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Abstract  
 

Although the stimulating effect of thyroid hormones on energy metabolism has been known for about a century, the 

relationship between thyroid function, weight control, and obesity is unclear. Objective: Our work aims to bring a focus 

on the association between obesity and thyroid pathology. Methods: A descriptive and retrospective study of all obese 

patients who had consulted or been hospitalized in the Department of Endocrinology, Diabetology and Nutrition at 

University Hospital Center Hassan II in Fez, over a period of 2 years from January 2016 to December 2018. All patients 

with a BMI ≥ 30 kg / m
2
 were included. The data were plotted on a table in the Excel 2010 program and analyzed using 

the SPSS 18 program. Results: 150 patients met our criteria, their mean age was 45.26+/-12.77 years with a female 

predominance (sex-ratio = 1/25). 10.66 % of our patients had dysthyroidism; among them hypothyroidism was 

individualized in 56.25% of cases. In this category, the serum TSH concentrations were positively correlated with BMI 

(p=0.011) and a significant weight loss was objectified after the start of hormonal treatment. While hyperthyroidism was 

present in 43.75% of our patients, 57.14% had morbid obesity and the response to weight gain after radical treatment 

(iratherapy or surgery) was minimal. Conclusion: Obese patients may develop thyroid dysfunction and even thyroid 

dysfunction may contribute to the gradual increase in body weight, resulting in overt obesity.  

Keywords: BMI, TSH, subclinical hypothyroidism, overt hypothyroidism, subclinical hyperthyroidism, overt 

hyperthyroidism. 
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INTRODUCTION 
Obesity is a complex health disorder; 

increasing dramatically worldwide over the last few 

decades [1] and can be accompanied by many severe 

health complications [2].  

 

Pathophysiologically, Obesity results from a 

positive energy balance, when dietary energy intake is 

greater than energy expenditure. This energy balance is 

regulated essentially by thyroid hormones. 

 

The prevalence of dysthyroidism in obese 

patients is rare and a few studies investigated the 

association between thyroid function and body weight. 

However, in recent years this combination becomes 

more and more focused. 

 

OBJECTIVE 
The aim of our work is to study the possible 

association between thyroid statue and the body mass 

index (BMI) in a population of obese patients. 

 

PATIENT AND METHOD 
This is a descriptive retrospective study with 

data coming from the analysis of medical records of 

obese patients who had consulted or been hospitalized 

in the Department of Endocrinology, Diabetology and 

Nutrition at University Hospital Center Hassan II in 

Fez, over 2 years period from January 2016 to 

December 2018. 
 

The study population consisted of any patient 

of both sexes, voluntary and having a BMI greater than 

or equal to 30 kg /m2; 
 

The analysis of the weight variations was done 

by the computation of BMI or the index of 

QUETELET, of the patients at the time of the discovery 

of the dysthyroidism and after getting euthyroidism. 
 

According to obesity BMI criteria 

recommended by the World Health organization 

(WHO) [3], our population was divided into three 

groups:  

 Class I with moderate obesity: BMI between 30.0-

34.9 kg / m
2
;  
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 Class II with severe obesity: BMI between 35 -39.9 

kg / m
2
 ;  

 Class III with morbid obesity: BMI ≥ 40.0 kg / m
2
 

 

We have excluded all patients with a BMI less 

than 30 kg / m², medical records with missing data and 

patients having thyroid dysfunction prior to enrollment. 

 

A study sheet was used to exploit the following data 

General information and medical history: Age, 

sex, smoking, thyroid neoplasia, environmental factors, 

iodine intake. 

 

Physical examination: anthropometric 

measurements (body weight, height, body mass index 

(BMI) and waist circumference), bioelectrical 

impedance analysis, clinical features of dysthyroid, 

cervical examination and general examination; 

 

Biochemical parameters: TSH, fT3, fT4, Anti-

TPO AB / anti RTHS AB, cervical echography, 

assessment of obesity complications including 

metabolic balance, phosphocalcic balance, nutritional 

and vitamin balance, transthoracic ultrasound, 

abdominal ultrasound. 

