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Introduction
Metabolic syndrome (MetS) involves a cluster of interrelated risk 
factors, including raised blood pressure, dyslipidemia, raised glu-
cose and central obesity [2], which double the risk of cardiovascu-
lar events [2, 14]. Given its growing prevalence worldwide, coupled 
with an obesity pandemic and increase in sedentary lifestyles, MetS 
has become a major public health problem [2].

Evidence has shown that the odds of developing MetS increase 
with sedentary behavior (Sed) [11, 12], independently of individ-
uals meeting international guidelines for moderate-to-vigorous 
physical activity (MVPA) [6]. Improved MVPA concomitant with less 
Sed is an important goal for the primary prevention of MetS [2].

MetS is also associated with a chronic inflammatory and pro-
thrombotic state [2], which prompts vascular arterial wall remod-
eling characterized by incremental arterial stiffness (AS) [23, 25]. 
By extension, given its association with fatal and nonfatal cardio-
vascular events, AS is an important risk factor for cardiovascular 
disease (CVD) [28].

Although AS is largely determined by age and metabolic risk fac-
tors, the impact of lifestyle upon the condition is not negligible 
[19]. However, to the best of our knowledge, the independent as-
sociation between physical activity (PA) and AS, is poorly estab-
lished, as is whether higher levels of MVPA and reduced Sed miti-
gate the deleterious effects of age and MetS upon AS.

In response, in this study we investigated the relationship among 
AS, objective measures of daily PA intensity and Sed in individuals 
either with or without MetS.

Materials and Methods

Study design
This cross-sectional study was conducted in a primary health care 
center (Porto, Portugal). Inclusion criterion was age  ≥ 18 and  ≤ 65 
years old. Exclusion criteria were established CVD or cognitive dis-
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Abstr Act

This study aimed to investigate whether sedentary time (Sed) and phys-
ical activity (PA) are associated with arterial stiffness in individuals with 
and without metabolic syndrome (MetS). This cross-sectional study 
comprised 197 individuals (47 ± 13 years; 58 % female) from a primary 
health care centre. Arterial stiffness was assessed using carotid-femoral 
pulse wave velocity (cfPWV). Metabolic syndrome was determined as 
clustering of at least 3 out of 5 risk factors (central obesity, hyperten-
sion, impaired glucose, triglycerides and high-density lipoprotein cho-
lesterol). Daily PA was objectively assessed and classified in Sed, light 
and moderate-to-vigorous PA. Physical activity was used as a continuous 
variable for multiple regression analysis. For mean comparisons of cfP-
WV between subjects with and without MetS, a binary split at the me-
dian of Sed and PA was used. Sedentary time was associated with cfPWV 
(β = 0.11; p = 0.01) explaining 1.3 % of its variance; independently of age 
(β = 0.49; p < 0.001), systolic blood pressure (β = 0.27; p < 0.001) and 
fasting glucose (β = 0.19; p < 0.001). Participants with MetS and more 
Sed had higher cfPWV than those with MetS and less Sed (9.9 ± 1.0 vs. 
8.9 ± 1.0 m/s; p < 0.05). Sedentary time is associated with cfPWV inde-
pendently of age and metabolic risk factors. A higher Sed in MetS indi-
viduals lead to a worse arterial stiffness profile.

396

T
hi

s 
do

cu
m

en
t w

as
 d

ow
nl

oa
de

d 
fo

r 
pe

rs
on

al
 u

se
 o

nl
y.

 U
na

ut
ho

riz
ed

 d
is

tr
ib

ut
io

n 
is

 s
tr

ic
tly

 p
ro

hi
bi

te
d.

mailto:lucimerebohn@fade.up.pt


Bohn Lucimere et al. Sedentary Behavior and Arterial … Int J Sports Med 2017; 38: 396–401

orders, neurological and orthopedic impairments, arrhythmias, se-
vere hypertension [systolic blood pressure (SBP) > 180 mmHg or 
diastolic blood pressure (DBP) > 100 mmHg], acute coronary syn-
dromes and peripheral arterial disease, thyroid disorders, severe 
pulmonary and renal disorders, or infectious and chronic immuno-
logical diseases.

