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Prevalence and Risk Factors Associated with Esophagitis
in Children with Abdominal Pain

Hyun Jung Kwon, M.D., Dae Yong Yi, M.D., Eell Ryoo, M.D.,
Kang Ho Cho, M.D., Dong Woo Son, M.D. and Han Tcha, M.D.

Department of Pediatrics, Gil Hospital, Gachon University of Medicine and Science, Incheon, Korea

Purpose: Children with esophagitis express a variety of nonspecific symptoms and signs depending on
their age, and diagnosis is limited because gastrointestinal endoscopy (GFS) and biopsy are difficult to
perform. The aim of this study was to examine the prevalence of esophagitis in children with upper
abdominal pain, to determine the necessity of esophageal biopsy, and to evaluate the associated risk factors.
Methods: We reviewed 266 pediatric patients with upper abdominal pain who underwent history-taking,
physical examination, and GFS with esophageal and gastric biopsies between January 2006 and December
2007. Esophagitis was confirmed on biopsy. We analyzed the risk factors for histologic esophagitis and
the necessity of esophageal biopsy.

Results: The prevalence of esophagitis was 19.9% (53/266 patients). The sensitivity and specificity of
endoscopic diagnosis were 41.5% and 77%. Of 53 patients with histologic esophagitis, reflux esophagitis
was seen in 50 patients, eosinophilic esophagitis was seen in 2 patients, and esophageal candidiasis was
seen in 1 patient. Vomiting was a significant factor in patients under 8 yr of age (p <0.05). H. pylori
infection was documented in 41.5% of patients with histologic esophagitis, compared with 58.5% of
patients not infected with H. pylori (p <0.05). The possibility of histologic esophagitis was higher in
patients with H. pylori infection (OR 2.5, 95% CI 1.2544 to 4.8286) and in those who visited in the
spring (OR 2.5, 95% CI 1.2544 to 4.8286).

Conclusion: We believe esophageal tissue biopsy should be performed in pediatric patients with upper
gastrointestinal symptoms who are undergoing GFS and stomach tissue biopsy, especially preschoolers
and H. pylori-infected children in the spring. (Korean J Pediatr Gastroenterol Nutr 2008; 11: 103 ~109)
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Table 1, Relation between Age and Symptoms in Histological Esophagitis (n=53)

0~8 (years) 9~12 (years) QOver 12 (years) Total
Abdominal pain 5 15 11 31
Vomiting 4 3 3 10
Chest pain 0 2 3 5
Others 0 3 4 7
p=0114,

Table 2, Relation between Histologic Esophagitis and H,
pylori Infection (Cases)

Table 3, Relation between Endoscopic and Histologic Eso-
phagitis (Cases)

H. pytori (+) 22 54 76
H. pytori (—) 31 159 190
Total 53 213 266
p=0.030.
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Histologic
Esophagitis
True False Total
True 22 49 71
Endoscopic ~ False 31 164 195
Total 53 213 266

1. Sensitivity: 41.5% (22/53), 2. Specificity: 77.0% (164/213),
3. Positive predictive value: 31.0% (22/71), 4. Negative pre-
dictive value: 84 1% (164/195).
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