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1) JHIEMERICDONT
(1) FIELHEE

1996 GEEOEATEE (IHEAR) 1L 2 BEMEY 1%, WeMIEEEEIX 1,164,000
A (9 BHIES 916,000 A, + #5585 208,000 A, %mxﬁwﬁmiégmmmA)k
WE SN TWD, O TUIRCK T+ HBBEREREE RS <, AARTIEHEEERENR S -
7203, AARIZBWTIERM & & b ICBIEBEAEE Y + IR EE RS S IMEmIcH 25 &
Wb Tng,

(2) NIREEAFTR?

BIGORET, NREREIC X HMEMKE, A5, OZEY, B0zt (GFE, JER),
MDD/ EOFTRIZFESWTRZK SN D, EERFIEEOREIC LV R 5720, Fn
E TR « ZgotEE (RA-1D) DMEEAT—V0HE L TELLHAVLN TS, 205
FIT, ZUDIRBEEBEOAT — VRO DIV STV 03, BUIE T+ RIS
HiEH STV 5,

oI, NSRS 2 K& IEEH, 16N, MR o 3McyEL,
NENE I HIZ2 20 HLTWD, —J, BKTIEXZ DL S A7 — U3 FIFHWS
AVTWVZRWNAS, TR OHE X A AR & [FERICNREEET RAZ K 0 iThon, MkREFHAE LT
BONTREZBEE LTHEY, IREOHEIZB VN THAREFCKIZEBW TR E R AT RV &
EZHLD,

RA-1 IRH - =k

ISEN  (active stage)

A AEIREL, BEHIEORERS 2 i, A EERA BB W ERE,

Ao TEIRERE O JEARIZER R U, {BS& O LT 2 R, 1S53 H4A B2
WOTNITHLID,

15 (healing stage)
Hoi : AEIE< 20, BA BRIC X DAEDURICA DD REH,
Ho ] 0 S OICHAEDREITL, BERDTNITH B DR,

WHEH (scar stage)
Sl BEITWHAL, BAERMBIC X VIEENMEE S, FBROBRD b DR,
S - FARITWHA L, FAEREL AL HVITHARE ST DR,

(3) BEBEOEMAEE
BiEDS &+ FRIBIRIGIAE CIEEMES & L TS LTV 2208, A B H A )
BERBICIZR R D H L, Bl 20X, BIREEE I+ —fEsEE Tm <, BIBEEE TR

1) BARHWS, BEAEEKEEERHE SR, BEWA, 19964
2) FIEF T, Tu bRV TA e X — 2L A~D R >, A7 e a—tE, 1998, 91
3) FE EIID, T AR A B X — <2 A~O R >, A7 e a—ft, 1998, 102-104
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i Z "4 2 &, HHRHRR T+ —fMEE CilE, B TR T LTV 2 &R ENRETH
ns,

7, BEBORIEICITHROZELY b BEEOMIIME, BRRMIE, FESTn 2 s
7o EORTREG LTS EBZ X b, + IRBEE CITEERIoOMBE L Y & 5k
OEENREEHIN TS, 2O X I ITHREBIEWISH SO0, HiEE, + _fEEEED
WIS EPRIEIC BV TR WA TR < JI S 1 213 EVBiEsIE B A U, Frc+ ZHRIBE%
TILER /W O PN O 88 S & IR I O 8EE & ORNTITIRVAEBE A B 5 2 & |t ST
%Y,

THALMEIRIC 31T D8 —BINGE & LT, NHREERERERICEN T PPI X Hy SE A RS HLEE
(LLF, HRA LBET) BMEHESHRTWS, Yu bR F AL ey — (LIF, PPl L
) LT OoPZ, TV 7T Y— (LAF, LPZ LH§T), 77T =LA, HRA &
LTI AF Dy, ZrEF VL, BT =F V0, =WFIu, HunxhFo o714
— MR SN TWA, R TIEH 5 23 PPl XUE H,RA 2NERN 72 B IS BHE R b IFAET 5,

HALMHES I IFEYRIEIC L VBT 205, BRELTIET2 L /R T LHRETH H LS
NTWD, 207, HILMERIINRERTRENG N D £ TOYENERKE, NEREER
TG HIVTO DI A B 7o DOHERFRIEIC /0 1 TR ThiL T D

@ WHAE

FAETEIZHO SN L HEPERG O RIET, PPIXHRA DR TR TH D, + 44
FEAEEE R CIEHI & U CPPI UL HRA 2 59573, BIBEBIREIZIH VT, PPISCHRA
TR RE TV PR TFEEANFH S 2 b D, — T, BCKTIXEIR
B, T RIS L BT PP HRA 72 & O B WIHIAI S B TH B,
@ #HEFEE

HEMEEBEHRIEDRE TH D Z L h, T ETITZ < ORERF THIHNERIZ S Z fiv

THEFPRIED TN D, BIRBEE T DHEFHRIEIZI VTS, BIHIA 7B A 23 pFH &
N5 ZENZ, HEFFRIEOK TRERIZOWTO—E LB RLIZ/A WA, IKH - =#mafEo
E%@WﬁﬁXT—yfaé%ﬁ(&%>:Eok%%i,%é%ﬁ(&%>@ﬁ%:w&
TEDBROERIZD RN NG, SBICBAT LR CTREZ K T T 5008%Y L S5,
—J5, WK TIIATR D Z & S WHRBEA 7 — U BIFATOIL TV 220D, BRI R S
TR IR T4 5, 6o C, MERRIE L LIRS AR MECHEETE OB A 1Tk LT
PPI % & €0 'H B2 /0 WA I A O fitfoi i 5- 23T o D,

PLED & 9 ICHLIEEB ORIRICE W TIE, 2 E THEERIEZ BT & L TIBIEMThh
TETWD2, I H. pylori BREIC X 0 MRS O R NBEE IS SN D Z &5

1) Burget DW, et al., Is there an optimal degree of acid suppression for healing of duodenal ulcers ?: A model of
the relationship between ulcer healing and acid suppression, Gastroenterology, 1990, 99, 345-351
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MERY, BEREOHY FNRRE I TN,

2) H.pylori B&i
(1) H. pylori B

EnEEZSGHR 13 VE 17 o ¥ —I2B 1) 2 BEME Zx15 & L7=H1 H. pylori HT{1fh
I%ﬁ?%aﬁﬁﬁﬁﬁ%ﬁimeEUROGASTSuMmempK;kbﬁﬂﬁné%wa\éo ZOFETIE
PURMEORE B — ST Geth, FETERSNATEY, ZEMOB H. pylori HUAMEEE
RagT 5 ECEELEL T — 2R RtSh Tna ElEbid, ZoWiEicks e, £E
&b mElmE (55~645%) OFLH. pylori FUAMBGIEZR D, FHHFEE (25~345%) 1T LEw
BRI TN D, T EOHL H. pylori HUAMMEGMEZRITHEFHE D 54~70 %, mina 23 80
~90 %T, R"—F K, ¥V ¥pldl bIlE@m gl H. pylori HUAMBMRZ R L
7

WIZ Asaka B2 1E, HANIEIEREF (2 351T 2 5T H. pylori HUAME MR OFRAAE R4 Wik L
TW5, TBEOH H. pylori FURMGESE=IZEFE TR, Al Z & IR E5- L,
40 FRARLARE TIE 85 %Rt T 7 h—IZEL T 5, ZOWEND, FIISY 1%, HEED
L H. pylori HFUAAMEGMESRIZRCKIEHEET & RO/ Z — THDHDIZXF L, Eilind TIEFE
iR EER AR L, FOSENCIEST H. pylori FUAMGERO R 5 2 SOEMNFIET 5 &
B LT\ D, 72, NEENCI T B H. pylori B SR ITAER] 2.7 %, BB W TIZERM 1.1 %
BFLTWS ETHISN, 21 AT ANE OH H. pylori ST B SR 1 HRICK Je 1 [E 7
5D ETFHLTND,

(2)  H.pylori OREZFERRFREZOERE
v Y ORGSR M ORF % O LI O W TSI S TIW WS, RO Z
ERHEINTWD,

O b FS OB TIE, T4, =74, AFFXIYV Ko n U EHOBENHRE ST
WA, WTRHEBRIERLZZLOTHY, ZNH0EHMNE h~O ' U EORG
JRETEBZ NN, B R U FIIGRERETRITIVUIAEFT TERNDOT, FEOEY
IZOWTHIEGYR & ITE I WEEnTND

1) The Eurogast Study Group, An international association between Helicobacter pylori infection and gastric
cancer, Lancet, 1993, 341, 1359-1362

2) Asaka M, et al., Relationship of Helicobacter pylori to serum pepsinogens in an asymptomatic Japanese
population, Gastroenterology, 1992, 102, 760-766

3) T FEiEA, H. pylori&YUE DAFREEEREGE— K, B, 77 RVFEHIER & DL —, A AREK
1999, 57, 11-16

4) Watanabe T. et al., Helicobacter pylori infection induces gastric cancer in mongolian gerbils,
Gastroenterology, 1998, 115, 642-648
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@ BIFEL TV AL ER Y ENFIROUIEEZ T LT RICRES O ENICBE L, hihd
MR ENTZ0Y, FHENBREENEL 2D 2 ERHE ST 52,

© vu VU EITHEEICAR 2R EICEPND &, GEAENOEED 2 v a4 R~ EREZELT
B0, BURETIE, 2y af FEbBAKOEn VE LR URBRECIIEE TN, b
MY L7 e r VA, in vitro THEFERTREZ2REE (B5%1E) TR SN DIFFEIZE
MHTHY, MOlEZRNHIXPCRIBEICE VR INTEHREDRALNDLDHRTH D,

