagnosis of sarcopenia in heart failure: a narra-
tive review on the role of clinical and imaging assessments. Circ 
Heart Fail. 2022;15:e009322.

	26.	 Damluji AA, Alfaraidhy M, AlHajri N, Rohant NN, Kumar M, 
Al Malouf C, et al. Sarcopenia and cardiovascular diseases. Cir-
culation. 2023;147:1534–53.

	27.••	Donini LM, Busetto L, Bischoff SC, Cederholm T, Ballesteros-
Pomar MD, Batsis JA, et al. Definition and diagnostic criteria 
for sarcopenic obesity: ESPEN and EASO consensus statement. 
Obes Facts. 2022;15:321–35. The first consensus statement 
for sarcopenic obesity from an international expert panel, 
launched by ESPEN and EASO, proposing a definition and 
diagnostic criteria.

	28.	 Gortan Cappellari G, Guillet C, Poggiogalle E, Ballesteros 
Pomar MD, Batsis JA, Boirie Y, et  al. Sarcopenic obesity 
research perspectives outlined by the sarcopenic obesity global 
leadership initiative (SOGLI) – Proceedings from the SOGLI 
consortium meeting in Rome November 2022. Clin Nutr. 
2023;42:687–99.

	29.	 Bhasin S, Travison TG, Manini TM, Patel S, Pencina KM, 
Fielding RA, et al. Sarcopenia definition: the position statements 
of the sarcopenia definition and outcomes consortium. J Am 
Geriatr Soc. 2020;68:1410–8.

	30.•	 Cawthon PM, Manini T, Patel SM, Newman A, Travison T, 
Kiel DP, et al. Putative cut-points in sarcopenia components 
and incident adverse health outcomes: an SDOC analysis. J Am 
Geriatr Soc. 2020;68:1429–37. Meta-analysis by the Sarcope-
nia Definitions and Outcomes Consortium demonstrating 
that functional measures like strength and mobility are more 
relevant than lean mass alone for predicting adverse health 
outcomes.

	31.	 Carbone S, Kirkman DL, Garten RS, Rodriguez-Miguelez P, 
Artero EG, Lee D, et al. Muscular strength and cardiovascular 
disease: an updated state-of-the-art narrative review. J Cardio-
pulm Rehabil Prev. 2020;40:302–9.

	32.	 Tomlinson DJ, Erskine RM, Morse CI, Winwood K, Onambélé-
Pearson G. The impact of obesity on skeletal muscle strength 
and structure through adolescence to old age. Biogerontology. 
2016;17:467–83.

	33.	 Schluessel S, Huemer M-T, Peters A, Drey M, Thorand B. 
Sarcopenic obesity using the ESPEN and EASO consensus 
statement criteria of 2022 - Results from the German KORA-
Age study. Obes Res Clin Pract. 2023;17:349–52.

https://population.un.org/dataportal/home
https://population.un.org/dataportal/home


543Current Obesity Reports (2024) 13:532–544	

	34.	 Scott D, Blyth F, Naganathan V, Le Couteur DG, Handelsman 
DJ, Waite LM, et al. Sarcopenia prevalence and functional 
outcomes in older men with obesity: comparing the use of 
the EWGSOP2 sarcopenia versus ESPEN-EASO sarcopenic 
obesity consensus definitions. Clin Nutr. 2023;42:1610–8.

	35.	 Wood BS, Batchek DJ, Lynch DH, Spangler HB, Gross DC, 
Petersen CL, Batsis JA. Impact of EASO/ESPEN-defined 
sarcopenic obesity following a technology-based weight loss 
intervention. Calcif Tissue Int. 2024;114(1):60–73.

	36.	 Donini LM, Busetto L, Bauer JM, Bischoff S, Boirie Y, Cederholm  
T, et al. Critical appraisal of definitions and diagnostic criteria 
for sarcopenic obesity based on a systematic review. Clin Nutr. 
2020;39:2368–88.

	37.•	 Batsis JA, Barre LK, Mackenzie TA, Pratt SI, Lopez-Jimenez F, 
Bartels SJ. Variation in the prevalence of sarcopenia and sarco-
penic obesity in older adults associated with different research 
definitions: dual-energy x-ray absorptiometry data from the 
national health and nutrition examination survey 1999–2004. 
J Am Geriatr Soc. 2013;61:974–80. Study highlighting the 
wide variability in prevalence estimates for sarcopenic obe-
sity given the lack of consensus on diagnostic criteria.

