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Changes in the Prevalence of Biopsy-proven Helicobacter pylori
Infection in Korean Children with Functional Recurrent
Abdominal Pain Over the Last 18 Years

So Yeon Lee, M.D., Jae Sung Ko, M.D. and Jeong Kee Seo, M.D.

Department of Pediatrics, Seoul National University College of Medicine, Seoul, Korea

Purpose: The aim of this study was to evaluate observed changes in the prevalence of biopsy-proven
Helicobacter pylori infection in Korean children with functional recurrent abdominal pain during the past
18 years.

Methods: Between July 1991 and December 2008, 1,194 children with functional recurrent abdominal
pain (499 males and 695 females) 9.2+3.1 years of age were included. Upper gastrointestinal endoscopies
were performed in all patients. H. pylori infection was assessed by the CLO test. Changes in the prevalence
of the endoscopic diagnosis of H. pylori infection during 18 years were analyzed.

Results: The prevalence of H. pylori infection between 1991 and 1993, 1994 and 1996, 1997 and 1999,
2000 and 2002, 2003 and 2005, and 2006 and 2008 were 25.1% (56/223), 23.1% (45/195), 19.3% (28/145),
16.1% (39/242), 11.3% (24/213), and 10.8% (19/176), respectively; these serial decreases in the prevalence
over 18 years were statistically significant (p <0.001). Regardless of gender and age, the prevalence of
H. pylori infection decreased. This decrease was inversely related to socioeconomic improvement as
represented by the per capita gross national income growth of Korea.

Conclusion: The prevalence of H. pylori infection has decreased significantly for the past 18 years in
Korean children. This decrease might be caused by an improvement in socioeconomic status. (Korean
J Pediatr Gastroenterol Nutr 2009; 12: 150~ 155)
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2000~20024 16.1% (39/242), 2003~20054 11.3%
(24/213), 2006~2008 10.8% (19/176)Z At 18117+
T2 3k 745+ tHp <0.001)(Table 1). $-2Ivte} 19
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ARRA e ¢ T ArhFig. ).

Aol whE H. pylori 745 W3t A6l 4 1897
H. pylori 452 Y ZFolA §28HA] 743519
th(p<0.01)(Fig. 2).
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(Fig. 3).

Table 1, Changes in the Endoscopic Positivity of H. pylori
Infection in Children with Functional Recurrent Abdominal
Pain

Years Male (%) Female (%) Total (%)
1991 ~1993 26/102 (25.5) 30/121 (24.8) 56/223 (25.1)
1994~1996 19/90 (21.1) 26/105 (24.8) 45/195 (23.1)
1997 ~1999 12/64 (18.8) 16/81 (19.8) 28/145 (19.3)
2000~2002 12/86 (14.0) 27/156 (17.3) 39/242 (16.1)
2003~2005 11/94 (11.7) 13/119 (10.9) 24/213 (11.3)
2006~2008  7/63 (11.1) 12/113 (10.6) 19/176 (10.8)

All children were proved to have no organic causes of
abdominal pain,

30~ r $25,000
1 % $20,216
25 - $20,000
20
- $15,000
15 1 $11,029
- $10,000
10 1
$7,603
5] - $5,000
—e— Positivity of H. pylori infection (%)
—=— Per capita GNI* (gross national income)
$0

91~93 94~96 97~99 00~02 03~05 06~08

Fig. 1. Relation between prevalence of H. pylori infection and
per capita GNI in Korea, The prevalence of H. pylori infection
was significantly decreased (p<0.001), and this decrease was
inversely related to per capita GNI, *Marked as mean of 3-year
per capita GNIs,
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Fig. 2. Changes in the positivity of H. pylori infection
according to the gender, Statistically significant decrease of
H. pylori infection was observed both in male and female (p
<0.01).
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Fig. 3. Changes in the positivity of H pylori infection
according to the age. The prevalence of H. pylor infection was
decreased in all ages.
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