@ b MO LY VEITE, 280, E, RBZ2@CEE L RPN IS & &
TV, ZRETOELEZAH, BLUANOHE TIX, in vitro THFHFREZDRIE (F58&15)
THRE SN TWRNZ &b, BUAOHIE CIEay a4 ROWRIEL 20, #EHI2HE
MaInd BN,

® =y aa RIFEMEREIARIRRELBSZ 5N TWD 2 L, £72, bEAFR TH-> THHK
SR TRV LRV 2 &0 D, KT O X 9 70 BARBREE R CHIZE L T
HEFEZIZLWEEINTWD,

® FBAICIBNTIE, Er Y EERE% ORGSR LER OBIZ I 0~1 %REE &5 TR
WEHBESNTNE> Y, Lol s, MEEICIIY e U EHBRENRZ Vo<, BRF
HOFREAE L RRACHR L TE <, MEEIC X 2HEIXD 20 LEROBIEIHIZ 18 %
bolebT2WELH VY, FEGRIIIKYE, AERE, FERE, ffARBlcpe
ENDHHLOEHESN TS, /NRIZONTIEE e U EBREICEY L TH RIJESZ R (FFIC,
FEED) S e Y EIOEGE L CO A GA IR OfEBRIENEL R EEX LD,

@ vnr ) EHOBRERE-RICEER FETEL, BEETIHERNY Y 2 &b, ErYEO
YT AEREEOEWE 2 CERAEICEZ D2 2 EDRRBINTWD, £z, bARETOE
= U B OREGeEIT 40 L EO RN TIE 70 %L 1 & FE ik BIEREA IO, 10 AT
20% & SerEERE TR <, 2 FBMER R LTV B, ZAUEMEFN 25 4E E TO/AEIREED
RERICHAE LT AR E R Y EIZEE LT 2 PR s b,

® vu U EHEIEOmBIOLE T FHto ) FEEGEN 40 %THHOIZK L, vr ) Fiz

1) Banatvala N. et al., Helicobacter pylori in dental plague, Lancet, 1993, 341, 380

2) Drumm B. et al., Intrafamilial clustering of Helicobacter pylori infection, N Eng J Med., 1990, 322, 359-363

3) Marshall B.J. et al., Prospective double-blind trial of duodenal ulcer relapse after eradicaiton of
Campylobacter pylori, Lancet, 1988, 1437-1442

4) Parsonnet J. et al., Symptoms and risk factors of Helicobacter pylori infection in a cohort of epidemiologists,
Gastroenterology, 1992, 102, 41-46

5) Oderda G. et al., Eighteen month follow up of Helicobacter pylori positive children treated with amoxycillin
and tinidazole, Gut, 1992, 33, 1328-1330

6) Taylor D.N. and Blaser M.J., Epidemiology of Helicobacter pylori infection, Epidemiol Rev, 1991, 13, 42-59

7) K EE1E7>, Helicobacter pyloriDy 2 « & YL#% 1%, Mebio, 1996, 13, 51-56

8) Asaka M et al., Relationship of Helicobacter pylori to serum pepsinogens in an asymptomatic Japanese
population, Gastroenterology, 1992, 102, 760-766
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PO O IT ORI N 3% L MESNTWAY Z b, v o U EHITFEERT
U T2 EDRIE I NS,

bz & XY, BYRRBIIERFHEN TSRS ORA EE X b, £z, BRI
RN TRV, NETIEE LS, ZudFEE LTRBEFEEL Y OBERLEZ 2615,

(3) E MARATOH. pylori DBHTE
EMERNTE R U EOFENHER I TV DML, H, Barrett 18, + #5015, Meckel

e, HBOE EREETHLR, Br UL, BATMEERRE, B EREAEEZE D CTHRK

MO TER LB LB BN TS Y, BRI ORI O R E 17 /AR O R

K@ TEONTBY, BT v a2 EhHIRN O BRI (R#ET 2B 2R LT,

BHRBHERRICRBIT D 8 U EOBIEIC OV TUIROHEA SN TNDY Y, 72k, ZhET

(CIE IS e U ENFEET D L OWME IR T,

@ vu U EIIRES B RO R BRI 7 VB NICIFET D,

@ A KL 0D 2R g Rl e o 8 JEe T SO T L S R RIS LT\ D, IR O TR T,
BT R LR, 2B 25 & BT & A EAFFE L7223, BEHE O AL N
INREICENIZHALND Z ERH D,

@ KEFMIEHIROMIANCHIEE A RO~ 7 v 7 7 — VI b FICHENGER S5,

@ Wy ERACAED NG, BAEURIR X 0 B PRI S 2 < A D,

® W LRAbAZ " ERACITHEES LR,

©® WRMER Y —7 O ERmA ERICIZFAIE LTS LRV,

@ BRI AR G IC72 D &y a4 R (coccoid form) ZTEMT 5.

® +HEBHME Y ) EABIR SN GEITIE, REMIRS VENE BRI ORE
M IRONTWVD Z E ARG ST 5%,

(4) GHIEMEBICEITAH. pylori DHREE, BRI EBEERIE
H. pylori f& (SR 13M s, AREE, BB RIROFEMEORRE L EOMEIZ LY —F Lk
WS, BRK DS Tl HE RS Tk 78~100 %, 115 T58~94 % L W5 ST 57,

1) Malaty H.M. et al., Helicobacter pylori in Hispanics : Comparison with blacks and whites of similar age and
socioeconomic class, Gastroenterology, 1992, 103, 813-816

2) &% IEIH, Helicobacter pylorifgid 2%, Helicobacter pyloriD fcr%n i, oHILIENE, HT, 1995, 54-63

3) T %, Helicobacter pylori/gYeie O AR FEFeat, HAREFK, 1999, 57, 11-16

4) /g R, PR OB - [FE & RIRIN T ORSR, B AHIE 2 MERS, 1996, 51, 1055-1089

5) &R BEIED, ~U a Ny Z— . vn U REFEOFEERE-FLOREE B) , (N anrsz—. v
w2 U BRERIEANY BTy 7, WAL, M) 1997, 69-71, =R

6) A &, Helicobacter pylori & H 4 « B A, E2FEE, H AL, 1996, 53-68

7) Lambert JR, et al., Prevalence/ disease correlates of H. pylori, Helicobacter pylori. Eds. By. Hunt RH, and
Tytgat GNJ, Kluwer Academic Publishers, Dordrecht, 1993, 95-112
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ROk DA OHFIZIE, IEAT 1A RRHLRIAEH (nonsteroidal anti—inflammatory drugs: NSAIDs)
SOPTE A D% 561 & Frsh U= B0 H. pylori YR 13+ —FRBEE TIZIFIE 100 %ty &
TorHmELH DY,

FAME T H. pylori DR HIERIT+ ZFaIHTEDS T 90 %Hit%, HiE% T 80 %l &\ o Hi
W52, WALBNCHET L7285 m 5 oafgeY ¢k, + fRIEEERE ISR 5 H ORERR &
B CIE H. pylori SHHRIZENR R LN o7, BIBBES CTIXE O cHEICHRT
N wE -T2 (60.0 % vs. 78.2 %, P<0.05),

HA LY NEBEETO H. pylori DBWNSAM AR L& 25, BIERS & H A o5 s)
TIHEBOBIM THBEICHEN 2, M ONHESERIRE B2~ H. pylori 23l PRIz
FTHELBALTWBIERNSE I -T-, ZOZ L, BERIEDRFTTIE H. pylori 734
£V, BHAREEGERFOREPMIAIESTES, BEREO—RIZR>TWND Z &R
H. pylori ®'H N A OB b HER S iz,

(5) H.pylori DEB~OEHY, BEEREKE
H. pylori &4 & £ 58 E « + 48R & OO BEMEIE, £ < OHL H. pylori HTHAME O E
RV EFINF R TR S h T & 7z,
IRAGZ2 B B, H. pylori B0 BARHITKA -1 T E S HESN TN D, T70b b,
H. pylori OEEYC LV BHERBHEERBELIND Z LT NROERBYET L TOK
%< OIFFRIZ L W RESL L TW5, £72, H. pylori OEHFAIEILIC L 0 1~10 £ E ORGE T

FfEtE @@@&Uw>w%@@ﬁﬁ%<MAU@RAN@)@%ﬁ%%&ﬁéﬂfwé X
5l %ﬁdﬁﬁ%%%ﬂﬁc‘: LT, BERIbAEZRTHBEORIE~NEES — MG

ELTIREINTWVD

1) Tytgat G, et al., Role in peptic ulcer disease, Helicobacter pylori infection.eds. by Northfield TC, Mendall M,
and Goggin PM, Kluwer Academic Publishers, Dordrecht, 1993, 75-87

2) %7 IEI#, Helicobacter pylori & B kil 2S, 1995, 69-75

3) LeH  AMTIENN, LFEIEALAE PBLETRET T oo AL A ALl Helicobacter pyloriff =R, /7 AMAL, 1993,
51, 3205-3209

4) HA —EBIED, TR, HGMERE, BEoRARIICEET 287 72 B —Helicobacter pylori/gjy
EDREICBWT —, AR5 1993, 82, 1447-1451

5) R FIAEZD, ~Vanyz—.va JRERRANC R7 v 7, E¥ERE, 1997, 15
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H. pylori /&4

¥~ H HAL
B T 2
HF~10 FHAfL I
4 v v 1
YHALME 1237 e U oo s
s PR %6 it PR %
v
=

XA -1 H.pylori ®EYo 548

— 7, LR A & H. pylori & DREBIRIC W T, H. pylori e D =< — oD
BEIZUEBENRE LW &, @MURERBWET VRN Enb, BRIZEHMHER
BRI 2 R T AR I DAL TW e, L LZend B, {BEEE T H. pylori OEGERAE N
Z &, H.pylori BPED E K BE D SIBENRAET D L OMENH D Z L, H. pylori BREEIC &
D HRDYUGE L, WILMEERE O RHNEE L OFRMEIIR/ GO L 2 ERREINTND,
> T, H. pylori DY L 0 BIEREMEE %0 O LIRS ~O®BA R Z 52 &L, 20
BEEDOFEM 72 A B = X DIRIZH S TIEZR WY, H. pylori OFRGEIIERGE ) i b B 2R A 1
ThHHZLIFFEAEIELTWD EEZBND,