Participants
Participants were recruited from database including 8 000 regis-
tered individuals. An age filter was applied to the database, leaving 
4 600 potential participants. From those, 1 200 were random sam-
pled in 6 unique sets of 200 numbers. This study enrolled the gen-
eral population, because participants were randomly selected from 
the registries of the primary health care centre. In Portugal access 
to National Health Service is universal, and everyone is registered, 
even those who do not access healthcare services [9]. The study 
was approved by the Ethics Committee of the North Regional 
Health Authority (I.P. 25/2010) and met the ethical standards of 
the International Journal of Sports Medicine [15].

Data collection
Participants were invited through phone calls and those who ac-
cepted went twice to the health care centre. Participants were in-
structed to refrain from strenuous exercise and to avoid consum-
ing caffeine-containing products or alcohol for at least 24 h before 
evaluation. During the first appointment, eligibility criteria, data 
on sociodemographics, pre-existing clinical conditions and medi-
cations were verified. In this appointment, anthropometrics, blood 
pressure and AS were taken and each participant was given an ac-
celerometer. After 7 days, participants returned for the second ap-
pointment to return the accelerometers and to collect blood sam-
ples.

Anthropometry and clinical variables
Height was assessed with a standard wall-mounted stadiometer 
and weight using a scale (Tanita, Inner Scan BC-522, Japan). Body 
mass index (BMI) was calculated as the ratio of weight to squared 
height. Waist circumference was measured at the midpoint be-
tween the lowest rib and iliac crest. MetS was defined as the clus-
tering of at least 3 out of 5 conditions: central obesity (waist cir-
cumference  ≥ 102 cm in men and  ≥ 88 cm in women); triglycer-
ides  ≥ 150 mg/dL or drug treatment for elevated triglycerides; high 
density lipoprotein (HDL) cholesterol < 40 mg/dL in men 
and  < 50 mg/dL in women or drug treatment for reduced HDL-cho-
lesterol; SBP ≥ 130 and/or DBP ≥ 85 mmHg or presence of antihy-
pertensive medication; and, elevated fasting glucose ( ≥ 100 mg/
dL) or drug treatment for elevated glucose [2].

Blood pressure and AS measurements
A single trained researcher performed blood pressure and AS meas-
urements after 20 min resting in supine position. Blood pressure 
was assessed (Colin, BP 8 800; Critikron, Inc., USA) in the left arm 
and SBP and DBP were computed as the average of 3 readings. Ad-
ditional readings were performed when differences between read-
ings exceeded 5 mmHg. SBP and DBP were used to calculate pulse 
pressure and mean blood pressure [7]. AS was measured as carot-
id-femoral pulse wave velocity (cfPWV) using the SphygmoCor de-

vice (AtCor Medical, Australia) according to international guidelines 
[7]. Two valid measures were perfomed and the average was used 
for analysis. AS assessment was made at rest in a quiet, semi-dark 
room with an average temperature of 21 °C.

Physical activity
Daily PA was assessed using accelerometers (Actigraph GT1M, Ac-
tigraph LLC, Pensacola, FL) over the right hip, for 7 consecutive days, 
during the waking hours, except while bathing and water-based 
activities [10]. ActiLife software (Actigraph, Florida, USA, version 
6.9) was used to reduce raw activity data into daily PA. The accel-
erometer measures the intensity of movement, which was aver-
aged for 1-min sampling intervals (counts/min). For data analysis, 
non-wear periods were defined as  ≥ 10 consecutive 1-min sampling 
intervals with “zero” counts. To be considered as valid data, indi-
viduals must have had a minimum of 4 days recorded with at least 
8 wear-time hours per day. The average minutes/day spent at dif-
ferent categories of PA intensity was determined according to cut 
points that relate PA to counts/min: sedentary (Sed) time ( ≤ 99 
counts/min), light PA (LPA) (100–2 019 counts/min) and MVPA 
( ≥ 2 020 counts/min) [26].

