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Peptic Ulcersand Erosionsin Children at aPediatric Unit in Turkey
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Objective: To study the characteristics of peptic ulcer and erosion in pediatric patients.

Methods: Over a period of seven years, 1,026 children underwent upper gastrointestinal
endoscopy in our pediatric gastroenterology unit.

Results: Peptic ulcers and erosions were found in 59 (7.2%) patients [ulcers in 42 (5.1%) and
erosions in 17 (2.1%)]. Thirty (50.9%) children presented with acute upper gastrointestinal
bleeding. Helicobacter pylori positivity was found in 27 patients (45.8%), and ulcerogenic
medication use was found in 13 (22%) patients.

Conclusion: The main risk factors for childhood peptic ulcer and erosions were H. pylori
infection and non-steroidal anti-inflammatory drug use.
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ncreasing availability of endoscopy for pediatric

patients has resulted in increased diagnoses of

peptic ulcer and erosions [1]. A limited number of

studies in children have reported a range of 1.8%-
19.5% in prevalence of peptic ulcer [2-4]. Peptic ulcer,
together with erosions, has been reported in 10 - 20% of
symptomatic children who underwent upper gastro-
intestinal (GI) endoscopy [3-5]. Generally, peptic ulcer
occurs in association with Helicobacter pylori,
corticosteroids or non-steroidal anti-inflammatory drugs
(NSAIDs), systemic diseases or stress [3-6]. In adults,
there has been a noticeable increase in the incidence of
non H.pylori, non-NSAIDs related peptic ulcer [7-9],
though not in the pediatric popul ation.

Theaim of thisstudy isto describe the frequency and
characteristics of peptic ulcer and erosions in pediatric
patients who underwent upper Gl endoscopy in our
ingtitution.

METHODS

This retrospective study analyzed case records of 1,026
pediatric patients who underwent upper Gl endoscopy
over a period of seven years from January 2007 to
January 2014. These children presented with various Gl
system complaints. We extracted sociodemographic data,
complaints on presentation, medication use, family
history of peptic ulcer or erosions, concomitant systemic
disease and endoscopy findings. H.pylori infection was
diagnosed using a rapid urease test, (Helident, RTA,

INDIAN PEDIATRICS

Published online: June 01, 2016. PII:S097475591600006

Kocadli, Turkey) and a positive histology. At least two
biopsies were performed from the gastric antrum, one for
histological analysis (including direct visualization of the
bacteria), and the other for rapid ureasetest.

Children with peptic ulcer/erosions with H.pylori
positivity received triple therapy (lansoprazole,
amoxicillin and clarithromycin) for 10 days, lansoprazole
was continued for at least four weeks. Successful
eradi cation was defined by follow-up endoscopy, or when
urea breath test was negative for H.pylori six weeks after
the completion of the drug therapy. Patients with peptic
ulcers/erosions, who were negative for H.pylori, were
treated with lansoprazolefor four to six weeks. According
toour clinical protocol for children diagnosed with peptic
ulcers, the patients were re-assessed at four weeks, at two
months, and thereafter only if the patient became
symptomatic again.

Satistical analysis: Statistical analyses were performed
using SPSS 15.0 (SPSSInc., Chicago, lllinois, USA). The
differences between patients with gastric ulcer and
duodenal ulcer were assessed by the chi-square or
dependent t-test for nominal or continuous variables,
respectively. A P value of <0.05 was considered as
statistically significant.

REsULTS

During the study period, we diagnosed gastric and/or
duodenal peptic ulcers/erosions in 59 children (31 girls
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and 28 boys) with a mean (SD) age of 12.0 (4.3) years
(range 1-18 years). Peptic ulcer was diagnosed in 42 (20
gastric, 20 duodena and 1 both gastric and duodenal)
and erosion in 17 (15 gastric, 1 duodenal and 1 both
gastric and duodenal) cases. Thirty patients (50.9%) with
peptic ulcers/erosions presented with gastrointestinal
bleeding (hematemesisin 24, melenain 6). Other primary
indications included epigastric pain (n=23), pre-
examination of percutaneous endoscopic gastrostomy
placement (n=3), iron deficiency anemia (n=1), poor
weight gains (n=1), and vomiting (n=1).

Helicobacter pylori positivity wasseenin 27 (45.8%)
patients. The rates of H. pylori infection were higher in
children with duodenal ulcers compared to those with
gastric ulcers (71.5% versus 40%, P=0.007). Antra
nodularity was found in 26 (44.1%) patients, which was
higher in H.pylori positive patients (P<0.001) (Tablel).

