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Resumen
Introducción y objetivo: la obesidad infantil se asocia a un riesgo aumentado de enfermedades crónicas. El objetivo de este estudio es deter-
minar la relación entre la defi ciencia en vitamina D y el riesgo cardiovascular en niños obesos.

Método: se seleccionaron niños tratados en la clínica de obesidad, con edades entre 6 y 17 años. Los datos de laboratorio y la información 
demográfi ca básica se recogieron de forma retrospectiva a partir de las historias clínicas.

Resultados: se evaluaron 310 estudiantes (178, 57,4% mujeres) midiendo los niveles de vitamina D a fi nales de invierno y en primavera. La 
prevalencia de defi ciencia en vitamina D, insufi ciencia y sufi ciencia fueron 62,3%, 34,5% y 3,2% respectivamente. Se encontró resistencia 
insulínica en 146 niños (47,1%); mientras que la frecuencia de dislipemia e hipertensión fue de 31% y 19,4%, respectivamente. La razón de 
aterogenicidad debida a dislipemia fue mayor en el grupo defi ciente (p = 0,049). Se encontró una correlación inversa entre los niveles de 25-OH-D 
y los valores de HOMA (r = -0,146; p = 0,01). Los valores medios de vitamina D (ng/Ml) fueron inferiores en niñas (12,15 ± 6,60) que en niños 
(16,48 ± 8,69) (p < 0,05) y en niños con hipertensión (11,92 ± 5,48 vs. 14,50 ± 8,24 en normotensos) (p < 0,05).

Conclusiones: se encontró una prevalencia de defi ciencia en vitamina D en niños y adolescentes obesos superior a lo esperado. Nuestros 
hallazgos indican que los niveles bajos de vitamina D se asocian con resistencia insulínica. La defi ciencia en vitamina D podría contribuir a las 
morbilidades que se asocian a la obesidad infantil, como la resistencia insulínica o la diabetes mellitus, el aumento del riesgo cardiovascular, la 
dislipemia y la hipertensión.

Abstract
Background and aim: Childhood obesity is associated with an increased risk of chronic disease. We aimed to determine the association between 
vitamin D defi ciency and cardiovascular risks in obese children. 

Method: The studied children were selected from obese children who were followed up at obesity clinic, aged 6-17 years. Basic demographic 
information and laboratory data were collected retrospectively from hospital records.

Results: A total of 310 students (178 [57.4%] girls) were evaluated for 25-hydroxyvitamin D (25[OH] D) levels in late winter/spring. The prevalence 
rates of vitamin D defi ciency, insuffi ciency, and suffi ciency were 62.3%, 34.5%, and 3.2%, respectively. Insulin resistance was observed in 146 
(47.1%) children; the frequencies of dyslipidemia and hypertension were 31% and 19.4%, respectively. The mean atherogenic dyslipidemia ratio 
was higher in the defi cient group (p = 0.049). Inverse correlations of 25(OH) D levels were observed with homeostasis model assessment of 
insulin resistance values (r = -0.146, p = 0.010). The mean values of 25(OH) D (ng/mL) were lower in girls (12.15 ± 6.60) than in boys (16.48 
± 8.69) (p < 0.05) and in children with hypertension (11.92 ± 5.48) than in those without (14.50 ± 8.24) (p < 0.05).

Conclusions: Vitamin D defi ciency is observed more frequently than expected in obese children and adolescents. Our fi ndings indicate that low 
25(OH) D levels are associated with insulin resistance. Vitamin D defi ciency could contribute to the morbidities associated with childhood obesity, 
such as insulin resistance or diabetes mellitus, increased cardiovascular/cardiometabolic risks, atherogenic dyslipidemia, and hypertension.
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INTRODUCTION

The global prevalence of childhood obesity has increased con-
siderably over the past 3 decades (1). Ten percent of school-
aged children worldwide are estimated to have excess body fat, 
which is associated with an increased risk of chronic disease. Of 
these overweight children, a quarter are obese and thus have a 
significant likelihood of possessing multiple risk factors for the 
development of type 2 diabetes, heart disease, and various other 
co-morbidities before or during early adulthood. The increasing 
incidence of disorders in children, such as type 2 diabetes, is a 
consequence of the obesity epidemic (1,2).

