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ABSTRACT 

Bulimia nervosa is a complex eating disorder that mainly affects young women and 

teenagers. It develops due to a combination of social, psychological, and biological 

factors. People with bulimia often have episodes of binge eating followed by efforts 

to prevent weight gain. Frequent vomiting and purging can lead to serious 

metabolic issues and changes in blood electrolyte levels. Repeated exposure to 

stomach acid can cause tooth decay, mouth sores, and digestive problems. Many 

cases are not diagnosed because people are often reluctant to seek help, which 

makes it difficult to determine how common the disorder is. Diagnosis relies on 

standard criteria from international systems such as the DSM-5 and ICD-10. This 

review covers what is currently known about bulimia nervosa, including how 

common it is, how it is diagnosed, treatment options, and related physical 

complications. Studies indicate that cognitive-behavioral therapy is still the most 

effective treatment. Sometimes, medications like selective serotonin reuptake 

inhibitors such as fluoxetine are also used. Early diagnosis and a team-based 

approach to treatment help reduce complications and improve long-term outcomes 

for people with bulimia nervosa. 
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1. INTRODUCTION 

Eating disorders are mental illnesses that are important in clinical practice because 

they often last a long time and cause many physical problems. Studies show that 

bulimia nervosa is a common psychiatric disorder among young women. It involves 

repeated episodes of overeating and strict efforts to control weight. Although 

awareness of bulimia nervosa is increasing, it often goes undiagnosed, which delays 

treatment and raises the risk of long-term health issues. This paper reviews current 

information about bulimia nervosa, focusing on how common it is, how it is 

diagnosed, treatment options, and physical complications. 

The name bulimia nervosa comes from the Greek word for intense hunger. 

People with this disorder have repeated episodes of binge eating and then use 
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different ways to compensate (American Psychiatric Association, 2004). The most common compensatory behaviors are self-induced 

vomiting, restricting food intake, using laxatives, diuretics, thyroid medications, appetite suppressants, exercising too much, and 

skipping insulin doses in people with diabetes (Fairburn, 1995; Jarema, 2021). 

 

2. REVIEW METHODS 

We reviewed research using databases such as PubMed. We searched for terms like "bulimia nervosa," "bulimia treatment," "physical 

complications of bulimia," "how common bulimia is," and "therapy for eating disorders." We included various types of studies 

published in English between January 1992 and January 2026 (Figure 1). We picked articles that were relevant to how often bulimia 

occurs, its causes, treatments, and how well they work. 

 

 

Figure 1. Flowchart for identification of studies 

 

3. RESULTS AND DISCUSSION 

Epidemiology 

People with bulimia nervosa have a higher risk of death. The crude mortality rate for bulimia is about 2% per decade (Jarema, 2021). 

Studies in the United States show that bulimia affects about 1.3% of girls and 0.5% of boys (Smink et al., 2012). In Poland, about 3% of 

people have bulimia. The disorder is diagnosed much more often in women than in men, with about 90% of patients being female 

(Jarema, 2021; Hudson et al., 2007). 

Eating disorder symptoms usually start during adolescence, and studies suggest that up to 13% of women have at least one eating 

disorder before age 20 (Stice et al., 2013). It is hard to know the exact rates because many people do not seek help or do not realize they 

have a problem (Smink et al., 2021). 
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Etiology 

Bulimia nervosa develops from a mix of genetic tendencies and environmental factors (Culbert et al., 2015). Eating disorders are more 

common in families of individuals suffering from bulimia nervosa, implying a major role of genetic factors. Studies show that first-

degree relatives of individuals with bulimia have an increased risk not only of eating disorders (3.4–19.8%) but also of affective 

disorders (9–37%), substance use disorders (8–40%), as well as personality disorders from cluster B according to DSM-IV (12%). 

Additionally, studies on monozygotic twins demonstrate higher concordance rates than in the general population, additionally 

supporting the importance of genetic predisposition. There are also indications showing a link between bulimia and a region on 

chromosome 10 (Wright et al., 2008). 

The likelihood of developing eating disorders may increase in individuals raised in families where dieting and critical comments 

about body weight, body shape, or eating habits are common (Jarema, 2021). Some studies have also reported an association between 

higher levels of education among family members and more frequent hospitalization of girls due to eating disorders, which is 

explained, among other factors, by greater achievement pressure in the home environment (Maxwell et al., 2011; Alvarenga et al., 2013). 

Social and cultural components also increase the risk of developing bulimia nervosa. The media play a big role by promoting 

thinness and sharing ways to achieve it. These messages can add social pressure and, according to studies, may raise the risk of bulimia 

nervosa to eight times (Keel, 2000; Martínez-González, 2003; Jarema, 2021). 

