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Chronic Abdominal Pain
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Organic Upper Digestive Diseases in Children with

Department of Pediatrics, Bundang Jesaeng General Hospital, Seongnam, Korea

Organic diseases are prevalent in about 5 to 10% of children with chronic abdominal pain. The most
common diseases of the upper digestive tract include gastroesophageal reflux disease (GERD), chronic
gastritis with or without Helicobacter pylori (H. pylori), and peptic ulcer. The H. pylori infections acquired
during childhood persist lifelong without eradication. Although the majority of H. pylori infected children
remain asymptomatic, H. pylori infection may cause various digestive and extra-digestive diseases. There
are still debates about a causal relationship between H. pylori-gastritis and abdominal symptoms in the
absence of peptic ulcer disease. The number of Korean children infected with antibiotic resistant H. pylori
is increasing even though the prevalence decreases after eradication. The choices of rescue therapy are
limited in children after eradication failure. Antioxidant supplements with regimens against H. pylori have
been tried with limited effects. Here I wanted to review the findings of recent reports on common upper
digestive diseases such as GERD, peptic ulcer, and H. pylori infection in children with chronic abdominal
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7HE A0 AoltiEt: 718 AZkE AAls F Ho|w voHE thekatA vehty] wiEel o]zt
+ AAFAE Hol= A AAsE A @A Hest ST AR | ARSA, A 9 213 LA
o} odgo] ofela(5Al olsh), Al FAEG, AlFH WS W] A= ol ALY AR A
&, ARAS, HAFTE, HEA FRAE 5), oft B9 Bl 3 F 5 (heartburn)®] HF A A[FFTAE
e, SA1% A7) o {AY 954 TE, 48 2R AR F 9o Lot SAllell EA Ak
5 5%, Hol5%, A7I17 5L 589, vy ofl thal ob=] grejsl uf gick Hu|e] Loy 4l 9]
A, SAFolt 54 AAsto] 715 Fo| BaF 9] FF(stomachache)oll e AEZAPATE LRE
Alell siidsteh FMAA, 2out, B8 AFEH G5F 2 3~ A9 23.9%, 10~174] A 14.7%7F 915
A T Bl AR & N, A, vl S5 S4s R SEEkdR 10~ 174 7] Had
AAA) AZEg 7ol w3k Ay 9 A A S AAH 27.9%0014 AEskadcka skl e
AR A2 9 gioF Aol Ak Aute] wiloll gk BE =3 F-B(heartburn)> 3~9A] Lote] 2%, 10~17A]
£ ds 7+ gk a9 5~8%0lAH SAs). Fule] Lop4ad

T ZAE B4 55 Kol gHok7074, 1541 855 4 WA & 2AAAE A5 ARl
ola}, H Ay 11452 WA & gk 44 199% (E+ A8 11.24)A 3L 41.5%°A H. pylori %
65.6%)°] 714 wkont 71284 Wi A9(16.9%), Aol Axqd U - Aol F-E94.3%)012
o)A A (10.4%), AER(5.7%), ANAZHNG.T%), 2 AT dAE o] 7H5e Z ool Eol} &
AA%11%) Soldreh olF F A9 27%E H 71+ AUAHE A& SAEE, heartburn, FF, 437
pylori BA7E kAol 5l dola} s3] S4ol =ah 5o WY AHF e} AFLEASE WA A 9
A Lot ML AP A, 14705 6941, H 3t 8.2 o] gt} N ENAE & Aok u|57 7 4o}
AN WA & 91 87%, AU 8.1%E Bastda #Al  &3h7] S3lolA AAsH3A) vl 2k (erosion) 2t AR
oFol Q& Fote] 26.7%0l A H. pylori ZAH o5 B A(mucosal breaks)s Mol A% Zgh A 27k
AP, Hu) A7 754 BE S E At =k 3 SAF 9 #A1e] shEA RS nju)Ehy
A UA Al T 663%0014 HH (74 AR 46%,  HAES A4 AEdez F33 Azl tig] of7 o
H. pylori 79 12%)< st A 8ALS HAst 2 o] A& Ao A7 d74 AR 4
o el A1 A Q1 SHEA . okt o]k Tko] WA 07 ol 4w