Although the main physiologic role of vitamin D is the regula-
tion of calcium and phosphorus homeostasis, it plays a variety of 
nonskeletal roles, such as the pathogenesis of several endocrine 
diseases, modification of immune competence, regulation of blood 
pressure, and modulation of cancer and infectious disease risks, 
and propensity for autoimmune diseases (3-5). However, cyni-
cism surrounds the lack of randomized controlled trials to support 
association studies concerning the nonskeletal health benefits of 
vitamin D (5). 

To date, many studies have observed low 25-hydroxyvitamin D 
(25[OH] D) levels in overweight and obese populations (6-8). In 
US children, the prevalence of vitamin D deficiency is nearly 21% 
among normal-weight population, 29-34% in overweight and 
obese populations, and 49% in a severely obese population (9).

Evidence from many studies indicates the existence of a strong 
association between vitamin D and cardiovascular risks, partic-
ularly blood pressure. Vitamin D deficiency might be linked to 
the pathophysiology of hypertension through its influence on the 
renin-angiotensin system (10). Vitamin D receptor (VDR) null mice 
exhibit significantly elevated renin activity and circulating plasma 
angiotensin II concentrations, as well as increased activity of the 
local cardiac tissue renin-angiotensin system (11).

Vitamin D has also been shown to modulate insulin synthesis 
and secretion (12). An analog of the active metabolite of vitamin 
D, 1,25(OH)

2
 D, has been found to directly enhance glucose-stim-

ulated insulin release by increasing intracellular calcium levels in 
pancreatic β-cells (13).

In this study, we aimed to determine the associations between 
vitamin D deficiency and cardiovascular risks, such as hyperten-
sion, dyslipidemia, and insulin resistance (IR), in obese children 
and adolescents.

MATERIALS AND METHODS

PARTICIPANTS AND STUDY AREA 

A total of 872 obese children who were followed up at the hos-
pital of the Gaziosmanpasa University School of Medicine between 
January 2012 and February 2016 were retrospectively investi-
gated, and we enrolled only children who were tested between 
February and May (i.e., in late winter and spring). Subjects were 
diagnosed with obesity according to a body mass index (BMI) 

value > 95th percentile in accordance with the sex-specific growth 
curves and cut-off levels proposed by Neyzi et al. (14). We exclud-
ed 562 obese children because of missing data, syndromic obe-
sity, renal or hepatic disorders, metformin or vitamin D derivative 
usage, testing season, and age. Finally, 310 obese children aged 
6-17 years were included in this study.

Subjects’ demographic and clinical data, basic demographic 
information (age and sex), and physical data (body height, body 
weight, BMI, and systolic and diastolic blood pressure [BP]) were 
collected retrospectively from hospital records.

LABORATORY TESTS

Laboratory tests, including 25(OH) D, glucose, and insulin levels 
and lipid profiles, were conducted using fasting blood samples drawn 
from each participant. Laboratory and BP details were collected ret-
rospectively from the electronic medical records used at the hospital.

Serum fasting glucose, triglycerides (TGs), low-density lipo-
protein cholesterol (LDL-C), high-density lipoprotein cholesterol 
(HDL-C), and total cholesterol (TC) levels were detected using 
reagent kits adapted to the COBAS 6000 Autoanalyzer (Roche 
Diagnostics, Indianapolis, IN, USA). Vitamin D levels were analyzed 
using chemiluminescence immunoassay methods and a COBAS 
C-501&E-601 analyzer (Roche Diagnostics).

DEFINITIONS OF OBESITY, IR, AND 
ATHEROGENIC RISK

Children were weighed on a digital scale (Seca Corp., Chino, 
CA, USA) and subjected to height measurement with a portable 
stadiometer (Seca Corp.) while they were barefoot and wearing 
light clothing. If BMI was > 95th percentile, the children was 
recorded as obese. BP was measured using a digital sphygmoma-
nometer (OMRON 705IT; Omron Healthcare Co., Kyoto, Japan); if 
the measured BP was high with respect to age and sex, the mean 
of two measurements was recorded. Hypertension was defined as 
a BP ≥ 95th percentile according to age, sex, and height.

The homeostasis model assessment of IR (HOMA-IR) index 
was calculated using the following equation: HOMA-IR = (fasting 
insulin [mIU/mL] × fasting glucose [mmol/L])/22.5. Positive IR was 
defined as a HOMA-IR > 2.67 in boys and > 2.22 in girls during 
the prepubertal period or > 5.22 in boys and > 3.82 in girls during 
the pubertal period (15).