 

The data were plotted on a table in the Excel 

2010 program and analyzed using the SPSS 18 program 

(Statistical Package for the Social Sciences); categorical 

variables were presented as numbers (percentages) and 

continuous variables were expressed as means. 

 

RESULTS 
General population 

 We collected 150 patients with a mean age of 

45.26+/-12.77 years (age range 20 to 72 years), 

with a female predominance (sex-ratio = 1/25). 

 No cases of thyroid neoplasia or smoking has been 

reported, 

 The mean serum TSH concentration was 2.03 ± 

2.71 µUI/ml ; 24.16% of patients had an impaired 

fasting glycemia (IFG) and 32% had dyslipidemia; 

 

Table-1: Baseline Characteristics of the Study Participants 

 No dysthyroidism hypothyroidism Hyperthyroidism 

Sex ratio(F/M)  1/22 1/9 1/7 

BMI(kg/m2) Grade I 24.3% 20% 42.8% 

 Grade II 21.3% 20% 15.01% 

Grade III 54.4% 60% 41.8% 

Waist size(cm)  118;5± 13.3 130± 10,2 125+/-8.7 

TSH serum levels   

(0,35-4,98µIU/ml)  

 

 

1.49 ± 0.82 11.9 ± 3.05 0.121 +/-0.14 

 

 

 

Metabolic assessment 

IFG 14.92% 28.5% 33.33% 

AST (0 - 35 UI/L): 

ALT (0 - 35 UI/L): 

18.86± 7.10 

19.9± 8.07 

16.57± 0,97 

17.28± 2.16 

21.66± 8.8 

18.5± 7.34 

CT(<2g/l): 

LDLc  

HDLc(F>0,5g/ H>0,4): 

TG (<1,5g/l):  

1.80± 0.33 

1.15± 0.31 

0.41± 0.12 

1.38± 0.55 

2.08± 0.30 

1.25± 0.17 

0,45± 0.04 

1,66± 0.64 

1.73± 0.3 

0.97 ± 0.2 

0,50± 0,06 

1,20± 0.40 

Uric acid 

(20 - 70 mg/l): 

56.06± 14.4 52.25± 6.4 52.33± 9.9 

 

 

 

 

 

 

Nutritional and vitamin 

assessment 

Hemoglobin 

(g/dl): 

13.13± 1.26 13.17± 1.9 14.2± 0.48 

Serum iron 

(0.7-1.8 mg/l) 

064± 0.40 0.36± 0.20 0.57± 0.27 

Serum Ferritin 

(18 - 300 ng/mL) 

62.95± 40,74 33,42± 18,38 67.25± 15.87 

Serum calcium 

(88-105 mg/l):  

93.95± 4.60 91.37± 2.50 95.25± 5.31 

Phosphatemia 

(25-45mg/l): 

34.60± 76.68 35± 0.10 36± 0.18 

Vitamin D 

(>30ng/mll): 

14.75± 9.20 15.7± 5.4 18.42± 15.36 

Vitamin A 

(100 - 500 µg/l) 

167.16± 25 165.17± 27 160.15± 23 

Vitamin B1 

(15 - 45 nmol/L) 

113.6± 44,44 113.6± 34,03 103.6± 43.44 

Vitamin B9 

(4 - 22 nmol/L) 

11.45± 7.22 10.45± 9.29 14.45± 5.22 

Vitamin B12 

(150 - 750 pmol/L) 

268.60± 55.12 283.07± 50.12 245.67± 59.12 

BMI: body mass index ; IFG: impaired fasting glycemia; AST: aspartate aminotransferase ;ALT: alanine aminotransferas ; TG 

:Triglycerides; HDLc: HDL Cholesterol 
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Population with hypothyroidism 

 10.66% of our population had dysthyroidism with 

female predominance (sex ratio = 0.06)  

 Among those cases, 56.25% had hypothyroidism; 

the mean BMI was 42.5 ± 4,07 kg/m
2
 and the 

average waist circumference was 130±10cm,  

 The bioelectrical impedance analysis noted a 

weight gain at the expense of the body fat which 

the average was 41.9 ± 2.23 kg. 

