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Abstract
Aim: In this study, our aim is to evaluate the insulin resistance and quality of life in obese subjects and nonobese subjects 
and to find out the Vitamin D (VD) status and correlations between obesity and control groups and also according to 
their quality of life scores.
Materials and Method: The study was carried out between May and October 2013 which is the period of VD synthesis 
in Turkey. The participants of this study were volunteering individuals – obese and nonobese individuals defined 
according to the body mass index (BMI) – that did not receive any VD support in the last 1‑year and did not have 
any known chronic diseases. 1,25‑OH VD status and homeostatic model assessment insulin resistance (HOMA‑IR) 
values were evaluated.
Results: The study population consisted of 39 individuals with normal weight (23 women, 16 men) and 66 individuals 
categorized as obese (51 women, 15 men). The difference in HOMA‑IR and VD values between the group of obese 
individuals and the group of nonobese individuals was significant (P < 0.001 vs. P <0.001). The median value of 
HOMA‑IR was higher in the obese group than in the nonobese group (P < 0.001) while the median value of VD was 
higher in the nonobese group than in the obese group (P < 0.001). The results regarding the relationship of BMI with 
HOMA‑IR and VD show that there was a positive correlation between HOMA‑IR and BMI (rs = 0.507; P < 0.001) and 
there was a negative correlation between HOMA‑IR and VD (rs = −0.316; P = 0.0001).
Conclusion: Given serious diseases associated with low serum VD levels such as diabetes and cardiovascular 
disorders as well as low side effect incidence and low cost of VD treatment, it would be a reasonable approach to 
identify routine serum 25(OH) D and/or 1,25‑OH VD levels of obese patients and administer a treatment to patients 
with low levels of VD.
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Introduction

Obesity is an important health issue which has a growing 
importance. According to the studies about the prevention 
of obesity, new strategies and new nutritional measures 
should be developed. Obesity is a multifactorial disease 
which was accepted as pandemic worldwide.[1]

The main role of Vitamin D (VD) is to maintain calcium and 
phosphorus homeostasis and promote bone mineralization. 
25‑OH VD is accepted as the main indicator of VD status, 
and 1,25‑OH VD is the active form of VD.[2] In relevant 
studies, VD deficiency was found to be associated with the 
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development of insulin resistance, obesity and also type 2 
diabetes mellitus (DM). Insulin secretion is affected by 
VD, and it was found that VD deficiency induces impaired 
secretion of insulin that causes glucose intolerance.[3‑6]

Insulin resistance plays a key role in the development 
of type 2 DM.[7,8] Obesity is accepted as one of the 
major risk factors of such chronic diseases.[7,8] As the 
association between insulin resistance and VD deficiency 
is controversial, according to some studies; VD deficiency 
was seen more common in obese subjects and the patients 
with type 2 DM.[7‑9]

There is also evidence suggesting that low serum 
concentrations of VD are associated with impaired glucose 
tolerance and DM.[1,10] In this study, our aim is to evaluate 
the insulin resistance in obese subjects and nonobese 
subjects and to find out the VD status and correlations 
between obesity and control groups.

In this study, our aim is to evaluate the insulin resistance 
and quality of life in obese subjects and nonobese subjects 
and to find out the VD status and correlations between 
obesity and control groups and also according to their 
quality of life scores.

Materials and Methods

The study was carried out between May and October, which 
is the period of VD synthesis in Turkey. The participants 
of this study were volunteering individuals – obese and 
nonobese individuals defined according to the body mass 
index (BMI) – that did not receive any VD support in the 
last 1‑year and did not have any known chronic diseases. 
The participants were administered short form‑36 (SF‑36) 
quality of life instrument, and then their height, weight, waist 
and hip sizes were measured to calculate BMI values (kg/m2) 
and waist‑to‑hip ratio. For each participant, the following 
fasting tests were performed: Thyroid function tests, 
parathormone, fasting blood glucose, insulin, 1,25‑OH VD, 
cortisol, creatinine, calcium, sodium, potassium, phosphorus 
and albumin. The individuals whose BMI value was 30 and 
over were defined as obese. Homeostatic model assessment 
insulin resistance (HOMA‑IR) value was calculated by 
HOMA‑IR = Fasting Glucose (mg/dL) × Fasting Insulin (uIU/
mL)/405, and the insulin resistance was accepted as positive 
for patients with HOMA score ≥ 2.5.[9] 1,25‑OH VD values 
were analyzed by high‑performance liquid chromatography 
technique in the department of pharmacology and toxicology 
laboratory of the Faculty of Medicine, Eskişehir Osmangazi 
University, and the values between 18 and 72 pg/ml were 
accepted as the reference range.

