otAOtARtI| ool X] - M 73 H 22 2004

<o

EE;

ek

Helicobacter pylori®l G E Aolo A o) XA, Aol AA

ol e
A% 2 9 Al o AT A7

(S CEELEPRELTERRE LT

o

oY= - slet WS- § Y- MM - XUS - MBE - BHF - A

A Prospective Study on Duodenitis, Duodenal Ulcer, and Gastric Metaplasia in
Children Infected by Helicobacter pylori

Jung Bok Lee, M.D., Hae Ra Im, M.D., Dong Hae Jung, M.D.*, Eell Ryoo, M.D.,
In-Sang Jeon, M.D., Kang Ho Cho, M.D., Young Han Sun, M.D.,
Hee-Joo Hong, M.D. and Hann Tchah, M.D.

Departments of Pediatrcis and *Pathology, Gil Hospital, Gachon Medical School, Incheon, Korea

Purpose: Helicobacter pylori (H. pylori) infection has been known to be vital in the pathogenesis
of duodenal ulcer disease in children as well as in adults. But the relationship between H. pylori
infection and the histopathologic findings of the duodenum has not been explained obviously in
children yet. So the aim of this study is to determine whether duodenitis and/or gastric metaplasia
in the duodenum increases the risk of duodenal ulcer disease in children infected by H. pylori.
Methods: From October 2001 to April 2004 gastric and duodenal biopsies were performed in 177
children who visited Department of Pediatrics, Gil Hospital, Gachon Medical School. Biopsy
sections were stained with hematoxylin and eosin and also with Giemsa for identification of H.
pylori. The grades of duodenitis and gastric metaplasia were classified from O to 3 and from 0
to 4, respectively.

Results: The incidence of H. pylori infection was 54% in total patients. Amongst 163 children
with duodenitis there was a lack of correlation between H. pylori infection and the grade of
duodenitis. Amongst 11 patients with duodenal ucler, only 4 children were infected by H. pylori.
And amongst 5 patients with gastric metaplasia, H. pylori and duodenal ulcer were detected in
2 and 3 children, respectively. The occurrence of duodenal ulcer and gastric metaplasia were
increased significantly in proportion to the grade of duodenitis (p<0.0001 and p=0.0365, respec-
tively).

Conclusion: As opposed to the results of previously reported articles, there were lacks of correlation
between H. pylori infection and duodenitis, duodenal ulcer, and gastric metaplasia. So further study

A4 120049 9¥ 4%, 21120049 9¥ 22¥
AJYAA: 2F g 4050-760, JAHAFHA] FETF FEF 1198 A, P A 2 Lot
Tel: 032-460-3226, Fax: 032-460-3224, E-mail: onecar@ ghil.com

170




orEs 2

CH. pvlori ZHOIA HOIXIZEQ. MOIRIZ Ao 9 Aosid «171

hould be done to clarify the effect of H. pylori on the duodenal histopathology in children infected
by H. pylori. (Korean J Pediatr Gastroenterol Nutr 2004; 7: 170~ 178)

Key Words: Helicobacter pylori, Duodenitis, Duodenal ulcer, Gastric metaplasia, Children
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= © oA Hdolgta E 4 Utk

a8y Lol X9 H. pylori 7793 BEE 4] 0]
Ao AW A A tig A oFF7HA|
oo g AYolm g AREL H. pylorid] T &
ofofl A HolAFAH, HolAF A% 2 9] FIsHA
o gt HAE FHNE A AT

Chat U

L o

20019 1029 5-E 20043 49714 71A Q) 24
o Aot st 9 AT MolA S

SO Al3Er 1779 9] $ol= A O 2 H. pylori
T oy 9 Wes a7e ARE PHoR 2
A 2459 1779 F Wb} 1008, clelrl 77
22 JUYHlE 129 1 10] e Hi vol= 9.74
Yok WAHEY AeEe B4 BE 0y BE
TE, A5 A3 29, §5EH 293, 2 24
A W18, Henoch-Schoenlein A5+2, =2 AFS 2

2. LHAIE Az

At go g2 ALgE WA H-E Olympus GIF-
XP 160 (Tokyo, Japan)©] i, Folel we} YA A
HAAFE Al8sl7] A A X Z buscopan (0.7~1.0 mg/
kg), midazolam (0.05~0.2 mg/kg) 5 AH&3tGL

Table 1. Indication of Endoscopy
Indication No. of patients
Recurrent abdominal pain 63
Acute abdominal pain 59
Vomiting 25

Upper gastrointestinal bleeding "
Abdomen and/or chest discomfort 8
[ron—deficiency anemia 7
Others* 3

Total 177

*Follow-up study, Henoch Schoelein purpura.

H 37 W vHE 93 lidocaine 10% &8-S AA}
a17] 8 Ao Fx =XIE stgth 24 A
Abe 9 JAARSG 9 AR L HolA AN
A shsit.