	38.	 Gao Q, Mei F, Shang Y, Hu K, Chen F, Zhao L, et al. Global 
prevalence of sarcopenic obesity in older adults: a systematic 
review and meta-analysis. Clin Nutr. 2021;40:4633–41.

	39.••	Liu C, Wong PY, Chung YL, Chow SK-H, Cheung WH, Law 
SW, et al. Deciphering the “obesity paradox” in the elderly: 
a systematic review and meta-analysis of sarcopenic obesity. 
Obesity Reviews. 2023;24:e13534. Meta-analysis pooling data 
from 106 studies with over 167,000 older adults to compre-
hensively assess associations between different body compo-
sition phenotypes, including sarcopenic obesity, and major 
health outcomes like cardiovascular disease, mortality, and 
physical function.

	40.	 Du Y, Oh C, No J. Associations between sarcopenia and meta-
bolic risk factors: a systematic review and meta-analysis. J Obes 
Metab Syndr. 2018;27:175–85.

	41.	 Kivimäki M, Kuosma E, Ferrie JE, Luukkonen R, Nyberg ST, 
Alfredsson L, et al. Overweight, obesity, and risk of cardiometa-
bolic multimorbidity: pooled analysis of individual-level data for 
120 813 adults from 16 cohort studies from the USA and Europe. 
The Lancet Public Health. 2017;2:e277–85.

	42.	 Park SH, Park JH, Song PS, Kim DK, Kim KH, Seol SH, et al. 
Sarcopenic obesity as an independent risk factor of hypertension. 
J Am Soc Hypertens. 2013;7:420–5.

	43.	 Pasdar Y, Darbandi M, Rezaeian S, Najafi F, Hamzeh B, Bagheri 
A. Association of obesity, sarcopenia, and sarcopenic obesity 
with hypertension in adults: a cross-sectional study from ravan-
sar, iran during 2014–2017. Front Public Health. 2022;9:705055.

	44.	 Lee J-H, Lee HS, Cho A-R, Lee Y-J, Kwon Y-J. Relationship 
between muscle mass index and LDL cholesterol target levels: 
analysis of two studies of the Korean population. Atherosclero-
sis. 2021;325:1–7.

	45.	 Kim J-H, Cho JJ, Park YS. Relationship between sarcopenic obe-
sity and cardiovascular disease risk as estimated by the framing-
ham risk score. J Korean Med Sci. 2015;30:264–71.

	46.	 Srikanthan P, Hevener AL, Karlamangla AS. Sarcopenia exac-
erbates obesity-associated insulin resistance and dysglycemia: 
findings from the National Health and Nutrition Examination 
Survey III. PLoS One. 2010;5(5):e10805.

	47.	 Dai S, Shu D, Meng F, Chen Y, Wang J, Liu X, et al. Higher 
risk of sarcopenia in older adults with type 2 diabetes: NHANES 
1999–2018. Obes Facts. 2023;16:237–48.

	48.	 Khadra D, Itani L, Tannir H, Kreidieh D, Masri DE, Ghoch ME. 
Association between sarcopenic obesity and higher risk of type 2 
diabetes in adults: a systematic review and meta-analysis. World 
J Diabetes. 2019;10:311–23.

	49.	 Jun JE, Lee S-E, Lee Y-B, Kim G, Jin S-M, Jee JH, et al. Low 
skeletal muscle mass accompanied by abdominal obesity addi-
tively increases the risk of incident type 2 diabetes. J Clin Endo-
crinol Metab. 2023;108:1173–80.

	50.	 Chuan F, Chen S, Ye X, Kang S, Mei M, Tian W, et al. Sarco-
penic obesity predicts negative health outcomes among older 
patients with type 2 diabetes: the Ageing and Body Composition 
of Diabetes (ABCD) cohort study. Clin Nutr. 2022;41:2740–8.

	51.	 Fukuda T, Bouchi R, Takeuchi T, Tsujimoto K, Minami I, 
Yoshimoto T, et al. Sarcopenic obesity assessed using dual 
energy X-ray absorptiometry (DXA) can predict cardiovascular 
disease in patients with type 2 diabetes: a retrospective 
observational study. Cardiovasc Diabetol. 2018;17:1–12.

	52.	 Fukuda T, Bouchi R, Asakawa M, Takeuchi T, Shiba K, 
Tsujimoto K, et al. Sarcopenic obesity is associated with a faster 
decline in renal function in people with type 2 diabetes. Diabet 
Med. 2020;37:105–13.