(6) H.pylori I=xt LEMGHEFI QML ERpH> ¥

H. pylori IREIC WS FHI L LT, B2~ 28| HFiRH#EK (= ha g IV —LR),
PUHAIDN T BiL D, KA ATRERM 2P A OPURIG M2 F/ N A LILERE (LLF, MIC
EMET) TR LTz, H.pylori (24 2HEADOHF TR=2U VRIEEHITH 5 AMPC X MICq
25 0.025 pg/mL &4 TRAFZRPFIEEEZ AT 2, CAMIZ~ 27 v A RROFEAIOH T
IL%E D MICg 75 0.05 pg/mL. & e b/h & <, BATZHIEIEHEA#]E STV 5,

1) gER FIEIZD, ~VUanszZ— - vrRERENY N7 7, EPERE 1997, 1-5
2) A FapkiEas, WELERICIS T 2 BTE A TEH. pylorith B OFERNER,, A ALK, 1999, 57, 81-86
3) HIL ARERIZAN, H. pyloriBRETREIZ 51T D HURAAI O & MBS, A AHGAK, 1999, 57, 43-52
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RA -2 FFEHUEAID H. pylori BEEE S BERRIC K9 D HiEE M (ug/mL) P

e ANEpa R 20 Bl A A A MIC i MICs, MICgp
N= Y FK Ampicillin 97 0.05~1.56 0.05 0.10
AMPC 46 0.025~0.10 0.025 0.025
R ET = 5% Cefaclor 37 0.05~50 0.10 0.78
Cefteram 43 0.10~12.5 0.78 1.56

R LFR Faropenem 56 =0.025~125 =0.025 =0.025
BT 2 A% Ceftizoxime 24 0.05~0.78 0.05 0.05
Ceftazidime 42 0.05~3.13 0.78 3.13
TIPSR TR Imipenem 43 0.05 0.05 0.05
~7nuTA Rk Erythromycin 18 0.05~0.78 0.20 0.39
CAM 77 0.05~12.5 0.05 0.05
Azithromycin 56 0.025~100 0.20 100
ThrIHA 7Y %K Minocycline 32 0.05~0.78 0.20 0.39
=htuaAIF—)L% Metronidazole 40 0.39~50 3.13 6.25
EWA= Ciprofloxacin 60 0.10~25 0.39 12.5

(1) 5 RATER R RN TERERAARIEEZ W THIE S hiz,

AMPC |3l O AEE A R &2 ST % 725, HGEM O/ 125 LT i Wi EiErE &R,
H. pylori O INEERH] (doubling time) (34 8 Rl CEAMESLIECIZZ DL BEFHIZH Y,
pH5 LA EIZT 5 2 & CHIEINCREE SN DY, 6> T, BN pH A5 LL RICHER S LD &,
H. pylori I3EH 2~ HHGEMIC AT L, HEINCmWHIEIER 2 A3 %5 AMPC (123 LT
WML 72D LBEZ BND, CAM ITME OE ARG A LET 5720, IR OEF O
E I L CHIEER 2 %495, CAM @ MIC 1 pH 7.2 TiZ 0.004~0.06 pg /mL T 573,
pH 5.5 Ti 0.06~1.0 pug /mL & FUETEPEITK 1/16 £ 72D (p.107 : k-4 2H), 2L CAM
DIEFRBERLAS H. pylori [ 2 BLETEYEDIE M TR CTH v, ik pH Sk CITFEMREERL o
WEREEDDEEZ LN TS, T, HIKF TO CAM FEMREERLLEOHIMZ LY,
BB IZHBT D CAMREN AT 5, ZnoofEE, BN pH O EFRIZLY 2 FiEAlo
PLAISHENHE R T b0 EZE 2 b D,

o> T, HOHTAMPC LU CAM 72 EDOHLEAID H. pylori (Zxh3 2 HLE G 4 & < He
BT oa7®l2ix, BANPH Z TE LR HPHEMITICERSRFFT 2 2 ENEE L Z X LT
%, Sjostedt 5% 1% OPZ & HiiF#Al & OO FAFRIEIC RO ChRF|A~EET LM 1 & LT,
i, WSO, ANFE, S OICERINEORREIZ OV TEEEBMITIC X 0 RE LR, 24
R EN pH E=% U > 7D pH 4 LLEORFFFIN 84 L ETHDHZ L, KOpH 6 LIk
DOIF2 156 3L ETH D Z E D 2R FOAPRERICARBICHE LI LHWE LTS, T
7H, OPZIZ KLY HEemwa il m< i L, BN pH 2@ < BSRFFT 22 L0 R

1) ML FapiEs, @BEIEMICE T 2 FiEAIEH. pylori B OFERAER, HARERK, 1999, 57, 81-86

2) Savarino V, et al., The effects of omeprazole 20 and 40mg twice daily on intragastric acidity in duodenal ulcer
patients, Aliment. Pharmacol. Ther., 1996, 10, 367-372

3) Sjostedt S, et al., Prolonged and profound acid inhibition is crucial in Helicobacter pylori treatment with a
proton pump inhibitor combined with Amoxicillin, Scand J Gastrotenrerol., 1998, 33, 39-43
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AFRBRERARIZ D722 D LB R BTV D, FEEE, 1HIREBICH 2+ _fa B 5 aH 2 x4
(2, BEE B OPZ 20 mg 1 H 2 [H1#% 4% 5- L 24 RO B N pH Z /i L72R5 58, BN pH 1%
#7205 FEf (85%) 1ICh7=0 pH4A LI L, 10 BFR (42%) (2720 pH6 LA LICHERF S H
7=

bz &0, FiEAl AMPC LT CAM & OPZ %3 % BT OPZ o & e/l
TERICE VBN pH 2E < ELREFL, AMPC KT CAM @ H. pylori (2% 3 2 HTETEME &
FL, OVWTEEEWVRERERLZ LT EIChbrEBELBND,

3) H.pylori REEE
(1) H.pylori REEEZDOERE"

WD H. pylori B DB TlE, E2~< A2 AMPC OHFI# L., B2~ 2 LHEHHA
OOFRE G BBRET SN, B A~ R & 2OFREAI O CRIRBREENE LY (FA
-3), O 3 FIPFABIEIIRIER ORBBEE N R\ LR En D, BUETIEH A 3 FIGFHE
WL L SN TVD, DWTPPL & AMPC @ 2 FIfFARRIEN R E RIEH 2L D720, £k
EREILTLHH0RbOTERNo72Y (A1), BUEL L bAHLEZ LN TNDD
23, PPl & 2 FEHOPIEAIZ LEMOFAT 28 LW 3AIDFREILETH D, FDORRIZONT
1%, ZNETIZEZL OFENEFR I TV D,

1994 AEIZIIKIE NIH 23 TH. pylori BBPEDHALMESHEGNY, BB AMIRENHIEICED S
T, B WANHIANC N Z THIE AN L2 TRR A L E § 5 ) & O — g2 5% L=, 1996
FEIZIIERM H. pylori #FZE 77 /L— 775 H. pylori B OFHEA M 2 a4 58— RA# (The
Maastricht Consensus Report) ® Z %3 L, O H1T H. pylori BREEEDO S & L T LIk
%ﬂ%<%%éhkoN%ﬁﬁimAﬁﬁokkiwm1“Ekﬁ%ﬁﬁmowf@
meta-analysis® T, H. pylori BREIZ & W IEBHRIIH S D Z L BRdE Sz, S51Z,
KENCBWTHRERETA T4 07 B’gRESni,

1) F FBRIEN, NV anNsz—. 'z Ve ZOkRE, EHEKY v —FL4h, 1997, 14-21

2) Chiba N, et al., Meta-analysis of the efficacy of antibiotic therapy in eradicating Helicobacter pylori, Am. J.
Gastroenterol, 1992, 87, 1716-1727

3) Unge P, et al., Pooled analysis of anti-Helicobacter pylori treatment regimens, Scand. J. Gastroenterol, 1996,
31 (Suppl 220), 27-40

4) NIH consensus development panel on Helicobacter pylori in peptic ulcer disease, JAMA, 1994, 272, 65-69

5) Curent European concepts in the management of Helicobacter pylori infection. The Maastricht Consensus
Report, Gut, 1997, 41, 8-13

6) Hopkins RJ, et al., Relationship between Helicobatcer pylori eradication and reduced duodenal and gastric
ulcer recurrence: A Review, Gastroenterol., 1996, 110, 1244-1252

7) Soll AH, Medical treatment of peptic ulcer disease: practice guideline, JAMA, 1996, 275, 622-629
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RA-3 Chibad A X 7)Y =AY

