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Spontaneous Gastric Perforation in a Young Male with Anorexia
Nervosa, Binge-eating/Purging Type: A Case Report

Tikinircasina Yeme/Arinma Tipi Anoreksiya Nervosa Tanili Geng Bir Erkekte Spontan Gastrik
Perforasyon: Bir Olgu Sunumu
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ABSTRACT

Bulimia nervosa (BN) is an eating disorder characterized by recurrent binge eating and compensatory behaviors. Diagnostic crossover to anorexia
nervosa (AN) often occurs in chronic cases. We report a 29-year-old male with a ten-year BN history who presented with mild dyspepsia and a single
episode of black-colored vomiting. Physical examination was unremarkable. However, laboratory tests revealed hypokalemia and renal dysfunction.
Imaging demonstrated a 1-cm gastric perforation that required emergency surgery. Psychiatric evaluation confirmed AN-binge-eating/purging type
(AN-b/p). Following surgery, combined therapy with fluoxetine and topiramate achieved clinical stabilization, promoted weight gain, and eliminated
purging behaviors. This case underscores that gastric perforation, although rare, is a potentially life-threatening complication of AN-b/p. In eating
disorders, altered pain perception may blunt symptom awareness, enabling serious complications to progress silently. Multidisciplinary collaboration
is essential for effective treatment and recovery.
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Bulimia nervoza (BN), tekrarlayan tikinircasina yeme ataklari ve telafi edici davranislarla karakterize bir yeme bozuklugudur. Kronik olgularda
siklikla anoreksiya nervoza (AN) tanisina gecis gorilebilir. On yillik BN 6ykusu olan 29 yas erkek hasta, hafif dispepsi ve bir kez siyah renkli kusma
sikayeti ile basvurdu. Fizik muayenesi belirgin bir bulgu vermemekle birlikte, laboratuvar testlerinde hipokalemi ve hobrek fonksiyon bozuklugu
saptandi. Goriintlilemede 1 cm’lik mide perforasyonu tespit edilerek acil cerrahi yapildi. Psikiyatrik degerlendirme, AN-tikinircasina yeme/arinma
tipi (AN-b/p) tanisini dogruladi. Ameliyat sonrasi fluoksetin ve topiramat tedavisi ile klinik stabilizasyon, kilo artisi ve aritma davranislarinin sona
ermesi saglandi. Bu olgu, mide perforasyonunun nadir olmakla birlikte AN-b/p’nin potansiyel olarak hayati tehdit eden bir komplikasyonu oldugunu
vurgulamaktadir. Yeme bozukluklarindaki bozulmus agri algisi, siddetli komplikasyonlarin hafif veya belirsiz semptomlar altinda fark edilmeden
ilerlemesine yol acabilir. Etkili tedavi ve iyilesme icin multidisipliner is birligi gereklidir.
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INTRODUCTION

Bulimia nervosa (BN) is a severe eating disorder (ED)
characterized by recurrent episodes of binge eating followed
by maladaptive weight-control behaviors such as self-induced
vomiting, misuse of laxatives or diuretics, fasting, or excessive
exercise'?. BN affects approximately 1-1.5% of women and
0.5-1% of men, accounting for a substantial share of disability-
related years of life lost’. Failure to recognize and diagnose BN
in a timely manner, particularly in men, markedly increases the
likelihood of medical emergencies.

BN rarely presents alone; it frequently coexists with mood
and anxiety disorders, with comorbidity rates reported as
high as 70%*. The repetitive vomiting and purging behaviors
characteristic of BN substantially increase the risk of systemic
complications, including electrolyte disturbances, renal
impairment, cardiomyopathy, and gastrointestinal (Gl) injury>.
BN is a well-recognized cause of Gl symptoms. Acute gastric
dilatation, necrosis, and spontaneous perforation, though rare,
are potentially fatal complications. In the past century, fewer
than 40 adult cases have been reported, most commonly in
association with binge-purge episodes®. Mortality in BN exceeds
30%, and septic hemorrhagic shock, which often results from
delayed diagnosis, is the leading cause of death®.