Dyslipidemia was defined as the presence of any of the follow-
ing criteria: TGs > 105 mg/dL in children < 10 years of age and 
> 136 mg/dL in children ≥ 10 years of age, HDL-C < 35 mg/
dL, and TC > 95th percentile (16). We calculated the atherogenic 
dyslipidemia (AD) ratio (log [TGs/HDL-C]) (17,18) to determine the 
effect of 25(OH) D on the cardiovascular atherogenic risk.

Vitamin D groups were determined according to measured 
levels. Vitamin D deficiency, insufficiency, and sufficiency were 
defined as a 25(OH) D level < 15 ng/mL (19), 15-29 ng/mL, and 
≥ 30 ng/mL, respectively (20).
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Study children were divided into healthy obese and non-healthy 
obese groups. Non-healthy obesity was defined as the presence of 
metabolic disturbances, such as IR according to HOMA-IR, dyslip-
idemia, and hypertension. Children without any such disturbances 
were considered healthy obese. 

STATISTICAL ANALYSIS

Descriptive analyses were performed to obtain information about 
the general characteristics of the study population. A one-way 
analysis of variance was used to compare continuous data among 
the groups. For multiple comparisons, Tukey’s honest significant 
difference (HSD) test was used. Continuous data are presented as 
means ± standard deviations. Categorical variables are presented as 
numbers and percentages. The chi-square test was used to compare 
categorical variables between groups. A p-value < 0.05 was consid-
ered significant. Analyses were performed using SPSS 19 (IBM SPSS 
Statistics 19, SPSS Inc., an IBM Co., Somers, NY, USA).

RESULTS

There were 310 obese children aged 6-17 years (178 [57.4%] 
females and 132 [42.6 %] males) who met the aforementioned 
inclusion criteria. In this cohort, the prevalence rates of vitamin 
D deficiency, insufficiency, and sufficiency were 62.3%, 34.5%, 
and 3.2%, respectively. 

IR was observed in 146 (47.1%) obese children. Dyslipid-
emia and hypertension were found in 96 (31%) and 60 (19.4%), 
respectively. Only 109 (35.2%) children were classified as healthy 
obese. Table I summarizes the distributions of qualitative variables 
in the entire cohort according to vitamin D status.

The means of subject age (p = 0.008), BMI (p = 0.010), and 
AD ratio (p = 0.049) were higher in the vitamin D deficient group. 

Non-healthy obese children were more frequently recorded 
as vitamin D deficient than healthy obese children (p = 0.023). 
Otherwise, no statistically significant differences were observed 
between 25(OH) D groups with respect to hypertension frequency 
(p = 0.074). 

The mean age of the cohort was 12.10 ± 2.82 years, and the 
mean BMI was 29.21 ± 4.71. The mean HOMA-IR value was 
3.78 ± 2.23. Table II summarizes the mean values of laboratory 
and clinic quantitative variables in the cohort according to vitamin 
D status. 

No correlations of 25(OH) D levels were observed with lipid levels 
(TC, r = -0.032 and p = 0.571; TGs, r = -0.041 and p = 0.472; 
HDL, r = -0.01 and p = 0.858) or systemic BP (systolic, r = -0.099 
and p = 0.082; diastolic, r = -0.065 and p = 0.256) (p > 0.01). 
Otherwise, weak but significant inverse correlations of 25(OH) D 
levels were observed with BMI (r = -0.167, p = 0.003) and HOMA-
IR values (r = -0.146, p = 0.010). Figures 1 and 2 present scatter 
plots of 25(OH) D with BMI and HOMA-IR values, respectively. 

The mean 25(OH) D values (ng/mL) were lower in girls (12.15 
± 6.60) vs. boys (16.48 ± 8.69) (p < 0.05), in children with 
hypertension (11.92 ± 5.48) vs. non-hypertensive children (14.50 
± 8.24) (p < 0.05), and in the nonhealthy obese group (13.29 
± 6.90) vs. the healthy obese group (15.30 ± 9.24) (p < 0.05). 
Table III summarizes the mean 25(OH) D levels according to sex 
and cardiovascular risk status.