Blood sampling
Twelve hours fasting blood samples were collected by venipunc-
ture of the antecubital vein into serum separator and EDTA coated 
tubes. The following parameters were assessed: glycated hemo-
globin (HbA1c), serum glucose, total cholesterol, HDL-cholesterol, 
triglycerides, high-sensitivity C-reactive protein (hs- CRP) and plas-
ma insulin. Low-density lipoprotein (LDL) was calculated using the 
Friedewald equation. A high sensitive Milliplex map kit (Millipore, 
Germany), with the Luminex 200™ analyzer (Luminex Corporation, 
USA) were used to assess the plasma Interleukin-6 (IL-6), Tumor 
Necrosis Factor alpha (TNF-a) and leptin. Adiponectin plasma lev-
els were determined using a commercial enzyme-linked immuno-
sorbent assay (Mercodia AB, Sweden). The ratio leptin-to-adiponec-
tin was calculated dividing leptin by adiponectin [1]. Assays were 
assessed in duplicated.

Statistical methods
Not normally distributed variables were transformed into a natural 
logarithm (cfPWV) or ranked (LPA and MVPA) for analysis and then 
transformed back to the original scale for the purpose of clarity. 
Data are expressed as mean ± standard deviation.

Pearson's correlation was used to analyze the relationship be-
tween cfPWV and PA for the total sample. Multivariate linear re-
gression with stepwise selection of variables was performed to de-
termine the relationship between cfPWV, risk factors and PA. Var-
iables were organized in clusters in order to sort out the contribution 
of redundant variables (i. e., morphometric, lipid, inflammatory, 
diabetes and hypertension) [8]. Within each cluster, variables were 
included in a competitive manner in multivariate models. The var-
iable with the highest univariate significant level with cfPWV was 
kept. Variables retained from clusters were tested with age. Those 
that sustained the significant level were included in the first model. 
The second model, encompassed variables retained from the first 
model plus PA variables with bivariate significant association with 
cfPWV.
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The sample was classified according to the presence or absence 
of MetS and then MetS and non-MetS groups were divided by the 
median of PA levels and Sed. Comparisons between groups were 
performed using independent t-test, chi-square and ANCOVA, with 
Bonferroni post hoc test. For these analyses, mean and standard 
error were adjusted for age. Statistical analysis was performed 
using the IBM SPSS 20 software (SPSS, USA). Power analysis was 
calculated post hoc and it was higher than 0.8. P-values < 0.05 were 
considered significant.

Results
From the 1 200 individuals randomly sampled, 318 did not answer, 
244 declined to participate, 348 had exclusion criteria and 33 
missed the first appointment. A total of 257 individuals attended 
to the study and 197 had valid data for AS and PA, being considered 
the final sample size.

Sample characteristics are presented in ▶table 1. Regarding 
PA, mean wear time was 13.3 ± 1.5 h/day, ranging from 8.7 to 
17.5 h/day.

Comparisons between participants with and without MetS 
showed that those with MetS tended to be older, exhibit signifi-
cantly worse indexes for MetS risk factors, had greater inflamma-
tory biomarkers and cfPWV (▶table 1 ,  2).

Considering the total sample, cfPWV was positively associated 
with Sed (r = 0.14; p = 0.03), and negatively associated with MVPA 
(r =  − 0.20; p = 0.005). The correlation between cfPWV and light PA 
was not significant (r =  − 0.05, p = 0.48).

▶table 3 shows 2 multivariate models for the natural logarithm 
of cfPWV. Since not all clusters were significant predictors for 
cfPWV, some clusters have no variables in the first model. In the 
second model, Sed became an independent predictor of cfPWV 
(β = 0.11; p = 0.01) that explained 1.3 % of its variance. However, 
MVPA was not an independent predictor of cfPWV (p > 0.05).

▶Fig. 1 presents the results for ANCOVA. Participants with MetS 
who spent more Sed showed significantly greater cfPWV than not 
only those with MetS and less Sed, but also all individuals in both non-
MetS groups regardless of Sed (▶Fig. 1a). However, that pattern did 
not emerge in the distinction between light PA (▶Fig. 1b) and MVPA 
(▶Fig. 1c), since individuals with MetS who engaged greater PA had 
the same mean cfPWV value as those who engaged less PA.

▶table 1  Sample characteristics and between groups comparison.