A o] wbg EHEo AR 9 A%l /1AH A A AFEAVNA 2R AR et Y 7
o7 AFA Axd] 9o} Ao| XA, Helicobacter. Fhell 8 =EHAY AFEY] FAAE BE, AR
pylori 9193, &=3H3 A%k Fol F8381 H pylorivte 9 ola &l tigk 9IztE o] 43 2H-&ste] A
A Sk A3k s A 7EA A Qi ool . Jadr) A AR SA19 43 osE
T RHEA B5-E Hol= Aok AdEl AR A F whEshe AR ARI7I7EA olof ek 47|10~
Fo] F8 7|AA A A3 diel 22 T dT 174))9] F-&(heartburn)- 53] FAF} HH3 HAAY
A Ars] Bzt gt < Boou o g SAES 59 €L, 79I &¥]

U 7Pl a s A ggeP. njEhg Axele A

A= AlEH(Gastro-Esophageal 734 Ak 7 goht A Q1A 13q14 5
Reflux Disease, GERD) ARy e 7H A A dbAgic Lotolld =47(0.02
~0.38%) vHA EE 74 AR -+ 5

Zote] b Tt Ak AR dJA Axgeltt.  FEVF APele R A8t et AR AR
AR A5 A=, Ak 7)E, Ak dhell wiek vl > oE ddetelE s, A A, oA, A7 A
7} theksto] - E Fheto] offch Lob= AR RS F)oll st Axel] SAI AAE g o] 7ol
g2l APAQ T4l glo] nj5o|Hl Sl A% FHasirh
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u|a &ok&3b7] 3 4o A7) AR (hea- & 2 4 dvke Aoy ZREHZ A Fol
rtburn)o] SJA=E A5, WA A5k A AEH A5 A &58T 53] H pylori o] v 75 &Zo| ] 4
H2 +&A4 A, Z2E HZ JAA)E 2577 7o th Cag A 24 w5+ Al $ 9 A& 97459 o
g wbgo Agket 4= glrkar Sl et ol ke &4 BH cag 4 ¥ FFE 9 AR DA A5,
A AR AR RIZEES} Sol &t BEsltt A=, 4 A2 3 #=, 288 A AE F S
T YAoltt Z2E FEZ AAAE 2577 FodiA = RS ST7HAA 9 AR RS T o3 ¢
A ubS-S Holm g (2AAEA 718~95%3 ) WA 12 ek 3ok
F A5 EF &7 94~100%2 )5 g & F4 A u) 53§75 &otkslr|ehs] 919309 9] Az R
= 74 s Sl A Al AR EE AlEsiAE gk 22N £79) Aol tist AL 234
Aoy, 27] A8 FHG SHNGE Kol H A AxdE 27 el A3t Aeznt oy A
* fASHT FHsHA AtEo] Yria BaEd T RNALGATT B), 2H L&A W3} glol® o7
27| Azo% S AEHY oA &3 EE H7hsl A4 Azt MAS T sithE AT Byolth
B o2 23] ks aedshiA Al A A7l otk A 9t 474 AARI v v
5 AP, AR A7 T4 A5 45l 43 2 A4 E diAste s oilEE 5 WA FEH
glo] oAl A = Sl o2 ZRE HZ AAAE 1~20E7F Fofsl|A] FA

