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Abstract

Objective : To study childhood Helicobacter pylori infection concerning the clinical presen-
tations, endoscopic, histologic features and results of treatment.

Material and Method : A retrospective study conducted at the Gastroenterology and Nutri-
tion Unit, Queen Sirikit National Institute of Child Health (QSNICH) was done from January 1993 to
December 2002. All patients presented with recurrent abdominal pain, upper GI bleeding (non-variceal
bleeding) chronic vomiting and dyspeptic symptoms who underwent upper Gl endoscopy were included
in this study. Positive urease test verified by biopsied specimens from the gastric antrum and body and/
or finding the organisms from the specimens were the criteria for diagnosis of H. pylori infection. Cli-
nical presentations, endoscopic, histologic features and results of treatment in H. pylori infected cases
were described.

Result : A total of 144 patients who underwent upper Gl endoscopy were included in the
study. 22 out of 144 cases proved to be infected by H. pylori. Ages ranged from 2.6 to 14 years (mean
age 9 years). The male/female ratio was 1 : 1.2. Vomiting and epigastric pain were the leading symp-
toms. Endoscopic findings were divided into inflammation in the stomach 12 cases, both stomach and
duodenum 6 cases and duodenal ulcer 4 cases. Nodular hyperplasia of gastric antrum was found in 8
out of 22 cases. Histologic evidence of chronic gastritis was present in 12 cases, chronic gastroduo-
denitis 6 cases and chronic duodenitis in duodenal ulcer cases. Treatment regimen consisted of one H,
blocker (ranitidine) initially which was changed to omeprazole in 2001 combined with 2 antibiotics
(amoxycillin and metronidazole) for 14 days.

Conclusion : This study group represented middle and low income groups from around
Bangkok and many parts of Thailand. The prevalence of H. pylori infection in the present study was 15.3
per cent which reflects that H. pylori infection is a common health problem in Thailand. However,
because this was only a descriptive study, the authors cannot specify the association between symp-
toms, endoscopic findings, histologic features and disease.
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Helicobacter pylori is known as the causa-
tive organism of peptic ulcer disease in children as
well as adults. In addition, it is also known to cause
gastric maligancy which is among the top few causes
of cancer deaths worldwide(1). However, the asso-
ciation of H. pylori infection and specific clinical
symptoms in the absence of active peptic ulcer disease
is unclear. There are many studies that suggest for
and against an association between symptoms and
disease(2).

Children represent an excellent study group in
which to determine if H. pylori causes clinical symp-
toms because the confounding factors are reduced(2,
3). Therefore, the present study aimed to understand
the clinical symptoms, endoscopic findings, histo-
pathology and results of treatment of H. pylori infec-
tion in children.

MATERIAL AND METHOD

This was a retrospective study conducted at
the Gastroenterology and Nutrition section, QSNICH
from January 1993 to December 2002. A total of 144
patients who underwent upper GI endoscopy were
included in the present study. Endoscopy was done
using a Fiberoptic endoscope (GIF-XP20, Olympus).
During endoscopy biopsy specimens were taken from
the duodenum, gastric antrum, and gastric body. One
specimen each from the gastric antrum and body were
used for the urease test. The other specimens were
traditionally stained with hematoxylin and eosin stain.
Comfirmation of H. pylori was done using Giemsa
and Warthin-Starry Silver stain only in some patients
at the discretion of the pathologist. The diagnosis of
H. pylori was made by detecting urease enzyme from
a urease test and/or identification of H. pylori from an
endoscopic biopsy.

Treatment of H. pylori infection consisted of
2 antibiotics (amoxycillin 50 mg/kg/day and metro-
nidazole 30 mg/kg/day) and Hy blocker (ranitidine)

Table 1
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initially which was changed to omeprazole in 2001 for
14 days.

RESULTS

Endoscopy was performed on 144 patients
for the following indications: recurrent abdominal
pain 72 cases, upper G-I bleeding (non-variceal bleed-
ing) 58 cases, chronic vomiting 12 cases and dyspeptic
symptoms 2 cases. Of these, twenty-two children had
H. pylori infection of the gastric mucosa. Ages ranged
from 2.6 to 14 years (mean age 9 years). The male/
female ratiowas 1 : 1.2

The clinical indications for diagnostic endo-
scopy are summarized in Table 1. The major indi-
cations were recurrent abdominal pain in 12 cases,
hematemesis in 7 and chronic vomiting in 3.

Table 2 shows the clinical symptoms in H.
pylori infected children which consisted of vomit-
ing, epigastric pain, nocturnal pain, and pain related
to meals. Vomiting and epigastric pain were the two
leading symptoms in this study group.

Results of the endoscopic findings in these
children were inflammation in the stomach (antral
gastritis) 12 cases, inflammation in both stomach and
duodenum 6 cases and duodenal ulcer 4 cases. Nodular
hyperplasia of gastric antrum was found in 8 (36.4%)
out of 22 cases.

Histologic evidence of chronic gastritis was
present in 12 cases, chronic gastroduodenitis 6 cases
and chronic duodenitis in duodenal ulcer cases.

Treatment regimen for H. pylori infection
consisted of one Hy blocker (Ranitidine) initially
which was changed to a proton pump inhibitor
{Omeprazole) from 2001 plus amoxycillin and metro-
nidazole for 14 days.