Regimen PG 5 4R BriE = (%)
AMPC HiHAl
375mg tid 438 23 (5/22 %)
750mg bid 2 14 (/7 1)
375mg tid 4 A 24 (11/45 {51)
&t 23.0 (17/74 1)
BIS HA
120mg qid 4 38 37 (10/27 #1)
120mg qid 438 7.7 (2126 f51)
120mg qid 4 33 18 (12/67 %))
120mg qid 4 3E R 33 (14/43 )
480mg qid 8 i i 27 (6/22 #1)
120mg gid 4 A 25 (5/20 f41)
120mg qid 4 3 14 (14/101 51))
120mg gid 8 M 30 (6/20 f51)
240mg bid 8 i i 15 (3/20 #)
900mg tid 4 38R 5.9 (1/17 f1)
600mg tid 6 i i 12 (3/24 41)
&at 19.6 (76/387 fil)
BIS+AMPC
BIS 120mg qid 4 3R 40 (8/20 #)
AMPC 375mg tid 4 AR
BIS 120mg qid 4 33 R 50 (9/18 #i)
AMPC 500mg tid 158 R
BIS 120mg qid 4 3R 60 (12/20 %))
AMPC 500mg tid 2 ERH
BIS 120mg qid 2 50 (10/20 #i)
AMPC 500mg tid 158 R
BIS 120mg qid 4 3 35 (8/23 #)
AMPC 375mg tid i
BIS 600mg tid 6 i i 49 (11/23 #1))
AMPC 1g bid 2 M
BIS 520mg qid 2~3 #H 28 (7/25 #)
AMPC 500mg qid 1~2 B[
BIS 240mg bid 6 i i 44 (21/48 #)
AMPC 500mg tid 3B
Hat 43.7 (86/197 #1)) \*
BIS+MNZ
BIS 120mg gid 4 3™ 57 (13/23 )
MNZ 200mg tid B4R 138 M
BIS 120mg gid 438 M 73 (19/26 #1))
MNZ 400mg tid BRAGT% 1 R
BIS 120mg gid 1 E 38 (10/26 #)
MNZ 500mg tid 1R
BIS 120mg tid 1 E 32 (6/19 1)
MNZ 500mg tid 1R
BIS 520mg gid 2~3 A [H 79 (15/19 #1))
MNZ 1~1.5g od 1~2 §[H
BIS 524mg qid 3 [ 40 (2/5 fi))
MNZ 250mg qid 2 W
NI 55.1 (65/118 i)

BISSEA~¥RA, MNZ: A hr=4%>Y—)L, *:p<0.05

1) Unge P, et al., Pooled analysis of anti-Helicobacter pylori treatment regimens, Scand. J. Gastroenterol, 1996,
31(Suppl 220), 27-40
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#&A4-3 ChibadDAZT7FT VX (DDF)

Regimen Bhf B 51 BREER (%)
BIS+MNZ+TC
BIS 108mg qid 4 3R 94 (94/100 1)
MNZ 200mg qid BH#A%% 10 BE
TCY 500mg gid 4 R
BIS 108mg qid 43 96 (75/78 #i))
MNZ 200mg qid BH#R# 10 B
TC 500mg qid 4 5
BIS 2 tabs qid 38 88 (22/25 #i)
MNZ 250mg tid 2 R
TC 500mg qid 2 SR
AE 94.1 (191/203 i)\ **
BIS+MNZ+AMPC
BIS 120mg qid 1% H 55 (16/29 )
MNZ 400mg tid 1 3
AMPC 500mg tid 1
BIS 120mg qid 1% A 79 (22/28% )
MNZ 500mg tid ¥ THI10 BE
AMPC? 375mg tid 14 H
BIS 120mg qid 1% H 74 (23/31 %)
MNZ 400mg tid BRIATE 1 R
AMPC 500mg tid BEAGTE 1 V8RS
BIS 120mg qid 1 71 (12/17 #)
MNZ 500mg tid 1AM
AMPC 375mg tid 1™
BIS 120mg qid 2 @ 87 (13/15 #i)
MNZ 400mg tid 13EM
AMPC 500mg tid 1Em
BIS 600mg tid 23EM 90 (9/10 1)
MNZ 500mg tid 2 JE R
AMPC 500mg tid 2 3B RS
&t 73.1 (95/130 1)

BIS;E A~ A, MNZ:A ha=%>Y—L, TC:T hTHA 7 U, **:p<0.0005
1) 8 f5l1% TC Tix72 < AMPC 500mg qid % 4 i## 5

2)4HMNS 8HIZT =F T 150mg/ H % 5-

3) 15/19 BNIATRHE CTHREE, 7/9 H1X BIS B TN AIG CThRE,

&t 22/28 #
KA -4 H.pylori BRIETEIED A X 7)) LAY
Regimen SiE 5% BREA =R 95 %fE #5E X [H
(%)

BIS/NIZ/TC 2876 82 80~84 %
BIS/NIZ/AMPC 1131 75 71~79 %
OPZ/AMPC 1176 54 51~57 %
OPZ/CAM 138 66 62~70 %
OPZ/MNZ/NIZ 824 87 83~90 %
OPZ/AMPC/MNZ 902 85 82~89 %
OPZ/AMPC/NIZ 1726 84 81~87 %

BISEA~XA, NIZ: =buaAf X —), TC: T TV A 27V,
MNZ: A hoa =% —)L

1) Soll AH, Medical treatment of peptic ulcer disease: practice guideline, JAMA, 1996, 275, 622-629
-12-



Z O XD IeyEA OB L, BAEICIB DT A AR LEHRFRICHRE Sz H. pylori

BRI EESIC LY, 1995 412 TH. pylori JBBR T A T A > Y 3Rk S iz, 1999 4 2

ICHGETENTFHA BT 4 2 T, H.pylori OFREZEH0NIITH NESHEBLE LT, § -
+4?Eﬂﬁ1,ﬁ\%k1&%‘$§ H MALT U U R ERHITF BTN D,

(2)  H. pylori ﬁ&%@lﬁﬁ&ﬂ?*ﬂid)”“%ﬁﬁ'f N

1995 4 5 AIZ HATH LR 2 D H. pylori {BBVRF R B AT L 0 AF S 47z H. pylori 16
BRATA K74 v DT, ?ﬁiﬁﬁﬁﬁé‘ﬁﬁ@ﬁﬁé’z\lﬁ&‘c‘: U CREgRIE, il v L7 — B3R & O
M WHEDS, TRBRIEE 5/ TR OBREHIEE & UChg L, k2w & O PCIREMRR
BRONELE STV D,

KITA KT A 2 TOIRBRBA RO AR WL L OVEBRIE R 544 T 1% OFREHE L Z LT
W2 L7,

RERBAIRBTDFEZET
bl Ed 2 @iﬁ@ﬁéﬁﬂiéfﬁﬁb\, BeEE A G 2 FHOMAEN GBI THIIT H
pylori B5tE & HIE T 5,

BREIFIE -

BREE I E XV IEA O T % 4 LR DR R TIT O, B IEEZ B & b 2
ORAEEEZ A, T XTOREESEMETHIUE H. pylori YL L, ZOERZ FRE
JEBI L+ 5, 512, R#EFIEE 3~6 B HLBEOR ST BCREFRRBREITH 2 &
WEFE LV, J5EF IR 6~12 1 A OFF S THL H. pylori HTAMZHIE L, FUAMOK
TEIEAT 5 2 LIZREEIEOR D & LT 5 RN & 5,

o8, FEHA RTA 13199 4F 2 AIzkET &N, BIEOHTA RIA4 2 BT AE(E
PZWHE K OBREHEEITRO LB TH D,

SAERBRIRRI D FFTERDHT
Da< b 3B OREILE MW, BERIENGIED 2V IEE Y L7 — BBk & ik
PWHEOWH DB EIEOSE, H. pylori Y& HIES S,

PRE*I%E
BREAEIE IR IR O NARKE T4 6~8 ORI TIT 9, D7 & bEE&E, Mk
ik, PC-RFMFRERBRO 3 FMHOMALEEZ A, T TOREENEETHT H.

1) HAHLEH7 72 Helicobacter pyloriiaBifiafZ 54> Helicobacter pylori R84 A KZ A >, 1995
2) HARWMILEFHSS Helicobacter pyloriiGBriatZ B4  Helicobacter pylori {887 A K71 >, AW
&, 1999, 96(2), 199-207
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pylori [ZMEL L, ZOERZBREKRDIGIE T 5, BWIHEELZ BT 5720, 1REFIEE 6
B A, 12 7 AORES CTREHEZBMLTITY) ZENEFE LV,

(3) H.pylori REDZETEAEDHA FS4

INETOHA RTA4 NTERRBREMDOT=DOD A RT7 A4 ThoTlzid, £ D1k, 2000
£ 3 HIZ LPZ & AMPC KLU CAM @ 3 #IFIZ & % H. pylori O BREIZ BE9 % b R 5B Rl
WEATHIE (IHREAE) IR ESL%, FBEICE VTS H. pylori OZEr, 163
MM e L 705 2 L 217 C, 2000 4F 7 AIZ, HARNY any ¥ —2RZ@kBEISny
A RTAMNEREERITL D, FEHEEICEI L7 TH. pylori G072 W EIeED A KT A4
VY BREEEINT, KIBRTA BT A BT DREYSEEE R OBREHEEITRO LB
Th D,

BRERID H. pylori B2
FRATE)
WARBEIZ & 2 ARk 2 LB & 2 mAys Gl Y L7 —BallR, 8EiE, 5581
WIRSEIC L oAk 2 LB Ly UAHE, RETFEGER)

PRECAEE D H. pylori BE2M REHIE)
BREHIE TR P IR 4 BLLRRICAT O, IRAFPFRABREZ E 25 Z EBEE L,
RATER)
RIS & 2 k2 L & oAl (Y V7 —BRllR, 8k, BEE)
WIREEIC K DA 2 LB L Lianwidls (FURRIE, JRIFBFFGEER)

(4) BEREERTHLLMNS H. pylori ZHEDRE, BHEE

HE, BRREBRTHOW OIS H. pylori Z2Wrik DR K O R E 2 R A SIR L, il Y
L7 — BB R O AU CHLOZWHE & 0 AL, B E IR TS D R R ITE L
Do MRS WTE M OR FRIPFRGRBR IR, FRRE & b2 <, MR WNEI X MA 2 "THE C
HDHZE, REPTARBIIERBEOTHD LV IRMEAR L CWD, £, REPLARIT
HANREOY LT —BIEEEZ T 20T, BREHEICIERBAHTHL LEX LN TVND,
H. pylori fFERZ I OBREHIE I N 6 ORBRAHAEDE THWLN D,

