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Abstract: Obesity is the consequence of energy storage, 

as result of a disequilibrium between the energy intake 

and energy expenditure, which is developed gradually: 

overweight, moderate, severe and morbid obesity. The 

etiology of obesity is complex, causality factors are 

genetic and acquired: overeating, sedentary life, 

psychological and social factors, drugs and endocrine 

disorders. 

Keywords: obesity, etiology, pathogenesis 

Rezumat: Obezitatea este consecinţa unui cumul de 

energie, rezultat în urma unui dezechilibru dintre aportul 

şi consumul de energie, ce are loc în etape care includ: 

supraponderalitatea, obezitatea moderată, severă şi 

morbidă. Etiologia obezităţii este complexă: factorii 

cauzali sunt genetici şi câştigaţi: supraalimentaţia, 

sedentarismul, factorii psihologici şi sociali, anumite 

medicamente, afecţiuni endocrine asociate. 

Cuvinte cheie: obezitate, etiologie, patogenie 

 
INTRODUCTION 

Obesity is characterised by the excessive 

accumulation of the adipose weight, which takes place in 

stages that include overweight, obesity (moderate, severe 

or morbid). Weight excess, through the included 

comorbidities, is placed among the first signs of a disease, 

invalidity and premature morbidity. The most used 

indicators in the assessment of obesity is the body mass 

index (BMI), expressed by the relation between the 

weight in kg and the height in square metres.  

According to the BMI values, weight may be 

classified as follows:  

- Normal weight (BMI 18,5-24,9); 

- Overweight (BMI 25-29,9); 

- I degree obesity (BMI 30-34,9); 

- II degree obesity (BMI 35-39,9); 

- Morbid obesity (BMI>40). 

A body mass index higher than 28 is associated 

to an increased risk of comorbidities, such as the cerebral 

vascular accident, ischemic heart diseases or diabetes 

mellitus; it was proved that there is 3-4 times higher risk 

as against the general population. Obesity etiology is 

complex; the causal factors of obesity are genetic or 

acquired and most of the times, they are associated. 

Studies made on twins, adopted children, members of 

certain families, showed the role of the genetic factors in 

obesity occurrence. It was proved that 80% of the BMI 

variations are attributed to the genetic factors. It is 

appreciated that up to 30-40% of the factors, such as: 

distribution of the adipose tissue, physical activity, basal 

metabolism, alterations of energy consumption, certain 

aspects of food behaviour, food preferences, activity of 

the lipoprotein lipases, maximal synthesis of the 

glycerides stimulated by insulin and basal lipolysis are 

inherited. The inheritance of obesity with early debut is 

much higher than the obesity that starts at an adult age.  

A recent study identified frequent mutations at the level 

of the FTO gene; heterozygotes registered 30% higher 

risks of obesity, while homozygotes registered a risk of 

70%. Besides certain genetic syndromes, where obesity is 

present (Prader Willi syndrome, Bardet Biedel syndrome, 

Cohen syndrome), which are associated to other 

dysmorphic characteristics, obesity is probably 

determined in most of the cases, by the alterations of the 

interactions between the genetic factors and the 

environmental ones. 

 The main reason for the increase of obesity 

frequency in population is represented by the combination 

of an excessive intake of nutrients and a sedentary 

lifestyle, associated to the psychological and social 

factors.  

Certain physical and psychical affections, such 

as drugs (steroids, certain antipsychotics) may lead to 

obesity.  

The affections that raise the risk for obesity 

include some of the above-mentioned genetic symptoms, 

plus hypothyroidism, Cushing’s syndrome, growth 

hormone deficit, polycystic ovary syndrome.  

There is the question whether the endocrine 

changes occurred in obesity take place secondarily to 

obesity or, at least one of them is a factor that contributes 

to the maintenance and development of obesity.  

Obesity is a frequent characteristic of the 

polycystic ovary syndrome (PCOS); approximately 50% 

of the women with PCOS are obese. PCOS women are 

also insulin resistant and present an increased risk for 

developing glucose and diabetes mellitus tolerance 

alteration. In hypothyroidism, obesity is usually moderate. 

There is also the possibility that, obesity of another 

etiology might coexist with hypothyroidism. In 
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hypothyroidism, the increase of the body mass is mainly 

due to water and mucopolysaccharides retention.  

In Cushing’s syndrome, obesity is progressively 

installed; it is moderate and has facial, trunk and 

abdominal predominance.  

Pathogenically, obesity is the consequence of 

energy storage, as a result of a disequilibrium between the 

energy intake and energy expenditure.  