Continuous data were defined in the form of mean ± standard 
deviation. Categorical data were defined as percentages. The 

Shapiro–Wilk test was used to check whether the data were 
normally distributed. The Mann–Whitney U‑test was used 
to compare pair groups for continuous data that were not 
distributed normally. Chi‑square test was performed to 
analyze the cross tables. IBM SPSS Statistics 21.0 (SPSS 
Inc., Chicago, IL) was used for the analysis. P < 0.05 was 
taken as a criterion for statistical significance. Ethical 
approval was taken from Eskişehir Osmangazi University 
Faculty of Medicine Ethical Committee.

Results

The study population consisted of 39 individuals with normal 
weight (23 women, 16 men; average age: 32.87 ± 12.17 years) 
and 66 individuals categorized as obese (51 women, 15 men; 
average age: 41.47 ± 11.67 years). The participants did 
not have any other endocrinalor physical chronic disease. 
Parathormone and thyroid function tests were performed 
for the individuals included in both groups, and all 
participants’ test results were within the reference range. 
The average BMI value was 35.45 ± 5.07 in the group of 
obese participants and 23.9 ± 2.48 kg/m2 in the group of 
participants with normal weight.

Normality test was performed on 1,25‑OH VD and 
HOMA‑IR values, and it was found that they were not 
distributed normally. Thus, the Mann–Whitney U‑test 
was used to evaluate the difference between the groups. 
The difference in HOMA‑IR between the group of obese 
individuals and the group of nonobese individuals was 
significant (P < 0.001) and 1,25‑OH VD values between 
the group of obese individuals and the group of nonobese 
individuals was significant (P < 0.001).

The median value of HOMA‑IR was higher in the obese 
group than in the nonobese group (P < 0.001) while the 
median value of 1,25‑OH VD was higher in the nonobese 
group than in the obese group (P < 0.001) [Table 1]. 
The results regarding the relationship of BMI with 
HOMA‑IR and 1,25‑OH VD show that there was a positive 
correlation between HOMA‑IR and BMI (rs = 0.507; 
P < 0.001) and a negative correlation between 1,25‑OH 
VD and BMI (r s = −0.316; P = 0.0001). Insulin 
resistance rates according to their HOMA‑IR values 
were found as 62.1% in the obese group and 20.1% in the 
control group, and such difference was found statistically 
significant (P < 0.001). The risk of insulin resistance in 
obese individuals was calculated, and it was found that 
the risk of insulin resistance was found more common in 
obese individuals than in nonobese individuals with an 
odd’s ratio of 6.36. In patients that were detected to have 
insulin resistance according to their HOMA‑IR value, there 
was no significant difference with regard to the level of 
VD deficiency (values lower than 18 pg/ml). In the group 
of obese patients, the rate (19.7% vs. 2.6%) of 1,25‑OH 
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VD deficiency was significantly higher (P = 0.020, 
χ2 = 8.207) in comparison with the normal subjects. 
The results regarding the relationship of waist‑to‑hip ratio 
with HOMA‑IR and 1,25‑OH VD show that there was a 
positive correlation between HOMA‑IR and waist‑to‑hip 
ratio (rs = 0.277; P = 0.004) and no correlation was found 
between 1,25‑OH VD and waist‑to‑hip ratio.

Short form‑36 instrument results reveal that there was 
a significant difference with regard to physical function, 
general health condition and energy scores in obese people 
compared to nonobese people (P values were respectively 
P < 0.001, P < 0.001, P = 0.003). There was no significant 
difference with regard to the other scores. The statistical 
data related to significant results of our study are provided 
in Table 1.

Discussion

Research has shown that obesity is a risk factor for VD 
deficiency.[11,12] This is supported by our findings that the 
mean of 1,25‑OH VD was significantly lower in the obese 
group It is considered that this is because VD is subject 
to sequestration in the fatty tissue in obese individuals, 
as a result of which bioavailability is lower. VD deficiency 
causes muscle pains and reduces bone mineralization, causes 
muscle weakness and impairs neuromuscular coordination, 
which increases the tendency to fall and risk of fractures 
and hence impairs quality of life.[1,10,11]

Researches have also revealed that VD deficiency is 
associated with diabetes and glucose intolerance.[10,11,13] VD 
plays a significant role in insulin sensitivity and beta‑cell 
function which are effective in the pathogenesis of insulin 
resistance and type 2 diabetes. 1,25‑dihydroxy VD was 
accepted to have an important role in glucose homeostasis 
via different mechanisms. 1,25‑dihydroxy VD improves 
insulin sensitivity of the target cells (liver, skeletal muscle, 
and adipose tissue) and enhances and improves β‑cell 
function.

