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without any apparent mechanical cause, which 
confirmed adynamic ileus (Figure 1A). The stom‑
ach wall was thickened with the presence of in‑
tramural gas (Figure 1B). The pneumatosis was also 
observed in the duodenum and proximal part of 
the jejunum (Figure 1C). Based on CT imaging, 
upper gastrointestinal tract ischemia and necro‑
sis were suspected. Moreover, portal venous gas 
was visualized, which is associated with the risk 
of sepsis and a high mortality rate (Figure 1D).

The patient was referred for emergency laparot‑
omy. During the exploratory procedure, the fun‑
dus of the stomach was resected because of ne‑
crosis (Figure 1E). The first loop of the jejunum 
was ischemic but without full‑thickness necrosis 
of the wall; therefore, a second‑look laparotomy 
was scheduled to inspect the jejunum. The proce‑
dure was conducted on the following day; 20 cm 
of the jejunum distal to the ligament of Treitz 
was resected and primary side‑to‑side anastomo‑
sis was performed. The final histopathological re‑
port revealed necrosis of the mucosa and submu‑
cosa in both the stomach and jejunum specimens. 
At the time of the article submission, the patient 
has been hospitalized in the ICU for 45 days; how‑
ever, there has been no need for mechanical ven‑
tilation. We have not observed significant com‑
plications following the surgical interventions.

Botulism is a very rare condition caused by bot‑
ulinum neurotoxin, which is elaborated by veg‑
etative forms of Clostridium botulinum. Typical 
symptoms of botulism are caused by inhibition of 
acetylcholine release at the neuromuscular junc‑
tion, resulting in flaccid paralysis. The clinical pre‑
sentation is highly distinctive, with symmetrical 
cranial nerve palsies.1 In more severe cases, sym‑
metrical descending flaccid paralysis with respi‑
ratory failure is present.2 Foodborne botulism is 
rare, with a median number of 23 cases per year 
in the United States between 1990 and 2000.3 
The annual incidence rate in Poland is 0.02 per 

A 56‑year‑old woman was referred to the emer‑
gency department with symptoms of droop‑
ing eyelids, double vision, and slurred, gibber‑
ish speech lasting for several hours. The patient 
reported consumption of stale canned food 2 
days earlier. There were no abdominal symptoms. 
Based on the patient’s medical history and find‑
ings of the neurological examination, the ini‑
tial diagnosis of foodborne botulism was estab‑
lished. The local Sanitary and Epidemiological 
Station was informed, and stool and serum sam‑
ples were obtained for further epidemiological in‑
vestigation. Twenty‑four hours after admission 
to the hospital, 50 ml of intravenous equine an‑
titoxin (antibodies against type A, B, and E tox‑
ins) was administered but the patient’s condition 
worsened. Bilateral ptosis, bilateral total ophthal‑
moplegia (pupil diameter, 4 mm; nonresponding), 
drooping head, palatal paralysis, tongue mus‑
cle weakness, and symmetrical descending pare‑
sis leading to quadriparesis were observed. Neu‑
rological examination showed no weakening of 
sensory findings, except for persistent double 
vision. Due to aggravating symptoms of respira‑
tory failure (partial pressure of carbon dioxide, 
53 mm Hg), tracheal intubation was performed, 
and the patient was connected to a ventilator. 
She was referred for treatment in the Intensive 
Care Unit (ICU).

Peristalsis was present during the initial days 
of the ICU stay. The patient passed stool; there‑
fore, the gastrointestinal tract decontamination 
was limited to the enema and stomach decom‑
pression via a nasogastric tube. Five days after 
admission to the hospital, computed tomog‑
raphy (CT) was performed due to elevated se‑
rum levels of inflammatory parameters (C‑re‑
active protein, 340.35 mg/l [reference range, 
0.0–5.0 mg/l]; procalcitonin, 0.74 ng/ml [refer‑
ence range, 0.0–0.5 ng/ml]). The CT scan showed 
dilatation of the stomach, intestines, and colon 
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Figure 1�  A – features of adynamic ileus on computed 
tomography: dilated stomach (blue arrow), intestine 
(black arrows), and colon (white arrow); B – thickened 
stomach wall with intramural gas (arrows); 
C – intramural gas in the duodenum (white arrow) and 
jejunum (black arrows); D – gas in the portal veins 
(arrow); E – resected fundus of the stomach (arrow) 
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100 000 inhabitants (data as of 2021). The differ‑
ential diagnosis of botulism includes the Miller–
Fisher syndrome (variant of the Guillain–Barré 
syndrome), stroke, myasthenia gravis, tetrodo‑
toxin poisoning, and the Lambert–Eaton myas‑
thenic syndrome. 

A study on the animal model conducted by 
Dack et al4 confirmed that exposure to botuli‑
num toxin can cause necrosis of the stomach wall. 
A case reported by Nimeri et al5 indicates that 
there is a risk of stomach necrosis due to direct 
injection of botulinum toxin for the treatment 
of obesity. To the best of our knowledge, this is 
the first description of necrosis of the stomach 
and jejunum caused by severe foodborne botu‑
lism. Nevertheless, the possibility of such a diag‑
nosis should not be disregarded in patients pre‑
senting with acute gastrointestinal complaints as‑
sociated with even mild neurological symptoms.  
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