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Peptic Ulcer Disease Associated with Helicobacter pylori Infection

Se-Hwan Yeo and Chang-Hun Yang

Division of Gastroenterology & Hepatology, Department of Internal Medicine, Dongguk University School of Medicine, Gyeongju, Korea

Although the global prevalence of peptic ulcer disease (PUD) is decreasing, PUD is still one of the most common upper gastro-
intestinal diseases in the world due to Helicobacter pylori infection and increased use of non-steroidal anti-inflammatory drugs.
In Korea, the prevalence of H. pylori infection is also declining, but it is still the major cause of PUD. The outcomes of H.
pylori infection are caused by imbalances between bacterial virulence factors, host factors, and environmental influences.
In this review, we describe the prevalence trends of H. pylori infection in Korea, the mechanism of H. pylori infection-related
PUD, and treatment strategies. (Korean J Gastroenterol 2016;67:289-299)
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Fig. 1. Trends of seroprevalence of Helicobacter pylori infection in asymptomatic subjects without a history of H. pylori eradication in 1998,
2005, and 2011 (*p <0.05). Seroprevalence by sex (A), by geographic area (B) and by age (C).18
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6. H pylor 280t HEE ASHY HYQ X=

—_
A3 H pylori Alwt (8= A4 -5 E4(per-proto-

col analysis)olA] 90% ©]A}, X & 9% E-A(intention-to-
treatment analysis)olA] 80% ©]4+e] AlF-&3} 5% ©|3}2]
8082 el Sty ey AT H pylor Aldt-&9]
a0 weh A=A e HIprE it
1) Xt Mz X2

A 7P del AFEEE YA Al XS+ amoxicillin,
clarithromycin, metronidazole & 27}4] 3AYA|9} oFAJA}
FZ JAAE Hodshe Aol eyt 19989 Tt
H. pylori Q304 42 HiZ AAA|, amoxicillin®}
clarithromycin T+ metronidazole & 17}A| & E&3}= 4
A oS @t o] | metronidazole WAE©C] &7] uf
ol A= A H AAIA i 87, amoxicillin 1 g,
clarithromycin 500 mg2 3}5 23] 7-14U7F Folgl= AL
Pt 37 wol] AMg-EE metronidazole?] 7 &
A WACR YA Al AR HAEA Yeth A8 7]
7ol i A 8O AldeS AR A3, o o Thofl Aol
7h gloke Ao} 149 FoftollA AldtEo] FFEUS
gt A7) Ats]o] At 717kl QlojAls= ofd] AEo]
A giglet

A 9] clarithromycin W/do] AL TEE ] okt
o, HE 109 Bt WAECl A Sk gleH, o=
A& Aske] Fa Uslo] Har glrk™ o]o] clarithromycin
o] oAl A B X Al AEEA AA L A
a3t 74-9-olli= bismuth EI AR 8 (FAF HZ A A
¥ 82F 315 23], metronidazole 500 mg 3}5 33|, bis-
muth 120 mg 3} 43], tetracycline 500 mg 5 43])<
7oA 14U7 i A Phstar Yok

A FHEAE AHEHRSS o884 H pylori®] clari-
thromycin WAL 9 24 AAE £3) v|nd 7143 o
ofdl o= 9l AAPHO| AESE o] AR As AXA AR
=) Qltk A =] oF Aol ofshd Al A& A clari-
thromycin WAl whe} 9r3:38 X S (tailored therapy)E o}

Sl
3

Fl

e A AYA &8 BANA Alteo] 912%% F= 4
AQHES o] &8 dAF AlF A&7 76.9%0] g TAZLE
GOl A Y g% w2y N Jt ¥F 94 AR
o A2E dieter vHd 4 S Aom AEH
2) Ol XM= X|=