 

Diagnosis 

The diagnosis of bulimia in clinical practice is based mainly on the DSM-5 (Table 1), developed by the American Psychiatric 

Association, and the ICD-10 (Table 2), developed by the World Health Organization.  

 

Table 1. Diagnostic Criteria for Bulimia Nervosa According to DSM-5 

A. 

Recurrent episodes of binge eating characterized by both of the following: 

- Consuming the amount of food within a discrete period of time, is definitely larger than what most people 

would eat in a similar period under similar circumstances, 

- a sense of lack of control over eating during the episode. 

B. 

Recurrent inappropriate compensatory behaviors to prevent weight gain, such as:  

- self-induced vomiting,  

- misuse of laxatives, diuretics, or other medications,  

- fasting,  

- excessive physical exercise. 

C. 
Engaging in binge eating and using unsuitable compensatory behaviors happens at least once a week for a 

duration of three months. 

D. Self-assessment is excessively swayed by body size and mass. 

E. The disturbance does not occur exclusively during episodes of anorexia nervosa. 

All of the above criteria must be met for diagnosis. 

 

Table 2. Diagnostic Criteria for Bulimia Nervosa According to ICD-10 

A. 

Recurrent episodes of overeating 

(at least twice a week for three months), during which large amounts of food are consumed in a short period 

of time. 

B. 
Persistent preoccupation with eating and  

a strong desire or sense of compulsion to eat. 

C. 

Attempts to counteract the “fattening” effects of food by one or more of the following: 

- self-induced vomiting, 

- purging (inducing defecation), 

- alternating periods of starvation, 
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- use of appetite suppressants, thyroid preparations, or diuretics. 

D. Self-perception as being overweight and an intense fear of gaining weight. 

All of the above criteria must be met for diagnosis. 

 

Both classification systems highlight repeated binge eating episodes and compensatory behaviors. To meet the criteria, these 

behaviors must happen at least once a week for three months. The DSM-5 says that people with bulimia cannot restrict their food 

intake and are very focused on their weight. The ICD-10 describes a constant preoccupation with food and a strong urge to eat, and 

enumerates particular compensatory behaviors. Despite some differences, both systems describe bulimia in similar ways, and doctors 

use both for diagnosis. 

 

Diagnostic Markers 

There is no single test to diagnose bulimia nervosa. However, the effects of compensatory behaviors can cause changes in lab results 

that help with diagnosis, such as low levels of sodium, potassium, chloride, and calcium. Frequent diarrhea and long-lasting 

dehydration caused by overusing laxatives and diuretics may lead to a condition where the body becomes too acidic. On the other 

hand, losing stomach acid from self-induced vomiting can cause the body to become too alkaline (Jarema, 2021). 

 

Differential Diagnosis 

To rule out other conditions that cause chronic vomiting, clinicians must consider conditions such as:  

- hiatal hernia, 

- duodenal stenosis, 

- esophageal achalasia, 

- peptic ulcer disease of the stomach and duodenum, 

- food allergies, 

as well as infectious diseases, metabolic disorders, and poisoning (Hertl, 1993; Hetherington et al., 1994). 

 

Similar symptoms may also occur in neurological conditions associated with increased intracranial pressure, including migraines. 

An important element of diagnosis is also differentiating bulimia from other eating disorders, particularly: 

- anorexia nervosa, binge-eating/purging type, 

- binge eating disorder (BED). 

 

Unlike bulimia, binge eating disorder does not include compensatory behaviors like self-induced vomiting or using laxatives. BED 

also affects men and women more equally and is more commonly linked to being overweight or obese, while people with bulimia 

usually have a normal body weight (Ziółkowska and Mroczkowska, 2011; DeBate et al., 2005).  

 

Treatment 

Meta-analyses of randomized controlled trials show that cognitive behavioral therapy for bulimia (CBT-BN) is the most effective 

psychological treatment, especially compared to no treatment or other types of therapy (Hagan and Walsh, 2021; Yamada et al.,  1996). 

The cognitive-behavioral approach is based on the idea that bulimia comes from unhealthy beliefs about body image, weight, and self-

worth. Patients often judge themselves by their looks, which leads to distorted thinking patterns. This is known as the cognitive triad, 

which includes negative beliefs about: 

- oneself, 

- the future, 

- relationships with others. 

 

Binge-eating episodes are interpreted as acquired behaviors that reduce emotional tension Within this system, while subsequent 

compensatory behaviors reinforce this mechanism (Pilecki and Józefik, 1999; Grzesiuk, 2006; Szymańska, 2002). 

