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Peptic Ulcer Diseases in Korea
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YA Hgom relgus Pul FLE HHE

g 2ddAGe A 09 B AAYeZ BA
FojEm e} ol Ayl T8 wE £ad A
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Qi st A 19779 o) WA AA, 1A
QHgAl i 2lojay o ARnigort Yo
Agahiz Aol BE2AE AR A LAE £
ek @A AN E dRAslE AFa7 A&
§ 2k Auol e 3gE woltt K £
eﬁgzﬂﬂ AstEA REe $45S Wl Ax
s ST e gE wel ,JRM. A H 784
AgtAe] AHgoE FEFel gl AYel ddel 94
gastdon 3 #& dgFolde Aden o

g Qgle] FreA A paEET olge HEHoR
T Fe M W ge] WA Friees FAol 53]
AREARLE AW £, WF T PHSLE AW
go] Fvbshz FHE Holm A H 44 2%
A SgolF astgAFe] A8 Y F2d U0l
W FEelad H*P" SERESE AR
& 933 Ygot AR F Awe] wop LA AR

off A7 AN ‘31'51?7L AN A el A 1983 2 2EuY
2Jolo] Dr. Warren3 Marshallell 93t Helicobacter
pyiori (H pylori)?t A& 2] 5350 9] - o123
Aguie] Arale] g A7} o] Fo A WA of Ftol
g4 9ol FoE @elelnl AsAAGANAL THE

7 wHAA o 2%l A=
%1%25’-_ Bast
@] Lol A obd s Alekel S0l
o oasslele| ojd RS B4 AR A9 gl H
pylori7t 83 A9ke] geloz gy E HA o1 A5
tisle] ofg A JAsm deA ofA AR7E vEFED 2
Holtt.

B oA 1 7he] rHEaidigli ejwtiet
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HAov 3nzgdes v 11180“5’ 53 ﬂl%koz K
S B 2P 21%) FH eSS KA & Ao
7t A

2. A4S YOl U XM WAH HAlol <5t

ATel 4y TR ANE AgES gae
A7AE Alag A AzlEake] 9l A}k o] &)
A IS of 8A%E F4bo] gl AFEE(3.7%)
o Hidl 22 535 Beem” dx azBFo Y
Al HARE E) WS B Abgsel 1/40] A3l
FE D Al AR RuYAWT B wde i
1993\ 6855 19981 7€71%| 57 7HEgdista o
ot A delA AsEE T2 WA PAE
WE R2716EE ddor L] NEE xabE
A 2 F 39309 olA szt Aol FdkE e 17.3%
Mg Rngon 0% 1984%(8.7%), 4= 37
¢ 1488(6.6%), AL HolA G go] Fuky 7
271 4587 (2%) o]k

B
E

» I

3. 7 dZloliM AA 2 Mol x| BH e vix

ASARE A AR sht ago] we > 3
gome add 28 BH AelNT %
e

A Faw Ao A el TAE A
Aoz A% BUTE woln Yok
# *01]'\1 19884 7HER ST 7 4 87 ol A

TEL 79“34 2 3HA A ek ﬂx} TS ez ZA}
g e EelA 1,2634

e ?E‘% %“'dp_ﬁ *45 stk 1988@0*]_
L1799 9 &34 A S5 ko] 415%, HeolA %
gl 514%2 Aol o] o Btou) 1996 ]
= 1,263 9 ASHdAY #x) F aeke] 44.3%, Aol
A Fe] 41.4% 2 AAU] W=7} o7 Bol YA
o] F7tehE FAE MYtk d¥dz 3v 89 Ao n)
Stol YT HelAHAYg T3 P dsde] 2-34
F7hs10} QLT 19884 ZAloll M 9 A|%ke] Hirlal e
34 2 40thel A wehot 1996138 FAbo A= W
Aol 52442 50N A gotrl HolA) AL 1988
d zAA] FadEe] 3964, 1996 ZAA A B
Aol L28M0t T AL B 30thelA 24 Wz}

