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Abstract 

Background: Eating disorders (EDs) are a group of conditions with an unknown etiology, which is 

why a comprehensive therapy program is not yet available. The high prevalence and mortality rates 

underline the interest and necessity of studying this disorder. Recently, accumulating data suggests 

potential options for hormonal therapy, both conducted on animals and humans. The aim of the 

study: The exploration of potential hormonal therapy for the treatment of EDs, analysis and synthesis 

of current approaches to treating hormonal and psychophysiological disturbances in EDs, as well as 

a review of research conducted on model objects. Materials and methods: In this study a compre-

hensive literature review to gather relevant articles and research papers was conducted. Various bib-

liographic databases, including Google Scholar, Web of Science, Scopus and etc. were utilized. The 

search was performed using a combination of key words related to the topic of EDs: eating disorders, 

hormonal disturbances in EDs, model organisms for studying EDs, and specific queries related to 

hormones, receptors, and animal models. Results: Current study presents the main hormonal disturb-

ances involved in the development and maintenance of EDs. Various animal models of EDs are pre-

sented, along with the use of agonists of key hormones in animal subjects. Additionally, investiga-

tions of the medications relamorelin and metreleptin in humans were also included. Conclusion: The 

effectiveness of hormonal therapy in humans indicates significant improvement in overall condition 

within relatively short periods. However, such studies are conducted on insufficient sample sizes for 

representativeness and require comprehensive double-blind placebo-controlled trials to confirm the 

efficacy and safety of this therapy. 
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Introduction. The problem of nervous 

anorexia has become increasingly relevant in 

recent years due to the rise in the number of 

cases among children and adolescents, as well 

as the insufficient effectiveness of treatment 

measures. Eating disorders (EDs) are spread-

ing due to the higher socioeconomic status 

across all layers of the population in developed 

and developing countries. Available epidemio-

logical data indicate a low likelihood of full re-

covery in EDs, as individuals with this disorder 

continue to hold distorted perceptions of their 

own body, experience disordered eating pat-

terns, and exhibit associated psychological and 

psychiatric problems. For example, body dys-

morphic disorder, dysthymia, dependence on 

drugs used in psychopharmacotherapy such as 

neuroleptics, tranquilizers, and antidepres-

sants. It is also worth considering that EDs can 

be components of other mental disorders. In 

the EU countries, approximately 1 trillion eu-

ros are spent annually on the treatment of EDs 

[1]. The estimated prevalence of EDs among 

school children is 13%, with girls being 10 

times more likely to be affected than boys. The 

average age of onset for these disorders is 12.5 

years [2] In conjunction with the high percent-

age of fatalities, this trend underscores the 

need to establish the pathogenesis and nosol-

ogy of this disorder. Interest among research-

ers from various fields in EDs is increasing 

each year. However, specific biological and 

psychological causes for the onset and devel-

opment of this disorder have not yet been es-

tablished, and as a result, comprehensive reha-

bilitation programs are lacking. Approxi-

mately 46% of patients with anorexia nervosa 

are capable of achieving full recovery, around 

one-third experience partial recovery, and ap-

proximately 20% progress to a chronic form 

with persistent cycles of remission and relapse 

[3]. The outlook for treating anorexia nervosa 

relies on the timely identification of the disor-

der and its related complications, the appropri-

ate decisions made by healthcare profession-

als, and the patient's willingness to engage in 

therapy and actively pursue recovery. Moreo-

ver, data suggests that the duration of anorexia 

nervosa directly correlates with an increased 

risk of patient mortality [4]. Generally, death 

occurs as a result of comorbidities or suicide. 

It is also important to understand that EDs are 

not isolated conditions; for certain diseases, the 

likelihood of developing an ED increases, such 

as in type 1 diabetes where EDs are more prev-

alent [5].  