Overall (n = 197) No Mets (n = 116) With Mets (n = 81)

Age, years 47 ± 13 42 ± 12 54 ± 10  *  * 

Female, n ( %) 114 (58) 71 (61) 43 (53)

Body mass index, kg/m2 26.8 ± 4.3 25.2 ± 3.9 29.0 ± 3.9  *  * 

Waist circumference, cm 92 ± 12 88 ± 11 99 ± 10  *  * 

risk factors and medications

Hypercholesterolemia,  % 71 60 88  *  * 

Hypertension,  % 43 16 82  *  * 

Type II Diabetes,  % 9 0 22  *  * 

Obesity,  % 20 9 37  *  * 

Current smoker,  % 29 35 22  * 

Antihypertensive,  % 33 14 61  *  * 

Lipid-lowering,  % 22 1 53  *  * 

Oral anti-diabetic,  % 8 0 20  *  * 

Blood pressure, heart rate and arterial stiffness

Brachial systolic blood pressure, mm Hg 127 ± 16 120 ± 13 137 ± 15  *  * 

Brachial diastolic blood pressure, mm Hg 75 ± 11 71 ± 10 80 ± 10  *  * 

Mean blood pressure, mm Hg 94 ± 13 89 ± 12 102 ± 12  *  * 

Brachial pulse pressure, mm Hg 52 ± 10 49 ± 8 57 ± 11  *  * 

Aortic pulse pressure, mm Hg 41 ± 10 38 ± 9 47 ± 10  *  * 

Resting heart rate, bpm 64 ± 9 63 ± 10 64 ± 9

cfPWV, m/s 9.1 ± 1.9 8.3 ± 1.5 10.2 ± 1.9  *  * 

Physical activity

Mean wear time, min/day 798 ± 90 792 ± 96 804 ± 90

Sedentary time, min/day 460 ± 93 455 ± 93 469 ± 92

Light PA, min/day 301 ± 99 299 ± 100 305 ± 99

Moderate-to-vigorous PA, min/day 36 ± 26 39 ± 27 32 ± 24 * 

Hypercholesterolemia = total cholesterol > 190 mg/dL; and/or low-density lipoprotein > 115 mg/dL; and/or, high-density lipoprotein: men < 40 mg/dL, 
women < 46 mg/dL; and/or presence of lipid lowering medication. Obesity = body mass index  ≥ 30 kg/m2. cfPWV: carotid-femoral pulse wave velocity; 
PA: physical activity

 * p < 0.05;  *  * p < 0.001
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Discussion
The findings of the study are  twofold: Sed is independently asso-
ciated with cfPWV in participants with or without MetS, and indi-
viduals with MetS and more Sed display a significantly greater 
cfPWV than those with MetS and less Sed. To the best of our knowl-
edge, our study is the first to investigate the interaction of daily PA 
and MetS on cfPWV at the same time.

Our multivariate analysis explained nearly half (R2 = 58 %) of all 
variation in cfPWV, 1.3 % of which was explained by Sed. As clinical 

values indicate, for individuals of the same age with similar SBP and 
fasting glucose, Sed augments cfPWV.

Despite the abovementioned, the combination of MetS with 
more Sed precipitated greater cfPWV close to 10 m/s, which indi-
cates a risk of a cardiovascular event [20]. In our analysis, we re-
moved the effect of age and controlled for it with MVPA. Since both 
MetS and non-MetS groups demonstrated sufficient MVPA 
(i. e.,  > 30 min/day) the overall results suggest that sufficient MVPA 
does not negate the effects of Sed. Indeed, earlier studies exam-
ined the association between AS and Sed in apparently healthy pop-
ulations [16, 27], and despite the studies' different methodological 
approaches, they generally reported the deleterious effect of Sed 
on AS [16, 27].

Contrary to our expectations, MVPA was not an independent pre-
dictor of cfPWV. By contrast, an association between meeting inter-
national guidelines of PA and lower cfPWV in adults free of established 
CVD study was demonstrated [4]. However, others have reported re-
sults similar to those observed in our study [13]. Future research 
should seek to clarify the association between MVPA and AS.