DISCUSSION 

Hypovitaminosis D (both insufficiency and deficiency) was 
observed more frequently than expected in obese children and 

Table I. Distribution of qualitative variables in entire participant cohort according to  
vitamin D status (n = 310)

Variables 
Total

n = 310

Group of 25(OH) D status n (%)
pDeficient

193 (62.3)
Insufficient
107 (34.5)

Sufficient
10 (3.2)

Sex
Female 178 (57.4) 126 (70.8) 49 (27.5) 3 (1.7)

0.001
Male 132 (42.6) 67 (50.8) 58 (43.9) 7 (5.3)

Insulin resistance (IR)
No 164 (52.9) 98 (50.8) 58 (54.2) 8 (80)

0.185
Yes 146 (47.1) 95 (49.2) 49 (45.8) 2 (20)

Dyslipidemia
No 214 (69) 130 (67.4) 76 (71) 8 (80)

0.602
Yes 96 (31) 63 (32.6) 31 (29) 2 (20)

Hypertension 
No 250 (80.6) 149 (77.2) 91 (85) 10 (100)

0.074
Yes 60 (19.4) 44 (22.8) 16 (15) 0 (0)

Obesity group
Non-healthy 201 (64.8) 133 (68.9) 65 (60.7) 3 (30)

0.023
Healthy obese 109 (35.2) 60 (31.1) 42 (39.3) 7 (70)

Data are shown as n(%). Chi-square test was used. Deficient: 25(OH) D level < 15 ng/Ml; insufficient: 25(OH) D level = 15-29 ng/mL; sufficient: 25(OH) D level ≥ 30 
ng/mL.
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adolescents. In a previous meta-analysis, the prevalence of vita-
min D deficiency was 24% in obese adults and 14% in obese 
children and adolescents (21). In another study, hypovitaminosis 
D was identified in 74% of obese subjects, whereas vitamin D 
deficiency was observed in 32.3% of the cohort (22). The higher 
prevalence of vitamin D deficiency observed in our study might 
be attributable to decreased exposure of these obese children to 
sunlight, as testing was conducted in late winter and spring, and 

might also be a consequence of a low intake of vitamin D-rich 
foods. However, we did not have access to dietary data for these 
children. This should be considered a limitation of this study. Nev-
ertheless, our findings with consistent with those of Buyukinan et 
al. who reported vitamin D deficiency and insufficiency values of 
62.2% and 34.0%, respectively, in obese children (23). 

Previously, obese children were reported to have a greater risk 
of developing vitamin D deficiencies. The association between 

Table II. The mean values of quantitative variables in the cohort according  
to vitamin D status

Variables
Total 

n = 310

Group of vitamin D status (Mean)
pDeficient

(n = 193)
Insufficient

(n = 107)
Sufficient
(n = 10)

Age 12.10 ± 2.82 12.48 ± 2.68a 11.43 ± 2.9b 12.1 ± 3.51a 0.008

BMI 29.22 ± 4.71 29.82 ± 4.87a 28.1 ± 4.34b 29.62 ± 3.48a 0.010

Systolic BP (mmHg) 115.93 ± 13.74 116.73 ± 14.32 114.83 ± 12.61 112.2 ± 13.69 0.357

Diastolic BP (mmHg) 73.74 ± 10.67 73.88 ± 11.28 73.64 ± 9.65 72 ± 9.36 0.859

Glucose (mg/dL) 86.80 ± 10.84 86.87 ± 11.49 87.16 ± 9.32 81.7 ± 12.82 0.312

Insulin (uIU/mL) 17.45 ± 10.00 18.45 ± 10.58 16.01 ± 8.84 13.56 ± 7.82 0.059

HOMA-IR 3.78 ± 2.23 3.99 ± 2.37 3.5 ± 1.95 2.8 ± 1.78 0.067

HDL-C (mg/dL) 47.99 ± 12.09 47.63 ± 10.95 48.03 ± 13.46 55.12 ± 16.88 0.192

LDL-C (mg/dL) 102.21 ± 27.47 104.52 ± 28.07 98.41 ± 26.46 97.77 ± 23.19 0.166

Total cholesterol (mg/dL) 160.82 ± 30.70 161.97 ± 31.05 158.66 ± 30.77 161.81 ± 23.81 0.669

Triglycerides (mg/dL) 109.46 ± 53.74 111.1 ± 50.94 108.73 ± 59.24 85.53 ± 41.95 0.337

25 (OH) D (ng/mL) 14.00 ± 7.84 9.34 ± 3.25a 20.01 ± 3.5b 39.56 ± 11.02c < 0.001

AD ratio 0.33 ± 0.25 0.34 ± 0.23a 0.32 ± 0.29ab 0.14 ± 0.28b 0.049

Data are shown as mean ± standard deviation. Different superscripts in the same row (one way ANOVA) indicate statistical significant difference. BMI: body mass 
index; BP: blood pressure; HOMA-IR: the homeostasis model assessment of insulin resistance index; HDL-C: high density lipoprotein cholesterol; LDL-C: low density 
lipoprotein cholesterol; 25 (OH) D: 25-hydroxyvitamin D. AD ratio: atherogenic dyslipidemia ratio, p = 0.045 for AD ratio between deficient and sufficient groups.