1) BARNY anxy Z—2 H A4 K74 1ERZEES  Helicobacter pylorif&: D2l LIGEOHT A K
FGA Y, HARNY aNs x—2278 2000, 2, 2-12
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KA-5 H.pylori ZWiiEDKEE, FrEpEY

LIRS JE (%) R HLE (%)
Wiy L7 — PR 86~97 86~98
KRR Wk 93~99 95~99
KRk 77~94 100
BC-JR #HIFA AR 90~100 80~99

(5) H. pylori BZmnBME>

H. pylori &Y DL, PWNASEAIICERE L 7= B kEIRALRE 2 VW 2 05k &, H. pylori DAL,
SRR 2R T 5 FIEIC KRB SN 52, Z oz iigh odt H. pylori HUkZRIET 5
0BT H. pylori OG- O—H ZHEE L CR2WT 2 5k ERNDH 5, LLFICKZ2EEOR]
& 72 Bk L7z,

OF::t- 3

R 2 Ao —B 1, 5 0 MESHIZR O ORI EERE MU C A L C, 37T C OISR ST
T (5%0, 15%CO, 80%N, (Z5~7 HREJEf#E L, EESLY LT —Bh ¥ 7 —8BiEtE
72 EOAEALTFERINER DB H. pylori DEIEZAIT 9, HEIEILIHENOROLNIZIGHTN bEHRS
N7 ERRRE 2 W TR 2 0 ¢, H. pylori 28 H NIC AR 204 L TV B EA I 4kt
BHEUD D, ZOBREMIAELD ToDIT, B RTES RS & R BRSO 2 DETns
FRkZBRIT 2 2 L AMZE L STV D, AR BRI, FUEAN R 2 s e
BRSFIRETH D,
@ ARz wE

AR A [ Yt L, H. pylori O A% 895, Updated Sydney System? Tl AR
A% 5 IPTICHE L, BOMHIZIX Giemsa Yeta, Warthin-Starry Yea 7 & O ReER YL A O
DHER STV D, KIIRIROBILZIZIT L 7 TEENSHWS LD, 100 ffFLL EOIER THisE
TRET, HEODRWGESCHREEOLGAIZIZHBNCREE R 2 L3 d 5, AREILT
TORF TRRETH Y, FIRFIZIEHE OMMZET CRIEDORENFHETE, % B HMRETHITX
Do LnL, WD A B2 7Pt AN 3 2 B MHERER IZ 130 LT,
@ FE LT7—YiHEE (rapid urease test)

H.pylori i35 172 7 L7 —RBIEMHEZ G L TWDH DT, R aRFHT 5 & R H. pylori
DOFEEHER T2 Z LN TE S,

PHIERETHD 7= /) — Ly KL 2~5%DRFEE2EGH LI-ERE A, H. pylori 23
FAET D AR & B2, S5 -INDIRBN RSN CTHEAT D7 =TI K DRI

1) FH {HER, Helicobacter pylorifri ik & = DRWRHIE, HANEF=4q 1998, 87, 868-880

2) AF fEIEA>, Helicobacter pylori & B % - B, Eo%ERL, 1996, 7-11

3) BEM  FIAEIED, ~Vansx—.EalRE Ny K7 v, EsER 1997, 9-20

4) Dixon MF, et al., Classification and grading of gastritis: The updated Sydney system, Am. J. Surg. Pathol.,
1996, 20, 1161-1181
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DENENT DO ZAIRINICEIET S (CLOT % 1) Y, AREIXZAM AR 5 2 FHEAMHH T
BV, BREREIGETORRGLZ WA MR my, LasL, H. pylori @ii}iﬁiiﬁﬁ/}\ LTW5
GElIiIBREEEETH52 6050, MBI IEIZED T 5 RERIEZ O EIIIMEH T
222,
@ “C-FRFRMFSER

ZEFNILHE TH D BC TR SNRELRAKETH L, HNTHOY LT —EIT X
DRk CO, L7220 MR HICR S D Z &, MR O CO, BOEINIZ L - T H.
pylori D&Y% ZWT 5, ARAEIIIHMRIEH TEEEICE A, BELRRELHEIXELT
TWED, BROD L7 —BIEHAHAICHRET 52 R TE 5, LnL, RECEED
Frtic K 2MED =2 X bR@E L, FRPHEANCK T 2B HERBIL T 220,

728, 199946 H 17 H, “C-RHFIPKHABICHNDBWE T=—ty b (RKEERIEH
Kath) NEREEAGR S, 2000 4F 11 A IR ST b,
® PCR i%

AU A7 —BEgH ) (Polymerase Chain Reaction: DL F, PCR EWEd) 1%, H. pylori
DIFfRT O — ¥ % HhlE L C2Wi+ 2%, PCRO X —7 > h & LTU LT —¥iEfa 1, 16SIRNA

BRIV D, BERIIZIE 100 TR HIEIETE 20T, WEAD < THHH ATHe
THD, BENIWGY, HlZar X Ix—va NIEETHIVENRDD, F-AENEE
DOERNETE 72V, BAGR, Hik, WER, Wik, HREOMA ORAETHRETE S & bF
McThsd, i, i@ﬁfﬁé’a%ﬁ%@%*ﬁ?ﬁf‘%, IRIEAIEOBENE —DE TH LN E I Mk
FRDZEITRY, BRERDZICTIT DEOBEMEDS, B OE R Z1T D Z &
MWTED,
® BRIEREHME

NHRERARFCRFE & pHFERE (7 =/ — v Ly R, RE v XV & BICEAi L,
H.pylori iCX > CTRATEHT =T I12X D pHIERED OO AL 2 BT 5, DIk

TIFAEEARAATAAS PP O SR EL AT HRA OFFIRNIES 2170, %W@pHﬁ
—& (pH5) IZHHEi SN TWD Z EBUHEDEI L 25720, FERHEIXZ OMAEIEIZER
LTWAENENTRELS B S,
@ ImmiE# H.pylori ik

H. pylori J&4Z X v 1 iE I HT H. pylori-IgG Hifk (LR, $T H. pylori Hiik L #E3) 23588
b, ZOHtH. pylori HifA% FIZ ELISAIETHIET 2 Z LN TE 5, H. pylori 23R S 4L
7o E# TIEE Bt H. pylori Hui&Mi (LLF, Bt H. pylori HufAffi L 59 DK F23 722 <, Btk
EHIESILD Z &R0, OO THIMNC IR A T 5280 dH 5 2 LIERLRITR
e b2, Thebb, BRETREZOHIEICHNDTZOIZIE, 8FE%6 WAL 12 1A%
T RE R OIMIE &, TEPEATICERER L 72 Myl & [FIRECHRIE LU, Uil O ZEB) 2 it L7g 1

1) Marshall BJ, et al., Rapid urease test in the management of Campylobacter pyloridis-associated gastritis, Am.
J. Gastroenterol., 1987, 82, 200-210
2) BAIMILER2 Helicobacter pyloriiaBiatZ B 4> Helicobacter pylori {65271 K Z A >, 1995
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X 5700,

AREIIA Y Y —= 0 7 OF AR Y TH DA, MEOEYE L R#T 2 O ThRE%R b
— EWIMBGIED R E L, BIE DRGSR Z 23 L b sk L722w, BB & D28 XG0 A HE
PETFERICEEIXTE R,
RIVI) =5

NI ) =T ATRIEFRNC, BIERESIC AT 5T — S T L F IR, PR,

WEFRR, TV RN T BN T Y ) =TT bivb, T = TR L
XF Y )= TSI EREEfFO~— I — L LTHOWLNA TS, & 258, H.
pylori JEF B W TR AT Y ) — 7 THEMED E5, X727 —7 0 TR DK T
DHAOLNERY, ZHHIEFFEROHLROLTRIEO~Y—H—L L THEEINDL LI IZRoT,

H. pylori DFREIZALED LT=5s X, BREEZ D SEHCAT Y ) — 7 U TEEOR &7
{E&Tﬂt;éf:&b, BRERDIEE T i/\°7°“//~/7“‘/1/11¥%¢$tl:753‘£ﬁb AL H i
PRNRE S IRE S BERIFTRE L 72 5 REERITE & e R_RTT Y ) — 4 o TIIHIEMEEIC 30 %LA

LD EAPEOONLGEEITIE, BRER R TE 5 & ST 5, [F UIHR R 72 MG
AT HIMTETL H. pylori Uik & &V, BREAELR ) D2 2R 5 KA REHIEIZB N TH
Fleen,

4) H. pylori REEEICE 1T HERER
(1) EFEEIDHIEE BB DBEIC DT

@@%@ﬁm IR DIRIRIZ B 7= > T, BEESHINE - TV D HECHELLR EEED
1B DY 512 OPZ % 00 B 53 Wil Al & BREEERTIC G- L, EBERABLESEL L0 )
ﬁ?ﬁ&#ﬁ%@x%ch:Fﬁ%rx < H.pylori [BYEDIEE CTH D Z ENBW S NTZFER T, BH
IZRBERIEZITO LW ) FEO “OO@BIRERE 2 B b,

WTNDOFEER S 55T FIRIERTTS O OPZ # 5-NREIC RIETREIT 220 &
HEENDH D, Koelz HY 13 223 FlOTELIEIEEHEE Z2 %512 AMPC 0 2 B 5 & 55
FREZATVY, OPZ B oD 2 M G- 2 BRERIERTCAT o 7o 8, BRERIER T > 2L D
BREFRIERT T OPZ B 512 X IR AT o T BED 3FEIC OV CRRASR 2 Mt L 7=,
Z DFERBRE B IIBRE LS OPZ e 5-8E 57 %, BREGEILRT OPZ £ 58 63 %, BREF LA
TOPZ e -2 TR T-#E 62 % ThH o7, F7- Annibale H? 1% 78 Bl OER % H 9 5 M L
MBS EA 2 X152 OPZ & AMPC kUM A b =% —)L (LLF, MNZ LRS3) o 2 @ &