The aim of the study. The exploration 

of potential hormonal therapy for the treatment 

of EDs, analysis and synthesis of current ap-

proaches to treating hormonal and psycho-

physiological disturbances in EDs, as well as a 

review of research conducted on model ob-

jects.  

Materials and methods. The study used 

and analyzed a total of 54 articles, including  

3 Russian-language and 51 English-language 

publications. The selection of literature 

sources was conducted using the bibliographic 

databases, such as Google Scholar, Web of 

Science, Scopus, DBLP, Medline, PubMed, 

Elibrary, ResearchGate and etc. by combina-

tion of key words. The keywords included: eat-

ing disorders, hormonal disturbances in EDs, 

model organisms for studying EDs, and spe-

cific queries related to hormones, receptors, 

and animal models. The study considered 

works conducted solely in the fields of physi-

ology or psychiatry, as well as those carried out 

with an interdisciplinary approach, which held 

the greatest interest. This review encompasses 

physiological, biochemical, psychiatric, and 

psychological indicators of the effectiveness of 

ED therapy methods. It also includes a synthe-

sis of anorexia nervosa models in experimental 

subjects and provides a brief characterization 

of their advantages and limitations. 

Regulatory peptides in the pathogene-

sis of anorexia nervosa. While investigating 

the secretion patterns of ghrelin, leptin, and 

neuropeptide Y, substantial evidence was dis-

covered, supporting the existence of feedback 

mechanisms that play a crucial role in regulat-

ing eating behavior. There is a hypothesis sug-

gesting that the concentration of leptin in the 

bloodstream is not only responsible for regu-

lating daily energy intake but also plays a role 

in the circadian rhythms of ghrelin and neuro-

peptide Y secretion [6]. Other hormones, such 

as amylin, brain-derived neurotrophic factor, 

and others, are also involved in the regulation 
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of eating behavior. These hormones have an 

impact on maintaining EDs and contribute to 

the development of various psychological dis-

turbances, which will be discussed further. 

Ghrelin. Ghrelin, a 28-amino acid pep-

tide, functions as the natural ligand for the 

growth hormone secretagogue receptor-1a, 

which, in turn, stimulates the secretion of 

growth hormone [7]. Ghrelin plays an im-

portant role in several physiological processes, 

including increasing appetite by stimulating 

the production of orexigenic neurons such as 

neuropeptide Y and agouti-related protein 

(AgRP). Furthermore, studies have revealed 

that individuals suffering from anorexia ner-

vosa exhibit notably elevated levels of ghrelin 

in their plasma compared to those without the 

disorder [8, 9]. However, the effects of ghrelin 

go beyond appetite control and food intake; 

they also include modulation of reward-related 

behavior through the mesocorticolimbic dopa-

minergic system [10]. Patients with anorexia 

nervosa exhibit altered reward processing, in-

cluding abnormal brain responses to food. 

Moreover, it has been shown that changes in 

leptin and ghrelin occurring during the acute 

phase of anorexia nervosa may sustain aberrant 

behavior [11]. Additionally, it has been found 

that patients with anorexia have significantly 

higher levels of ghrelin in their plasma com-

pared to patients without anorexia. However, 

despite the elevated ghrelin levels, patients are 

unable to increase their food intake. Clinical 

trials involving ghrelin and ghrelin agonists 

have demonstrated encouraging outcomes in 

enhancing appetite, increasing food intake, 

promoting lean body mass, and improving the 

overall quality of life in patients affected by 

cancer cachexia [12]. However, in two recent 

substantial randomized double-blind phase III 

trials, significant effects on physical function-

ing and survival were not demonstrated [13].  