Figure 1. 

Scatter plot of 25(OH) D (ng/mL) and body mass index (r = -0.167; p = 0.003).

Figure 2. 

Scatter plot of 25(OH) D (ng/mL) and HOMA-IR (r = -0.146; p = 0.010).



327ASSOCIATION BETWEEN VITAMIN D LEVELS AND CARDIOVASCULAR RISK FACTORS IN OBESE CHILDREN  
AND ADOLESCENTS

[Nutr Hosp 2017;34(2):323-329]

obesity and 25(OH) D deficiency is complex because in addition to 
the sequestration of vitamin D in adipose tissue (24), obese chil-
dren might also have more sedentary, indoor lifestyles. In addition, 
obese children might obtain lower levels of vitamin D than non-
obese children from food sources (22); however, a combination of 
the above factors, as well as other potential factors, is most likely. 

In our study, vitamin D levels were lower in girls, consistent with 
the findings of previous studies (20,25); girls also more frequently 
exhibited vitamin D deficiency. These findings were consistent with 
an earlier study that reported a higher prevalence of vitamin D 
insufficiency among girls relative to boys (26).

As in previous studies (3,27), we observed a weak but signifi-
cant inverse relationship between BMI and 25(OH) D levels. This 
finding has been attributed to the sequestration of vitamin D within 
adipose tissue (24) and the reduced hepatic synthesis of 25(OH) 
D in obese individuals with nonalcoholic fatty liver disease (28). In 
contrast, another study found no significant association between 
BMI and 25(OH) D (25). 

In an analysis of multiple cohorts, Vimaleswaran et al. calculat-
ed that each 10% increase in BMI would lead to a 4.2% decrease 
in the 25(OH) D concentrations. The authors concluded that the 
efforts of vitamin D deficiency monitoring and treatment in obese 
individuals would alleviate the adverse influences of excess adi-
posity on health; in addition, attempts to reduce BMI are expected 
to reduce the prevalence of vitamin D deficiency (29).

Inconsistent with a recent report (25), our study did not observe 
any correlation of 25(OH) D levels with TG, LDL-C, or HDL-C levels. 
However, Dolinsky et al. suggested that there was insufficient 
evidence to support an association between vitamin D and lipid 
levels, which is consistent with our findings (30).

In recent years, the AD ratio, derived from a log transformation 
of the ratio of fasting TG to HDL-C levels, has gained importance 
as an indicator of atherosclerosis, an established cardiovascular 
risk factor (17,18). In the present study, the AD ratio was higher in 

the vitamin D-deficient group, consistent with many other reported 
findings (20). Vitamin D deficiency causes an increase in AD, a 
component of cardiovascular risk factors, and thus leads to worse 
long-term consequences (20).

In our study, hypertensive children exhibited lower 25(OH) D lev-
els. Accordingly, and consistent with many recent studies, hyper-
tension in obese patients was associated with reduced vitamin D 
levels; in an earlier study, a lower HDL-C level and higher systolic 
BP were associated with lower levels of 25(OH) D (31). In addi-
tion, 25(OH) D deficiency in children and adolescents has been 
associated with hypertension as a cardiovascular risk factor (20).

As we specified earlier, vitamin D deficiency has been linked to 
the pathophysiology of hypertension through its augmenting influ-
ence on renin–angiotensin system activity (10) both in obese indi-
viduals (32) or independently of obesity (33). On the other hand, 
VDRs are present in vascular smooth muscle, which suggests 
that vascular smooth muscle is a target organ of vitamin D (34). 
Furthermore, studies have linked vitamin D deficiency with low 
levels of adiponectin (35), a protein associated with hypertension.

An inverse correlation was observed between 25(OH) D lev-
els and HOMA-IR values. In other words, 25(OH) D levels affect 
insulin sensitivity, consistent with previous research (22). Hypovi-
taminosis D has been implicated in the pathogenesis of IR, β-cell 
dysfunction, and both type 1 and type 2 diabetes mellitus (36,37). 
Furthermore, obese children and adolescents with low levels of 
vitamin D might have an increased risk of glucose metabolism 
impairment, independent of body adiposity (22).

