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Summary

Duodenal ulcer disease is relatively rare in children. Can be discovered at the stage of bulbar stenosis which is a complication
whose treatment is essentially surgical; it is particularly mentioned in the case of chronic vomiting. A young child of 11 years
old was admitted to the hospital 08 years ago for chronic vomiting associated with weight loss. He had a personal history of
failure to thrive at the age of 6 without obvious etiology, and occasional consumption of shisha. The normal clinical examination
contrasted with a biological inflammatory syndrome. An esogastroduodenal endoscopy carried out showed a tight pyloro-bulbar
stenosis that could not be overcome, the biopsies taken showed non-specific duodenitis and absence of signs of malignancy,
Justifying sequential treatment with additional exploration: abdominal-pelvic scan and an esogastroduodenal transit confirming
the stenosis. fibrous. Surgical treatment was carried out by a Mikulicz pyloroplasty, with good postoperative outcomes. The
child remained asymptomatic. At the age of 20, occurrence of another complication of his ulcer disease such as heavy digestive
bleeding requiring hospitalization in the gastroenterology department. The evolution was favorable under massive transfusion and
treatment including amoxicillin, clarithromycin and metronidazole (14 days) and omeprazole (7 weeks). An endoscopic check one
month later showed complete healing of the ulcer.
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1. Introduction

Gastroduodenal ulcer disease (UGD) in children is less common
than in adults; few data are published in terms of its prevalence,
its clinical manifestations, risk factors and its treatment. We
distinguish between primary UGD and secondary UGD,
encountered during treatments with gastrotoxic drugs or in cases
of stress [1]. Primary peptic ulcers in children is observed in
children with an average age of around eleven years and are
more often located in the duodenal bulb. The main causes of
peptic ulcer in children are Helicobacter Pylori infection which
occurs in childhood through transmission, most often within the
family, the use of anti-inflammatories and the consumption of
tobacco and alcohol.

Complications

The diagnosis is essentially endoscopic.

are dominated by digestive hemorrhages, perforation and
pylorobulbar stenosis which make the disease serious. The aim
of this work was to draw attention to this revealing mode of
pediatric duodenal ulcer disease.

2. Patient and Observation

2.1. Patient information

The child M H, aged 13, male, with a medical history of failure
to thrive at the age of 6 years, explored at the time in the pediatric
department without any obvious etiology, was found in this case
to be celiac disease, ruled out by the negativity of the results
of the Oesogatroduodenal fibroscopy with duodenal biopsies
and the immunological assessment of anti-transglutaminases
AC. On the family level, father and mother do not present any
clinically obvious pathology. Consulted the emergency room for
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frequent, daily post-prandial vomiting of food occurring several
hours after meals that has been developing for several months
with unquantified weight loss. The in-depth questioning reveals
a notion of consumption of shisha tobacco.

2.2. Clinical results

The clinical examination in average general condition did
not reveal any signs of dehydration or anemia. Abdominal
examination finds a fasting slap, examination of normal lymph
node areas, as well as cardiovascular and pleuropulmonary
examination.

3. Diagnostic Approach

On the Biological level Hyperleukocytosis without predominance
on the different lineages, no inflammatory syndrome namely a
normal Sedimentation Rate, CRP: negative, HIV, HBV, HCV
viral serologies negative. There were no ionic disorders and no
renal failure.

As part of the exploration, a morphological assessment was
carried out; initially by abdominal ultrasound (Figure 1)
revealing a normal liver, gallbladder, pancreas, absence of
ascites, a free right iliac fossa (IMAGES A, B); furthermore,
presence of a few swollen lymph nodes suggesting probable

mesenteric lymphadenitis (IMAGE C).

Other investigations with a diagnostic aim were carried out,
through the practice of an esogastroduodenal fibroscopy (FOGD),
which revealed an irregular pylorus with an inflammatory
deformed bulb, the site of a tight fibrous stenosis that could not
be crossed with large ulceration (Figure 2: images A,B,C,D).
Biopsies taken to look for inflammatory bowel disease (IBD),
lymphoma or other pathology. The histological study concluded
that the histological appearance was in favor of non-specific
duodenitis and an absence of signs of malignancy.

An esogastroduodenal transit (TOGD) (Figure 3: images A,
B): Bulbar serum narrowing with an inflammatory appearance
suggesting, depending on the clinical context (sudden onset),
a stenosis of primary peptic ulcer origin; Crohn’s disease or
other cause cannot be ruled out. To support the diagnosis, an
abdominal CT scan carried out showed at the post bulbar
portion a filiform axial narrowing of approximately 20mm with
upstream dilatation with gastric stasis (Figure 4 images A and
B). To support the diagnosis, an abdominal CT scan carried out ,
had shown at the level of the post bulbar portion a filiform axial
narrowing of approximately 20mm with upstream dilatation
with gastric stasis (Figure 4 images A,B,C,D).