Diagnostic crossover between BN and anorexia nervosa (AN)
has been well documented in individuals with longstanding
ED'. Persistent binge eating alongside a significantly low body
mass index (BMI) is classified as AN-binge-eating/purging type
(AN-b/p) according to DSM-5-TR®. Such transitions are often
underrecognized in male patients, leading to delayed diagnosis
and an increased risk of medical complications®.

This case report highlights the clinical course and significance
of a rare yet serious Gl complication in a patient with a ten-
year history of BN who fulfills the diagnostic criteria for AN-b/p.
By assessing various clinical findings and associated risks, this
report aims to enhance early diagnosis and optimize medical
management strategies in EDs.

CASE REPORT

History and Physical Examination

A 29-year-old male presented to the emergency department
with a three-day history of dyspepsia and a single episode
of black-colored vomiting. He reported frequent episodes of
self-induced vomiting to a sensation of gastric fullness, which
offered him temporary relief. He had no history of abdominal
pain, recent surgery, trauma, or endoscopic procedures. He has
had a diagnosis of BN for the past ten years. Anthropometric
measurements revealed a height of 160 cm and a weight of
40 kg (BMI: 15.6 kg/m?). His psychiatric history revealed prior
treatment with fluoxetine (60-80 mg/day), sertraline (100-

150 mg/day), and olanzapine (2.5-5mg/day) at different
times. These treatments provided limited benefit, likely due
to inconsistent adherence, premature discontinuation, and
irregular clinical follow-up. For the past six months, he has
been consistently taking fluoxetine at a stable dose of 40 mg/
day.

On admission, his vital signs were: body temperature 36 °C,
blood pressure 95/57 mmHg, heart rate 120 bpm, respiratory
rate 18 breaths/min, and Sp0, 97%. Abdominal examination
revealed no signs of guarding or rebound tenderness, and
rectal examination showed an empty ampulla.

Laboratory and Radiologic Findings

Laboratory investigations revealed leukocytosis (white blood
cell: 12.52x103/uL), mild anemia (hemoglobin: 11.3 g/dL), and
elevated inflammatory markers (C-reactive protein: 9 mg/L).
Renal function tests showed markedly elevated urea (133 mg/
dL) and creatinine (3.02 mg/dL) levels. Electrolyte analysis
indicated hyponatremia (Na: 132 mEg/L) and significant
hypokalemia (K: 2.57 mEq/L). Arterial blood gas analysis
demonstrated alkalemia (pH: 7.51) with metabolic alkalosis
(bicarbonate: 59 mEq/L) and a mildly elevated lactate level
(2.2 mmol/L). Urinalysis was positive for ketones. The patient’s
laboratory results are presented in Table 1. Abdominal
radiography revealed diffuse radiolucent air densities in the
left upper and lower quadrants, while chest radiography
was unremarkable with no evidence of subdiaphragmatic
free air (Figure 1). Contrast-enhanced abdominal computed
tomography demonstrated gastric dilatation on the coronal
plane (Figure 2) and an approximately 1 cm perforation on the
posterior wall of the gastric fundus, accompanied by contrast
extravasation on the axial plane (Figure 3).

Mental Status Examination

On mental status examination, the patient’s attention was
intact, mood was mildly depressive with an appropriate and
reactive affect, and no psychotic features or suicidal ideation
were observed. Sleep was disturbed, while psychomotor activity
remained within normal limits. The patient demonstrated
a tendency to rationalize purging behavior, and insight was
partially preserved. The clinical presentation was considered
consistent with AN-b/p, according to DSM-5-TR criteria’.

Psychiatric evaluation revealed that the patient was actively
engaging in maladaptive eating behaviors. Despite prior
therapeutic interventions, the patient had not adhered to
consistent follow-up or pharmacotherapy, leading to a chronic
pattern of disordered behavior. During the stabilization period,
fluoxetine 40 mg/day was continued, and trazodone 25 mg at
bedtime was introduced for sleep, with good tolerance.
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Table 1. The patient’s laboratory results at admission

Laboratory parameters Results Normal range
Hemogram

Leukocytes (10°/uL) 12.52 4-10
Neutrophils (10°/uL) 9 2-7
Lymphocytes (10%/uL) 212 0.4-7
Hemoglobin (10%/g/dL) 1.3 12-16
Biochemistry

