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aubdg o g A3k A9 QIRLE Helicobacter pylori
(H. pylori) 7+33} w]XA®|Zo]|=A] 2154293 A(non-steroid
anti-inflammatory drugs, NSAIDs)7} 7} 23}, o] 2]
Fd, o5, £EdlL, e $4be] Wol Eu|E WA
Vel 43bAdHAIkY] AR RS SV A ek
A Z8pg7IF B8] 914 Qlell PhAE AT 2
Aoz Zss B3 A%t Qd-EollA NSAIDs X H. pylori
Zredo] &3S B APE 34 AR ST
Hyslglont, &A1 e Aldet w3t i Ee]
Aol] 9lol A NSAIDS} H. pylori 73] Z+2F 7Nl 43
< A ol AE B3] g mx= Aol 3]
Ae 2 GeA YA ek sk sk B ke
SRS GES A9 aclol U ol A7 A
A B, NSAIDs, H. pylori, ¥<1, ©] 4| 7FA17} 51 13
1ALZ FEiA Uk’ ARES Fo wEozEe &34
WhAol| dgkS ALl XA gkow H. pylori7} 7V F
QA A A A &M AF e BRE
9 P2 39,9597} o) A 74 2ol )
geliel’ o] glolE AH e AEHA, A8
, AR Aol 5 744 £ 9 #e]
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T dlel A7 FAel oA A3 AIGE Al 8ol
all NSAIDs¢t H. pylori7b Zb2F 5942 17 A=
golslek? ol ol AE Kim 57 ATAE H.
pylori, 45 U] NSAIDs A&, §olo] A3AdAIoF WAl F
2 AR, o]l FR}7L ofzpel] wlel A3H A
o] fF=TF =9k

H. pylori 3¥odo] 43371k Yolvke AAAA FA
= obF ARk, Aeo|AAAek 3kake] 73-100%, 1A% &
ZF2] 65-100%N A H. pylori Z<30] SHE|IL AT X & A
9] A dFo] FaEle] L3S ALER YolRl
e A ZAl SAste] okrmug Tehs
NSAIDs$} 3| &spgAleke] 5 A Qe g Q1A
3k AEHo R Atk RN AlA] A8k
o g% Aol AFEARY, H. pylori Ztdo] ERM 7% H.
pylori ATt X855 WealA] gom Hlofe] AEoe] =2
v Al Folle £3AAIGY A W Sl 3 A
FEARNd ol AEo] kel A w3k FAEE ZloE 4
A QIrke 2T P B g Fo] BukEA] & &
SPAAE X Foll el H. pylori AT & A= S|4 &
H| AAAE Folalols Ao FolahA ekeke 755 vl
23S wll 45 F A X&) 86%2) 83%E xtol7} ¢l
&S Haslglon)’ Ho|AAA%E uldeR d ol oA
5 H. pylori7t AFR 75 ASHQ AR AA 9] F
o glol= 65 Foll 955%2] HFo] X i Barstol® H
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pylori®t AP A3k X FollA = 4RI A AA|
w2 H. pylori AT X827 o3tk AL A& F1
ek ol#gt A3t ARkl AE WIAIIE H
pylori ATl A= gabE 9l AlF A9 At Eol &
& ik H pylori AT 9] A ELS i o2 AXl=
oA AZF 0-12%F FEA U Sl A7t
Azl Eoll YIF HIE 16128%2 thk Zolzh ek
s f-elvel 544 iR AgE FH A7) ol
7 o]7] wiFell AA| AzEdEo] ofwlgt Aol i3t AES
Wel7lE olelg AR oltt sfA|uk Aizkedo] whzE 20789
k2 5 8HollA] Aol AR Aol AlHbxE]e] 40%9] F2
& AES HPI, olet HIHE Aol §lodw kAl
A Alke] Aol =2 kol Azt 57T Al
AdatE W3k Peo] 9SS A v 9Irk’ Kim 5P
< A7 A WS B A PR =ARS e
o], gheF 54 A} 704 ool e, whAARAL, of~
18] 58, H pylori 74 ¥ AT 77 At d3to]
R o}, s B4 Folle 22 H pylori Al o] Futo]
A3 AlF AEe] 1EJAAE BHsl A, H. pylori AlwFah 3
2 ZAAIA A T §—.L°]?P— Zlo] &sHg k] A
WS A 7 e Ao E Azt