n| g3 f5] dofisty| S5 Ao H4d7] $4 7t A=W X5 AR st A B gk v S
T 954 23k 2 gol gk Ak o3 2 A7d A&EE WA BT 2H 34 oA Alsis A
AAE gFAHE AR 54 AolAljke A F7HH 9 AAE A, AR 743 o)
Aske AL §la AQlellA vkt oFA (late-night AEE pH 4 o] o & {A5h= Zlo] iE-Ee T4
eating)> 1A= 99t A AHSATE A). 39 IHATH o] ZEE HE AAA R 7Hssit T
(left-side) FHAAI} W] A& Sl 2A= 9 A £ 1z AAAE= 9 AT HAE FHe HK'-
= dwet a S FEAUKEATE B). 278 ATPase$} Z3tstod HAE7t 24354 off Bulste
Al AtAlE S48 23 A E49 35S 4ot Zeo| - 2l e] HFHAIE Aststo] AHEn] Al &
FATT A). ZEE HZAAAZF H2 FEA] A=A HHo|ct. ew|ZetE, BtAZetE, e ZetE 5 o
Hop 4 343 A5 350 o Stk E AT 2 AAFo] Lofol| A L= ofeldFedHor &
T A). T 2R ASH2 TEA ADA|, Z2E #po] glo] ke et Zlor A dUck Fof &
2 AAA)7F 917] wiZoll 914 F3HA(antacid, alginate, ol mlellsl] 4 37t o] & =} o] 52 fl4to]
sucralfate 5)+= A% I7A3} x| 5okE 2 AAsA oFg}l thdo] Qlo] o] 5 H.$+}a1A} Lansoprazole Fast
AL=THEATE A). o ALY A FE(heart- Disintegrating Tablet (LFDT, 1] o] ~30 kg AT &
bum) X Fof| 45718 TR E HZ AAA| Foiot A of, 15 mgAl&)o] H= AL Lotoll A WA ¥
T4 M AAJIHEATE A). at7] A 9 ARARA At ilE= BF Fodvt

A olAE et} TREHAZTAAAL YA ALH
< ] Q1Ate] A3tol] E3pH oo FHTE kAol HZ
2 A4 Aol o3k ZH A 33k, cytochrome P4503} 4

7 él-":— 2 270 T~ T ot
Qeka ek §) Aol 43S WG oz Ak} 5244, Wl a5 A7) Fofol up BAg
7% H. pylori Zr4AF- AAE A vt deA, ol A71¥ 1 qick 5 7kAER Sk A4 HlY
aelal gedo] WAREM & X5 E o sh=Alell tisll 2 WAZAA HE SN, C difficille A3 Al A
A0l 5 5 ek olell disl T 714 3 ol F7h, BT U ¢ Bol Rt Ho] ZzEF

AANA| Fol H g5l i3 HAdt 2R3 Fegt 7]

T
A% AzAYell N FHAL ot F ARG wE 2] W7 AR Festekan F 5 gdek 9 A=
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St (idiopathic non-H. pylori,
non-NSAIDs) A3l H

9 Ak o] 7)1 AER
% AL, bicarbonate EH], 9 +F4,

SHRh &4 24 pepsin, bile, H. pylori, 124
= = o] AR dA8 AG 99 H
pylori7} 7V F938km o] A Al TR,
% T A3 g3 FA 2E#H X, 31549 A (ibu-
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ofsl) whAgke} e o3 2]l WX
§ 54 Alkor Bisieh 94
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o> S Hoo] oA Kt Frtslela iy i o]
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1. H. pylori Zt¥2| st
dedodg e A go EAA AYL H

Azate oF 2~3417el F2
7= o] sH7HA] FHA&ZEA Holt} o] F Zrlgi) 8
AR S E2 20024 AR 253a ¢ 747,
6~8A417 1.5 ) 1.6%, 9~ 10417 4.4 T 7.9%, 11~12
A7 75 o 9.6%% 19989E 17.2% (<164l H] sl
FEFAE BYek™ md A S-go] 34 3 o
33~05%% A £49 7ol =gtk ¥y
Zol7k ot el F A2 WAt ¥ ©
AZ-Q7F 7ol 7 7hs4 g oz
E-2A (58] sdupe} ofe]) 7H