IZ X D BRERIERIE T OPZ % 2 G LBRERE ik Lo, BRERIIBRERES OPZ
B HRE97.4 %, FREMRIERT OPZ & HRE 89 % C, MAEMICHERAITH LN T2,

1) Koelz, et al., Double-blind comparison of three different amoxicillin plus omeprazole regimens for eradication
of Helicobacter pylori in patients with peptic ulcer, Gastroenterol, 1995, 108 (Suppl), A133

2) Annibale B, et al, Does pretreatment with omeprazole decrease the chance of eradication of Helicobacter
pylori in peptic ulcer patients?, Am J Gastroenterol, 1997, 92, 790-794
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L7eDi =T, {EEHI OB EE ORI H 72> TUTRGOREIZIS U TR #ITn
HRETHY, HiLZHE D HESLEILR E DI TH 555G 1T IRE R IERTI 1k M AL ECTE 5
(CRT DIRIR B S, THUSCTIBRERIEEZIT > 72 ETHl &kt & PPIIZ K HIEBRH
EITONETHDLEEZXD,

(2) RERDEBEDEREIZDOLNT

H. pylori ZFRE T 25 Z & THEBEOBENPAEICK T T2 Z LM OREBROAHEN RS
NTCWD, +HBBEEERGE LA X T U A TIERETR 6~18 7 A OB X
ﬁ%ﬁ%%@Hpmm%@f&w6M%m3m)KﬁLprm@@f6%<%mmW>f
bolzb, ZOX T, RIS K DIEEFRMEIFITAMREE Bbnda, BREICHE LT
b7 BIEEE BRET DEFIIATET 5, BN CHEE SN+ fHEEEE x4 L LR
B CERER 6 U H B OEGHIR ZMET LG R, BREREIFEIZIS VT 80 filH 2 #i (2.5 %)
23, [FRRICEEEEE ZRRE LB COLRER 6 7 A B OB 2 et L7 R,
BREGRINBEIZ I T 82 il 5 451 (6.1 %) AMEZZ I L7z, W du s BREEJMOE &t L
THEILDZ2NE DD, ZO X5 IZHRE ST HOBENHERT DIEFN AL TND

Nishikawa 52 1%, BREIEHEEZZ T TOZRWEBIERFNIC-SUW T, H. pylori D5 Lfoeb\‘(fé%
OHE R L= & 25, FEH. pylori 85O 1T H 5 T 49 % (12/246 #1), + _4551%
BT 1.3% (2/152 f3) C, H.pylori fz¢Ed 14 5l 5 % 9 5] T NSAIDs OfEH 2 F8S Hiv, FE
H. pylori 3 NSAIDs {55513 @fflﬁ%,+4h%@ﬁf07%?&okaﬁibfw5
ZOZ LMD, FISY X, BRETEERIC H. pylori FaPEOIREE THEIE T 2 IEESC H. pylori [&
PEIRIZ OB 1K <, fﬁﬂ%,\\f“%‘x SN D RER OEGHFEORNZ LT O X 5 IZ8hE LT
W5,

@ H.pylori BRZEOBHR REHIEFOHIZMYE)

B DO FGHEAIT— RIS, BREHIER OBERIED RTREMED @V, BREHE ZBRE TR
T ABELRRICERT 5 Z L1278 > TWDHD, BREHIEREDEA PPl 5T 5 4
FILANIC NG S N7 72 DITBIENE Th > 723560, HBERE, MlkPrmae EAERICL D
BWITIEZY T ) T T =S B O FTREME b B E T E 2V, Bako U LT —EE
M % SR 3 2 R FIERERER O i OB DR DM AR DRI LV EfE2 R HE N EE
Thd,

1) Neil GA, et al., Helicobacter pylori eradication as a surrogate marker for the reduction of duodenal ulcer
recurrence, Aliment Pharmacol Ther, 1998, 12, 619-633

2) Nishikawa K, et al., Non-Helicobacter pylori and non-NSAID peptic ulcer disease in the Japanese population,
Eur J Gastroenterol Hepatol, 2000, 12, 635-640

3) TE)IEF-1%72>, Helicobacter pylorifi 4 12 F58 - D THALPEIRG O BLIK & Z D %F3K, Helicobacter
Research, 2001, 5(1), 37-41
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@ H. pylori DB

FRGE DR & LT H. pylori Y75 ONHRELEH N pH &= % —Z 088 B 6 O K
PmBEZ HNHN 2 R, RSB 2 FIRYERITEMN 1~3 %L IEFIcb R 2 Y, i
BRET: 2 4F H DU O BB I R L B2 TV 5,
@ NSAIDs, 7RE v DiRA

H. pylori f2M: BB HIC IV Tid NSAIDs ORI IR bHEEOEWER B2 b, £
HWIRA7Z T T2, Z<EMMSCEATH> THUIEBRIEOEZ > T &R0 9 5,
@ Zhith

RPN DJRIA & LT, Zollinger-Ellison SEBEHE 72 & OBk EZ R T REE, 7 7 — 95,
JRIEIR, BERIFE 72 S0 L2 TIRITEIE A HER S Tn b,

F72, M EY oG TIIBRERRE 8.8 4, ¥ 1.3 FOKBBIRICBW T, HIRETIX
5.3 % (6/114 #1), + —FRIGTEE Tl 2.5 % (3/118 i) OFIERTH 7=, FH¥ L1 9 HITIL,
NSAIDs IZfEH &N TH 6T, BTHRERMEZMERF L T e, BIEE RG] Tl 6 #iH B
JEFIN 5B ThH o7, £z, FRAE 9 FlTXTITBWTHEEFEOBEERERH Y, 5% 8 4
XBRETR 1 ELINOFER TH -7, DI L5 NSAIDs LIS OK 7 Tik, OWUEEE (5
(ZEIES ), QBRE% O BB WIEN, OUEGEHRRED & DIER], @FRE% 1 FENOR
REA 22T CRY, M EZRR/ICRIEORB S £ TOARWERIEIC, BROWO 70, BIE,
A NV A7 T LD BB T 2 & 7232 ER 2 M 0, H. pylori B2HEIZ S 2000 5
TRGHEREHRD L VIORBEREZEZOND L LTS,

(3) MWtEIZDOWLT
® mEE>

BIfE, AMPC, CAM KT PPI @ 3 AIfFHIEREHRIE TEZRO H. pylori OBRE S FIEE & 72 -
TWo, LorL, —FH THhmEANCx Uit 2 7~ 3 H. pylori O HHBLAEE > TETED,
BREGIERAAT 5 £ T H. pylori O JEHIMHESCEREE AR O it 845 2 M 00 SR A+
ZEIFEETH D,

H. pylori (54 H ¢ #3412, 1 H OPZ 20 mg, CAM 400 mg &% U8 MNZ 500 mg @ 3 %% 1 i
M5 L7 H. pylori FREHIE, CAM IZEEZMEEZ AT 55581X83 % ThH 7= DITHT L,

1) Mitchell HM, et al., A low rate of reinfection following effective therapy against Helicobacter pylori in a
developing nation (China), Gastroenterol, 1998, 114, 256-261

2) van der Hulst RWM, et al., Helicobacter pylori reinfection is virtually absent after successful eradication, J
Infectious Diseases, 1997, 176, 196-200

3) Schitze K, et al., Helicobacter pylori reinfection with identical organisms: transmission by the patients”
spouses, Gut, 1995, 36, 831-833

4) Ff_EFnpk, Helicobacter pyloril 4 O 5 F% 0 FZBS, Helicobacter Research, 2001, 5 (1), 8-11

5) F L FopkiEs, @ EL0ERIC I T 2 FrEAImHEH. pylori B OER AR, A AL, 1999, 57, 81-86
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CAM (ZiiPEDHAIL 30 % Tdh 7=, £72, 1 H OPZ 20 mg, AMPC 1000~1500 mg, CAM 400
mg @ 3 FIPFH D56 OFEAN DS M & FRER OB TIX, CAM EZMEDLE 134 80 %D
BRI RN DD DT LT, CAMED A 13 8 il WJ@&@[&% LC&Einois,
-, H.pylori BREGTEH TIE, AT 23EANT U CTRHPEROSEEITIX, OF HEEAI DR 2
AOELVCHERICL>TE, RERIETT2b0EEX N5,

3 FIGFRABIEICH O SN D FEAIOHF TIL MNZ & CAM IZXT BERSE LT Vv
WEN LTV D, K 1% 1987 4F 12 A 7205 1998 4E 5 A £ T 10 ERIC BiEE, + 1515
T, HAREBED SRR SNz H. pylori BEFERR 336 RO IEAIMMMESR (—KiHER) &
OBRETRIE DAL T & o 72 Wk T O MERBRIC I 1T 2 3EAIM =R (ZIRIRESR) 275
72, —IRIMHPERIL CAM Tl 9.5%, AMPC % 0.3%, MNZ Tl 268 % Th -7z, —Rilit
ROEMHEB B 5 & MNZ ITAERIZ 20~30 %D EIA TiMEE A BRE SN TEBY, CAM I
Mt R R L 203 1996 4F 3 TUE 10 %LL N CTHERS L CTuh/e 23, 1997~1998 4FTid 10 %Ll k&
720, BIMEEFRD 5TV D, AMPCIZOWTIXFMEDOEN 1 oA sz, —
WMHESR TIX, AMPC TIXHi7- 22 MHEMEIIEE S D h o 7273, CAM Tid 42.1%, MNZ
TIE 316 %&, —RIMMERICHERTERETH 72, o T, SBRAERRBRERFICE
CAM, MNZ M@ OB ES S D,