 28.5% had an IFG and 22.2 % had dyslipidemia, 

the mean serum TSH concentration was 11.9 ± 

3.05µUI/ml, we noted a significant relationship 

between serum TSH levels and BMI (p=0.011), 

without correlation with age or sex. 

 25% of our patients had subclinical hypothyroidism 

and 75% had overt hypothyroidism; the causal 

etiology was Hashimoto's thyroiditis in 44.4 % of 

cases, the origin from a deficiency zone of iodine 

with goiter in 33.3% of cases. 

 The impact of thyroid hormone therapy on weight 

loss, in our patients with hypothyroidism, was 

significant with a mean weight loss of 4.8 kg at 3 

months of treatment and 6.4 kg at 6 months (Figure 

1), (Table 2); also in the bioelectrical impedance 

analysis we founded a significant decrease in the 

fat mass, while the fat-free mass remained in the 

norms. 

 

 
Fig-1: The Impact of Thyroid Hormone Therapy on Weight Loss 

 

Population with hyperthyroidism 

 Hyperthyroidism was individualized in 43.75% of 

cases, the average of BMI was 35.8± 8.70 kg/m
2
 

and the average of waist circumference was 

118.28± 23.09 cm; 

 The bioelectrical analysis noted a weight loss at the 

expense of the fat-free mass (FFM); 

 The average of TSH was 0.141 ± 0.147; 33.33% 

had an IFG and no cases of dyslipidemia were 

recorded,  

 43% of our patients had subclinical 

hyperthyroidism and 57% had overt 

hyperthyroidism; the etiology was a multinodular 

goiter in 71.42 % and a Grave’s disease in 28.5% 

of cases. 

 After radical treatment of toxic goiter, a modest 

weight loss was noted with an average of 0.5 kg at 

3 months and 1.7 kg after 6 months (Figure 2), 

(Table 2). 

 

 
Fig-2: The Impact of Thyroid Radical Therapy on Weight gain 

 

Table-2: Comparison of weight loss between general population and patients with thyroid dysfunction 

 Euthyroidism Hypothyroidism Hyperthyroidism 

03 months -5.2± 5 Kg -4.8± 2 Kg +0.5± 0.5 Kg 

06 months -7.7± 7 Kg -6.4± 4 Kg +1.7± 0.3 Kg 
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DISCUSSION 
A rising prevalence of obesity is reported 

throughout the world and remains an important public 

health problem [4,5]. At the same time, it is associated 

with endocrine system disorder especially 

dysthyroidism; this relationship can be explained by the 

regulatory role played by fT3 on the energy metabolism 

and thermogenesis like the metabolism of glucose, 

lipids and oxidation of fatty acids[6]. 

 

Two contrasting hypotheses had been proposed to 

explain this relationship: 

 Obese patients are more likely to develop 

autoimmune hypothyroidism, and even a mild 

thyroid insufficiency may contribute to the gradual 

increase in body weight. 

 Obese patients often have a high TSH level, which 

is not indicative of hypothyroidism [7]. 

 

Neither hypothesis alone is enough to explain 

this complex relationship; however the current available 

data points to an implication of these two mechanisms. 

Furthermore, another hypothesis linked the association 

between serum TSH and body weight to an elevation of 

leptin values [8, 9], this association was not treated in 

our study because of the unavailability of the dosage of 

the leptin in the laboratory of our hospital center. 

 

Evidence suggests that slight variations in 

thyroid function may be associated with obesity; 

although the prevalence of this association remains 

variable in different research studies (Table 3); that can 

be justified by the difference in race, degree of obesity, 

environmental factors and lifestyle of participants as 

well as the sample size.  

 

Table-3: Comparing Prevalence Estimates of Dysthyroidism 

 Our 

Study 

Reinehr. T 

et al. 

[10]
(
2008) 

Elizabeth. 

N et al. [11] 

(2012) 

Fierabracci. 