The impact of ghrelin on appetite regulation 

has been associated with active ghrelin, alt-

hough the primary form of ghrelin found in the 

bloodstream is des-acyl ghrelin. In a study con-

ducted by Garcia et al. [14], it was observed 

that subjects experiencing cancer-induced ca-

chexia displayed notably higher levels of ac-

tive ghrelin and a higher ratio of active ghrelin 

to total ghrelin compared to both cancer pa-

tients without cachexia and a control group un-

related to cancer. However, there is increasing 

evidence that des-acyl ghrelin (DAG) in is also 

closely associated with food intake and gastro-

intestinal motility. Specifically, patients with 

anorexia nervosa have higher levels of ghrelin 

in their plasma [15]. It is essential to 

acknowledge that the absolute concentrations 

of ghrelin detected in plasma can vary depend-

ing on the analytical method employed. There-

fore, caution must be exercised when compar-

ing absolute values obtained in a study with 

previously reported literature data on ghrelin 

levels, using different methods. In the case of 

anorexia nervosa, data may vary due to small 

sample sizes. In an analytical review, it was 

shown that exogenous ghrelin or ghrelin recep-

tor agonists may improve the course of ano-

rexia nervosa by stimulating appetite and re-

ducing gastric discomfort, leading to increased 

energy intake and body weight. However, 

since these findings were obtained from small 

pilot studies, these effects need to be con-

firmed or refuted in larger clinical studies [16]. 

The inability of anorexia nervosa patients to re-

spond to increased ghrelin levels may be re-

lated to decreased expression, sensitivity, or 

function of the ghrelin receptor GHS-R1. 

However, the exact cause of disrupted ghrelin 

signaling in anorexia nervosa has not been elu-

cidated to date. Thus, several studies have pro-

vided data suggesting that elevated ghrelin lev-

els in the acute phase of anorexia nervosa may 

be an ineffective compensatory mechanism 

during chronic starvation. However, recent re-

search on underweight anorexia nervosa pa-

tients has shown that certain ghrelin agonists 

(e.g., relamorelin) can help restore ghrelin sen-

sitivity, increase hunger sensation, and lead to 

weight gain after a short treatment period [17]. 

Currently, relamorelin is actively being devel-

oped in phase I and II clinical trials for the 

treatment of diabetic gastroparesis [18]. Over 

the past years, accumulating data indicating the 

development of gastroparesis in patients who 

have been taking opioid medications for an ex-

tended period [19]. Therefore, research on rel-

amorelin as a potential therapy for anorexia 



 
Обзор 

Review 

 

  

Научные результаты биомедицинских исследований. 2024;10(4):578-588 
Research Results in Biomedicine. 2024:10(4):578-588 

581 

 

 

nervosa not only contributes to the develop-

ment of new treatment methods for anorexia 

nervosa but also opens up possibilities for po-

tential combination therapy in opioid therapy 

programs for agitation. 

Leptin. Leptin is a peptide hormone pri-

marily synthesized by white and brown adi-

pose tissue cells. It is important to note that lep-

tin concentration positively correlates with the 

amount of adipose tissue, thereby transmitting 

information to the brain about the level of fat 

stores in the body [20]. Leptin acts as an affer-

ent signal in a negative feedback loop that 

maintains homeostatic control of adipose tis-

sue mass and links changes in energy stores to 

a set of adaptive physiological responses. Lep-

tin receptors (LepR) have several isoforms in 

humans, but it is through the LepRb isoform 

that intracellular signaling occurs. Leptin reg-

ulates the activity of key neural populations in 

the arcuate nucleus of the hypothalamus, 

where it inhibits orexigenic neuropeptide Y 

(NPY)/agouti-related peptide (AGRP) neurons 

while simultaneously stimulating anorexigenic 

pro-opiomelanocortin (POMC) neurons [21]. 

The loss of adipose tissue in individuals with 

anorexia nervosa leads to a decrease in circu-

lating leptin levels derived from adipocytes. 

Subsequent hypoleptinemia represents a key 

endocrine feature of this ED and serves as a 

major signal for adaptation to starvation [22]. 