Figure 2: Esogastroduodenal fibroscopy (images A,B,C,D) showing an inflammatory bulb Site of an ulcer causing fibrous stenosis

with impassable inflammatory reaction.
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Figure 4A,B,C,D: Abdominal CT scan in sagittal section after injection of the contrast product post bulbar narrowing with an

inflammatory appearance.

3.1 Therapeutic Intervention and Follow-up

The child was hospitalized in the CCI department, preoperative
resuscitation for a few days (6 days) was established before the
surgical procedure. The approach was a midline laparotomy
above the umbilical, a Mickulitz pyloroplasty was performed
with transverse incision and longitudinal suture. Good
postoperative outcome, the child was discharged after 10 days
with referral to the consultation for monitoring and follow-up.
The child was lost to follow-up until the age of 20, the patient
was admitted to the medical surgical emergency room of the
Tlemcen University Hospital for severe digestive bleeding with
hemodynamic repercussions; a notion of taking non-steroidal

anti-inflammatory drugs (Nopain cp 550 mg) for dental abscess
was reported. On clinical examination, patient with extreme
mucocutaneous pallor, coldness of the extremities, arterial
hypotension at 80/40 mm Hg, tachycardia at 110 pul/min.
Emergency blood count formula showed severe anemia at 6 gr/
dl. Given the importance of deglobulization, a blood transfusion
was indicated. After stabilization of the hemodynamic constants,
the patient was transferred to the gastroenterology department
for further treatment. The FOGD performed revealed a reduced
bulb size, deformed by large congestive folds (Figure 5 IMAGES
A, B, C, D) bulbar ulcer with Forrest stage II b pigment spots.
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Figure 5A,B,C: Esogastroduodenal fibroscopy showing a bulb reduced in size, deformed bSl large congestive folds with ulcer and

pigmented spots stage IIb Forrest.

The endoscopic diagnosis was made, an abdominal CT
angiogram was performed to look for other lesions of the
digestive tract, returned normal (Figure 6 images A, B, C). Thus
a treatment medical was indicated according to international
recommendations by proton pump inhibitors (PPI=Inexium amp
at 40 mg) at high dose intravenously (bolus 80 mg followed
by a continuous infusion of 8 mg/h for 72 hours. However,
persistence of melena with collapse of the hemoglobin level to 6
gr/dl justifying blood transfusions with 2 packed red blood cells
and continuation of treatment by vein for 5 days. After 2 days, a
very good evolution was noted, with an increase in hemoglobin

to 1lgr/dl and disappearance of melena. Thus was decided,
relay with oral treatment including double dose PPIs with
triple antibiotic therapy including amoxicillin, clarithromycin
and metronidazole (14 days) and omeprazole (7 weeks) for
eradication of helicobacter pylori was started. The evolution
was favorable. An endoscopic check, one month later, showed
complete healing of the ulcer (Figure 7). Preventive treatment of
the bulbar ulcer and its complications is prescribed; the patient
is currently on single-dose Lisinox PPI (cp=20mg) and dietary
advice (absence of soft drinks, exclusion of spicy dishes and
acidic foods).

Figure 6: Thoracoabdominal CT angiogram without notable abnormalities.
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Figure 7: Esogastroduodenal fibroscopy (images A,B,C,D) healing of the bulbar ulcer.

4. Discussion

Peptic ulcer is often diagnosed in children due to complications,
the most common of which are digestive hemorrhage and
perforation [2]. In our case the presentation of the ulcerative
disease in the child was pyloroduodenal stenosis, which is
consistent with the findings of certain authors on the rarity. The
frequency of this complication in children is not documented
due to a lack of studies in the literature. Duodenal ulcer mainly
affects children aged over 7 years, unlike gastric ulcer which
is seen earlier [3,4]. In our case, the age was 11 years old. In
the literature, a male predominance is reported with a sex ratio
estimated on average at 3.5 [3,5], like the case of our child.
Family history is mainly observed in chronic duodenal ulcer
with a percentage varying from 26 to 68% compared to 10%
for gastric ulcer [4,5]. In our observation, we found no family
history. The clinical expression of childhood ulcer disease
depends on age and is variable. Complications can also be
revealing, mainly in the form of digestive bleeding [1].

The diagnosis of post-ulcerative duodenal stenosis is evoked in
the face of late post-prandial vomiting which is a constant sign
accompanied by weight loss [6]. This was the revealing mode
of post-ulcerative stenosis. Biology makes little contribution,
the inflammatory syndrome is inconsistent, the inflammatory
assessment is most often normal but does not allow another
pathology to be ruled out in the acute phase [6]. Our patient’s
leukocytosis is nonspecific. However, it may be absent in
ulcerative duodenal stenoses. It is not a constant biological
element. The blood ionogram makes it possible to assess hydro-
electrolyte disorders with a view to preoperative resuscitation; in
our observation we do not note any electrolyte disorders or other
biological disturbances. The blood ionogram is not requested for
diagnostic purposes, but to assess the impact of vomiting on the
body. The usual biological picture of pyloroduodenal stenosis
is metabolic alkalosis with hypokalemia and hypochloremia.
Recent studies have demonstrated that these hydro-electrolyte
disorders classically found in bulbar stenosis are not a common
rule [7].