A previous study found a significant positive association 
between vitamin D and β-cell function, as well as significant rela-
tionships of vitamin D with IR and β-cell function in a multi-ethnic 
sample at risk for type 2 diabetes (12). In addition, vitamin D has 
been implicated in the development of type 1 diabetes mellitus 
through its modulatory effects on the immune system (38).

Multiple factors, such as the levels of vitamin D and reactive 
oxidative species, might have a synergistic effect on the pathogen-
esis of obesity-related morbidities. In recent decades, some stud-
ies have demonstrated that similar to vitamin D, oxidative stress, 
which increases in the context of obesity, is directly and indirectly 
associated with IR pathogenesis via the respective inhibition of 
insulin signals and dysregulation of adipocytokines/adipokines 
(39). We believe that other factors, in addition to vitamin D, affect 
and contribute to IR in obese children. 

Over time, oxidative stress in several other cells or tissues (e.g., 
pancreatic β-cells, myocytes, vascular endothelial cells, and some 
types of tumors) has been implicated in the pathogenesis of dia-
betes, hypertension, atherosclerosis, and cancer (40).

Metabolic disturbances and/or hypertension would be expected 
to occur more frequently in the context of vitamin D hypovitamino-
sis. We observed lower 25(OH) D levels in non-healthy obese chil-
dren than in healthy obese children. Accordingly, we can suggest 
that some of the long-term morbidities associated with obesity 
might be prevented by improving vitamin D levels. 

The main limitations of our study involved the lack of data 
regarding dietary habits and physical activity. Therefore, we could 
not exclude lifestyle factors, such as dietary habits and social 

Table III. The mean values of the 25(OH) 
D levels according to qualitative variables

Variables
25(OH) D

p
Mean

Standard 
deviation

Sex
Female 12.15 6.60

< 0.001
Male 16.48 8.69

IR
No 14.69 8.82

0.093
Yes 13.22 6.52

Dyslipidemia
No 14.11 7.83

0.710
Yes 13.75 7.91

Hypertension
No 14.50 8.24

0.004
Yes 11.92 5.48

Obesity 
group

Non-healthy obese 13.29 6.90
0.047

Healthy obese 15.30 9.24
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status, that might have affected vitamin D metabolism and the 
other laboratory variables measured in our study participants. In 
addition, because the children were evaluated retrospectively, we 
could not incorporate methods to measure adiposity. Furthermore, 
we did not observe statistical significance in the comparisons of 
some variables with respect to vitamin D status, possibly because 
of the very small number of vitamin D sufficient children.

CONCLUSION

Vitamin D deficiency is observed more frequently than expected 
in obese children and adolescents. Lower 25(OH) D levels are 
associated with a high BMI, and this relationship might be attrib-
utable to the increased adiposity of obese individuals. In addi-
tion, low 25(OH) D levels might be associated with IR. Vitamin 
D deficiency might therefore be prevented by reducing the BMI 
and incorporating some simple lifestyle precautions. Vitamin D 
deficiency might contribute to obesity-related morbidities, such as 
IR or diabetes mellitus, increased cardiovascular/cardiometabolic 
risk, atherogenic dyslipidemia, and hypertension. The long-term 
morbidities associated with obesity could be reduced by improving 
vitamin D levels.

REFERENCES

1. Han JC, Lawlor DA, Kimm SY. Childhood obesity. Lancet 2010; 
375(9727):1737-48.

2. Lobstein T, Baur L, Uauy R. Obesity in children and young people: a crisis in 
public health. Obesity Reviews 2004;5(s1):4-85.

3. Muscogiuri G, Mitri J, Mathieu C, Badenhoop K, Tamer G, Orio F, et al. Mecha-
nisms in endocrinology: vitamin D as a potential contributor in endocrine 
health and disease. Eur J Endocrinol 2014;171(3):R101-10.

4. Kao KT, Abidi N, Ranasinha S, Brown J, Rodda C, McCallum Z, et al. Low 
vitamin D is associated with hypertension in paediatric obesity. Journal of 
Paediatrics and Child Health 2015;51(12):1207-13.

5. Hossein-Nezhad A, Holick MF. Vitamin D for health: a global perspective. 
Elsevier: Mayo Clinic Proceedings; 2013. 

6. Alvarez JA, Ashraf A. Role of vitamin d in insulin secretion and insulin sensiti-
vity for glucose homeostasis. Int J Endocrinol 2010;2010:351385.

7. Minambres I, Sanchez-Hernandez J, Sanchez-Quesada JL, Rodriguez J, 
de Leiva A, Perez A. The association of hypovitaminosis d with the meta-
bolic syndrome is independent of the degree of obesity. ISRN Endocrinol 
2012;2012:691803.