Alanine aminotransferase (U/L) 18 0-50
Aspartate aminotransferase (U/L) | 25 10-50
Urea (mg/dL) 133 12-43
Creatinine (mg/dL) 3.02 0.7-1.2
C-reactive protein (mg/L) 9 0-5
Sodium (mEq/L) 132 134-145
Potassium (mEq/L) 2.57 3.3-5.2
Chloride (mEq/L) 67 98-107
Calcium (mg/dL) 8.91 8.4-10.2
Albumin (g/L) 37 35-52
Amylase (U/L) 61 29-100
Lipase (U/L) 34 13-60
International normalized ratio 0.9 0.8-1.2
Blood gas

pH 7.51 7.35-7.45
Bicarbonate (mmol/L) 59.6 22-26
Lactate (mmol/L) 22 0.5-2
Urinalysis

Leukocytes 1 0-5
Erythrocytes 1 0-2
Ketones ++ Negative

performing Physician :

Follow-up and Clinical Outcome

The patient underwent emergency laparotomy, and the gastric
perforation was repaired primarily. His postoperative course
remained stable, and he was discharged on the ninth day
with complete surgical resolution. The patient was assessed as
being at moderate risk for refeeding syndrome, and nutritional
management was coordinated by the dietitian and internal
medicine team with close monitoring of electrolyte levels.

Postoperatively, no recurrence of purging behaviors was
observed, and treatment adherence was good. The fluoxetine
dose was revised to 60 mg/day, and topiramate was added and
titrated to 50 mg/day. Following the initiation of topiramate,
the patient demonstrated a notable decrease in vomiting urges
and a more regular pattern of food intake. The patient’s BMI
reached 19.3 kg/m?, and he returned to work.

DISCUSSION

This case report presents the clinical course and management
of gastric perforation in a patient with AN-b/p. The patient
exhibited adiagnostictransition from BN to AN. Although EDs are
primarily psychiatric conditions, they are often accompanied by
severe medical complications. Our case involved a young male
patient who presented with only mild dyspeptic symptoms. He
exhibited no abdominal pain or signs of guarding that would
suggest an acute abdomen. The unexpected finding of a fundic
perforation underscores the importance of heightened clinical
vigilance for rare but potentially life-threatening complications
of AN-b/p. Gastric perforation can occur in AN—especially the
AN-b/p type—due to chronic gastric hypomotility and delayed
emptying, even without obvious symptoms''.

Figure 1. Radiographic findings: (A) Abdominal radiograph demonstrates diffuse radiolucent air densities in the left upper and lower

quadrants, (B) Normal chest radiograph
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Figure 2. Abdominal computed tomography demonstrates
gastric dilatation in the coronal plane (arrow)

Figure 3. Abdominal computed tomography demonstrates a
perforation in the posterior wall of the gastric fundus, with
associated contrast extravasation and free intraperitoneal air
in the axial plane (arrow)

EDs have been associated with a wide range of Gl symptoms.
Postprandial fullness and abdominal bloating are reported
in the majority of individuals with EDs. Additionally, over
half experience symptoms such as abdominal pain, gastric
distension, early satiety, and nausea'. Gl manifestations of
EDs include esophageal symptoms, delayed gastric motility,
functional dyspepsia, constipation, irritable bowel syndrome,

rectal prolapse, hepatic failure, and even superior mesenteric
artery syndrome®. BN also leads to complications specific
to binge-purge behaviors, including recurrent vomiting and
laxative misuse. Compensatory behaviors such as repeated
vomiting and laxative abuse have been shown to cause
electrolyte imbalances (e.g., hypokalemia, hypochloremic
alkalosis), GI mucosal injury, oral pathologies, and hormonal-
metabolic dysfunctions. These behaviors have also been
associated with severe outcomes including esophageal
rupture, gastric perforation, parotid gland hypertrophy, and
even esophageal cancer®. In individuals with AN and low
BMI, even isolated purging behaviors may provoke severe Gl
complications and significantly increase mortality™. In EDs,
severe complications may develop silently, even in the absence
of overt clinical symptoms. Impaired pain perception allows
such complications to progress unnoticed. The pathophysiology
of AN has been proposed to involve deficits in interoception,
reflecting a reduced capacity to perceive and regulate internal
physiological states'™. Supporting this notion, empirical studies
have shown that individuals with AN exhibit altered subjective
responses to interoceptive cues, including pain'. Additionally,
patients with AN often present with elevated levels of
alexithymia, which is associated with difficulties in identifying
and articulating emotions".