AA} Aot K=ol Asfer 49 oAl Wdetke] o] St
otth= A Stoll, oA Al ] =2 &
AN oHAlES EPslo] AR o] F B O R Thsdt
oA} Aldt Aol 2o 2= £AX H(sequential therapy),
FA A S (concomitant therapy), AR HIX  AA A9}
amoxicilling Z3Ft AA QW Fo| qltt 18y &A=
o FAIA RS et A= T2 A Aot 5o gt A+
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o7] wjzef oA} Alit AT Hist|oll= ATE ek 11
HY Al X zof =83 kA2l clarithromycin¥} nitro-
imidazole% Bl AA Al A mofl ARgSlaE Mgt 7
oA} At A= oFA1S] AdEof QlojA] ofe&o] oldE7]|
‘Iﬂ—f"’ﬂ, U AR H A= o]t 3_74] ot &3l A
Azsh SANRE o} AR WHOR AL
SAA T Y g A} Hx Nxﬂxﬂ% moxicillin® & 547t
A Jotal, o]% 647F A B2 oA A9} clarithromycin,
nitroimidazole (metronidazole ¥+= tinidazole)©.& X|F 35}
= 7—]OE'. __Tl_/\—11:,,]o1 01]’4— _{'\_}]_}]Eoﬂ ]:H?:)'_]— 0]§X4 ‘17%2 3(4
A, 7] amoxicilling AT oJA 22 Aldt s W3
o] o]% Tojxl= AAlQWO| AIE F7IA7IALTT B4,
amoxicillin®] Ali9] AlEHE 2F3}A] 7] clarithromycin
9] S&Xd(efflux channel)?] WES A¥sto] clari-
thromycin W4 T8E ofstrhs Ao|ch ™% &Xx 5o}
Parstol ol AHE 1he) T s o] B4t
Y A AT F o) AP, SAXNRI AR o
T BAofA A& 77.8-85.9%F clarithromycing X &t
AA 8 o] A& 62.2-75%0] H]3f LI o] e 1
b} U o]| A+= clarithromycin¥} metronidazole®] &A| W4
& Kol 57t Wol A 59| Algtgo] oo Hlsl @
o2 27 717k g g2 ol ek 214 a7t 2ad A
o5 A7
SAX == bismuth H|EF AR @ Holetil: Fef=1|,
I3 ”Zﬂ&‘iﬂl} ZAlo| nitromidazole
(metronidazole T+ tinidazole)S gl= ZAolt} oy o
FoA FAX R AlFES A& 4 BAo| A 90% HER
W Al Aol HE] 94 AT MO FE M A
L FU1S) PARY Sl S 59U B A
g ox EAo)A 80.7%% clarithromycin X8 AF
A g o] Alot-& 72.6%0f HISH li—“x]“} SAA Apol= §1%
o B, SRS FAXNEE vl i A-A o)A
T ABY el AlgE Kol Ui
oA M K=
AAF gl o} At X &l Aufslale B, A Al A
of tfste] HiE= 52 it ofxJok-efH e A=A
o A= CYP2C19 TS drefsto] ofAE AHE A&
W&k 9l 201240 ¥HEE Maastricht IV/Florence
]%‘Oﬂfﬂ% A WA BA AIE v O R oFA] AH
ABEI ek’ Ty CYP2C19 tHEA HAR: AA 9
oA A&st7] o1YiL, H pylorio] W3t YA WAES
Apof| wheh w9~ vpefeke] sfAle] Fof7 daditt
2012¢ 9] ¥E = Maastricht IV/Florence X8 XA o] A
+ bismuthg 7]20 % 3 AR Q¥ Aot 745, XA

10 ml

clarithromycin

S
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b o2 o o M ¥ b
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Ak T ol fluo-
roquinolone®] A %— Fol w2 YAlEo| Z713te] whet
fluoroquinolone< 7]‘{2_—% 3t A @ o] AR Aok
7HsAdol Eot”
4) 7t M=t X2

v A X mof 2ol rifabuting A WY
AR 8 5 Ik e el A $
Ai 71. 4%4 2 AFES Bolon” B3] rifabutind]]