Symptoms resolved in 20 cases. Two cases
which did not improve with the treatment underwent
2nd endoscopy yielding the same histopathology as
before starting treatment but the urease test yielded

Clinical indication for diagnostic upper endoscopy .

No. of patients

Chronic gastritis

Duodenal ulcer

+ (n=4)
Chronic gastroduodenitis
(n=18)
Recurrent abdominal pain 11 1
Hematemesis 3
Chronic vomiting 3 -
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Table 2. Clinical symptoms in H. pylori infected children.
Chronic gastritis Duodenal ulcer
+
Chronic gastroduodenitis

Number (M : F) 18 (7:11) 4(3:1)
Age (mean) years 2.6-14(94) 3.5-12.3(7.1)
Symptoms

Vomiting 11 2

Epigastric pain 5 2

Nocturnal pain 3 2

Pain related to meals 3 1

a negative result and the organisms were not found
from the biopsy specimen either. One case of duodenal
ulcer presented with massive bleeding requiring surgi-
cal intervention. Duodenal perforation with arterial
bleeding were found during surgery.

DISCUSSION

Thailand is one of the developing countries
in which H. pylori infection is a common infection
especially in rural areas. According to Perez-Perez's
study(4), the prevalence of H. pylori antibodies begins
early (5-9 years old = 17.5%), increases during the
third decade of life to 55 per cent and peaks (75%)
between 30 to 49 years. QSNICH is the only Children's
Hospital in Thailand. Not only is it a Paediatric resi-
dency training hospital, but it is also a tertiary center
with referrals from all over the country. Patients come
from middle and low income groups around Bangkok
and many parts of Thailand. Mean ages in this study
were 9.4 years and 7.1 years in the chronic gastritis +
chronic gastroduodenitis group and duodenal ulcer
group respectively.

H. pylori infection is inversely associated
with socioeconomic status(3), so racial/ethnic groups
with lower socioeconomic status would be expected
to have a higher infection prevalence(6). The preva-
lence of H. pylori infection in the present study was
15.3 per cent comparable to a study published by P.
Aanpreung et al(7) which was about 16.9 per cent.

The majority of persons infected with H.
pylori never appear to develop symptomatic disease
(6). Nevertheless, H. pylori infection is now accepted
as the major cause of type B gastritis and has been
strongly associated with duodenal ulcer and gastric
ulcer disease in both adults and children(8,9). Non-
ulcer dyspepsia related to H. pylori is still contro-
versial. In accidental acute H. pylori infection, 50 per

cent of cases experience bloating, epigastric pain and
vomiting 3 to 7 days following exposure(10-14)_ In
the present study, vomiting was the most common
symptom of H. pylori infection (59%) and the only
presenting symptom in 3 cases that led to diagnostic
endoscopy followed by epigastric pain (31.8%). Pre-
vious studies have not be able to confirm the pre-
sence of a specific symptom complex with H. pylori
infection. Glassman(13) found no difference in the
frequency of vomiting or epigastric abdominal pain
among children with and without H. pylori infection.
On the contrary, De Giacomo(16) reported that severe
epigastric pain and ulcer - like dyspepsia were sig-
nificantly associated with H, pylori infection, while
recurrent abdominal pain or dysmotility - like dys-
pepsia was not.

The present study found the H. pylori infec-
tion rate in male : female to be 1 : 1.2 which reflects
that H. pylori infects males and females equally, similar
to other studies(17). Histopathologically, in the pre-
sent study revealed chronic gastritis in 12 cases, chro-
nic gastroduodenitis in 6 cases and duodenal ulcer
in 4 cases. Chronic gastritis is a consistent finding in
studies of children with H. pylori infection(3). In
contrast, adult patients usually have acute gastritis(3).
Epidemiologic data indicate that H. pylori increases
the risk of duodenal ulcer at least threefold(18). In
some studies, up to 90 per cent of persons with duo-
denal ulcer were infected(19). The risk increases in
those who develop duodenitis and gastric metaplasia
of the duodenal mucosa in response to infection and
environmental cofactors, including cigarette and alco-
hol use or use of NSAIDS, male gender, blood group
O etc. All 4 duodenal ulcer cases in the present study
were the total number of duodenal ulcer cases in our
hospital, so all were associated with H. pylori infec-
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tion (100%). The gastric antral nodularities seem to
be specific to H. pylori gastritis in children and may
reflect an overstimulation of lymphoid follicles(20
21) occuring in between 50-90 per cent of cases(22),
Only 36.4 per cent of the patients in the present study
had this endoscopic feature.

Treatment of H. pylori infection in the pre-
sent study consisted of one Hy blocker initially which
was changed to omeprazole in 2001 combined with
2 antibiotics (amoxycillin and metronidazole) for 2
weeks. Twenty cases showed dramatic response and
symptoms resolved quickly. Two cases still had abdo-
minal pain and a second endoscopy showed disappea-
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rance of H. pylori with no significant change in histo-
pathology (chronic gastroduodentis).

SUMMARY

Twenty-two children with H. pylori infec-
tion out of 144 cases were diagnosed from Upper
Gastrointestinal Endoscopy. Clinical presentations
were recurrent abdominal pain (12 cases), hemateme-
sis (7 cases) and chronic vomiting (3 cases). Epidemio-
logic data and symptoms were described including
endoscopic findings and histopathology. Triple therapy
regimen relieved the symptoms satisfactorily in nearly
all the cases (90.9%).

(Received for publication on June 24, 2003)
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