8. Candido FG, Bressan J. Vitamin D: link between osteoporosis, obesity, and 
diabetes? Int J Mol Sci 2014;15(4): 6569-91.

9. Ganji V, Zhang X, Shaikh N, Tangpricha V. Serum 25-hydroxyvitamin D 
concentrations are associated with prevalence of metabolic syndrome and 
various cardiometabolic risk factors in US children and adolescents based on 
assay-adjusted serum 25-hydroxyvitamin D data from NHANES 2001-2006. 
Am J Clin Nutr 2011;94(1):225-33.

10. Rosen CJ, Adams JS, Bikle DD, Black DM, Demay MB, Manson JE, et al. The 
nonskeletal effects of vitamin D: an Endocrine Society scientific statement. 
Endocrine Reviews 2012;33(3):456-92.

11. Xiang W, Kong J, Chen S, Cao L-P, Qiao G, Zheng W, et al. Cardiac hypertro-
phy in vitamin D receptor knockout mice: role of the systemic and cardiac 
renin-angiotensin systems. American Journal of Physiology-Endocrinology 
and Metabolism 2005;288(1):E125-E132.

12. Kayaniyil S, Vieth R, Retnakaran R, Knight JA, Qi Y, Gerstein HC, et al. Asso-
ciation of vitamin D with insulin resistance and β-cell dysfunction in subjects 
at risk for type 2 diabetes. Diabetes Care 2010;33(6):1379-81.

13. Kajikawa M, Ishida H, Fujimoto S, Mukai E, Nishimura M, Fujita J, et al. An 
insulinotropic effect of vitamin D analog with increasing intracellular Ca2+ 
Concentration in pancreatic β-cells through nongenomic signal transduction 
1. Endocrinology 1999;140(10):4706-12.

14. Neyzi O, Günöz H, Furman A, Bundak R, Gökçay G, Darendeliler F. Türk 
çocuklarında vücut ağırlığı, boy uzunluğu, baş çevresi ve vücut kitle indeksi 
referans değerleri. Çocuk Sağlığı ve Hastalıkları Dergisi 2008;51(1):1-14.

15. Kurtoglu S, Hatipoglu N, Mazicioglu M, Kendirici M, Keskin M, Kondolot 
M. Insulin resistance in obese children and adolescents: HOMA-IR cut-off 
levels in the prepubertal and pubertal periods. J Clin Res Pediatr Endocrinol 
2010;2(3):100-6.

16. Sangun Ö, Dündar B, Köşker M, Pirgon Ö, Dündar N. Prevalence of metabolic 
syndrome in obese children and adolescents using three different criteria 
and evaluation of risk factors. J Clin Res Pediatr Endocrinol 2011;3(2):70-6.

17. Acay A, Ulu MS, Ahsen A, Ozkececi G, Demir K, Ozuguz U, et al. Atherogenic 
index as a predictor of atherosclerosis in subjects with familial Mediterranean 
fever. Medicina 2014;50(6):329-33.

18. Hermans MP, Ahn SA, Rousseau MF. log(TG)/HDL-C is related to both residual 
cardiometabolic risk and beta-cell function loss in type 2 diabetes males. 
Cardiovasc Diabetol 2010;9:88.

19. Gordon CM, Feldman HA, Sinclair L, Williams AL, Kleinman PK, Perez-Ros-
sello J, et al. Prevalence of vitamin D deficiency among healthy infants and 
toddlers. Archives of Pediatrics & Adolescent Medicine 2008;162(6):505-12.

20. Kumar J, Muntner P, Kaskel FJ, Hailpern SM, Melamed ML. Prevalence and 
associations of 25-hydroxyvitamin D deficiency in US children: NHANES 
2001–2004. Pediatrics 2009;124(3):e362-e370.

21. Pereira-Santos M, Costa P, Assis A, Santos D. Obesity and vitamin D defi-
ciency: a systematic review and meta-analysis. Obesity Reviews 2015;16(4): 
341-9.

22. Alemzadeh R, Kichler J, Babar G, Calhoun M. Hypovitaminosis D in obese 
children and adolescents: relationship with adiposity, insulin sensitivity, eth-
nicity, and season. Metabolism 2008;57(2):183-91.

23. Buyukinan M, Ozen S, Kokkun S, Saz E.U. The relation of vitamin D deficiency 
with puberty and insulin resistance in obese children and adolescents. Journal 
of Pediatric Endocrinology and Metabolism 2012;25(1-2):83-87.