Vol. 55, No, 4, 1998

7Hg Eskeh Astd AR d vlE G e gy
ol 3ef o] @ik fiA%e] g vl 10889 9] 3411
of ulmated 199640 = 23102 ool wlEs} A
Hog Faztoy HolqFARe o7t itk
AP L Yol AANFTANAN 2N oy B
o} Hlas) OF el vige] U AU E ww sy
A, Al 5 A ZRAAHE o)Xk
ol ¥ gdtou 2R, 3 3 2F Ty 94
Fol o Wit ey ol $AEY ddd) g 2
olz}m Az g,

g E RgoAE 23 AY B3y qldgy 9
Alsel] diste] ABz slofr} A Lol 9
o 1980 5E 19973747 189 7F A4Rue 57|y
o e Yueabe) LspygA%eE 9lYE BAES
ez 6 A F4y 242 gk gabsiabs
AAYF 1,14341(48.0%), HolR3AY 1,15300(48.4%) =

~Ao A gl FENAY 851(36%)= A
o d7e B9 19803 E 19973717 18 EoF 43
Ao Jde @29 5= 2A Wbt it §
AG AolAgHAde] HlE & sto]E wolx At}
et BAARS 99D 5334, o)A AAte 434
A= g de] ol gA el nlsh 104 7hE Lpol 7}
BT 634 A Fog o] vuade o dag
el Ao 2 AolE Bolx @gtou) x1§al
= el g ge Ay Hadado] 80-8590l 43.34),
86-91d 514, 92-97d 504M 1 A G 80-85d4)
50.24), 86-91'd 5854, 92-97d 63342 AL} Ao
AFAY ErelM w8 e vk w3 254
AFes oA Nag v dab= 19909 o}F £9
Al gastinh 2 AYY PHF F 28 uE
= H-AelXAANY BT & Ao|E Mo|x) gigroy)
AelZg A3 39 Fo% B4s Jehd

astd Y ekef flel
19909 o] 58 23 A e 71 Fa3d Yo
H pylori?l 297 dlxHZel=d Ad7EA(]a)
NSAIDsZ o3 Hgoz oajg gg?,
1. Helicobacter pylorie| Z+¢

£347%) AV AT AR # £
Ao} Z7hs wojalde gaw A ARert H
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ploris] wACE tRFe] A AMe] O pylorid]
el og Ao A4EI Yok 4sAAA SN H
pviori7t 9913 I Fthe AL F 7HA T
A zu= 1 ok F e A @x7 2 pyloridl
7o Hol Aty Ant H pylons WEsteE g A%
Aure] 7ZhxgchE Aoty Qubd oz o)X 4%
Fa}e] 95-100%, ALY FAbel 75-85%7F H pyloriel
7Z9Ee] e Aoz dHA slu TUdA Hud &
A SN H pylor BE&E AolAEANY
ghzbe] 79-90%, HAY BxY T5-94%E HIH 3
o] HERe] A5 AY Bl H pylori FEE &
Qg 4 PATHE Y B mAe) Al T A5 AY
2} 12638 F 805%2) 7984 elA H pylorizt s
o] lYm olF FPEZ ro] HW LA
79%, el AL AL M= 796%, A% Aol A+
opo] EHHE AolAE 856%7F FEAU” 53
vizbel| A e asadAlke] oF 80%ol A I pyloriol 74
Zo] gl Ao Holy ofA WAELZ =7e] 7|7}
9lort AstAHiarY 713 $a% Yl R AzdEnh

2. ofHof °|5 Aol

1% Q77 Tk wet gdy o7 Q3 JF
A e Apgo]l F7hetm Qi 1FAME 53] NSAIDDs
o) Algo] F7hehe Ao 4#A AUrh NSAIDDsE ¢
A 7 A& 35 Sl 28-S fuE < sled ol
Z Yo g Fahgel M Fasvan & 7 3
o} AFAH o] EnE £ BY NSADsE
Bgalr) A%e A 371E ool 10-209%2 EAbelA
A ofol wAbEtaL, 4-10%28] @Al e Aol FA%
o] HAEE HAe2 ddA QQEPT M M= A8
4% NSAIDse dgajel digd A7k A9 glo]
NSAIDs& 288k Abgola] Age] BANE} det
o Hex AE ARz gl Adeld, B addA
WAIZ o2 Avkd ApAdded b4t 1,263 & tite =
okAle] th3t 7|2 Lol ATt g AU 369%, Aol
11”441‘*4 23%, AH G2} Aol A FHgol FutEelsl

7ol 2290 4 oFAl B89 7190l glo] oAl
%OI Asp ke fQdAR 83 Mg A
2 e}, o] BAEo] B-g%k okali= NSAIDs, &9 &
2EAA ] £ Bekow o2 mjFo] Kop 57 1}
gholl Aqi: bR 8 LEPHAE AL § gdde=