It is shown that the level of VD is low particularly in the 
early phase of type 1 diabetes.[13] VD (400 − 1000 U/day) 
and calcium (600 − 1200 mg/day) support is considered 
to play an important role in the prevention of type 2 DM, 

especially in groups at risk of developing type 2 DM and 
glucose intolerance.[14]

It is also reported that low VD is associated with pancreatic 
cell dysfunction.[3,4,6] Furthermore, VD deficiency is reported 
to be associated with increased cardiovascular diseases in 
both healthy population and patients of type 2 diabetes.[15‑17] 
Moreover, it is shown that, independent of all conventional 
risk factors; severe VD deficiency in type 2 diabetes patients 
is associated with increased mortality particularly due to 
cardiovascular causes.[4,7,9,18]

As it is the case in many countries, obesity has been 
increasing in Turkey. The prevalence of obesity was 
reported between 22% and 32% in the studies conducted 
in Turkey.[18,19] Large‑scale epidemiological studies have 
revealed that obesity constitutes a major risk factor 
for chronic disorders such as coronary artery diseases, 
type 2 diabetes, hypertension, musculoskeletal diseases 
and cancer.[1,10,20] Research has also shown that obesity 
remarkably deteriorates individuals’ quality of life.[20‑22] 
In the present study, SF‑36 instrument results provided 
significantly lower scores of physical function, general health 
condition and energy in obese individuals compared to 
those with normal weight. The life quality of obese people 
is impaired given that they suffer from decrease in physical 
capacity, pain, problems in interpersonal relations, decrease 
in self‑esteem, depression, social labeling, difficulty of finding 
a job and refusal in school and work environments.[20‑24]

In this study, where we intended to reveal the association 
of obesity with 1,25‑OH VD levels and insulin resistance 
according to our results; when the level of 1,25‑OH VD 
declines, the level of HOMA‑IR increases and there 
arises the tendency to insulin resistance. Furthermore, the 
average 1,25‑OH VD value is lower in obese people than 
in nonobese people.

In our findings; physical function, general health condition 
and energy scores were found to be significantly lower 
in obese subjects. In obese subjects; a decline in quality 
of life was expected. There can be significant declines 
in functioning and distress levels (specifically in scores 
on the bodily pain, general health perception, vitality, 
physical functioning. In our subjects, as consistent with the 

Table 1: The statistical data related to significant results of our study change this title
Obese Control P

Mean±SD Median (Q1-Q3) Mean±SD Median (Q1-Q3)
HOMA‑IR values 3.7458±2.249022 2.78 (2.08‑4.73) 1.8829±0.94101 1.79 (1.20‑2.40) <0.001

1,25‑OH VD 28.3521±14.74365 25.96 (18.95‑39.00) 40.5803±19.31109 36.00 (30.20‑44.30) <0.001

Physical function 24.0455±4.32677 25.00 (21.22‑27.25) 27.4359±3.16057 28.00 (26.00‑30.00) <0.001

General health condition 15.2030±4.43906 15.00 (12.00‑18.40) 18.9538±3.38183 19.40 (16.40‑21.40) <0.001

Energy scores 13.8788±5.93170 12.00 (10.00‑17.25) 16.4103±4.17207 17.00 (14.00‑20.00) 0.003
HOMA‑IR=Homeostatic model assessment insulin resistance; SD=Standard deviation
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literature, obese subjects have significantly lower quality of 
life scores.[20‑22]

The data obtained in our study are consistent with research 
findings suggesting that increased BMI results in decrease 
in the level of 1,25‑OH VD, and support the hypothesis 
that particularly obese individuals are under the risk of 
1,25‑OH VD deficiency. It is considered that low levels 
of 1,25‑OH VD and 25‑OH VD in obese individuals are 
associated with more than one factor, including less exposure 
to sunlight because of reduced movement resulting from 
increased weight and sequestration of 25‑OH VD in adipose 
tissue.[12,25‑27] Research has shown that low level of 1,25‑OH 
VD and deficiency of 25‑OH VD in adults constitute a risk 
factor for diabetes, cardiovascular diseases and certain types 
of cancer along with osteoporosis.[28] This is of particular 
importance for obese patients because the abovementioned 
disorders are associated with obesity independently of VD 
levels.[28‑32] Low levels of 25‑OH VD and 1,25‑OH VD 
increase the risk in this group of patients.