3. H. pylori & 7|

H. pylori 74 55 €7] $13] ELISAE S o]&
st 84 IgG AN 84 5 7] ZAHurease breath test,
UBT), urease AAHCLO test, 3 Hp kit) 2 A7
%2 9] Giemsa staing A YA} H. pylori %
A& 22 9] Giemsa stain®l| A H. pylori7} ¥ % S}
< w9} H. pylori IgG, UBT, CLO % 27}A] ©]/dol A
Y 02 oAk

A o) AL hematoxylin 2 eosin 414l A ZF

Ao AE H& Aol wat Go3tHet. A o] X%
%ﬂ—%ﬂéfﬂ@rwwxﬂ 0% ><111 ] =, 1]3
o 4%

9 A Aro ot A 0%, Al 1%, Al 2
T, Al 3%, Al 452 PR3t HFE FHEAE
o, Al 055 A 2AS Hole A%olH A 15
Aol A Hutell 9 &9 4H7} 5% ©]81E Hole

A 25 9 A9 Ot 5~25%F Hole F
T, Al 3EE 9 &9 A7} 25~50% 5 Hole A
L A 45 = 9 AU A EE0] HolAF Hur

HEZ) 50% o4y w2 pEstg o,

6. SHH =4

SE $A RIS ARESt H. pylori
& Nol XA, H. pylori ZFE3 Aol A A,
) 3382 H. pylori 7+, H. pylori ZA%} 4 ©]
A HF 52 chi-square test, 4 o] X F 3 4 o]X|
2 ok el Aol Adn 9 YL chi-
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Table 2. Distribution of Patients According to Age, Sex and Helicobacter pylori Infection

Sex H. pylori infection
(ypt;%er) Total
Male Female +) (-)

0~3 4 4 3 5 8
4~6 16 12 16 12 28
7~9 24 18 24 18 42
10~12 30 27 34 23 57
13~15 26 16 20 22 42
Total 100 77 97 80 177

Table 3. Relationship between Histopathologic Grade
of Duodenitis and Helicobacter pylori Infection

Grade of H. pylori infection

o Tota
duodenitis ) )
0 2 0 2
1 47 47 94
2 36 26 62
3 4 3 7
Total 89 76 165

square for trend testZ A3 Ztzhe] BA HAY
< p #°l 005 W] WS AuiE AoE
AFE T2IWL SAS (version 8.1)F o] &3} ).

= o}
1oy 2 MY Ex
& W ot 1778 F H. pylori F7d A& HA
Bloli= 0~3A4oA 89 F 3 (37%)°l AL, 4~64]
2 =

oA 28 F 16W(57%), 7~9AIA 427 F 249
(57%), 10~ 1241914 579 T 347 (59%), 13~ 154
oA 4278 F 208 (47%)CE F 97 (54%)°]| AT}
Y HlE 136 10]eH, H Yol= 9.66H X
TH(Table 2).

3. AOIX|A AL H. pylori 2+A

Agon g HlE 45 12 Folol A A @eto
U ot zol7k fldthp=0.118). ©] 5 H. pylori
A L 4%, H pylori 7 532 THol oY
SAH SR fo3t Apo] & HolA| ekdkth(p=0.227)
(Table 4, 5).

9 Ao AA BaF F 5ol H el
= 12458 gl wE 9 Fusid e 2 E
ol= zFol7F §IAth o] F H. pylori %732 2%l
o, oA A% 3ol et HolAR AY
7 H. pylori ¥730] FHHeE 29+ 1% 0] 3 Th(Table
4). H. pylori x93} 9] 93ty 24 o= FA
2O 8 o3t JHBAE HolA BUTH(p=0.659).
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Table 4. Major Characteristics of Patients with Duodenal Ulcer and/or Gastric Metaplasia

) Grade of
. H. pylori Duodenal Grade of )
Patient Agelyn)/Sex infe%)aon ucler duodenitis gastrlc.
metaplasia
1 2/F - + 3 -
2 4/M + + 3 -
3 4/M - + 2 4
4 5M - + 2 -
5 6/F - + 2 -
6 ™ + + 3 -
7 8/M - + 3
8 8/M - + 2 -
9 10/F - - 1 4
10 10/M + + 3 3
11 12/M + + 2 -
12 13/M - + 1 -
13 15/M + - 3 2
14 15/M - - 1 3

Table 5. Relationship between Duodenal Ulcer and
Helicobacter pylori Infection

H  nvinri infartinn

Duodenal ulcer Total
(+) (=)
(+) 4 93 97
(-) 7 73 80
Total 1 166 177
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Table 6. Relationship between Gastric Metapasia of the Duodenal Mucosa, Helicobacter pylori Infection and

Duodenal Ulcer

H. pylori infection

Duodenal ulcer

Gastric Total
metaplasia +) ) (+) (-)

(+) 2 3 2 3 5

-) 95 77 9 163 172

Total 97 80 11 166 177

Table 7. Relationship between Histopathologic Grade
of Duodenitis and Duodenal Ulcer

Grade of Duodenal ulcer

o Total
duodenitis +) )
1 1 93 94
2 5 57 62
3 5 2 7
Total 1 152 163
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Table 8. Relationship between Histopathologic Grade
of Duodenitis and Gastric Metaplasia of the Duodenal
Mucosa

Gastric metaplasia

Grade of Total
duodenitis +) )

1 2 92 94

2 1 61 62

3 2 5 7

Total 5 158 163
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