	53.	 Seo DH, Suh YJ, Cho Y, Ahn SH, Seo S, Hong S, et al. Effect 
of low skeletal muscle mass and sarcopenic obesity on chronic 
kidney disease in patients with type 2 diabetes. Obesity. 
2022;30:2034–43.

	54.	 Khadra D, Itani L, Chebaro Y, Obeid M, Jaber M, Ghanem R, 
Ayton A, Kreidieh D, E Masri D, Kimura A, Tannir H, El Ghoch 
M. Association between sarcopenic obesity and metabolic syn-
drome in adults: a systematic review and meta-analysis. Curr 
Cardiol Rev. 2020;16(2):153–162.

	55.	 Zhang H, Lin S, Gao T, Zhong F, Cai J, Sun Y, et al. Association 
between sarcopenia and metabolic syndrome in middle-aged and 
older non-obese adults: a systematic review and meta-analysis. 
Nutrients. 2018;10:364.

	56.	 Stephen WC, Janssen I. Sarcopenic-obesity and cardiovascular 
disease risk in the elderly. J Nutr Health Aging. 2009;13:460–6.

	57.	 Atkins JL, Whincup PH, Morris RW, Lennon LT, Papacosta O, 
Wannamethee SG. Sarcopenic obesity and risk of cardiovascular 
disease and mortality: a population-based cohort study of older 
men. J Am Geriatr Soc. 2014;62:253–60.

	58.	 Farmer RE, Mathur R, Schmidt AF, Bhaskaran K, Fatemifar G, 
Eastwood SV, et al. Associations between measures of sarco-
penic obesity and risk of cardiovascular disease and mortality: 
a cohort study and mendelian randomization analysis using the 
UK biobank. J Am Heart Assoc. 2019;8:e011638.

	59.	 Jun JE, Kang M, Jin S-M, Kim K, Hwang Y-C, Jeong I-K, 
et al. Additive effect of low skeletal muscle mass and abdomi-
nal obesity on coronary artery calcification. Eur J Endocrinol. 
2021;184:867–77.

	60.	 Chung GE, Park HE, Lee H, Kim MJ, Choi SY, Yim JY, Yoon 
JW. Sarcopenic obesity is significantly associated with coronary 
artery calcification. Front Med (Lausanne). 2021;8:651961.

	61.	 Santana NM, Mendes RML, Silva NFD, Pinho CPS. Sarcopenia and 
sarcopenic obesity as prognostic predictors in hospitalized elderly 
patients with acute myocardial infarction. Einstein (Sao Paulo). 
2019;17(4):eAO4632

	62.	 Sato R, Okada K, Akiyama E, Konishi M, Matsuzawa Y, 
Nakahashi H, et  al. Impact of sarcopenic obesity on long-
term clinical outcomes after ST-segment elevation myocardial 
infarction. Atherosclerosis. 2021;335:135–41.

	63.•	 Kitzman DW, Nicklas BJ. Pivotal role of excess intra-abdominal 
adipose in the pathogenesis of metabolic/obese HFpEF∗. JACC: 
Heart Failure. 2018;6:1008–10. Editorial on the role of excess 
visceral fat in the inflammation model of HFpEF and the 
potential for visceral fat reduction as a therapeutic approach 
in these patients.

	64.	 Upadhya B, Haykowsky MJ, Eggebeen J, Kitzman DW. Sarco-
penic obesity and the pathogenesis of exercise intolerance in 
heart failure with preserved ejection fraction. Curr Heart Fail 
Rep. 2015;12:205–14.



544	 Current Obesity Reports (2024) 13:532–544

	65.•	 Kitzman DW, Haykowsky MJ, Tomczak CR. Making the case 
for skeletal muscle myopathy and its contribution to exercise 
intolerance in heart failure with preserved ejection fraction. 
Circ Heart Fail. 2017;10:e004281. Editorial highlighting the 
role of skeletal muscle dysfunction in exercise intolerance 
in HFpEF and its potential as a target for enhancing exer-
cise capacity and quality of life in these patients.

	66.	 Obokata M, Reddy YNV, Pislaru SV, Melenovsky V, Borlaug 
BA. Evidence supporting the existence of a distinct obese 
phenotype of heart failure with preserved ejection fraction. 
Circulation. 2017;136:6–19.

	67.	 Reddy YNV, Lewis GD, Shah SJ, Obokata M, Abou-Ezzedine 
OF, Fudim M, et al. Characterization of the obese phenotype 
of heart failure with preserved ejection fraction: a relax trial 
ancillary study. Mayo Clin Proc. 2019;94:1199–209.

