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Influence of Helicobacter pylori Infection on Gastric Motility in
Children and Adolescents with Functional Dyspepsia
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Kang Ho Cho, M.D., Dong Woo Son, M.D. and Hann Tcha, M.D.
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Purpose: In spite of many reports about Helicobacter pylori infection in children with functional
gastrointestinal disorders, there are few reports about the influence of H. pylori infection to functional
dyspepsia and gastric motility. Therefore, we studied the influence of H. pylori infection on gastric
myoelectrical activity in children with functional dyspepsia.

Methods: Between August 2006 and December 2008 upper gastrointestinal endoscopies with biopsies,
the rapid urease test and/or °C urea breath test, and electrogastrography (EGG) were performed on 63
patients with histologic chronic gastritis; patients with chronic disorders were excluded. Comparisons about
gastric myoelectrical activities were made between H. pylori-positive children (n=25) and H. pylori-
negative children (n=38).

Results: The percentage of pre- and post-prandial normogastria was relatively lower in H. pylori-positive
children than H. pylori-negative children (80% vs. 65%, and 80% vs. 68%, respectively). Compared to
H. pylori-negative children, H. pylori-positive children had lower postprandial predominant power
(8.18+£22.36 dB and 32.20£24.18 dB, respectively; p<0.01) and a lower power ratio (6 P; —1.28+6.18
vs. +4.62+5.93, respectively; p<0.01).

Conclusion: It was suggested that the gastric myoelectrical activity in children with chronic gastritis can
be influenced by H. pylori infection. Thus, this study indicates that H. pylori infection may be predictable
in children with functional dyspepsia through analyzing the EGG parameters, and treatment may be
considered in H. pylori-positive children with impaired gastric activity, especially in the lower prevalence
area. (Korean J Pediatr Gastroenterol Nutr 2009; 12: 133~ 139)

Key Words: Functional dyspepsia, Chronic gastritis, Gastric motility, Electrogastrography, Children,
Adolescent

A4 120009 8Y 9, =9l : 20004 8Y 259
AAzL - Y, 405-760, QIAA] EETF FLF 1198, 7P gt AW Y Lopy A F)
Tel: 032-460-3931, Fax: 032-460-3224, E-mail: irida@medimail.co.kr

133




134 « CjstAopasty|Giobsts|A| - & 123 M 235 2009

M =

Helicobacter pylori 7332 & Lol &l 7]
WA Zlow geA glon, 53] LofollAle vHAY
54 219, £3H4 AloF, mucosa associated lymphoid
tissue (MALT) HZF3} Qddbo] glE Aoz AdeA 9l
ownl w3t g AYPA REH A Al g der|rE
gheh vl Lo &Wd 7ol v wbEA 553 3=
A& oA & g =gto] glow 53| H. pylori Al
A5 F 8ol tieiAE ke Aorl Basa gl
th H. pylori 7E3 AT of2] AFollAE meta-
analysis 275 A o] Foll 9|3t Hd & vhE
A BB o] gl Zlog Heldh, $eluwky o
ToAA = H. pylori 1] A T EH &4
BE3te] AL 9l Aoz Bausgry.

o] e o AT B3Ekal H. pylori 733t &
A 9] 5ol g A5 A EE 53] 9 +5Y
ZZ(gastric accomodation) #|3}2} HAF A4

(antral hypomotility) &-oll %S 1 ]5“_‘:]'"5 B3zt 9
Py B2 olet ¢ & ‘501] gk A3k H. pylori
A3} Ao] glckes ik glon OIT‘Z‘ H. pylori 7
o & ofvzet o 7 °k€°ﬂ sl dFe % 3t
7k F ub3-o] olzldt 919 FFoll s v &
DS A AR

ShFo HlEs Z2AbRpel whe} ohEx]uk 3.5~
27%2 Baskar 9lom™ T zA o) oehH Lol
ZdollA Rome 1T A 9ol 93t 7|64 &3HE=K(dys-
pepsm)t J,]/k 37H$J o]xh,] Jﬁ_i,& FA2 Ag],7]
gldoz W3k 3 F 152% % vy

H~

rlov
_0|L
%
>

Dy
3} Bekol] L3tE]E Ao gE 753 A9 22 )
BWEY AT =7) E‘{Z}—, A% Zupzk BH ezt
A, T, TE 5L LRste] Bl R21% 5
9.1} Rome II A ool oJahs] AHEHo] upi A HE

o BE7S ukgic}o)

17 =7 A(electrogastrogarphy, EGG)+ 3] Hol] A=
S Bol 3 9 ZARY FEAS Hrtsls ANE A
Wal7] & o, FE 52 oy 7pA] L3Rk 24
o Rle g 9 & Hrhehs shedl 83 A
Holth'. 53] LobyudollA v H5A WHo R &

83 A stz o] 7HA] 7154 L3t &
5 Aolloll gk A7} ELE] AcH® wheha] 2ol
FollAE 7154 &shEeks 7hAl Zolol|A] AE9 %

3 A A A =
pylori 7do] §] 5ol v &=
ATE A3Pslich

454 g 99 2951
Qe Foprar 1

o 2wy

200641 8¥F-E] 2008 12971A] 7] AW

7} Qlele o] BEw Y £3b7) Feldo) &3bEes F
42 e oAy F AR WA At

A 9 ARFS; AFolA 22 AA S 2437
AN} A SRS AAE A3 s e R 8t

At ol F =F AA A w4 -r]°é' o7 #eld
5 HFORE sglom oHd Fwolut vy A3t
= 7HA 3= ALJskict. H pylori 7493 o A%
84 Ballg84 7 AHrapid urease test), W2l Z2 A 2
I FEQA A F2 2437 AN FEA BFE H
pylori FATO2 B %‘écﬂ 39 H. pylori 272
Z A5} o] IAE F W 2AAA AT} uky

Hdez 241 6399 ézl—x}—— H. pylori 23} S
Toz throl AT 74 ABE wla BAshelnt.