Conclusion

1,25‑OH VD levels are negatively correlated with BMI and 
positively correlated with HOMA‑IR, and VD deficiency 
is commonly seen in obese individuals. Given serious 
diseases associated with low serum 25‑OH VD levels such 
as diabetes and cardiovascular disorders and low cost of VD 
treatment, it would be a reasonable approach to identify 
routine serum 25‑OH VD and/or 1,25‑OH VD levels of 
obese patients and administer a treatment to patients with 
low levels of VD.

References

1. Song Q, Sergeev IN. Calcium and vitamin D in obesity. Nutr Res Rev 
2012;25:130‑41.

2. Kilic DC, Tamer G, Arik S, Oguz A. Metabolic syndrome is more common in 
patients with 25 hydroxy vitamin D levels less than 10 ng/ml. Open Access 
Sci Rep 2012;1:437.

3. Mathieu C, Gysemans C, Giulietti A, Bouillon R. Vitamin D and diabetes. 
Diabetologia 2005;48:1247‑57.

4.	 Norman	AW,	Frankel	JB,	Heldt	AM,	Grodsky	GM.	Vitamin	D	deficiency	inhibits	
pancreatic secretion of insulin. Science 1980;209:823‑5.

5. Chertow BS, Sivitz WI, Baranetsky NG, Clark SA, Waite A, Deluca HF. Cellular 
mechanisms	of	insulin	release:	The	effects	of	vitamin	D	deficiency	and	repletion	
on rat insulin secretion. Endocrinology 1983;113:1511‑8.

6. Cade C, Norman AW. Vitamin D3 improves impaired glucose tolerance and insulin 
secretion	in	the	vitamin	D‑deficient	rat	in vivo. Endocrinology 1986;119:84‑90.

7. Savage DB, Petersen KF, Shulman GI. Disordered lipid metabolism and the 
pathogenesis of insulin resistance. Physiol Rev 2007;87:507‑20.

8. Cefalu WT. Insulin resistance: Cellular and clinical concepts. Exp Biol 
Med (Maywood) 2001;226:13‑26.

9. Kaviani M, Abdollahian M, Almasi V, Amini M, Yamini AA. Effects of vitamin 
D on insulin resistance in nursing home residents: An interventional study. 
Endokrynol Pol 2012;63:191‑5.

10.	 Tamer	G,	Mesci	B,	Tamer	I,	Kilic	D,	Arik	S.	Is	vitamin	D	deficiency	an	independent	
risk factor for obesity and abdominal obesity in women? Endokrynol Pol 
2012;63:196‑201.

11.	 Holick	MF,	Chen	TC.	Vitamin	D	deficiency:	A	worldwide	problem	with	health	

consequences. Am J Clin Nutr 2008;87:1080S‑6S.
12. Wortsman J, Matsuoka LY, Chen TC, Lu Z, Holick MF. Decreased bioavailability 

of vitamin D in obesity. Am J Clin Nutr 2000;72:690‑3.
13. Sung CC, Liao MT, Lu KC, Wu CC. Role of vitamin D in insulin resistance. 

J Biomed Biotechnol 2012;2012:634195.
14. Özkan B, Döneray H. The non‑skeletal effects of vitamin D. Turkish Pediatric 

Journal 2011;54:99‑119.
15.	 Kendrick	J,	Targher	G,	Smits	G,	Chonchol	M	25‑Hydroxyvitamin	D	deficiency	

is independently associated with cardiovascular disease in the Third National 
Health and Nutrition Examination Survey. Atherosclerosis 2009;205:255‑60.

16. Cigolini M, Iagulli MP, Miconi V, Galiotto M, Lombardi S, Targher G. Serum 
25‑hydroxyvitamin D3 concentrations and prevalence of cardiovascular disease 
among type 2 diabetic patients. Diabetes Care 2006;29:722‑4.