2 MEEATE 7H o 2AHT A5
AteQor ofAXI Lof 3Hed
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gkl £49) A mapoln] st $43)
< Folaj] Q1e] 91 2otk s vikaly
th2 ¢ Altolth A A o2 BEsh} Aol
AR S chabgol SR e S
ol 1%, HLA RelAANG A DA} L Fo
e AT SAWAE Lavalis, HEEEA,
Ant §-2F2l A} (adhesion Bab A), cag A, cag PAI, T4SS,
vac A, NAP (neutrophil activating protein) 5-©] %15 %]
o}, Cag A (cytotoxin associated gene A, T3] 50~
70%) 743 94 S 7FA AL genomic cag PAIS] &
A 7to| ek, AollA] cag A D FFE Ak, AST B
2 Qlt}. Cag PAI type IV secretion apparatusg coding
3}l cag A, peptidoglycan 55 $ AIAHE =2 HF
A1Z1e}. Vac A (vacuolating cytotoxin, 72| 50%)% ™
AhA o] Zhall kot At WAt s-elvket B
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pylori®] cag A, vac A, ice A2} &o}e] nHA 9] 5
S0} Bado] elatA] k'S 1ol wie} b 7
20 A Ao ek FAHAL”

3. H. pylori 22| Xt
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3 Al U= 69%7HA] FrAgi of=l o ok
4~ 24| wlaholl A H17tEe} So] 27} U2 o] 9l
o] Z7] 3 AARCE Al T 3 Aol FH =
%] Maastricht Il 22" H. pylori A5kl <5291
A A 843571784 oAl g aAE 3
asla AlF B AR PC-2435 7174 e o
A ARE FAEA AF BH 9 A4S ol
&l H&et A S 4F T, Z2EFZAAA
T Eg2F 5 *153%‘ A& Axsgich. A4
(ELISA-Ig G)¥ 34
= (57.9%)% Sol% (77.4%)7F theksht $14kedAl
oA Folof] g A okol FHE AA F2 A
8t} o]gl Lo} E3], 104] o|toll A A7) B
A &S QAsHE WY rlEo] ulEallA A &
717 kot odEdo] oS5 FH A 9] 34 7
Aoz Fkd 7px7F 74l Al A& Folle 4
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-S54 1919 5ol wel A%k WS
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FAYE M ] A5 A9 A= SUksh
Group 1 carcinogen8! H. pyloriv Zr4Ake] ¢F 1~2%
(BEZ 5%)olAE fiqte] wAgieh f9F k249 60
~80% H. pylori 7433} Felo] 9o} AR 99
o|uf Ho| A7t Aol A= AAste] & A7 g
9] 93t 10~15%= $19e] 715l givh
I gk EERE 99ke] ThSEo] glow e M E
o] 3ul7} Frtst, S A AHATIFA H.
pylori T4 735 91949 Aol 5.3u Frtele Ao
2 gEiA ik A2 A3k A A7FS o] H. pylori
#edd A5 AFANEE ?‘33‘}‘413) v} v 7zt
W H. pylori A= 4] MAE] S7hebA] ¢
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gieh o 9 AR gedo] AolAA A% WAl T 60%)< vl At 2kl 7t glal Al X 5o vlE-=
L3k o &5 At Aloko] A =Alel el AFHE 1HT wf AFA 59 o] A ot
# oA YA ghor} 9 AAR AEOR somatosta-  Hoko] G A3EF ZAAAZ AF 2GS, 5
ing FIHE DAIETL &3t H3 oA o] fFol e A, WA WA B F A5 AA
&4 91 230l H pylori A3 9FS Zelstol M gAo] HAsteh iR Sapel A AT AE F ol
AE ool Zkekin A Z7HAA Aol AR FAIS 24 S ol Azl A F U <l
ol Aol §1= H pylori A7 Y= A% 54 Ashok ek,