A= ﬁ*}é sl AA o] Aol 9 ol
Gl o WA oA Ha 48417 ol
& FURES shleh A4 A W B
2pFe] e 283 WollA A Aol 53 <t
Al 8k, 45° A% ke AAE el shol AT——
MFESHA g F $17 =8 A= (DNM, Dayton, OH)= 3t
vHE AAETISH i Aol @Z"Hﬂl ohe shbe A
WA AFolA Aoz 57k sheloll A H& 5 em
o] "ol Soll, Z2|a 7]1‘ Zd%"d ohE sk 2
571 shelol]l T 4ol AXAF 0 of w) mE
B ek AL AAE 7))
(Digitrapper EGG, Synthetics Medical Inc., Stockholm,
Sweden)oll 1738}l 7|F FIr(frequency)®] HHIE
Z 4 1014 H o 18 cpm (cycles per minute) 2.2 3=
o} ol F el Al g AL §HolA gES @
T AR AR AAE 15~2027F Ao 4
AAE AAES el 120 mL 0|42 BE nAEE

10
o,

w4

o T g o

o fo OF o8
o 1o oo o

[

rUN

NI

L o



g
AEE 473 452 05~9 cpm HSel Y 2w

(peak powen)q 1 9| Fat4l
frequency), F FIpF7h Hol

(dominant power), = FI}2]

ZF F9}(dominant

A9 B F 9

v T

W g el

A% AEY F W) Wsk0 P 243U ol o)

AR E F3157} 4 opm ol

Fokrg M B9 Az HAAE

32 2 cpm ©]3}e]
= LR R LA

2 ZYstgion, A4 ke Ao 3 o7 RS
wA|sk7] sl A2 ] vl S (power rario)g ©]-&-3F
%31, 10 cpm (cycle per minute) ©]/d2] Hlwl2 $]7} o}
u 95 sHAoll ofsl sk A9 Hoerns =4

ol A Al¢] skt

2E 57 A5 242 9

T Tv v

E98 MedCale T21

2 (version 9.6.4.0, MedCalc Software, Mariakerke, Bel-
gium)S o] Falglon, F F 7ke] 2ol & LAl 9

3] Mann Whitney H'H-& o] 8-3}0] vl B-43519]0
p7kel 001 o]t o] FAIF o2 Rt Zloz gt
sk

4 i
1. Extel UMH S4(Table 1)

A 22 6399 Y vl 1:0.59 (FAF 374, o
2t 26¢l) 2 ofobrt ko, AR 3~ 19417 A (B ¢
12.06 )T} H. pylori AT 5% 258 (4 16:9)
olgleon HAF AY S 12204, H. pylori SAT-&
25 3gd(dy 21 1 17)0.2 FHiF A8L 119749}

2. 9IH

Hn

ZAAL ZAIK(Table 2)

AH AAE AANA w184 HE2~4 cpm A7}
7} 70% ©lsh) A3g K]l -5 H. pylori ¥Ad-ollA
20411(80%), H. pylori /3ol A& 24911(65%) 421,
A% AAAE 27 2090(80%), 26991(68%)F

Table 1, Demographic Characteristics

Total H. pylori-positive children H. pylor-negative children
Number of patients 63 25 38
Age (years) 12.06+355 1220+3.70 1197+350
Sex (Male : Female) 37 : 26 16:9 21 : 17

Table 2, Preprandial and Postprandial Electrogastrography (EGG) Parameters in H. pyloripositive Children and H. pylori-negative
Children with Chronic Gastritis and Functional Dyspepsia

H. pylori-positive children H. pylor-negative children
EGG parameters (N=25) (N=38) p-value
Preprandial
Dominant frequency (cpm) 260+£122 298+0.65 NS
Dominant power (dB) 19.47+2352 27 58+23.27 NS
Normogastria (%) 62.08+32.33 76.52+27.20 NS
Bradygastria (%) 22.38+2474 8.39+9.16 NS
Tahygastria (%) 1850+19.78 15,08+20.81 NS
Postprandial
Dominant frequency (cpm) 206125 317165 NS
Dominant power (dB) 18.18+22.36 3220+24.18 <0.01
Normogastria (%) 5592+37.49 67.20+29.13 NS
Bradygastria (%) 2048+29 97 18.09+24 48 NS
Tahygastria (%) 22.27+26.83 147141664 NS
Power ratio (6 P) —128+6.18 462+593 <0.01

NS: statistically non-significant,
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