HFEfobatn gtem

A7heh,

olo]] thE A4t Hadd Ao

w

ol

FARt A 2R ALS FHE0] w3, AR A
Ay, A U FHFo] Pris A A el AR

ojth. el g 1AL FAFl ) 1-} . F Aol A
FHFoE AT F&2 AR gl £ Y
Agor AT AYEL FARNA qu”

o -

14 o] A Aupoll Mz A% g4 Fe F
Age] G4 8.1%, o 14.1%, He)AFAE 3o
A9 FA 79.7%, A 84% 5 F HAR v & FA
593%, oz} 6% Bt Heron zZt ATl o 93
W Edgs U WEnds 24 2A4EAN

H pylorid] #4dd diiie] #gsL a5l
glo] AL AR AR A GE Yo
7] W&ol H, pylori 3% "ﬂ’“ﬁq?}* ‘%3}—5— 5
ol 7 a5 % Ao FHHR
cagAlt} vacAZ 71 #FE7} LAY E ?J_ 7]+
Aol A% R AzbEn T

Bowdoid 64 A3 AY FAEL dde=
Western blot kit$l Helicoblot 2.0% ©]-8-3te] cagAs}
vacAZ Zrleteh cagAls 89.1%, vacAis 64.1%9)
dA-22 Berh 2 o213t Western blot®] ZA3E

PCR# z}oj7} 2l%ith. PCRE o] &% cagA & vacA &
ALl A cagAt A@3 BAGO] 97%NA ddeE Y
Eldom vacA® signal sequencet: sla’l 95.4%01 A
ek o]9] et mid lesion mil, m27F S8 Sl
t}. 23t} ml} base?} 7709 O-2 mibel Wt E 2
3 gAgle] 93.9%<14 %delsith Hela cell2 o4&
% eytotoxic activityr 2@ #Algle] 2E 4ol
g o2 vepgch weps] 92 bl M cagAd] ¥

Mgel B AU AL & dxte} Ade] gl &
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st si=] - A6 A4E 59 Al 468 5 198

Aatoldl Ape|7t 1Riv}
6. Molx|=H eknt 9| AtmslM(gastric metaplasia)

St e AAAQl Mol 2ae] 9 RAoR
AgHE Aoz oY gatusilel WA Pe 7
SdelA QUA skl 2 @A A7 ARToA Aol
A%l ol dzolAE AeolA g Ry 3147 8
Aol 77%0l A EE ot Aol FAY STl A
= 846% 1M #EEo] Holx| Ak Sato M $)4w
Haol 99 A Eoith ol F Az nRo] 9t
sHAe Yol A% Ao Fad Yolor Yty
o, Aol A AL HolA g dukel 914w s Bglo
A Az Aog Azted A msigel Bos
H pylori®) 28 7142 24 27112 Azte) 2 5 9
e AAE dAAR H pylorih 2= staER
Hul7h F7hE 3 0 An At Bulst Zobske) Aol
B TRl E4E dod HAF gL fualsE A
o) @™ Bal H pylori7t A4 MolA g TR &4
Aoz A HLAFE Aolth B e
Tl A& Aol X 5o A o) aha) AL 846%00 A
A9 v H) 9ol gl I pyloriel TR abE 487%
ol BAE Aoz Wol skaE Ru| Z7}d] 9§ 9
AR E o e Aew Ao gzt

-

7. dolA| ZA ke oy

A7)5 vhe} o) sakele) ABAAYG FaloM F
ol B4 wbE Aolrt glo] SF:l e whE Aol
A=A E A7 st #29 HolA RS Hat
a3E9 B8 dae ABO 2933
) mAEECE el 2 A H%e) WAl o

847t B, H pylori 8 A0 A% &

A FFzE old 7 dAtel B4l Qlerte deln
ol A1 H < 36 vlHAA &

s 199, dza-2 A4 A7l 1039012t phenol
red?] Hxol o3 A Ay 2o zH A
H pylori 9% 838192, HLA 3H(HLA-A, B 4
Az wEE9e T H=78 2133ty microlymphocy -
totoxicity " 0.2 Al&lstEvt o)A Al shatel A
= HLA-A 33 3h¢lo] Wiz} oizate] uis] 928l A
E%ev HLA-B 39 28 Holx3A %t o
ZFae] atol7t QIAYt H pyvlori ZFGAL A o)A g okt

bl
T
E)
ox
]
2
jn
rlo
i2al

oI MAGY 2stERTel] ws) 0F YAy Fav)
FAHLR frogtA Bth =& H pylort #HA 8
Aol OF oW HLA-A 33 398 AU gap= o
Fel OFolwAM HLA-A 33 398 712z A g2
gt vja) QoA GA Y AE) B BEHoZ
T HelAFAY 24 HLA-A 33 397} o
siem H pylori Al Bge] 0goluA HLA-A
3B e 2 e vAGd cgBgErkE 4o
AgAge] & AL e Rog AYzkeag?,