	68.	 Yoo JH, Park SW, Jun JE, Jin S-M, Hur KY, Lee M-K, et al. 
Relationship between low skeletal muscle mass, sarcopenic 
obesity and left ventricular diastolic dysfunction in Korean 
adults. Diabetes Metab Res Rev. 2021;37: e3363.

	69.	 Jung M-H, Ihm S-H, Park SM, Jung HO, Hong K-S, Baek SH, 
et al. Effects of sarcopenia, body mass indices, and sarcopenic 
obesity on diastolic function and exercise capacity in Koreans. 
Metabolism. 2019;97:18–24.

	70.	 Billingsley HE, Del Buono MG, Canada JM, Kim Y, Damonte 
JI, Trankle CR, et al. Sarcopenic Obesity Is Associated With 
Reduced Cardiorespiratory Fitness Compared With Nonsarco-
penic Obesity in Patients With Heart Failure With Reduced 
Ejection Fraction. Circ Heart Fail. 2022;15:e009518.

	71.	 Saito H, Matsue Y, Kamiya K, Kagiyama N, Maeda D, Endo 
Y, et al. Sarcopenic obesity is associated with impaired physi-
cal function and mortality in older patients with heart failure: 
insight from FRAGILE-HF. BMC Geriatr. 2022;22:1–11.

	72.	 Xia M-F, Chen L-Y, Wu L, Ma H, Li X-M, Li Q, et al. Sarco-
penia, sarcopenic overweight/obesity and risk of cardiovas-
cular disease and cardiac arrhythmia: a cross-sectional study. 
Clin Nutr. 2021;40:571–80.

	73.	 Mok M, Allende R, Leipsic J, Altisent OAJ, del Trigo M, 
Campelo-Parada F, et al. Prognostic value of fat mass and 
skeletal muscle mass determined by computed tomography in 
patients who underwent transcatheter aortic valve implanta-
tion. Am J Cardiol. 2016;117(1):828–33.

	74.	 Zhang X, Xie X, Dou Q, Liu C, Zhang W, Yang Y, et al. Asso-
ciation of sarcopenic obesity with the risk of all-cause mortality 
among adults over a broad range of different settings: a updated 
meta-analysis. BMC Geriatr. 2019;19:1–14.

	75.	 Sääksjärvi K, Härkänen T, Stenholm S, Schaap L, Lundqvist 
A, Koskinen S, et al. Probable sarcopenia, obesity, and risk of 
all-cause mortality: a pooled analysis of 4,612 participants. 
Gerontology. 2023;69:706–15.

	76.•	 Simati S, Kokkinos A, Dalamaga M, Argyrakopoulou G. 
Obesity paradox: fact or fiction? Curr Obes Rep. 2023;12:75–
85. Review highlighting the complex interplay between obe-
sity, body composition, and clinical outcomes in chronic 
diseases where an "obesity paradox" has been described.

	77.	 Janssen I, Heymsfield SB, Ross R. Low relative skeletal muscle mass 
(sarcopenia) in older persons is associated with functional impair-
ment and physical disability. J Am Geriatr Soc. 2002;50:889–96.

	78.	 Mirzai S, Persits I, Martens P, Chen P-H, Estep JD, Tang WHW. 
Significance of adipose tissue quantity and distribution on obe-
sity paradox in heart failure. Am J Cardiol. 2023;207:339–48.

	79.	 Kritchevsky SB, Beavers KM, Miller ME, Shea MK, Houston 
DK, Kitzman DW, et al. Intentional weight loss and all-cause 
mortality: a meta-analysis of randomized clinical trials. PLoS 
ONE. 2015;10:e0121993.

	80.	 Reiter L, Bauer S, Traxler M, Schoufour JD, Weijs PJM, Cruz-
Jentoft A, et al. Effects of nutrition and exercise interventions 

on persons with sarcopenic obesity: an umbrella review of 
meta-analyses of randomised controlled trials. Curr Obes Rep. 
2023;12:250–63.

	81.	 Villareal DT, Apovian CM, Kushner RF, Klein S, American 
Society for Nutrition, NAASO, The Obesity Society. Obesity 
in older adults: technical review and position statement of the 
american society for nutrition and NAASO, the obesity society. 
Am J Clin Nutr. 2005;82:923–34.