17. Targher G, Bertolini L, Padovani R, Zenari L, Scala L, Cigolini M, et al. Serum 
25‑hydroxyvitamin D3 concentrations and carotid artery intima‑media 
thickness among type 2 diabetic patients. Clin Endocrinol (Oxf) 
2006;65:593‑7.

18.	 Altınova	AE,	Aktürk	M,	Törüner	F,	Kaya	M,	Bukan	N,	Yetkin İ, et al. The prevalence 
of	vitamin	D	defi	ciencyand	its	relationship	with	CRP,	fi	brinogen,	glycemic	
control and insulin resistance in patients with type 2 diabetes mellitus. Gazi 
Med J 2010;21:117‑20.

19.	 Satman	I,	Yilmaz	T,	Sengül	A,	Salman	S,	Salman	F,	Uygur	S,	et al. Population‑based 
study of diabetes and risk characteristics in Turkey: Results of the turkish 
diabetes	epidemiology	study	(TURDEP).	Diabetes	Care	2002;25:1551‑6.

20. Niero M, Martin M, Finger T, Lucas R, Mear I, Wild D, et al. A new approach 
to	multicultural	item	generation	in	the	development	of	two	obesity‑specific	
measures: The Obesity and Weight Loss Quality of Life (OWLQOL) 
questionnaire and the Weight‑Related Symptom Measure (WRSM). Clin Ther 
2002;24:690‑700.

21. Fontaine KR, Barofsky I. Obesity and health‑related quality of life. Obes Rev 
2001;2:173‑82.

22. de Zwaan M, Petersen I, Kaerber M, Burgmer R, Nolting B, Legenbauer T, et al. 
Obesity and quality of life: A controlled study of normal‑weight and obese 
individuals. Psychosomatics 2009;50:474‑82.

23.	 Gündüzoğlu NÇ, Fadiloğlu Ç, Yilmaz C. The examination of validity and 
reliability	for	obese	individuals	specific	quality	of	life	scale.	Anadolu	J	Psychiatry	
2014;15:63‑8.

24. Konradsen S, Ag H, Lindberg F, Hexeberg S, Jorde R. Serum 1,25‑dihydroxy 
vitamin D is inversely associated with body mass index. Eur J Nutr 
2008;47:87‑91.

25. Blum M, Dolnikowski G, Seyoum E, Harris SS, Booth SL, Peterson J, et al. 
Vitamin D (3) in fat tissue. Endocrine 2008;33:90‑4.

26.	 Liel	Y,	Ulmer	E,	Shary	J,	Hollis	BW,	Bell	NH.	Low	circulating	vitamin	D	in	obesity.	
Calcif Tissue Int 1988;43:199‑201.

27.	 Parikh	SJ,	Edelman	M,	Uwaifo	GI,	Freedman	RJ,	Semega‑Janneh	M,	Reynolds	J,	
et al. The relationship between obesity and serum 1,25‑dihydroxy 
vitamin D concentrations in healthy adults. J Clin Endocrinol Metab 
2004;89:1196‑9.

28. Bell NH, Shaw S, Turner RT. Evidence that 1,25‑dihydroxyvitamin D3 
inhibits the hepatic production of 25‑hydroxyvitamin D in man. J Clin Invest 
1984;74:1540‑4.

29. Ascaso JF. Abdominal obesity, insulin resistance and metabolic and vascular 
risk. Med Clin (Barc) 2008;131:380‑1.

30. Holick MF. Sunlight and vitamin D for bone health and prevention of 
autoimmune diseases, cancers, and cardiovascular disease. Am J Clin Nutr 
2004;80:1678S‑88.

31.	 Aypak	C,	Yıkılkan	H,	Dicle	M,	Önder	Ö,	Görpelioğlu S. The relationship of 
Vitamin D status with body mass index among obese adults. Med Bull Haseki 
2013;51:95‑8.

32.	 Kara	IH,	Baltacı	D,	Sayın	S,	Yılmaz	A,	Çeler	A,	Karaçam	MS,	et al. Investigation of 
hematological and biochemical parameters in obese women in reproductive 
age. Konuralp Med J 2012;4:1‑7.

How to cite this article: Bilge U, Ünalacak M, Ünlüoglu I, Ipek M, çeler 
Ö, Akalin A. Relationship between 1,25‑dihydroxy Vitamin D levels and 
homeostatic model assessment insulin resistance values in obese subjects. 
Niger J Clin Pract 2015;18:377‑80.
Source of Support: Nil, Conflict of Interest: None declared.