8. tolx|ZAtal 9 sHen|

Aol g gate] sjueleyd 2 71X o4k 7io)
dE A Ark AA, il AF ARAE Ao siAE
d BuelA el EA, fARdN 72 2 JlrEY
Aol g HolelaHRu g 71 AR, HolA Y Hut
o] 9aRE F7F Sol

H pylorizk 4l AAAY L AA%9 oz w
3 H pylorist 93k28]gke] AAle] s 2o o
T7b ololA YTk H pyviorizt 9)AEHIE 25149
= AR H pylorizt A8AR DR G AEs 2Hg
dted 7h2ER BHE E7a70, o2 Qld) 4e)AF
A #zte] quAE H pyloridl 9@ wrlredZ
o] matebs Aol A ma oA St
A H pyloriE Adda 82 rst~2d 271 AAEE
o A e R s gysve Ras o oy
Y H pyloriel 299 AARIE 272EASES Bo|7
REol™ AolAgHE Batel A jatvirie) goe @
HAERZT Fdgon AuWw S gk 2wy
A ATt AR H ploriol Zrd® Aol A ek $4)
T & Bls) 71 29 H BBAO, 32.3£179 vs.
61756 mmol/hr, P<0.001) 2 HEel7t~E8 2}Fd g
T HY AN HMAO, 5971298 vs, 1881189
mmol/hr, P=0.001; PAO, 739%401 vs. 237206
mmol/hr, P=0.001)& @A g #4o]& Hol: Wi 2
FEE” Ae AR fold Aol molA ekUrh73l
*339 pg/ml vs. 8361299 pg/ml, P>0.05). 94k 5
Fo] A Ae]S Heol: AL whals] 9s) o)X
G S iz ¢ AL Ux 2 2R o
q zpolE Hlwsle] Hoke=d), HAE Ykl Yo
AY FAT} dzFell A frolg 2Ho)7h gl w579
*197 vs. A774204/mm’), AolA 7% Bate] 9)abky
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vgoe gz HE o We Ae 4 7 Uk &
Aol A g% gakel Hge $l%7@£a§ 8%7t H A%
& wel whH, Aoko] glE ETE HHo] dAA
15%% 31 Ca, O, O o] 9098 A=A &) Aol A FH Y &
27k dz=Tel vlE FeaA el gel §2 A
o2 JERGTHP<0.001). 2Lt AHEH) el fat &
ner zpole] Yeleg wWrl: YEx, IR ofHE
a3le] 943 H pylori 919 W99 Aoz aiAdet

ozl Alo|A|g7E Bl A flatziche) fle] F
Hata= ot WAL AT oigt Wk Aol H
pylori T3} SR g 98 &po] 5 dHH 2
F37 ael el 977t Dysojol & Ao A7
Lig=2

AstdALel a4

1. 54

FAAFNt AelAdAE
A, AFFLE, QA TE, 2
LJEJF”.

B mae] Al ME Ao 5o 94 54%, A
ol AU BRE 7P EF 44 Bdolen, 94
kel A% FBA BE(163%), £8 T W (104%),
AEEHB8%), 1+, TE34%), 718H34%), tl o] 7]
Adete] AL TEA FE141%), EY == g9
(12.49%), 482 3K4.8%), 79, TEA%), 71eH2.7%)2]
oz qladEakdd oo fH% HolAFH R Z
Aol GiATtY. 2 mAllA] BB i el Hdol
Bk Zle opulz B AL 32 Alar) el A
245 gz & BAe)7] WEQ o gL u
A AA BAL] g TR Aot g e 4
zhgrh,

UI>|

BT s $E 448
g, 4%, =9 $o vl

2. 25M0 BT

A AQAGAA A AR et 1-3%
A4 H pviori %3+ vholol me} 4He 4o}
= 2540 B83E BAE 442 2 2N 2
A mamel A Age] gleHn Ayl Uud 3
471 AR B 57%, ol A FA% @A) 599F
Axeie] Age) DEH, S AR oY F29
of fgid A7 4ge Urhs A& ¢ F AR ol
2 agAaAGe] AedE BFste 43 40 §