Amenorrhea, hematological changes, de-

pressed mood, cognitive rigidity, and repetitive 

thoughts about food are clinically significant 

examples of starvation-related symptoms that 

may be caused or exacerbated by hypolepti-

nemia [23]. There is evidence linking weight 

loss in individuals with EDs, including ano-

rexia nervosa, to the duration of the illness me-

diated by decreased leptin levels [24]. For ex-

ample, in a study by Keel [25], significant as-

sociations were found between more pro-

nounced weight suppression and lower leptin 

concentrations in a sample of 53 women with 

bulimia nervosa and purging disorder, indicat-

ing that leptin mediated the relationship be-

tween weight suppression and illness duration. 

Leptin tends to decrease the motivation for 

food seeking by modulating the activity of the 

mesolimbic dopamine system in response to 

food cues or odors. A large population of do-

paminergic neurons in the nucleus accumbens 

(NAc) is innervated by GABAergic neurons in 

the adjacent nucleus, which express LepRb re-

ceptors in the ventral tegmental area.  Leptin 

enhances the activity of these GABAergic neu-

rons, thereby inhibiting dopaminergic neurons 

in the adjacent nucleus. Additionally, in a 

study on transgenic mice [26], it was found that 

leptin inhibits neurons in the hypothalamus 

that express LepR and project to the ventral 

tegmental area (VTA). However, activation of 

LepR-expressing neurons in the lateral hypo-

thalamus increases motivation for food reward 

only when mice are in a positive energy bal-

ance state. In anorexia nervosa, hyperactivity 

is observed, which is also evident in animal 

models [27]. In relation to this, research studies 

are emerging with the aim of potential treat-

ment for EDs using metreleptin. Metreleptin is 

a recombinant analog of human leptin that is 

used for the treatment of metabolic disorders in 

congenital or acquired generalized lipodystro-

phy, as well as in patients with congenital lep-

tin deficiency. It has been shown to rapidly re-

duce hunger and induce significant weight loss 

over time, as well as normalize metabolic and 

hormonal functions. In a study by Milos et al. 

[28], involving three individuals with anorexia 

nervosa, the authors reported results indicating 

a decrease in repetitive thoughts about food, 

internal restlessness, and fear of weight in two 

patients. The manifestation of depression de-

creased in all patients, and no serious adverse 

events occurred. Furthermore, there is infor-

mation about a clinical case of a male adoles-

cent treated with metreleptin [29]. The authors 

noted that during the observation period, the 

target weight was achieved, mood did not 

worsen, and hyperactivity ceased. The findings 

of these studies are of interest for further re-

search on larger sample sizes. Hebebrand's 

work [23] provides a list of the most common 

side effects during treatment with metreleptin: 

development of antibodies to metreleptin, 

headache, nausea, hypoglycemia, weight loss 

and increased risk of infections. At the same 

time, attention is paid to the fact that the initi-

ation of treatment with metreleptin will be ac-
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companied by an increase in food consump-

tion, which complicates therapy in individuals 

with EDs. 

Amylin. Amylin is synthesized in the 

beta cells of the pancreas and in the lateral part 

of the hypothalamus, which is involved in met-

abolic control. The function of amylin is to 

serve as a satiety signal – chronic administra-

tion of amylin has been shown to reduce food 

intake and consequently decrease body weight 

[30]. The following brain structures are in-

volved in the effect of amylin on food intake: 

