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Abstract

Peptic ulcer disease uncommon in children, among PUD, Duodenal ulcer rarer than gastric ulcer. Therefore, physicians are less suspicious of DU
in pediatric patients. It was diagnosed when already in advanced stage presented with GI bleeding. We report two cases who presented at OPD
with active hematemesis by case 1 a 9-year boy and other case 2 a 13-year boy with iron deficiency anemia and later with vomiting and abdominal
pain. There were no medical problems, and no drugs, such as corticosteroids or non-steroidal anti-inflammatory drugs. In case 1 we tried to
control bleeding with octreotide and omeprazole infusion followed by endoscopic haemoclip application and 2nd case we gave PPI infusion.
Both cases discharged with oral antibiotics 14 days and PPI 6 weeks. They recovered well without any complications. However, case 2 develop
recurrence after 2 months and 2nd time anti-H. pylori treatment was needed.
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Introduction

and epigastric pain with refractory anemia in other cases. Anoth
er study suggested that patients with Hp-related PUD had higher
mean age and rate of family history, but they enrolled patients
with “PUD” instead of exclusive DU.

Peptic ulcer disease (PUD) refers to a mucosal defect
deeper than the muscularis mucosa involving the duodenal
wall is duodenal ulcer (DU). The presentations of DU range
from asymptomatic, dyspepsia, abdominal pain, upper
gastrointestinal (GI) bleeding to perforation [1]. The etiologies Case 1
of DU are Helicobacter pylori (Hp) infection, Non-Steroidal
Anti-Inflammatory Drugs (NSAIDs), other potential factors
include acid hypersecretion (Zollinger-Ellison syndrome (ZES)),
eosinophilic gastroenteropathy, non-Hp infections, malignancy,
Ischemic event, medications (corticosteroids, anti-cancer drugs,
iron chelators, etc.), Crohn’s disease (CD), and other infiltrative
diseases. Among them incidence of Hp infection in pediat
ric DU increasing for availability of 1ab facilities [1-7]. We reported
two cases of DU in children presenting with acute bleeding in one

A 9-year- 3-month-old boy got admitted through OPD with
complaints of abdominal pain since last night, hematemesis for
5 times since morning. On query, he had Headache and stuffy
nose. His perinatal history uneventful, no history of jaundice, no
previous bleeding manifestations, no offending drug history. On
admission baby was alert, ill looking, pale, HR; 101 bpm, RR: 22
bpm, Sp02: 95% in room air, temp: 98.2f, BP 100/70 mm hg, an-
thropometrically normal, abdomen: soft, epigastric tenderness
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present. Other systems revealed no abnormality. The hemoglobin
(Hb) was 6.3 g/dL, platelet normal, PBF, Liver function test, PT,
APTT normal and transfusion started. Infusion octreotide loading
dose followed by maintenance started and also standard dose of
infusion omeprazole started loading followed by maintenance.
After stabilization upper GI endoscopy have done which showed
large duodenal ulcer in 1st part of duodenum Forest classification
IIC and haemoclip placed. Tissue biopsy taken, RUT was positive
and histopathology revealed features of gastritis and duodenitis.
After bleeding his hemoglobin increased to 9 gm/dl. Patients were
discharged with amoxicillin and clarithromycin 14 days PPI for 6
weeks. On follow up he was stable with no recurrent symptoms.

Case 2

A 13-year-old boy visited the OPD with complaints of vom-
iting for few days and vomitus containing raw fleshy few pieces.

On query he had history of upper abdominal pain became severe
at night, aggravated after meal. He visited to medicine OPD with
complaints of loss of appetite, vertigo pallor and diagnosed as IDA
after blood tests 3 months back and treated conservatively with
iron supplementation. He had no history of hematemesis melena,
haematochezia and loss weight. There were no previous hospital-
izations or medical problems, his immunization status was up-to-
date, and no drugs had been prescribed or administered recently
(especially NSAIDs). Physical examination revealed pallor present,
not icteric, anthropometrically normal, vitally stable, blood pres-
sure 110/60 mmHg; pulse rate 110 beats/minute (bpm); respi-
ration rate 20 breaths/min; temperature 98 F, per abdominal ex-
amination revealed epigastric tenderness with no organomegaly.
Chest examination revealed regular heart beats without murmurs
and clear breath sounds. Bowel sounds were hyperactive without
localized tenderness or rebound tenderness.

Figure 1: Endoscopic picture of DU.