\I

oel AL H pyioricdl ¢g 4497 A2 434
Aok shRlel A WA Z(visceral afferent) =29l A
74 hyposensitization) & 4 AT
A3lM Y gkel mck

H gioja] AARE AR FA vl mE
ARo ATl Al 7ZA(1438) T2 AFdATEzd
(11,180%) A4S Fal 2SAAYE AW L AL
BT 4389 (35%)0l Atk AR-AAARAIE S T8
AL gk e AgE 206 e s HAY
Aol gAF 1189, A-Aol XY 229 &oluLH,
o]% /A %¥open ulcer) & 714, WY HE(scar)
35““010“4 19 9ke AHbAM A 9k(347, 51.59%) 01 Bt
F(32, 485%)0] Hl5d vl golR ot AelARAY
@ 73%"1]1_ WHE(90™, 76.3%)0] BT ¢H FRA%

frden 2 ALE g &AM 232903
on] A% 277, Aol FAUY 2039, 91-4Hol 47
o 29 Sollnh AR ATRAA 7“}% e AlRE
AA o 2sHANE FHE2 143%2 SRz EE
& Aga AA2EL S 21%0 vlal 4538 =
o o]y ARALANAF AA 2717 ZE A
AF g Agwrsel o] Qo] FReEBEgEd

Hlal v 4 gsy) fEo2 A7drh T E wdedA
ZAVEE bho] BEw AWE il ¥ fHH%d
& NP E(431%), H1ZHE-(286%), AAF(245%), 71E
(3826)9] f=elR i Ao At 752 AM(61.6%),
tRk(16%6), £TH124%), FH(10%) Feldth I 2
Al Aeks] Roke 98 = B do) 738%= 7Y B
kil Aekel B vl YHgel 09cm, HelXAH
oo} 07lem@ . AR & 7 9] Aol 2Lt F Aol
Arel Aeks wel A$7h fAY 37.2%, Aol A
26,292,

LAY

o

x| 7
1. 22| YalollAe A=Al

19833 H. pylori7} 8 £A=] A% HolAl
FA%e] o3 ddog B AbEe] AHsa o
o} 2EAA%e AR ol AR I, 78X A3k,
PPI(proton pump inhibitor) & B &38hed 44F £} oA
A FaHor g3t FAlEe] Ao Wel A
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Ha Qi

e vk 2ol ¢ Yol o LspgA%el el
o 7t B AL H pylortd 793 NSAIDs2] A}
Sl dAE A AY BN H pylorie] 73S
A F9 A AEE Aol stn ENE goln
7] #jste] & wAAE $-2] e el Aks gide
B AHERALE AAE

il 2% 270 e Wate) & H pyloriz 28047
¥ YlelEtm & 46} A4t 896%, 287 Pt
23%, % R 81%E $7 e yuleAise)

%7k H. pylorie 2344 H %] Yeleg AAaha g
Ak H opylorid] #gel ge0s 4$ 7% Uy
87.4%, Aol AN 858%14 H pyloriel WE A
o ARE gt FEETh B pviorie] A 22 A)
&3t oAl PPIS 2719 A E WSk 397
571%% 7h4 29t®, bismuthE ¥ a3k AA)g ol
27.1%, PP} 170e] Sh i< 8-g8h= o] 4 a8 11.3%,
PPI8} bismuthE S35 4x 2 98 345 A4 ey
1196, Ho &3 2 &9} bismuthS Tga A4 29e
ek A% 49%, He 784 239} 1712 A
& W A7 45%, He =24 2¥A < 2719
*Ml~ e A5 36% 7| 1.6%9 &=ol9ith

2. H pylorig 21X 1 A& XA #H 828

st H pyviori A78lol e Nare H pylori 4|3
LYo 2 per protocol analysis(o]3l PPAZ 2Fgh)ef A
90% |4, intention to treat analysis(°] 3} ITTZ oFgh)
ol 4 80% ol 4o ABHTES AAlstdry”. 2 ua
A= FulellA ALEE T A AT dHe o
ot 7] $13ke] 19919 6 E 1908 7%7]}11 el
D RA H pylori Ad¥d #8 =% 2 159 o] 4e
Y 284N % BAE Yo 3 A H pyiord A
3 713ke] B&
Bl A F AR BHE] FAF A AL AT 47 F
== q& ?F}Eii‘:}