the area postrema and the nucleus of the soli-

tary tract [31]. Control of food intake is regu-

lated by two pathways – the hedonic pathway, 

which acts through the reward system, and the 

homeostatic pathway, which involves the hy-

pothalamus. Reward in the control of food be-

havior can be interpreted as the "desire" for 

specific foods, and this behavioral response is 

mediated by the modulation of the mesolimbic 

dopamine system – by altering dopamine syn-

thesis levels in the ventral tegmental area, 

whose neurons project to the nucleus accum-

bens. The study on a sample of women with 

bulimia nervosa and women with purging dis-

order, which involves behaviors such as self-

induced vomiting, suggests that individuals 

with bulimia nervosa experience reduced sa-

tiety after eating, potentially contributing to a 

propensity for consuming large amounts of 

food during binge eating episodes [32]. In con-

trast, purging disorder is characterized by ex-

cessive fullness and urges to vomit after con-

suming a normal amount of food [33]. Amanda 

et al.'s study [34] aimed to investigate the rela-

tionship between food intake and the release of 

insulin or amylin with changes in eating behav-

ior in individuals with bulimia nervosa or purg-

ing disorder. Participants were offered a meal 

(900 kcal), after which they completed ques-

tionnaires to provide subjective reports of hun-

ger, satiety, nausea, stomach pain, binge urges, 

and vomiting urges. Blood samples were also 

collected twice: before the meal and after it, for 

further analysis. After the test breakfast, vom-

iting urges increased and then gradually de-

creased. Insulin was significantly and posi-

tively associated with vomiting urges. How-

ever, no significant statistical differences were 

found between the group of 19 women with 

bulimia nervosa and the control group of 14 

women without EDs regarding the role of am-

ylin in the manifestation of purging behaviors. 

The authors of this study suggest that increased 

sensitivity to the effects of insulin on subjec-

tive experiences may be associated with de-

structive behaviors, while differences in the re-

lease of insulin and amylin may contribute to 

differences in the amount of food preceding 

purging in purging disorder compared to bu-

limia nervosa. Recently, abnormalities in cen-

tral and peripheral regulatory peptides have 

been a topic of discussion regarding the devel-

opment of anorexia nervosa [35]. These regu-

latory proteins play a vital role in monitoring 

food intake, primarily in the hypothalamus, 

where they influence the homeostatic control 

of feeding. Additionally, their receptors in the 

cortico-limbic system can also impact the con-

sumption of non-homeostatic food. Higher-or-

der brain structures associated with emotions, 

motivation, physical activity, and reward eval-

uation are also essential in regulating food in-

take and contribute to the etiology of anorexia 

nervosa. 

Brain-Derived Neurotrophic Factor 

(BDNF) and oxytocin. BDNF and oxytocin 

are neuropeptides with important roles in reg-

ulating various physiological processes, in-

cluding food intake and metabolism. These 

neuropeptides have also been linked to affec-

tive and cognitive symptoms in different psy-

chiatric disorders. In a study [36], researchers 

aimed to measure the serum levels of BDNF, 

its receptor (TrkB), and oxytocin in under-

weight patients with anorexia nervosa (AN) 

and after partial weight restoration. The find-

ings showed significant negative correlations 

between BDNF levels and the severity of EDs 

symptoms. However, there were no significant 

correlations observed between the levels of 

these neuropeptides and depressive or obses-

sive-compulsive symptoms in either under-

weight or partially weight-restored patients 

with anorexia nervosa. It was found that OXY 

levels in the serum of underweight anorexia 

nervosa patients increased the levels of BDNF 

did not return to normal even after partial 
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weight restoration, supporting previous hy-

potheses regarding its involvement in the de-

velopment of anorexia nervosa. This suggests 

that BDNF might be linked to abnormal eating 

behavior in individuals with anorexia nervosa. 

It is worth noting that the study in question in-

vestigated the roles of OXY, BDNF, and TrkB 

in adult patients with anorexia nervosa. How-

ever, it remains uncertain whether the mecha-

nisms involved in the regulation of food intake 

in developing adolescents are the same as those 

observed in adults. Nevertheless, studying 

groups of adolescents may provide insights 

into different regulatory mechanisms, includ-

ing neuroplastic changes resulting from pro-

longed illness duration. 