P et al. [12] 

(2011) 

Marina. A 

et al. 

[13](2006) 

Nicoleta. R 

and et al. 

[14] (2017) 

Biswas. K 

et al. 

[15](2017) 

hypothyroidism 6% 23% 4,6% 18.1% 11.8% 14.6% 37% 

hyperthyroidism 4,6% 20% 1,3% 0% 0.7% 1,2% 34.25% 

 

Our study assesses the prevalence of this 

association; the most common endocrine thyroid 

disease was hypothyroidism (6%), followed by 

hyperthyroidism (4.6%).  

 

In patients with hypothyroidism, we noted a 

significant relationship between serum TSH levels and 

BMI (p=0.011), 25% had subclinical hypothyroidism 

and 75% had overt hypothyroidism; the most common 

etiology was Hashimoto's thyroiditis in 44.4%, 

followed by iodine deficiency with goiter in 33.3% of 

cases. 

 

Some studies of the association between 

anthropometric measurements and serum TSH levels, 

reported conflicting results; Nevertheless, a meta-

analysis of 29 studies showed a positive association 

between serum TSH concentration and BMI or body 

weight [16,17] which confirms the results of our study. 

This association could be mediated by a direct action of 

TSH, in the stimulation of the differentiation of 

preadipocytes, thus inducing adipogenesis [18,19]. 

 

The prevalence of subclinical hypothyroidism 

was similar with that reported in the results of Moalla et 

al. [20] in a retrospective study about 57 patients obese; 

and those of Marina et al. [x] in her study about 144 

morbidly obese patients. 

 

The most common etiology in our study was 

Hashimoto's thyroiditis, which suggests a causal 

relationship between onset of dysthyroidism in obese 

patients and autoimmunity; only some studies had 

analyzed this subject [21, 22]. Rotondi [23] has 

conducted a study that compared the prevalence of 

subclinical hypothyroidism in morbidly obese patients 

and normal weight patients, by analyzing serum anti-

TPO AB levels; the results showed that thyroid 

autoimmunity was not a major cause of the high rate of 

subclinical hypothyroidism in morbidly obese patients, 

which leaves us doubt about this relationship. However, 

morbid obesity is associated with an increasement of 

TSH level that can be explained by the impaired control 

of free thyroid hormones and by the elevation of fT3 as 

an adaptive phenomenon to increase energy 

expenditure.  

 

Therapeutically; in the literature review, the 

effects of hormone therapy on body weight and body 

composition is contradictory [23, 24]. In our study, a 

significant weight loss, at the expense of the fat mass, 

was objectified (4.8 kg in 3 months which doubled after 

06 months of treatment). 

 

Inversely to hyporthyroidism; a few studies 

had been conducted in obese patients with 

hyperthyroidism (overt and subclinical) and a low 

prevalence had been reported. The mechanism of this 

association is poorly understood; however the effects of 

treatment on body weight gain had been approved by 

some authors and disapproved by others. In our 

findings, hyperthyroidism was noted in 4.6% of cases 

and the common etiology was multinodular goiter, a 

non-significant weight gain after treatment was noted, 

at the expense of lean body mass. Conversely to our 

results; other studies [25] found a significant weight 

gain, such as the results of Hoogwerf's study [26] about 

the body weight regulation after treatment of 87 
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patients in 96 months, which showed a recovery of 

100% of the lost weight after one year of treatment and 

of 102.5% after 08 years. 

 

This discrepancy between our results and those 

of other authors may be explained by the differences in 

dietary habits, the sample size, and the short duration of 

follow-up and to the involvement of other factors such 

as the transition to hypothyroidism before finding the 

appropriate thyroxine substitutive dose and the change 

of the food mode. 

 

CONCLUSION 
The association between BMI and 

dysthyroidism remains unclear; however clinicians 

must be particularly attentive to the possibility of this 

association.  

 

Another hypothesis supposes that the 

association between TSH serum and body weight could 

be due to an elevation of leptin, hence the interest of 

carrying out other supplementary research reversing or 

confirming this hypothesis. 
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