MetS entails a cluster of critical metabolic, inflammatory, and 
hemostatic conditions [2] that affect large arteries at all ages [23–
25]. Our data reinforce that description since participants with 
MetS exhibited worse metabolic, lipid-related, proinflammatory, 
and AS profiles. However, our data showed that participants with 
MetS with higher PA and lower Sed have less cfPWV than those with 
worse PA profiles. As such, PA arguably plays a protective role in 
humoral and inflammatory secondary effects in AS. Physiological 
mechanisms linking Sed [3, 21] and MetS [22] to AS suggest im-
paired glucose metabolism and deterioration in insulin sensitivity. 
For one, hyperglycemia provokes changes in arterial walls due to 
protein glycation and the consequent formation of advanced gly-
cation end products in the extracellular matrix, which compromise 

▶table 2  Overall and between groups comparisons for lipid, metabolic, inflammatory and hormonal characteristics.

Overall No Mets With Mets
Lipid profile
Triglycerides, mg/dL 111.4 ± 55.8 93.2 ± 37.6 138.7 ± 66.9  *  *  * 

HDL- Cholesterol, mg/dL 56.9 ± 15.2 59.4 ± 15.3 50.5 ± 13.4  *  *  * 

LDL-Cholesterol, mg/dL 118.9 ± 35.8 115.7 ± 35.1 123.9 ± 36.6

Total Cholesterol, mg/dL 197.1 ± 38.6 193.6 ± 37.1 202.7 ± 40.4

Metabolic profile

Fasting glucose, mg/dL 96.1 ± 29.5 86.1 ± 10.4 111.2 ± 40.6  *  *  * 

Insulin, µlU/mL 10.3 ± 7.0 8.5 ± 5.3 13.0 ± 8.4  *  *  * 

Glycated hemoglobin,  % 5.5 ± 0.7 5.2 ± 0.2 5.8 ± 0.9  *  *  * 

Inflammatory biomarkers

hs C-reactive protein, mg/dL 0.3 ± 0.6 0.2 ± 0.4 0.4 ± 0.8  * 

Interleukin-6, pg/mL 1.8 ± 1.5 1.6 ± 1.4 2.2 ± 1.6  *  * 

TNF α, pg/mL 3.3 ± 1.4 3.0 ± 1.2 3.7 ± 1.6  *  * 

Adipocyte-specific proteins

Leptin, mg/mL 13.6 ± 12.0 13.2 ± 13.1 14.0 ± 10.4

Adiponectin, mg/mL 10.7 ± 5.2 11.3 ± 5.5 10.0 ± 4.6  * 

Leptin-to-Adiponectin ratio 1.3 ± 1.3 1.2 ± 1.1 1.6 ± 1.6  *  * 

HDL: High-density lipoprotein cholesterol; LDL: low-density lipoprotein; TNFα: tumor necrosis factor alpha.  * p < 0.05;  *  * p < 0.01;  *  *  * p < 0.001

▶table 3  Multivariate relationship between natural logarithm of carot-
id-femoral pulse wave velocity and independent variables.

Parameters r2 incre-
ment  %

beta p

Model 1 (R2: 0.56)

Age, years 44.6 0.49  < 0.001

Systolic blood 
pressure, mm Hg

8.2 0.27  < 0.001

Fasting glucose, mg/
dL

3.7 0.20  < 0.001

Model 2 (R2: 0.58)

Age, years 45.5 0.49  < 0.001

Systolic blood 
pressure, mmHg

7.7 0.27  < 0.001

Fasting glucose, mg/
dL

3.5 0.19  < 0.001

Sedentary time, min/
day

1.3 0.11 0.01

The dependent variable (cfPWV) is in natural logarithm. Beta: 
standardized coefficients
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arterial distensibility [5, 22]. Sed might furthermore increase 
pro-inflammatory cytokines [17], which initiate a cascade of in-
flammatory mediators that target the vascular endothelium, there-
by prompting the endothelium dysfunction [17, 21] and the migra-
tion and proliferation of smooth muscle cells [17], impairing arte-
rial distensibility [18].

Since individuals with MetS have elevated resting blood pres-
sure, it is important to note that hypertension generates repeated 
pulsatile stress leading to biomechanical fatigue and related loss 
of well-ordered arrangement of smooth muscle cells and extracel-
lular matrix [5, 19]. As a consequence, there is a degeneration of 
elastic fibres, an increased in collagenous material, and often dep-
osition of calcium in arterial walls [5, 19]. Furthermore, the activa-
tion of the renin-angiotensin system might contribute to structur-
al alteration of the arterial wall, promoting vascular smooth mus-
cle cell proliferation, low-grade inflammation, increased collagen 
content, and advanced glycation end product formation, which 
 ultimately augments AS [5, 17, 19].