Studies comparing cognitive-behavioral therapy and psychoanalytic therapy show that after 5 months, 42% of CBT patients were in 

remission compared to 6% for psychoanalytic therapy. After 2 years, the rates were 44% for CBT and 15% for psychoanalytic therapy 
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(Poulsen et al., 2014). CBT for bulimia should include at least 16 to 20 individual sessions over 4 to 5 months (Rabe-Jabłońska et al., 

2008). If psychotherapy does not help enough after 6 weeks, treatment with the medicine fluoxetine at 60 mg per day is recommended 

(Crone et al., 2023; Palla and Litt, 1988). Fluoxetine works by increasing the amount of serotonin, a brain chemical, which helps improve 

mood and behavior (Fluoxetine Bulimia Nervosa Collaborative Study Group, 1992). The primary cause of the appetite reduction 

observed with fluoxetine is enhanced serotonergic transmission. Increased serotonin release can activate 5-HT2C receptors on 

dopaminergic neurons in the ventral tegmental area (VTA) responsible for modulating the reward system (Yu et al., 2023). Research 

shows that this medication can reduce how often patients with bulimia binge eat and use compensatory behaviors. However, results 

are mixed. Some studies confirm its benefits, while others find no advantage over placebo and note that CBT is much more effective for 

achieving remission (Grilo et al., 2005). Research examines other antidepressants and antipsychotic medications in the treatment of 

eating disorders. Pharmaceutical companies funded some of these studies, which may introduce possible conflicts of interest and 

require prudent interpretation. Long-term studies (Romano et al., 2002; Lo Russo et al., 2008) suggest that ongoing fluoxetine treatment 

may delay relapse. However, its overall long-term effectiveness is limited and not clearly proven (Yu et al., 2023). 

 

Complications 

Treating the physical complications of bulimia should involve a team approach, including psychiatric, psychological, medical, and 

dental care. To reduce the risk of complications, it is important to follow specific treatment steps, such as rehydrating slowly and 

correcting electrolyte imbalances. Because of the risk of refeeding syndrome, calories and meal sizes should be increased gradually, 

starting with a low-calorie or easy-to-digest diet. To prevent compensatory behaviors early in treatment, medical staff should supervise 

patients during and after meals, as well as during bathroom visits. To reduce the risk of superior mesenteric artery syndrome, patients 

should lie on their left side after eating, limit physical activity, and rest as much as possible (Comerci, 1990). Bulimia nervosa causes 

many physical problems, often because of repeated vomiting and behaviors like overusing laxatives or limiting food. The mouth  is 

often affected. Patients may have dry mouth, burning feelings, changes in taste, and thinning of the mouth lining. Tooth enamel erosion 

usually appears as shallow, smooth dents on the inside surfaces of the front teeth, which is a common sign. Some patients develop 

swollen salivary glands, especially the parotid glands. This swelling is usually not caused by infection but by ongoing irritation. 

Patients who make themselves vomit with their fingers may develop Russell’s sign, which is inflammation and thickening of the  skin 

on the back of the index finger. Repeated vomiting irritates the lining of the food pipe. It causes sores and bleeding. Digestive problems 

can also occur, such as slow stomach emptying and a lingering feeling of fullness after binge eating. Other complications can happen as 

well. If stomach contents are inhaled into the lungs, this can cause aspiration pneumonia (Paradowska and Sieja, 2010; Fisher  et al., 

2000). 

 

Prevention 

Reducing the factors that lead to unhealthy eating habits and building resources that support good mental and physical health  prevent 

the eating disorders (Szymańska, 2002). In practice, this means stopping behaviors like restrictive eating or binge eating, encouraging a 

positive body image, and teaching ways to handle anxiety and emotional tension. 

Identifying risk factors and building protective factors are both important. These factors can be: 

o individual, related to personality traits and mental condition, 

o environmental, resulting from family relationships, social pressure, or the influence of popular culture (Kubacka-Jasiecka and 

Mudyń, 2003; Gonzales et al., 2007). 

Researchers describe three levels of prevention: 

o Primary prevention targets all children and teenagers who do not have eating disorders. The goal is to encourage healthy 

eating, build social skills, and help them handle difficult emotions. 

o Secondary prevention focuses on people who are beginning to show signs of unhealthy eating or body image issues. The aim 

is to stop these problems from developing into full eating disorders. 

o Tertiary prevention helps people who already have eating disorders by reducing negative effects, supporting their treatment, 

and avoiding relapse (Ziółkowska and Mroczkowska, 2011; Kozmér et al., 2006). 
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4. CONCLUSION 

Bulimia nervosa is an eating disorder with complex causes. It usually begins during adolescence and is more common in women. The 

disorder can cause many physical problems, including changes in the mouth and metabolic issues. Cognitive-behavioral therapy is the 

most effective treatment for bulimia nervosa. Early diagnosis of bulimia nervosa and a team-based treatment approach can lower the 

risk of complications and improve patient outcomes. 
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