	82.	 Villareal DT, Chode S, Parimi N, Sinacore DR, Hilton T, 
Armamento-Villareal R, et al. Weight loss, exercise, or both 
and physical function in obese older adults. N Engl J Med. 
2011;364:1218–29.

	83.••	Villareal DT, Aguirre L, Gurney AB, Waters DL, Sinacore DR, 
Colombo E, et al. Aerobic or resistance exercise, or both, in diet-
ing obese older adults. N Engl J Med. 2017;376:1943–55. Clinical 
trial showing that combining aerobic and resistance training 
with weight loss is more beneficial than either alone for physi-
cal function and lean mass in older adults with obesity.

	84.	 Heymsfield SB, Gonzalez MCC, Shen W, Redman L, Thomas 
D. Weight loss composition is one-fourth fat-free mass: a criti-
cal review and critique of this widely cited rule. Obes Rev. 
2014;15:310–21.

	85.	 Kitzman DW, Brubaker P, Morgan T, Haykowsky M, Hundley G, 
Kraus WE, et al. Effect of caloric restriction or aerobic exercise 
training on peak oxygen consumption and quality of life in obese 
older patients with heart failure with preserved ejection fraction: 
a randomized clinical trial. JAMA. 2016;315:36–46.

	86.	 Rossi AP, Rubele S, Calugi S, Caliari C, Pedelini F, Soave F, et al. 
Weight cycling as a risk factor for low muscle mass and strength 
in a population of males and females with obesity: weight cycling 
and sarcopenia risk in obesity. Obesity. 2019;27:1068–75.

	87.	 Davidson LE, Hudson R, Kilpatrick K, Kuk JL, McMillan K, 
Janiszewski PM, et al. Effects of exercise modality on insulin 
resistance and functional limitation in older adults: a randomized 
controlled trial. Arch Intern Med. 2009;169:122–31.

	88.	 Ross R, John E, McGlory C, Davidson LE, Stotz PJ. Does aero-
bic exercise increase skeletal muscle mass in female and male 
adults? Med Sci Sports Exerc. 2023. https://​doi.​org/​10.​1249/​
MSS.​00000​00000​003375.

	89.••	Brubaker PH, Nicklas BJ, Houston DK, Hundley WG, Chen H, Molina 
AJA, et al. A randomized, controlled trial of resistance training added 
to caloric restriction plus aerobic exercise training in obese heart failure 
with preserved ejection fraction. Circ Heart Fail. 2023;16:e010161. 
Clinical trial showing that resistance training paired with aero-
bic training and weight loss in older adults with obesity-related 
HFpEF improves exercise capacity, muscle strength, and muscle 
quality despite decreases in skeletal muscle mass.

	90.	 Axelrod CL, Dantas WS, Kirwan JP. Sarcopenic obesity: 
emerging mechanisms and therapeutic potential. Metabolism. 
2023;146: 155639.

	91.••	Lundgren JR, Janus C, Jensen SBK, Juhl CR, Olsen LM, 
Christensen RM, et  al. Healthy weight loss maintenance 
with exercise, liraglutide, or both combined. N Engl J Med. 
2021;384:1719–30. Clinical trial showing that combining 
exercise and liraglutide is more effective for weight loss 
maintenance and reducing fat mass while preserving lean 
mass in older adults with obesity.

	92.••	Kosiborod MN, Abildstrøm SZ, Borlaug BA, Butler J, Rasmussen S, 
Davies M, et al. Semaglutide in patients with heart failure with pre-
served ejection fraction and obesity. N Engl J Med. 2023;389:1069–
84. Clinical trial showing that semaglutide significantly improves 
symptoms, physical function, and weight loss in patients with 
HFpEF and obesity.

Publisher's Note  Springer Nature remains neutral with regard to 
jurisdictional claims in published maps and institutional affiliations.

https://doi.org/10.1249/MSS.0000000000003375
https://doi.org/10.1249/MSS.0000000000003375

	Sarcopenic Obesity and Cardiovascular Disease: An Overlooked but High-Risk Syndrome
	Abstract
	Purpose of Review 
	Recent Findings 
	Summary 

	Introduction
	Pathophysiology
	Diagnosis
	Epidemiology
	Clinical Data
	Sarcopenic Obesity and Cardiovascular Disease Risk Factors
	Sarcopenic Obesity and Cardiovascular Disease
	Sarcopenic Obesity and All-Cause Mortality
	The “Obesity Paradox”

	Treatment
	Conclusion
	Acknowledgements 
	References