Our study has some limitations. As an observational, cross-sec-
tional study, it hinders the establishment of causal inferences and 
suggests associations only.

Moreover, the large percentage of potential participants who 
declined to participate might have skewed the prevalence of MetS 
in our study. Although we adjusted all models for multiple varia-
bles, the influence of residual confounders cannot be excluded. The 
small sample size for the age range and the seasonality also influ-
enced the total amount of daily PA, which constitutes a study lim-
itation for future research work to overcome.

We have drawn the following conclusions from our findings. 
First, in those with MetS, Sed time leads to significantly higher 
cfPWV. Second, Sed time is also positively associated with cfPWV, 
independent of age and metabolic risk factors.

Acknowledgements
We acknowledge to the staff of the primary care centre “Espaço 
Saúde” of Aldoar, Porto, Portugal, for their collaboration during the 
data collection. Sources of funding: The European Regional Devel-
opment Fund through the Operational Competitiveness Program, 
and the Foundation for Science and Technology (FCT) of Portugal 
support this study and the research unit CIAFEL within the projects 
FCOMP-01-0124-FEDER- 020180 (References FCT: PTDC/
DES/122763/2010) and UID/DTP/00617/2013, respectively. 
iBiMED is a research unit supported by the Portuguese Foundation 
for Science and Technology (REF: UID/BIM/04501/2013) and 
FEDER/Compete2020 funds. The FCT supported the first author 
(SFRH/BD/78620/2011).

Conflict of Interest

The authors have no conflict of interest to declare.

References

[1] Al-Hamodi Z, Al-Habori M, Al-Meeri A, Saif-Ali R. Association of 
adipokines, leptin/adiponectin ratio and C-reactive protein with obesity 
and type 2 diabetes mellitus. Diabetol Metab Syndr  2014; 6: 99

[2] Alberti KGMM, Eckel RH, Grundy SM, Zimmet PZ, Cleeman JI, Donato 
KA, Fruchart J-C, James WPT, Loria CM, Smith SC. Harmonizing the 
Metabolic Syndrome: A Joint Interim Statement of the International 
Diabetes Federation Task Force on Epidemiology and Prevention; 
National Heart, Lung, and Blood Institute; American Heart Association; 
World Heart Federation; International Atherosclerosis Society; and 
International Association for the Study of Obesity. Circulation 2009; 
120: 1640–1645

0

2

4

6

8

10

12

a b c

0

2

4

6

8

10

12

0

2

4

6

8

10

12

cf
PW

V 
(m

/s
)

Less Sedentary Time

8.4
8.9

9.9
8.8 8.5

9.8

8.6
9.1 8.7

9.6

8.4
9.2

More Sedentary Time Less Light PA Less MVPA More MVPAMore Light PA

Without Metabolic Syndrome With Metabolic Syndrome

▶Fig. 1 Carotid-femoral pulse wave velocity according to metabolic syndrome and sedentary behavior and physical activity  %”Legend. Carotid- 
femoral pulse wave velocity means (label inside bars) adjusted for age, according to the presence of metabolic syndrome and to the median of time 
spent in sedentary behavior a, light physical activity b, and moderate-to-vigorous physical activity c. White and grey bars are participants with and 
without metabolic syndrome, respectively. Physical activities intensities are divided by the median (median of sedentary behavior = 467 min/day; 
median of light physical activity = 284 min/day, and median of moderate-to-vigorous physical activity = 30 min/day)  * p< 0.05;  *  * p< 0.001 Page 7, 
line 157.

400

T
hi

s 
do

cu
m

en
t w

as
 d

ow
nl

oa
de

d 
fo

r 
pe

rs
on

al
 u

se
 o

nl
y.

 U
na

ut
ho

riz
ed

 d
is

tr
ib

ut
io

n 
is

 s
tr

ic
tly

 p
ro

hi
bi

te
d.