Figure 2: Endoscopic picture of DU.
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The hemoglobin (Hb) was 8.6 g/dL despite getting iron sup-
plementation which was 6 gm/dl 3 months back, MCV-65, MCHC
17. His CRP, LDH, USG whole abdomen liver function test barium
enema was normal. Upper GI endoscopy has done which showed
a large duodenal ulcer in 1% part of duodenum Forest classifica-
tion 2C. RUT positive and histopathology report showed the lam-
ina propria reveals increased number of chronic inflammatory
cells including eosinophils. Small amount of granulation tissue is
also present. No evidence of malignancy is found. Features sug-
gestive of chronic duodenitis with nonspecific ulcer. The patient
was treated with Amoxicillin and clarithromycin for 14 days and
esomeprazole for 6 weeks with iron supplementation. The patient
fully recovered. Follow up endoscopy after 10 weeks showed -du-
odenal ulcer still present but better than previous with RUT pos-
itive, therefore H. pylori eradication treatment again started with
PPI and sucralfate. Now patients are symptoms free (Figure 1 &
Figure 2).

Discussion

DU is an important etiology of GI bleeding or acute abdomen in
children. We reported two cases of DU who presented with acute
massive GI bleeding and abdominal pain with refractory anemia.
The prevalence of DU in children ranges at around 1.6-13.7%(cas-
es/EGDs), depending on the country, study year (2001-2018), and
test indications reported by previous cohort of studies [8-18]. The
annual incidences were around 3-5%/(cases/EGDs) reported by a
recent large cohort study in Taiwan [19]. Though common etiolo-
gy of DU in children is NSAIDS, corticosteroids, H-pylori infection,
eosinophilic gastroenteropathy, underlying secondary cause like
IBD, portal hypertension, HSP but younger age group specially in
neonate, the risk factors for ulcer are prematurity, hypovolemia,
stress, coagulopathy [19]. In both of our cases we found H. Pylori
infection is the cause of DU. The most prevalent symptoms were
abdominal pain, vomiting, melena, hematemesis, and dizziness
(and weakness), nocturnal pain [12]. If left untreated may devel-
op shock perforation and death. The cases in this study also pre-
sented with hematemesis and anemia with abdominal pain. The
Hp-positive group was prone to “hemorrhagic” features (melena,
syncope, anemia) that we found in our cases. Male children, he-
matemesis and melena, decreased hemoglobin levels and high
uric acid levels are clinically predicting factors of DUs due to H.
Pylori infection and the children should be promptly referred to a
facility with pediatric endoscopic capabilities for further diagno-
sis and treatment [20].

Diagnosis of duodenal ulcer was done by direct visualization
with esophagogastroduodenoscopy (EGD). Contrast barium swal-
lows imaging also can help in diagnosis where EGD facilities are
not available. H. pylori infection can be diagnosed with rapid ure-
ase test. Besides that, microscopic evidence of H. pylori infection,
culture sensitivity and PCR of tissue specimen can be done special-
ly in refractory or recurrence H. pylori infection. The cure of H. py-
lori after treatment can be assessed using the 13C-urea breath test
(UBT) or stool antigen test at least 4 weeks after therapy [21,22].
In the presented cases H. pylori was found by positive RUT and mi-
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croscopic evidence of H. pylori. Histopathology showed features of
chronic inflammatory cells without any malignant cells. However,
culture sensitivity test had not done. Treatment of DU is treatment
of acute condition, complications and underlying pathology H. py-
lori eradication. If presented with acute bleeding or perforation
may need control of bleeding by endoscopic or surgical interven-
tion. For anemia blood products or hematinic supplementations
[19]. In this case series who presented with active bleeding need
endoscopic haemoclip application. For H. pylori infection, 1% line
therapy in children triple drug therapy PPI with amoxicillin with
clarithromycin or metronidazole for 14 days according to NASP-
GHAN & ESPGHAN [23]. Other treatments of H. pylori eradication
are sequential therapy for 10 days, concomitant therapy or bis-
muth based quadruple therapy, adjuvant therapy with probiotics
[22]. In our patients we had given conventional triple drug thera-
py. Second, older patient was refractory to treatment, and second
line therapy was given. A recent study P] et al showed there were
four independent parameters were associated after multivariable
logistic regression analysis for refractory or recurrence of DU.
Male sex, lower Hb level, and perforation were risk factors for re-
fractory or recurrence, while hematemes is showed a possible re-
verse effect need at 1 follow up EGD [19]. Our 2" patient was male
and had low hb, follow EGD showed still ulcer was present and 2"
line therapy was given.

Conclusion

DU though rare in children should be excluded if children are
presented with hematemesis melena and unexplained anemia.
Early intervention can prevent complications and case fatality.
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