24. Wortsman J, Matsuoka LY, Chen TC, Lu Z, Holick MF. Decreased bioavai-
lability of vitamin D in obesity. The American Journal of Clinical Nutrition 
2000;72(3):690-3.

25. Sacheck J, Goodman E, Chui K, Chomitz V, Must A, Economos C. Vitamin D 
deficiency, adiposity, and cardiometabolic risk in urban schoolchildren. The 
Journal of Pediatrics 2011;159(6):945-50.

26. Khor GL, Chee WS, Shariff ZM, Poh BK, Arumugam M, Rahman JA, et al. 
High prevalence of vitamin D insufficiency and its association with BMI-for-
age among primary school children in Kuala Lumpur, Malaysia. BMC Public 
Health 2011;11(1):1.

27. Reis JP, von Mühlen D, Miller ER, Michos ED, Appel LJ. Vitamin D status 
and cardiometabolic risk factors in the United States adolescent population. 
Pediatrics 2009;124(3):e371-e379.

28. Targher G, Bertolini L, Scala L, Cigolini M, Zenari L, Falezza G, et al. Associa-
tions between serum 25-hydroxyvitamin D 3 concentrations and liver histo-
logy in patients with non-alcoholic fatty liver disease. Nutrition, Metabolism 
and Cardiovascular Diseases 2007;17(7):517-24.

29. Vimaleswaran KS, Berry DJ, Lu C, Tikkanen E, Pilz S, Hiraki LT, et al. Causal 
relationship between obesity and vitamin D status: bi-directional Mendelian 
randomization analysis of multiple cohorts. PLoS Med 2013;10(2):e1001383.

30. Dolinsky DH, Armstrong S, Mangarelli C, Kemper AR. The Association between 
vitamin D and cardiometabolic risk factors in children A systematic review. 
Clinical Pediatrics 2013;52(3):210-23.

31. Smotkin-Tangorra M, Purushothaman R, Gupta A, Nejati G, Anhalt H, Ten S. 
Prevalence of vitamin D insufficiency in obese children and adolescents. J 
Pediatr Endocrinol Metab 2007;20(7):817-23.

32. Kota SK, Kota SK, Jammula S, Meher LK, Panda S, Tripathy PR, et al. 
Renin-angiotensin system activity in vitamin D deficient, obese individuals 
with hypertension: An urban Indian study. Indian Journal of Endocrinology 
and Metabolism 2011;15(8):395.

33. Sulistyoningrum DC, Gasevic D, Green TJ, Lear SA, Devlin AM. Adiposity 
and the relationship between vitamin D and blood pressure. Metabolism 
2013;62(12):1795-802.

34. Merke J, Hofmann W, Goldschmidt D, Ritz E. Demonstration of 1, 25 (OH) 
2 vitamin D3 receptors and actions in vascular smooth muscle cellsIn vitro. 
Calcified Tissue International 1987;41(2):112-4.



329ASSOCIATION BETWEEN VITAMIN D LEVELS AND CARDIOVASCULAR RISK FACTORS IN OBESE CHILDREN  
AND ADOLESCENTS

[Nutr Hosp 2017;34(2):323-329]

35. Sun X, Zemel MB. Calcium and 1, 25-Dihydroxyvitamin D3 Regulation of 
adipokine expression. Obesity 2007;15(2):340-8.

36. Chiu KC, Chu A, Go VLW, Saad MF. Hypovitaminosis D is associated with 
insulin resistance and β cell dysfunction. Am J Clin Nutr 2004;79(5): 
820-5.

37. Mathieu C, Gysemans C, Giulietti A, Bouillon R. Vitamin D and diabetes. Dia-
betologia 2005;48(7):1247-57.

38. Hyppönen E, Läärä E, Reunanen A, Järvelin M-R, Virtanen SM. Intake of 
vitamin D and risk of type 1 diabetes: a birth-cohort study. The Lancet 
2001;358(9292):1500-3.

39. Matsuda M, Shimomura I. Increased oxidative stress in obesity: implications 
for metabolic syndrome, diabetes, hypertension, dyslipidemia, atherosclero-
sis, and cancer. Obesity Research & Clinical Practice 2013;7(5):e330-e341.

40. Ohara Y, Peterson TE, Harrison DG. Hypercholesterolemia increases endothelial 
superoxide anion production. Journal of Clinical Investigation 1993;91(6):2546.