Regarding the regulation of the energetic 

equilibrium, a lot of factors intervene: insulin, 

cholecystokinin, other endocrine signs and peptides 

(glucocorticoids and glucagon that exercise their effects 

on the energetic intake, androgens, thyroid hormones and 

the growth hormone, which intervene in the energetic 

consumption), other intestinal peptides, such as gastrin 

releasing peptide, neuromedin B, enterostatin, amyline, 

leptin, leptin receptor, ghrelin, neuropeptide Y.  

Leptin and ghrelin are considered to have 

complementary effects on the appetite; ghrelin modulates 

the control of the appetite on short term, leptin is 

produced by the adipose tissue in order to signal the 

reserves stored in the organism and mediates the control 

of the long term appetite. 

Obesity is characterised through an increased 

level of the plasmatic insulin and resistance to insulin. 

Due to the fact that the serum level of leptin is increased 

in the obese patients in comparison with the normoweight 

patients, leptin resistance hypothesis was issued.  

 

PURPOSE OF THE STUDY 
Emphasizing the factors involved in obesity 

etiopathogeny.  

 

MATERIAL AND METHOD 

The factors involved in obesity etiopathogeny 

were studied on a group of patients selected aleatorily, out 

of those who come periodically to check ups. The subjects 

were the patients of C.I. Parhon Endocrinology Institute 

and suffered from obesity, hypothyroidism, PCOS, 

Cushing syndrome.  

The analysis was made on a total number of 96 

patients, aged between 20 and 69. Out of the total 

number, 88% were women and 12% were men.  

The investigated parameters were: the 

anthropometric indices, obesity heredo-collateral 

incidents, data regarding their lifestyle (food behaviour, 

alcohol consumption, physical exercises), the moment of 

obesity debut.  

The assessment was based on the clinical 

examination of the hormonal proofs (through FIA, RIA 

methods, chemiluminescence), computerized tomography, 

MRIEndocrine pathology consisted in hypothyroidism 

30%, Cushing syndrome 40%, PCOS 30%. 

 

RESULTS AND DISCUSSIONS  

Taking into account the entire group and based 

on the patients’ statements, the investigated parameters 

may be structured in the following way: 28% of the 

patients registered obesity heredo-collateral antecedents. 

The obesity occurred during childhood in 18% of the 

patients, after pregnancy in 12% of the patients, during 

post-menopause – 2%, at the same time with the 

endocrine affection - 40%, while 28% of the patients 

could not mention the moment when obesity occurred.  

According to the BMI value, the classification of 

patients was made as follows: overweight (52 %), obesity 

(48 %), morbid obesity (BMI > 40 kg / m 2) 4%. 

The physical activity they have declared in 

comparison with the other members of their families was 

reduced in 44% of the patients, the same as of the other 

members of the family in 48% of the patients and higher 

in 8%.  

By analysing the lifestyle from the food customs 

point of view, the food survey evidenced the following 

characteristics: 30% of the patients mentioned 3 daily 

meals, 40% said that they did not use to take breakfast 

and 2% mentioned more than 3 meals per day.  

From the point of view of food preferences, the 

food survey showed a moderate consumption of fat meat 

in 7% of the patients, sausages in 60%, cheese in 16%, 

concentrated sweets in 25%. Regarding the alcohol 

consumption, 2% of the patients confirmed the daily 

alcohol consumption, 5% reported a weekly consumption 

of alcohol and the rest of the patients – occasionally. An 

increased consumption of food associated to stress was 

mentioned in 20% of the patients. The assessment of the 

lifestyle showed the majority’s preference for an 

unhealthy food, rich in hypercaloric foods (fats, meat, 

sweets) and no regular meals.  

Family history of the investigated patients 

showed a quite increase prevalence of obesity (28%) in I 

degree relatives. 
 

CONCLUSIONS 

Obesity represents a major problem of public 

health, determined in most of the cases, by the association 

of the genetic component of the acquired factors, 

endocrine pathology and an unhealthy lifestyle.  

Genetic predisposition, familial characteristics of 

lifestyle and the risk factors acquired through the 

development of an endocrine and metabolic pathology 

draw the attention upon this problem, which must be 

integrated in a complex therapeutic education programme.  

Together with the clinical management of the 

endocrine pathology, the therapeutic education will be 

submitted to this one, and on long term, the control of the 

endocrine and metabolic-nutritional diseases may be 

accomplished through the collaboration between the 

primary, secondary and third medical assistance, for the 

improvement of the life quality and for the increase of life 

expectancy.  
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