Thirteen (22%) children had a history of ulcerogenic
medication use. Of these, 12 had been given NSAID and
one had been given corticosteroids. There was a history
of NSAID usein 30% of the gastric ulcer patientsand in
14.3% of the duodenal ulcer patients. There was afamily
history of ulcersin 16.9% of al the cases. In the gastric
ulcer cases, 10% had afamily history of ulcers, andinthe
duodenal ulcer cases, one-third had a family history of
ulcers (P=0.04). There was a concomitant systemic
disease in seven patients (4 cerebral palsy, 3 porta
hypertension), and two patients were active cigarette
smokers. In 19 (32.2%) patients there was no evidence of
H.pylori infection or history of ulcerogenic medications.

All H. pylori positive patients were administered the
classic triple eradication therapy. Eight patientsremained

TABLE | CHARACTERISTICS OF PATIENTS ACCORDING TO
HELICOBACTERPYLORI STATUS

H. pylori H. pylori P
positive, n(%) negative, n(%) value

Age, mean (SD) 12.8(3.2) 11.3(4.9) 0.1
Femalegender,n(%) 13(41.9) 18(58.1) 0.5
Erosions, n (%)
Gastric 3(20) 12 (80)
Duodena 0 1(100)
Gastric+duodenal 0 1(100)
Ulcers, n(%)
Gastriculcers 8(40) 12 (60)
Duodenal ulcers 15(71.5) 6(28.5)
Gastric+duodenal 1(100) 0
Antral nodularity, n (%) 20 (74.1) 6(18.8) <0.001
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H. pylori positive after initial treatment, and they were
administered sequential therapy. After sequential therapy,
these patients did not attend the follow-up appointments.
In the other five, there were no symptoms and the UBT
turned negative.

Over the mean (SD) follow-up period of 10.9 (13.3)
months, ulcer recurred in five patients. Although the
recurrencerate was higher in H.pylori positive ulcers, the
difference was not statistically significant (14.8% vs.
3.1%, P=0.10). The mean (SD) time of recurrence was 32
(7.6) months (range, 18-60 months). Of the five patients
with recurrence, two presented with Gl bleeding and
threewith epigastric pain.

DiscussioN

In this retrospective analysis of over 1000 children in
whom upper Gl endoscropies were performed, peptic
ulcer or erosions were dignosed in 7.2% of patients. We
further documented association with H. pylori in nearly
half of these patients, more so in those with duodenal
ulcers/erosions.

In earlier studies, H. pylori infection has been
reported at rates of 33-92% in children with duodenal
ulcers and at 20-75% in those with gastric ulcers
[3,10,11]. Severa medications may cause mucosal
inflammation and ulceration. Although NSAID are
generally safe and are often used to control fever, eventhe
use of asingle dose in children may cause Gl bleeding
[12]. Inaprevious study, ulcerogenic medication usewas
found in 16.5% of peptic ulcer patients [2]. In recent
studiesin devel oped countries, there hasbeen anincrease
in H. pylori - negative, non-NSAID—related peptic ulcer
prevalence [7-9]. In the current study, the prevalence of
peptic ulcers not related to H. pylori or NSAID was
found to be 33.8%.

Characteristic antral nodularity has been reported
more often in children with H. pylori infection than in
adults [10,12]. Antral nodularity has been reported to
have 98.5% specific and 91.5% positive predictive value
in the determination of H. pylori infection [13]. In the
current study, the specificity and the positive predictive
value of antral nodularity for H. pylori detection were
79% and 74.1%, respectively.

The retrospective nature of the analysis constituted
the major limitation of our study. Other limitation was
lack of a control group for analyzing significant
associationwith H. pylori positivity or NSAID use.

In conclusion, the results of this study show that
peptic ulcers and erosions are not rare in children. These
patients most commonly present with bleeding and/or
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epigastric pain symptoms. H. pylori infectionand NSAID
are common associations found in children with peptic
ulcersor erosions.
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Erratum

In the editorial entitled “ Galactosemia— A Not to be Missed Inborn Error of Metabolism” published in January 2016 issue of
Indian Pediatrics, on page no. 19, following correction isto be noted infirst paragraph, lines 13-15:

“1f we extrapol ate the reported incidence from the western world (1:30,000) about 87 babiesevery year are born with galactosemia

inIndia.” Thislineisto beread as:

“If we extrapolate the reported incidence from the western world (1:30,000) about 870 babies every yearare born with

galactosemiain India.”
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