INHDOZ &, LEIOIRE TR BRIEAB G217, H. pylori OBREIZAKEIT 5 2 &2
HETHLHZ EZRLTWDHEWNZ D,

MNZ %, #MZBWTEH SN TV DA AARTIIREIZ LMEH S TWienizd,
AARIZBWTIE, WPERIZIERITRNEZ 2 65, CAM IIZENA & IC—MREGYE I
HanhTnb,

WM 1T 2 CAM MR DR B IE, —RITIT~/L—D 50 % & W 5 #HiF 2 BRVN T, 10 %
IZEEL TORWY 2 H 500 0~15 %” & @5 ST 5, [EBIOMmMESRIE, A~A 2T 3.5 %,
RAYT23%, 77 ATL0%, £727 AU D TH2~13%EHESINTNDY (FFA1-6),
F7z, F—0 v ROMERIIIMEALER AL, 7T VAR, A XU T ROALL i EHi
WO E % TlE 10~15 BYOMPERTH Y, ZAH L PFETDEL ROF T o #1E 3 BLLT,
A XY RE RS VFZNOLOFETHD EOWESL R ENDD, —J7, CAM MHER O 5Bl
JE B RREMTRRTT LIZ A VY O XU 2D OAETlE, A3 > D CAM TitPEE A 1991

1) Alarcon T, et al., Antibiotic resistance problems with Helicobacter pylori, International J Antimicrobial
Agents, 1999, 12, 19-26

2) Megraud F, Epidemiology and Mechanism of Antibiotic Resistance in Helicobacter pylori, Gastroenterol,
1998, 115, 1278-1282

3) Lopez-Brea M, et al., Evolution of resistance to metronidazole and clarithromycin in Helicobacter pylori
isolates from Spain, J Antimicrobial Chemother, 1997, 40, 279-281

4) Morton D, et al., A six-year assessment of tinidazole, metronidazole, clarithromycin, tetracycline and
amoxicillin resistance in Helicobacter pylori clinical isolates: a rising tide of antibiotic resistance?,
Gastroenterol, 1998, 114, A235
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~QHEIT0% TH > 72231995412 4.4 %IZ, A F U A TIL1993 41213 % TH - 7= b D23 1997
FIZIE 7.7 %I2EIM L TWD (FA-T),

AAIZEIT 5 CAM Mt OFERFERBIZE L THIRDERRENLORENRH Y, Z oW
Tl 1987~88 LAY HIERE D CAM ML 28 7.3 % T - 7273, 1997~98 AEAHERE Tl 14 % &
CAM THHERRDBIIA R S TWAEYY, 22T, dXR 2SN S ZOMO Rz
% CAM T B O S BEFEE 2 e L7245 R, IHEICB W TH 10 %Ll Fofas Gl A0
HLOD, KROEFRKEFERIC 10 a1 2WMENHA I (RA-6KVEA-T), E-T,
HAT CAM [t D 43 BESREE I3 RN & 2 S D D, SyBESHE O mKITR A e 1IC L Y K
BT bHEBEZLNT,

NGO LD, FEBBEEONIOZEICE L CXEE LK ORI T D THaRS%R,
R ORI O AR E 2 EET D2 0EREZ Lz, LnL, ~Ub—D 50 %ixhlE L
T, A & LC CAM MR IIRCK T H BARTHEMEAICH 5 H DD, MICs &N
MICg (T/NE <, BRK &L HARD CAM ITK T D EZMEIZ R E REWITRWE B DI,

1) ARAEZEIT), B2 10 4012351 % Helicobacter pylori Mk HBLR OERMER, H4 [FHA~Y
N B —ERF R PLERIE, 1998 72
2) K EFAAIED, B EL0ERICI T 2 FrEAIMEH. pylorit B OFER AR, H AMEHA, 1999, 57, 81-86

21-



F£A-6 WK OENOCAMIHEZR GREFER])

1991 | 1993 | 1995 1996 1997 1998 1999
AV | 15
ANRA 0 35
AL — 10.5
<l —7 0
~L— 50
R—7 2 F 17
7T R 10
rFA 2
KE 2~13
H A 6.0? 27.3% 10 [6%, 6.5%, 6.8"”, 7.2%, 87V, | 43"
9.5, 12.8 14.4%
(%)

1) Alarcon T, et al., Antibiotic resistance problems with Helicobacter pylori, International J Antimicrobial Agents,
1999, 12, 19-26

2) Gotoh A, et al., Susceptibility of Helicobacter pylori Isolates Against the Agents Commonly Administered for
the Eradication Therapy, The First Meeting of the Japanese Research Society for Helicobacter pylori Related
Gastroduodenal Diseases, 1995, 80

3) Itoh T, et al., Susceptibility of Clinical Isolates of H. pylori to 4 Antimicrobial Agents by Agar Dilution Method,
Disk Diffusion Method and E-test, The Second Meeting of the Japanese Research Society for Helicobacter
pylori Related Gastroduodenal Diseases, 1996, 74

4) Kubota T, et al., Resistance of Helicobacter pylori to antibiotics before and after new triple therapy, The 3rd
Annual Meeting of the Japanese Research Society for Helicobacter pylori Related Gastroduodenal Diseases,
1997, 38

5) Mt iEny, IIERICI 1T 5 Helicobacter pylori [ 7y Btk o SEAIRS M & I EE O, 4 4 /4]
HANY mo3 2 50— 222l BP0 ERFE, 1998, 37

6) A YEIEDN, HBElZkS 5 CAM, AMPC MHYER DRRES, 24 (6] H AN Y N2 5 —Z L2 T2
#RIE, 1998, 71

7) J5 A NIED, H. pylori @ tinidazole (Zxh 3 2 S 1% & BRERAE, 254 [ H ANV 232 50— 223 7
L PERAE, 1998, 41

8) A F&lEn, H. pylori @ clarithromycin MPEE 2B D MES, F54 (A1 H AN Y 2320 4 — 22252
2L EREE, 1998, 39

9) REFHZZ—1F >, Helicobacter pylori (23317 5 BREEEE & SR, 284 [ H AN Y 232 50— 225 7

2FLHRIE, 1998, 40

10) Kaneko T, et al., The Susceptibility testing of Helicobacter pylori isolates against agents used for the
eradication therapy, #84 /6] H AN U 232 5 —Z2 2 i E 2 fLER1E, 1998, 40

11) PREFET-137~, Helicobacter pylori d#Hi/EFESz MEFER Epsilometer-test & Disk diffusion test o b,
A AN Y 22 50— F 2Pl PR AE, 1998, 36

12) EfERETIED>, Hopylori BRIEIZISIT D A b =&Y — Vit O R, 5 EHANY 2352 45—
FRPPERIE, 1999, 111

13) H@EEFMI ]2, Helicobacter pylori (Hp) BREEIEIZFE S clarithromycin (CAM) i R DR, 25
5 (8] H AN Y a3z 5 — 22 pPaRE, 1999, 110
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RA-T WS KR OENO CAM iR (F4BEER])

1991 | 1992 | 1993 | 1994 | 1995 | 1996 | 1997 | 1998 | 1999 | 2000 | =zik
RS 0 0 4 3.4 4.4 1)
i [E] 1.3 2.4 3.5 6.2 7.7 2)
A 1.7 3)
R 1.9
7.1 11.7 4)
0 1.3 3.4 4.3 6.5 6.6 5)
8.2 6)
6.0 7)
3.8 |
H& 9.1 10.2 18.7 8)
3.4 3.4 10.3 9)
14.0 10)
4 11)
15.1
(%)

@ CAM fittE H. pylori 1Zxt9 ZAEIZDLNT

[EIPAM 3511 C CAM TPE H. pylori 1292 TR O BT i & L= OPZ I J: 2 Berkat

BT — H 172\,

[EIN 6 MAERER T CAM MHMERE 2k D BRE R IX, KA ERE 37.5 %, & HERE 389 % T

HY (p.386, #F 1-12-10) 40 %55 DAERFI THREIZEKEN L T % b O OIRFIECSZ A BREE D A%
TIWCRELSEET LD, HE0 L CAM MHEIVHIH L TV 5 545121% CAM LIS oHt
HANC X DBE T2 i unweEbns,

Lopez-Brea M, et al., Evolution of resistance to metronidazole and clarithromycin in Helicobacter pylori
isolates from Spain, J Antimicrobial Chemother, 1997, 40, 279-281

Morton D, et al., A six-year assessment of tinidazole, metronidazole, clarithromycin, tetracycline and
amoxicillin resistance in Helicobacter pylori clinical isolates: a rising tide of antibiotic resistance?,
Gastroenterol, 1998, 114, A235

Debets-Ossenkopp YJ, et al., Prevalence of Helicobacter pylori resistance to metronidazole, clarithro-mycin,
amoxycillin, tetracycline and trovafloxacin in The Netherlands, J Antimicrobial Chemother, 1999, 43,
511-515

JHEIEI A1 4, Helicobacter pylori BREWRIED & A, ZMrE 7564, 2000, 88, 362-367

HRE1EF1E0, H. pylori O FEFIMME O FERHER I D85, A 747 2000, 97, A581

& [ 9E5L1F 5>, Helicobacter pylori D BRETREIZAE: 5 amoxicillin, clarithromycin O &S E2814 b, L E
FHEqE 1998, 72, 335-341

ZHREEANE D, H. pylori BRE KL DGA £ O L 5 ITHRIGT 5 D72, Prog Med, 2000, 20, 1759-1762
Kato M, et al., Regional Differences in Metronidazole Resistance and Increasing Clarithromycin Resistance
among Helicobacter pylori Isolates from Japan, Antimicrob Agents Chemother, 2000, 44, 2214-2216