Bohn Lucimere et al. Sedentary Behavior and Arterial … Int J Sports Med 2017; 38: 396–401

[3] Alibegovic AC, Højbjerre L, Sonne MP, van Hall G, Stallknecht B, Dela F, 
Vaag A. Impact of 9 days of bed rest on hepatic and peripheral insulin 
action, insulin secretion, and whole-body lipolysis in healthy young 
male offspring of patients with type 2 diabetes. Diabetes 2009; 58: 
2749–2756

[4] Andersson C, Lyass A, Larson MG, Spartano NL, Vita JA, Benjamin EJ, 
Murabito JM, Esliger DW, Blease SJ, Hamburg NM, Mitchell GF, Vasan 
RS. Physical activity measured by accelerometry and its associations 
with cardiac structure and vascular function in young and middle-aged 
adults.  J Am Heart Assoc 2015; 4:

[5] Avolio A. Arterial Stiffness. Pulse 2013; 1: 14–28

[6] Bankoski A, Harris TB, McClain JJ, Brychta RJ, Caserotti P, Chen KY, 
Berrigan D, Troiano RP, Koster A. Sedentary activity associated with 
metabolic syndrome independent of physical activity. Diabetes Care 
2011; 34: 497–503

[7] Boutouyrie P, Vermeersch S. Determinants of pulse wave velocity in 
healthy people and in the presence of cardiovascular risk factors: 
‘establishing normal and reference values’. Eur Heart J 2010; 31: 
2338–2350

[8] Briet M, Bozec E, Laurent S, Fassot C, London GM, Jacquot C, Froissart 
M, Houillier P, Boutouyrie P. Arterial stiffness and enlargement in 
mild-to-moderate chronic kidney disease. Kidney Int 2006; 69: 
350–357

[9] Carreira H, Pereira M, Azevedo A, Lunet N. Effect of the type of popula-
tion on estimates of mean body mass index and prevalence of 
overweight and obesity: a systematic review of studies of Portuguese 
adults. Ann Hum Biol 2012; 39: 223–238

[10] Dyrstad SM, Hansen BH, Holme IM, Anderssen SA. Comparison of 
self-reported versus accelerometer-measured physical activity. Med 
Sci Sports Exerc 2014; 46: 99–106

[11] Edwardson CL, Gorely T, Davies MJ, Gray LJ, Khunti K, Wilmot EG, Yates 
T, Biddle SJ. Association of sedentary behaviour with metabolic 
syndrome: a meta-analysis. PLoS ONE 2012; 7: e34916

[12] Ekblom O, Ekblom-Bak E, Rosengren A, Hallsten M, Bergstrom G, 
Borjesson M. Cardiorespiratory Fitness, Sedentary Behaviour and 
Physical Activity Are Independently Associated with the Metabolic 
Syndrome, Results from the SCAPIS Pilot Study. PLoS ONE 2015; 10: 
e0131586

[13] Gomez-Marcos MA, Recio-Rodriguez JI, Patino-Alonso MC, Agu-
do-Conde C, Lasaosa-Medina L, Rodriguez-Sanchez E, Maderuelo-Fer-
nandez JA, Garcia-Ortiz L. Relationship between objectively measured 
physical activity and vascular structure and function in adults. 
Atherosclerosis 2014; 234: 366–372

[14] Grundy SM. Metabolic syndrome pandemic. Arterioscler Thromb Vasc 
biol 2008; 28: 629–636

[15] Harriss DJ, Atkinson G. Ethical standards in sport and exercise science 
research: 2016 Update. Int J Sports Med 2015; 36: 1121–1124

[16] Horta BL, Schaan BD, Bielemann RM, Vianna CÁ, Gigante DP, Barros 
FC, Ekelund U, Hallal PC. Objectively measured physical activity and 
sedentary-time are associated with arterial stiffness in Brazilian young 
adults. Atherosclerosis 2015; 243: 148–154

[17] Jain S, Khera R, Corrales-Medina VF, Townsend RR, Chirinos JA. 
Inflammation and arterial stiffness in humans. Atherosclerosis 2014; 
237: 381–390

[18] Laurent S, Boutouyrie P. Structural factor of hypertension: large and 
small artery alterations. Circulation 2015; 116: 1007–1021  
doi: 10.1055/s-0043-101676