FAA FAEL] 7FeA Y aRlg, Adatol et WA

7R e Teish ofel el A Aol At A9l
asjo] AHE] 2 4 9l Aol

I o o7 AFE B3 +AE Al Al (probiotics) 7t H.
pylori Al A=) B2 A8 4 Sk AHe] 9%
Tt U dqto| A Saccharomyces boulardiis 15347t
A A 5of T 47U ForstlS W o] Sl= A&
SpARS Holom ™ 39] o]y ol Lo| A% Lactobacillus?} S.
boulardiis ¥ @ QW] HxHog 271 AL A4
o] 5O A 59 Rage] galths ARE 1Y
o7 3} simvastating AR @l F7FE Fojsto] A

H. pylori At A 8+=
ol gt opu el AL B o =
o] FoFe] AL 59%o A 4%E, Ao|XFHFe] ALE
67%0) A 6% % ZAstAh® w3t 2179 229 tlx
TE TR vel A4 Al A 5ol Aot hakefx
AL ALES 39.1%, HOlAFA%L] ALEL 425%%
o} 234 A% AR FollE Adehs 4
H. pylori ¥/ Aol Aol AfH whEo] glojx A
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AAAE A7 FARE SApo A TS dago] THAE S
3}.80’81 Ty A A FAHe] FAY o AE A
7} Sle A-olAMY Alet Ass FFEA] =)
AEORE 23 A 2 ol d= S H pylor
A A87F A3 AY 9 Y] LS HaAE 5
ATt
8. H. pylori ZE 1t HHAl
H. pylori Y90l gt Al A5 = AYA7F AHE= AL Q)
O} ofof whE YA WA %ﬂﬁ A at-£-0] 7*¢0P1 A

=
[e] .
w7 Golx| A, 4o e SAET A metng RS
o] A5 oA H. pyloriz 13t dHZo] AT <Y
of &=l ot
o3t Al A7 EAME FEE 4 A= WHos v
Alof gt 3h4lo] F7kstal itk A H. pylori WA 7S
Qe dA-E0] XY Fol, H. pylor W42 HA-S st
7] 3t oAl ZHyt AR A F 7E AEHE AlAsH
71 3t (@Al 2Hor FRY S QopH
JY 7R AYE H pylori WAITF FE ILo) A
& 39 Yepdit= Bas glow, 1 gt digiax
A o] Oli’iﬂ olf= AA, WAle] H pylor %ol o

3t SotA] ¢al, =4, H. pylor
oA AR 7} ‘?‘1;@.04 JAAE SESAA 59 HY W &

AE A, A, 9] daAEe] HFute] 2Ast= H. py-
lori el wfsto] At Fof ¥l gt 7]zo] glo,
A, Ad3k Wil Fo] AJ7]of tigl 7]&
ZIE et whebs] PO R H pylor 744 9 W w
ZE2 ofgj7} as, o]F HigoR
k et A-7F Zasict

f
E

o018 H. pylori 493} v AH|
Xﬂ«] iélol s 2le|tt. H pylori 74l o3t
3 QIAL, S Q1A B Q1A ol
404'5}13}3’— o xﬁ slom, ofof tjgt 2714l A7 B8
Shot. o] ARRIAAIA = gt ol wE fJA8EE 9
A 9 AFARI Aot A 59| A3t H. pylori 7H¢lo] Aad)
Ut H. pyloni X3 401 AFS HIRet Apr] A
o] Fedsdo] HE] G A A Hep A=2Q Al A=
AlgsHA =Gl o, A WA SR A 1097E Al

A &e] 4ol %‘ AFal glor, &% H pylor #H9E°]

Eo]Ek]

c

QMo

WA HBFSHA| o ofF=AISE BTt Itk H. pylon Alat&
Aol whet oheket 57t ARE e, 9 Al Ase o
3] #eto] §lgitt. 18y clarithromycin /o] o4l==
7§ bismuth 29} *Pxﬂ W A, SAA R FAA
Fof| tist AFZIA Al TS YERY ofof st
A7E A &Eojof sHAltE 5 clarithromycin W/Jo] 57t
3l 9= dAE 7okt o, clarithromycin WAS <13}
o] Agdte wEY AR dofAE A7t 94 Ao
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