o237 7l7} NSAIDst ZAAAlNA 74 wro] Ag=&=
kA Fo] PR vol7} 7S AE HIEE FTlskaL

Sltt. o] gt FAEL cyclooxygenase AJA|E E3l prosta-
glandin A4 Aol & fHbsled 8= A7 A, Aol
Aol A ZERAbe] Hulo] zhi 9] MW Hulo] 7k 9k

4
o) U st AdHIAIEA AEZE B2 22
(intracellular adhesion molecules)e] ¥ 7l wid Lol CD1l/
CDISS] WIS ZAAA BETA sk Aete] v AE
Alel] F&s1A o2 9 £ FidstAl Eok NSAIDs
5 583hd 7 A7 Holl Art ) Edo| whAsle], Al
NSAIDsE AF-8317] A& XL 3t 71 71AF wo] ukAgel
t}. NSAIDs =& 370 ol 10-20%114] $]7eke], 4-10%
oA|A] Ao|A ko] WhAelH, &9, ¥ & PHSEe &
HEgE A2 NSAIDsE AH&shal 9+ 14 59t oF 3-45%
ol A Mbsls Zleg ez giek? U} NSAIDsE
&3l BT dAlA 1A E4e] dolubs 21 oy
u] Alke] = FAE 50% o FollA TS dolch whehA
NSAIDsell &gt FHFo] HEAAE sl Zo] T2
sl sHAlek NSAIDsoll 93t 5o Sa3t fEQA=
= o], kel 1%, 2elzo =AY BA AS, 183

9] NSAIDs A&, 18] &2] NSAIDs AH-E, ¥4l &
Al AL FabE A4 Ag) Go| G A k.t A Ad
A A3t SR Aol ik ol Aol Z7pe
3 =, wiY 325 mg olete] ol FE F&3le A

FEY 2 12 FlellA sk Ak A9 AR 269

o 10%°l4 S1Alke] WAYshH, 75 mge] A&7 ofu]=l
£ 49 Fde) 9u4e S Led glek

oleld of2=s]lol} NSAIDsZ 18 Z3H4 Ik e
Aslr] AsiAE H, 84 AdAE 237t Hom,
EZRFo FAAHZAANA A Fol7b wATt
Ago] Hol FeiA QUek” ol Az JA] AT A
85 EdiE 3 AAQHE), Kim 579 Qo= AR
ZAANA| Et obet Hy TEAAZAE Fo] A3 7
ol = AsHg Al MAES] At RAEE . ol A
I5 wkz2 vlolgo|7l= Tzt A, L3tk WA
o okAloll tidt Ui, ek AT FlelAE Padt
& AR, Hy S8AAGA B ol F2 Bl

wo| ALy 3 9= At I Q] LA ol &I}t
ofl Tt ATE Eskw|ojof Fhrka A7k},

Toz AR Feld st tid AF-Sel
glol grouk, vl 28 Feo| shyZFel T Lska
Ge FHOR AWHOE o] Tl AL, wFBel|Ae] &
ﬁ*éﬂl“o%] Tekete] o] FolA & A9t thi-Eel it o]
g HollA] o]l ol AlANE Kim 579 AT ¥IF T35
& &3 AIE Aol ZE3EE o] A ke AL 9
ot o1d 7 & 7]l A AR S WA ZAe] 3
A AN} V53 SRS e g L3k A|oF uhale] 9
& o1zke} Ak QAL E X FH o 7 =AY v Aol

ojulz} =t ez,
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