[19] Laurent S, Cockcroft J, Van Bortel L, Boutouyrie P, Giannattasio C, 
Hayoz D, Pannier B, Vlachopoulos C, Wilkinson I, Struijker-Boudier H. 
Expert consensus document on arterial stiffness: methodological 
issues and clinical applications. Eur Heart J 2006; 27: 2588–2605

[20] Mancia G, Fagard R, Narkiewicz K, Redon J, Zanchetti A, Bohm M, 
Christiaens T, Cifkova R, De Backer G, Dominiczak A, Galderisi M, 
Grobbee DE, Jaarsma T, Kirchhof P, Kjeldsen SE, Laurent S, Manolis AJ, 
Nilsson PM, Ruilope LM, Schmieder RE, Sirnes PA, Sleight P, Viigimaa 
M, Waeber B, Zannad F. 2013 ESH/ESC practice guidelines for the 
management of arterial hypertension. Blood Press 2014; 23: 3–16

[21] Pavy-Le Traon A, Heer M, Narici MV, Rittweger J, Vernikos J. From 
space to Earth: advances in human physiology from 20 years of bed 
rest studies (1986–2006). Eur J Appl Physiol 2007; 101: 143–194

[22] Schram MT, Henry RM, van Dyk RA, Kostense PJ, Dekker JM, Nijpels G, 
Heine RJ, Bouter LM, Westerhof N, Stehouwer CD. Increased central 
arterial stiffness in impaired glucose metabolism and type 2 diabetes: 
the Hoorn Study. Hypertension 2004; 43: 176–181

[23] Scuteri A, Cunha PG, Rosei EA, Badariere J, Bekaert S, Cockcroft JR, 
Cotter J, Cucca F, De Buyzere ML, De Meyer T, Ferrucci L, Franco O, 
Gale N, Gillebert TC, Hofman A, Langlois M, Laucevicius A, Laurent S, 
Mattace Raso FU, Morrell CH, Muiesan ML, Munnery MM, Navickas R, 
Oliveira P, Orru M, Pilia MG, Rietzschel ER, Ryliskyte L, Salvetti M, 
Schlessinger D, Sousa N, Stefanadis C, Strait J, Van daele C, Villa I, 
Vlachopoulos C, Witteman J, Xaplanteris P, Nilsson P, Lakatta EG. 
Arterial stiffness and influences of the metabolic syndrome: a 
cross-countries study. Atherosclerosis 2014; 233: 654–660

[24] Scuteri A, Laurent S, Cucca F, Cockcroft J, Cunha PG, Manas LR, Raso 
FU, Muiesan ML, Ryliskyte L, Rietzschel E, Strait J, Vlachopoulos C, 
Volzke H, Lakatta EG, Nilsson PM. Metabolic syndrome across Europe: 
different clusters of risk factors. Eur J Prev Cardiol 2015; 22: 486–491

[25] Scuteri A, Najjar SS, Muller DC, Andres R, Hougaku H, Metter EJ, 
Lakatta EG. Metabolic syndrome amplifies the age-associated 
increases in vascular thickness and stiffness. J Am Coll Cardiol 2004; 
43: 1388–1395

[26] Troiano RP, Berrigan D, Dodd KW, Masse LC, Tilert T, McDowell M. 
Physical activity in the United States measured by accelerometer. Med 
Sci Sports Exerc 2008; 40: 181–188

[27] van de Laar RJ, Stehouwer CD, Prins MH, van Mechelen W, Twisk JW, 
Ferreira I. Self-reported time spent watching television is associated 
with arterial stiffness in young adults: the Amsterdam Growth and 
Health Longitudinal Study. Br J Sports Med 2014; 48: 256–264

[28] Vlachopoulos C, Aznaouridis K, Stefanadis C. Prediction of cardiovas-
cular events and all-cause mortality with arterial stiffness: a systematic 
review and meta-analysis. J Am Coll Cardiol 2010; 55: 1318–1327

401

T
hi

s 
do

cu
m

en
t w

as
 d

ow
nl

oa
de

d 
fo

r 
pe

rs
on

al
 u

se
 o

nl
y.

 U
na

ut
ho

riz
ed

 d
is

tr
ib

ut
io

n 
is

 s
tr

ic
tly

 p
ro

hi
bi

te
d.