Abdominal ultrasound is the test that allows us to rule out a
surgical emergency in the face of chronic vomiting, by showing
the absence of signs of peritonitis, appendicitis or intestinal
obstruction. Abdominal ultrasound is playing an increasingly
important role in the diagnostic confirmation of pylorobulbar
stenosis [8]. Its use dates back to 1977 [9]. This examination
was carried out as first intention on the patient, and who returned
normal. Esogastroduodenal fibroscopy is the paraclinical
examination of choice in the diagnosis of pylorobulbar
stenosis. The diagnosis is supported by abdominal CT and
esophagogastroduodenal transit which demonstrate the stenosis
and its topography. It is then necessary to distinguish a functional
stenosis, due to the edema which accompanies an acute attack and
which regresses after medical treatment, from a fixed stenosis
in the context of a chronic ulcer [10]. The anatomopathological
examination of the biopsy of the stenosis of ulcerative origin
makes it possible to correct the diagnosis, by confirming
the primary benign nature of the ulcer with the presence or
absence of a Helicobacter pylori (H. pylori) infection [11].
Transit oesogastroduodenal (TOGD) currently no longer has an
indication in uncomplicated ulcer disease. On the other hand, it
remains of interest in the diagnosis of antropyloric stenoses [12]
and nevertheless makes it possible to establish the indication for
surgery. Most gastric ulcers are not visible on a CT scan because
they only affect the superficial layers of the stomach wall. On
the other hand, the scanner can detect them in the presence of
a local inflammatory reaction or localized wall thickening [13].
The treatment of ulcer disease is mainly based on daily dietary
measures and the use of PPIs. The decision on treatment is easy
when the diagnosis is certain; performing an endoscopy before
prescribing proton pump inhibitors is necessary. The duration of
treatment is well codified. The use of a PPI is the treatment of
choice providing rapid improvement of symptoms with a high
cure rate. A treatment duration of 4 to 8 weeks will be necessary
and a control endoscopy is warranted. The treatment surgical
treatment is only reserved for complicated forms of peptic ulcer
disease, dominated by ulcer perforation, hemorrhagic ulcers,
pyloroduodenal stenosis, the latter was the case of our patient.
Surgery is only possible after correction of hydro-electrolyte
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disorders and parenteral nutrition for a few days. Surgeons have
the choice of operating technique. The indications depend on
the patient’s ulcer history, their age and their general condition
[13]. In our situation, the child benefited from a Mickulitz
pyloroplasty, with good results. Postoperative consequences: It
is also necessary to treat the causes of ulcers which may have
been identified: stopping treatments not necessary, preferential
use of paracetamol instead of anti-inflammatories such as
ibuprofen, eradication of H. pylori infection [11].

The prognosis is dominated by the occurrence of ulcer recurrence
and complications. The factors that are associated with a more
rapid relapse are: young age, male gender, smoking, stress, the
presence of H. pylori in the antral mucosa [1]. These factors are
all present in our case. Ulcerative disease can be complicated
at any time in its development by digestive hemorrhage (35%
of cases), perforation (6 to 11%), with stenosis remaining much
rarer [6]; we cannot speak healing, because the disease progresses
through outbreaks, a fact reported in our observation, the child at
the age of young adult presented a digestive hemorrhage. in the
study by Aucouturier et al. [ 14] concerning UGD complicated by
digestive bleeding, patients having taken NSAIDs, such as the
case of our patient. The prognostic criteria are judged clinically
by the importance of the hemorrhage, age, the existence
of comorbidity and endoscopically according to the Forest
classification [5]. Most hemorrhages of ulcer origin dry up under
medical treatment (proton pump inhibitors) or when associated
factors such as taking anti-inflammatory drugs are removed non-
steroidal inflammatory drugs (NSAIDs) or aspirin. Endoscopy
should be performed urgently in the event of active bleeding.
It makes it possible to make the diagnosis of the responsible
lesion, to confirm the active nature or not of the hemorrhage and
to look for endoscopic signs of recent bleeding. The description
of the ulcerative lesion uses the Forrest classification [15]; the
evolution under medical treatment was favorable in our patient,
confirmed by the control endoscopy.

Conclusion

Duodenal ulcer disease is relatively rare in children. May be
discovered at the stage of bulbar stenosis which is a complication
to be considered in particular in the face of chronic vomiting.
The treatment is essentially surgical. The natural history is that
the ulcer disease progresses through relapse, remission and
therefore can recur at any adult age in another, more serious
form.
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