Acute gastric dilatation, a potentially fatal complication, has
been reported in individuals engaging in binge-eating behavior,
particularly when surgical management is delayed™. It has
been shown that BN can rarely result in gastric perforation®.
Gastric dilatation resulting from binge eating, combined with
elevated intragastric pressure during vomiting, can lead to
vascular insufficiency, dilation, and mucosal necrosis in the
gastric fundus?. These factors are considered to predispose to
gastric perforation. In our case, the sensation of bloating and
dyspepsia preceding the vomiting episode may indicate acute
gastric dilatation and act as a trigger for the compulsive purging
behavior frequently observed in BN. The black-colored vomitus
may further support the presence of chronic purging behavior
and possible mucosal injury. Prompt recognition and timely
intervention are essential to prevent severe complications.
Acute gastric dilatation and rupture have also been reported in
AN patients without prior binge episodes, potentially resulting
from altered gastric compliance and ischemia?'.

Recent epidemiological studies estimate the prevalence of
BN in men to be approximately 0.5-1%, highlighting that a
substantial proportion of cases—especially among young adult
males—remain undiagnosed or untreated?.

From a psychiatric standpoint, the patient’s history includes
multiple trials of antidepressants and antipsychotics. However,
inconsistent follow-up and poor treatment adherence have
resulted in a chronic behavioral pattern. Factors including
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irregular treatment attendance, premature discontinuation, and
comorbid impulsivity have been reported to reduce remission
rates in EDs*. At admission, the patient was consistently taking
fluoxetine, providing stability for psychopharmacological
management. Duringthe postoperative period, pharmacological
treatment for AN-b/p included a combination of fluoxetine
(60 mg/day) and topiramate (50 mg/day). The use of fluoxetine
in AN is off-label, with some studies suggesting potential
benefits, particularly after weight restoration??. Topiramate is
effective in controlling purging behaviors and impulsivity. A
randomized, double-blind, placebo-controlled trial showed it
significantly reduces binge eating and self-induced vomiting
in BN patients?®. Pharmacological management in AN-b/p
requires caution because of malnutrition-related risks. Although
selective serotonin reuptake inhibitors and topiramate are
commonly employed, their use must be carefully monitored
and individualized for each patient™.

This case underscores the crucial need for a high index of
suspicion for severe Gl complications in patients with EDs,
especially those presenting with the AN-b/p subtype. Despite
presenting without overt abdominal symptoms, our patient
developed gastric perforation—a life-threatening condition
likely triggered by chronic purging and underlying gastric
hypomotility. This case underscores the need to remain vigilant
for severe somatic complications, even in patients with EDs
who present with only mild or non-specific GI symptoms.
Furthermore, the case exemplifies the complexity of managing
EDswith psychiatricand medical comorbidities,emphasizingthe
importance of a multidisciplinary approach. Early recognition,
timely surgical intervention, and coordinated psychiatric follow-
up including evidence-based pharmacological treatment are
essential for reducing morbidity and preventing recurrence.
Clinicians should be aware that EDs can present with atypical
features and carry the risk of abrupt, fatal complications even in
young patients who may remain undiagnosed or undertreated.

CONCLUSION

This case additionally emphasizes the value of detailed case
reporting for rare but potentially fatal complications in EDs,
particularly among underrepresented groups such as male
patients. By documenting the clinical course, diagnostic
challenges, and successful multidisciplinary management,
this report provides a reference for early recognition and
intervention strategies. It reinforces the need for heightened
awareness among clinicians, not only for timely surgical
management but also for coordinated psychiatric care, thereby
contributing to improved patient outcomes and guiding future
clinical practice.
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