PPI o] 4|8 ¥& PPA 60.2%, ITT 585%9] w& x5
Ho REEE afoz YEdr. PP ’EM]EL
U2 78 299 H$ PPA 9%, ITT 806% A1 10Y
882 PPA %%, ITT 69.3%, 149 292 PPA 88.7%,
ITT 731%9 X5 45& Hdvh bismuth A<}
metronidazoleol ¥ 292 PPACIA R4%E =&

AR ATEL BYADITTAA 625 %2 A A @
ket whEba] PRI AbAl 79 2] PPASIA 909 o} 4
ITTA 80% olidel Ald&e B N7y ogor}
AR AN HEA AP FU G v
3ol 71ES =T A4S dgARe) Aed eow

Az,

4. H pylori 70l AME5&= 2zt kol 5 o
Mt

199613 o] 572 30709 H pyiori #FEL tharo

2 oA e] g4 HAlE HAEET. metronidazoled]
delA AR dAstde 125% 0 2ede |
Ack 1997 570 N&E  clarithromycin}
metronidazoleo] g 44 HAbl A& 97%, 45962
273% B ate]7h @etoy} metronidazoles] sk U
Aol F2 Ale o 4 UUTE B BN M 47bx] G4
Aol ch g F4g AALE slQe | amoxicilline] 91.5%,
clarithromycin@} tetracycline©] 76.6%, metronidazole©]
532% AW, $7 usdME g deel gl
amoxicillin®] oAg &g 571 932 clarithromycinel
3k Ay 7% g8 vetun gon E3) metro-
nidazoleol] Wik A& FF71 we Ho] EAol} 477}
Ao 75 F amoxicillin, clarithromycin, metronidazole
5o AdS Bl #F7h 6.49%9 3564 A=
oltd FF7} Avt kA MAHA a7}t ®f)

5. x| Zofl sk W elx}

234 A% Sl A H pylorie] Al@e] dge v
A fdoze A9 F5AY, oA 4 gajel
Falol ot = o= So] 2450 1 9] cagA, vacA
T WL %, A pviorid] 4%, 42 AL So|
ol Q&S 12 = At cagAlt vacA7t i A So

Hlﬁﬁ cagAt} vacAZt iz Ao H pylorie] A& o
FolstAl Ak cagA 9} vacATt BF AW o A
T&2 %] 632%, 4o1A47%e] T5%0| o1t
cagA L= vacAVt 44U Wl & BF S99 uf njE
i gk Hod A A e 100960198k, H pylori
ol A&7t &8 9ol AFEe B2k Awg F
of vl Awol AoF Fold HAR D ARy H
pylori®l Wx7}t Z7tEle] Qslon 53 AR A &
AstAl zokeh T HE AEsl A Heo Y FEo)

,442_



— Do Ho Park : Peptic Uleer Diseases in Korea -

astgon 58 A4 By 9T A AT
Folal Az 2au F4 4% = WA
a E}_SZJ.

3t ﬂii

6. H. pylori et & #H 2o HELE

H pylori 4739 4874 sl H pylorig
uredslm Aoke] Aol AHE Tadrke RE F Y
#H 7 Apdolch. Tytgat™ e 4ol A gAFe] Az A&

o H pylori A9 A 58%, H pylori7t 43422
AgH Ao 26%eln AAFNME H pylori D
el 79 509 o4 wiel H, pylori7h AB" 75l
= 20%2 &3] Zadctn sl =8 H pylori7}
gyl Folw  d%e] AEdE Aew wWE 4L
NSAIDse| B41 #rE o] gl im}ﬁvk ol uk=]
o8 2Ll AL H pylorig AR
A epe Agol 70-80%0lW H pylorig ARE 45
59 olatz gl Auk®. ZuelA H pylori R ¥
Foke] Aurgo] AP B u)g =FG 2§V H
pvlori AT RE APstd Aol AFAE 8= 41tﬁ
o 3t 43409 FHst) Hol A FH L] ke 2
= 146%A7, °) F H pylori7t ATdd %ZH
35,3004 Alel A AA %o AE v, o] §d
o Fapel Al Aokl A 457k @ = g
w st H pylorivt 453X o2 whdE Foiz A9
Aurol A9 ¢&e BAFI AT

7. H pylori wtd ¥ MAHE

HEHow H pylori7t WEEAdels Aol H
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