S Qonivhs ZA7 WK HESeh QolAg A 5) UEN BEW H. pylori UY: H. pyilori AT
e Q) WAR BF3} TE, woll o)A wu why wbY BB weket Blgel Ui SAE BE
Al s 2.2l0]eH200, ol Zal Al A sfek. vRR Zotasby] AR S-S Aol GAT
FH ol gk Aol F4 AolAA Hgst }91 pylori 7Fdo] &1l R E5 3HAlollA] Al A& F
50~75%% vepilch Al £, AT, 3% 5 9 throllA] Hgo] 2AE e B3S st ol ZAE Al
S AT F Jdon FF2 AYY 15~20%0014 ¥ Alst7] A% v AT Bargo] AlGE AL ek 5
ACE AR 289 40%t £24 Aldshd U4 Woll 2] BHA 85 atoll A H. pylori ZHda-3 2T
Aog Wx AY § 22 EHZAAR s A FAR} AR 19 F & L BF A5 o7 FHs)
StaL T4 7] o] % Ak UNS FHosljof k. AF A BF EHS Halstoe] H pylori 73} &obr] W
A FEA A5t 7 AAAAE HA Fost 55T Aol A A ekekrkar sk, 2009
3L o|F H. pylori Q1 5 Al A5E dlok ek Wi7kA] EH Zob H53 H. pylori FRAE ATE R
9 FEE} HolA A 5 Aok S A, J2 vt (23 case control €17, 14 cross sectional 1, 1 A&k
£ 5 o qlout Fgol obd H. pylori Adel A TIE AT AT Apley]Foll TA MR B
o3 PR AF NEVORE PF0 01T 245 I A pylori AT QWAL FA FPort B
of A 5ol % Wt 859 7| Qo] Y 2ER AT N5 Dk o
3) Mucosa-Associated Lymphoid Tissue (MALT) ¥4 (odd ratio 2.87 in 6 hospital-based study: odd ratio
B=ZZ: Y § A9 dzzFo| glovt AL 4 0.99 in population based study)S H.125}g] o1} o]=

gk H
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H. pylori 7¥S3ol tgk wrg-o 2 ot ‘_/‘é B AM|Eo]
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Wit otoll A% E8A) Rt BE chibge
2 9] AAH sof] HAlsh Z7|(IE stage) MALT
ALZ2 Al A 5ol 75% (60~80%)7F Shd &4
259 AgFel Hdck 2#Y o 10%+
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H. pylori 793 A] W& 2}
T AFolA Al i]i% @‘ﬂiﬂ 5 ARFAZ 7N
Sk AsAolsh $olalA Shke, Sl 253
o] AHAAE el H pylori 73 Zok6~ 1249
A747g0] $olalA dotehY. wh QEe] ook &
ok6~ 104Nl A HE} vlerq] B129] 7stast oA+
RS ZuaA A, e WAeIA &
24 glolE Slodol I3k S 4}
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o= NE] AY AANH ol el WA Aoz 2=
s, 3 A oAU ) ol o
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2) 4IMBIR} H. pylori Z: H. pylori 737+ 4%
ske} AL o} ealo] AlLE T Qi) H Lol
H. pylori 7493 &1 #7 o= AHAAE s1gl oLt 3
Z wr} Asket 94357740} AAE 27 Ak
A2 2l A skt el Aleol] tigk B So| v}
231 Slek H. pylori 747 AR, A A%, AlSA 5t

o} @edo] Yok SIS sht AAAZAG ALEA
o} ARG HE 5 9T WY BT ofu} 2318

3 T %
o2 QIgk kA Eddel AUY Aol 53
obd Az Aukel F4Eo] A7)Ea Y. 7h
2 H. pylori r3-AAg-n1E,
A ofE3tag| 2 Qs A WA
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