Animal models mimicking anorexia 

nervosa. The main mechanism and pathogen-

esis of anorexia nervosa are still not fully un-

derstood. Treatment options remain limited, 

primarily consisting of nutritional support, 

psychotherapy, and pharmacotherapy, with a 

high frequency of relapse. To better understand 

the underlying pathophysiology of anorexia 

nervosa and investigate potential treatment ap-

proaches, various animal models resembling 

the characteristics of anorexia nervosa have 

been created. These models offer valuable in-

sights into the condition and serve as valuable 

tools for further research. Researchers fre-

quently endeavor to create animal models of 

diseases as a means to comprehend the funda-

mental neurobiological mechanisms that un-

derlie these conditions, providing a conceptual 

understanding of the subject under investiga-

tion. Various animal models resembling ano-

rexia nervosa have been employed to better un-

derstand the underlying pathophysiology of 

EDs and to investigate potential treatment ap-

proaches [37]. The activity-based anorexia 

model is the most widely utilized animal 

model, with 75 studies employing it. In this 

model, young rodents are typically exposed to 

time-restricted access to food (limited hours 

per day) while having unrestricted access to a 

running wheel. Additionally, the "anxious" 

mouse model, among the genetically modified 

animal models, holds particular significance 

and is a subject of special interest in research 

[38]. Study using animal models has contrib-

uted significantly to understanding hunger and 

satiety mechanisms, physical activity and cog-

nition in a state of reduced body weight, and 

other mechanisms related to anorexia nervosa 

in humans. A systematic review of animal 

models for anorexia nervosa [38] examined 

various animal species. In these studies, eight-

een different animal models of anorexia ner-

vosa were utilized. For example, in the calorie 

restriction model, calorie restriction was used 

as a means to investigate the cognitive and be-

havioral effects of body weight loss in animals. 

In one study [39], caloric intake in mice was 

reduced to 60% and 40% of their original cal-

orie consumption. In another study, the mice's 

caloric intake was reduced to 40% of the food 

intake of control animals [40]. In other studies, 

a time-restricted access to food model was em-

ployed. Weight loss in mice was achieved by 

reducing the time of access to food to 2.5 hours 

per day [41] or gradually reducing it to 2 hours 

per day [42]. Many studies evaluating animal 

models of anorexia nervosa have assessed var-

ious parameters, including changes in body 

weight, food intake, physical activity, cessa-

tion of estrous cycle in female animals, behav-

ioral alterations, and metabolic and hormonal 

changes. 

Multiple animal models of anorexia ner-

vosa have been developed, representing differ-

ent approaches to defining the nosology of 

EDs. In the mentioned review, 18 different an-

imal models were identified and described. 

Among genetic animal models, the anxi-

ety/distress model is particularly intriguing. In 

this model, researchers have made fascinating 

discoveries regarding the impact of hunger/sa-

tiety regulatory peptides like neuropeptide Y 

and agouti-related peptide. One advantage of 

this model is that the animals have unrestricted 

access to food but still experience weight loss, 

effectively mimicking one of the symptoms of 

anorexia nervosa. However, a limitation of the 

model is that the animals display numerous 

other neurological changes along with reduced 

food intake, and they generally have a short 

survival time [38]. Consequently, numerous 

researchers have reached the conclusion that 
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the genetic expression profile and phenotype 

exhibited in these animal models bear a closer 

resemblance to cachexia syndromes observed 

in conditions like cancer or chronic diseases ra-

ther than anorexia nervosa [43]. The activity-

based anorexia (ABA) model is the most fre-

quently employed animal model for investigat-

ing anorexia nervosa. This model replicates 

several aspects of the disorder, such as body 

weight loss, heightened physical activity, ces-

sation of the estrous cycle in females, and 

changes in the hypothalamic-pituitary-adrenal 

axis [38].  However, two factors that have not 

been adequately represented in this model are 

genetic predisposition, which increases the risk 

of developing anorexia nervosa, and the psy-

chosocial factor, which plays a crucial role in 

patients with the disorder both at onset and 

throughout its development. In the ABA 

model, specific neurocognitive and behavioral 

changes have been observed, including anxi-

ety-like behavior, where estrogen reduction 

can further exacerbate anxiety [44]. Addition-

ally, individual rats' level of anxiety-like be-

havior can correlate with their physical activity 

during running. Neuroendocrine alterations 

observed in the ABA model encompass an up-

regulation of α4 GABA receptors in the hippo-

campus and amygdala [45, 46], as well as mod-

ifications leading to reduced cell proliferation 

in the hippocampus, as well as decreased astro-

cyte density and reduced volume of the cere-

bral cortex and amygdala [47]; all of which can 

be fully reversible upon refeeding [48]. Several 

studies have investigated the effects of various 

compounds on ABA, including chlorproma-

zine [49], fluoxetine [50], olanzapine [51], 

amisulpride, and cis-flupenthixol [52], which 

have been shown to reduce ABA symptoms, 

suggesting potential directions for future re-

search on pharmacological interventions in the 

treatment of anorexia nervosa. 

Results. The medication relamorelin has 

shown promise in restoring sensitivity to 

ghrelin and enhancing feelings of hunger, re-

sulting in weight gain after a short period of 

treatment. Metreleptin has also shown im-

provements in the somatic and psychological 

state of patients. The effects observed with 

these therapeutic approaches indicate signifi-

cant improvement in patients' condition within 

a short timeframe.  

Discussion. Patients with anorexia ner-

vosa experience a multitude of hormonal dis-

turbances that contribute to the maintenance of 

the disorder and future relapses. These hormo-

nal imbalances need to be considered when se-

lecting treatment approaches. Several studies 

have already explored the use of different med-

ications in animal models, most of which are 

neuroleptics such as fluoxetine, olanzapine, 

amisulpride, and cis-flupenthixol. These drugs 

have shown efficacy in treating and alleviating 

symptoms in animal models of EDs. However, 

it should be noted that findings from animal 

models may not directly translate to humans, 

as these models have certain assumptions and 

limitations that only approximate the sympto-

matology of anorexia nervosa. Nonetheless, 

this field holds great potential for development 

as the demand for anorexia nervosa therapy 

continues to rise each year and is expected to 

increase further. Currently, it is impossible to 

fully meet this demand due to the lack of a 

comprehensive therapeutic approach that in-

cludes both psychopharmacotherapy and psy-

chotherapy in sufficient quantity and quality. 

Additionally, there are studies investigating 

the use of hormone agonists in the treatment of 

anorexia nervosa. These studies have been 

conducted on a limited sample size, ranging 

from 1 to 3 individuals, and represent an explo-

ration of potential treatment methods. Poten-

tially, fundamentally new opportunities for the 

treatment of EDs can be achieved through the 

development of ghrelin antagonists. It is possi-

ble that the hopes placed on these antagonists 

will be justified. The existing knowledge about 

the effects of ghrelin provides insights into var-

ious aspects of metabolic and appetite regula-

tion. Considering the orexigenic effect of 

ghrelin, appetite agonists or antagonists could 

be utilized as novel therapeutic agents for EDs. 

As stated earlier, AN is characterized by vari-

ous hormonal imbalances, however, this aspect 

is well researched in women, but virtually un-

reported among men and other gender minori-

ties [53], since these groups are the least repre-

sented in the clinical picture of EDs. 
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 Resolving the complex genesis of EDs 

requires the collaboration of medicine and 

other specialists, particularly psychologists 

and psychotherapists, who work on addressing 

the causes that initiate and sustain disordered 

eating behaviors. 

Conclusion. In conclusion, this study 

aimed to investigate the potential of hormonal 

therapy in the treatment of EDs. The current 

strategies for managing hormonal and psycho-

physiological disruptions in EDs, as well as a 

review of research involving model organisms 

were combined and analyzed. The positive out-

comes of hormonal therapy in humans suggest 

substantial enhancements in overall well-being 

over a relatively short timeframe. 
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