Ve —1E 20y, SBElc BT DA E H. pylori O IO EE, F5 [olHANY 232 2 —22p)
#7%, 1999,111
10) ARAEZEIZH, #2510 ££[12351F 5 Helicobacter pylori it @ HELR DERHER, 4 [a]HA~Y
TG K= ERP TR EREE, 1998, T2

11) kS 11375, Rifampicin il A & (2331 % Helicobacter pylori DIRENRDIL, A AIL FREEFA MG,

2000, 48, 839-842
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ZMEREICH LT PPI4+ 2 /<= A 2 +MNZ O 3AIGFHIC L 0 9 6 8 i, Jal4 52 23 PPI+
AMPC+MNZ @ 3 FIPFAIZ X 0 21 il 21 Il CTERREIZEED LT\ 5,

F 72, CAM (it H. pylori [Z[RE U 72 1BHEE TIZ 22 WS BRE BN k- 2 18I IZ DWW T
I B ERNSTE ST D,

2000 4EDO~—A R U b b P X LAR— K TiE, PPIHAMPC+CAM TEM DAL
PPI+i5 8L 3 AL (B A~ AREHMNZ+T S 794 7 U V) O 4 FIGFREEZHESE L
TEY, BARMILERFEEDIRBR Y A FZ 4 > TlX MNZ %4t PPl based triple therapy <> PPI
+ i 3 AL 4 FIPFRREEHEIE L 05, £72, BH5Y X PPI+AMPC+CAM
THRERKINTH > 2560 "k E LT, CAM iHED 41X PPIFAMPC+MNZ % #E45E L
TWD, £A -8 OEA-QZ DM, =& LTPPI+-AMPC+CAM (2 X 5 R itk O Bk E
L2 DRHEE R,

LL, BREE TR NS OFREEONRE BT 2RI R o ThL E S TEHEY,
BEREO LY AL STV, SROMENEFTEND L ZATH D,

KA -8 MBI D HFRE KO Cikd 2 —Flick )

ey e FBRE
WS IENEY S FETTR BEE op)
Gisbert (1999) OA/2H BTM /2 i 61 % (14/23)
oC/2i# OAM /114 80 % (8/10)
OAC /1 i OAM /1 53 % (24/45)
OAC /1 i OBTM /1 78 % (7/9)
OAM /1 i OAC /1 i 85 % (17/20)
OCM /1 H OACB /1 i 70 % (7/10)
OCM /1 H OBTM /1 80 % (8/10)
Gisbert (1999) OAC /13 OBTM /1 59 % (17/29)
RbTM /1 i 86 % (25/30)
Rinaldi (1999) OAC or PAC or LAC /1 ¥4 RbTTi/ 2 i 86 % (31/36)
Gomollon (1999) LAC/1 LBTM /1 95 % (20/21)
Lee (1999) OAC or OCM /1 OBTM /1 75 % (15/20)
OAC or OCM /1 33 % (4/12)
OAC or OCM /2 14 80 % (16/20)
Chan (2000) RbAC /1 i# OAC/ 1 75 % (3/4)
RbC / 2 i 44 % (419)
RbMC /1 67 % (4/6)
RbOMT / 1 i 83 % (10/12)

O: AAT IV =N, AN TEFVVIY, C 77V RBRAVY, M: A r=FY—/, B: Bx~vXHA]
T 779 A2V, Rb: 7=F P« EATR, P XU NIV =)L, Lt 07T TV =), Tii F=F Y —
/L, pp: per protocol

1) A EFpklEsy, 77V 2a~A Uittt A ba=& Y — Vit % ZE L7 H. pylori FFBREEEIC
W, 5 [EIHAN Y 232 52— 22 PP, 1999, 61

2) WA FEED, WIEIERE GIER O BREREEIE OB, #5 B ANV 2320 % —F2104E, 1999, 60

3)%EmAim BB B R 0 2 RIERTE, v L2 f 7 £°—, 2000, 18(9), 117-121

4) 1fEFEE1E 7>, Helicobacter pylori BRI A s Eh I k13- % FEFRETE, Helicoabacter Research, 2000, 4
(3),221 -225
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FA-9 FENICHIT 5 EREE O EY

e N PR

W IEIREY FEL TR BEE (o)
= PPI/AC PPI+AC 51 % (18/35)
PPI+AM 84 % (52/62)

AR OAC/1 i OAT /18 11 % (1/9)
OAM /1 i 91 % (20/22)

RE OACor LAC/1 i OTM /1 or LTM/ 1 93 % (14/15)

- PPI+C /238 or PPI+AC/ 13 C it M &M RMiM / 1 89 % (8/9)

or PPI+CM / 1 i

C ifitt: M it RMIF / 1 3 17 % (1/6)
e PPI+A or PPI+AC C &M PPI+AC 75 % (15/20)
C ittt: PPI+AM 100 % (21/21)

i H PPI+AC / 1 il PPI (120mg)+A/ 2 & 100 % (6/6)

R: XTIV —)b, Mi: /A4 27V, F. 77aXRA

(4) H. pylori BRE#DERMEEEL, /ALY FEERVUEBERAVIZCDOWT
@® H. pylori BRE & #RMERE %

Labenz 52 1%, H. pylori tED+ —FHEBHE S BE ICHB W CRRER 3 EMBGRBIE LZ L 2
A, WPMERTE RIS BURIIBRERE (n=244) 25.8 %, FERRERE (n=216) 12.9 %C, FREHT
AR RIER ORIERD E o7 & it Lz, LavL, Malfertheiner & 05> T,
HE O+ " FBHEEH 2 WIXHIEBEBRE 235 L Lz 2 2O %L T, H. pylori
BREEEEDE B ) TS OBIINEER S H v Tuniay, £72, Odman 5 1 165 Filic-ou
THRET L7 SR, BRI RRENEE 43 170 5 61 (12 %), JRHCEE 64 B 6 5] (9 %), OPZ D Axfk
HRES2 BIFh 9 1] (17 %) (2t RIER NFAE L, H. pylori BREE OR300 7 L b Wi th &
BERIIED Y AT HRNEHE L TN D,

BAICEOTIE, EEOY 2SREHICTS 163 7 H (1~62 7 A) BER L 7= 303 #il 33 i

(11 %) TH7Z 22 RIE R S FIE L2 S LT 5208, BIOHEY CIIbREkshit 192
Bl 17 5] (8.9 %), LRLRE 44 Bt 541 (11.4 %) & REBED T NEmNn-T2E VI b0 L H
Do

Z O X DI H. pylori BREAIZ & o THIRMERITE R OFIENS NG 500 E 95 MITHONT DR

1) {EfE®E %), Helicobacter pyloriBR i A Eh 12 %F 9~ % FEBRE A, Helicoabacter Research, 2000, 4
), 221 225

2) Labenz J, et al., Curing Helicobacter pylori infection in patients with duodenal ulcer may provoke reflux
esophagitis. Gastroenterol, 1997, 112, 1442-1447

3) Malfertheiner P, et al., Does cure of Helicobacter pylori infection induce heartourn?, Gastroenterol, 1998, 114,
A212

4) Odman B, et al., Gastro-oesophageal reflux in duodenal ulcer patients after treatment for H. pylori during a
two-year follow-up, Gut, 1998, 42 (Suppl 2), A99

5) &M BEiFD, BRE®% O _EEELEE R ORI & OB — WM RER I 2 5 H>—, Helicobacter
Research, 1997, 1 (5), 41-44

6) AT, H. pylori BREA#ICA DD BIER, BR, + 1B ROFE, AR, 1999, 57 (1),
191-195
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IXARTZH T2 A8, H. pylori BREAHITH 10 %FEEE O BE Tt RER DRI TH L 5 T
HoH, LaL, FER LR ERIT Labenz 5 ORERY THIFE A EDJEFIT Stage | (1
oxmzo@ﬁ%®06h)%éwiu(%ﬁﬂi@ALtUEh)@%rf%ot&ﬁi
INTEY, PR EOGPHELZE D BEFILIENTH D, o THRER OWHIERER
E B ARDBRETRIEOWT & 722 K D BRI TH 5 L1135 2 H?,
@ NLy FEERUBERA VY

Nl B EIE, ARERBRY LA FEET NS /ED, B X vk L TR EEZIC
BONTWDREBETH DN, HARIERENIES O Barrett 818 E R AT B4 13 TBarrett £
EREEMETREREN 3 em UL EDO b 0% “Barrett £187, ZALLISN O Barrett 454 “Short
Barrett’s esophagus (SSBE)” &5 2 L #IBEL T, BEURANL » MEEORAEICE
HLTWHZ EIEFHOLNTH LD, HiRMEEERBEICHIT 550y MEEOFE BB TR
KTIT10~15% E HE SN THY, BAARTIINESRAERITH O 6 %12/ L v b EEATR
Dol DW|ERDHD, £z, Ny MERBEETEERT DOV A7 777 2—ThbbLE
PILTNWDN, Ny MEEND ORERT BHERIT 05~2 iEE THh 5, H. pylori FRE
ENLy MREIZOWTERERARVWEO#EY bH Y, BREICR > TR,
@ FLH

H. pylori BRE DS WIRMERIE R 2T 2008 9 MOV TIAREIZ /2 > TV WA, BREE
%K 10 %O BEICHHMHERER VBB T 2 L Wb Tnd, LanL, TOREITK, R
&> TROND AT v b —IHBHEOMG — %25 2 5 LHRIICRE 2ME & 13260
EZEZLND, £, WIRERERERERT DV RI 77 72 —ThbH/ Ly hRIEL
DEUEHRE SN TWD Y, H. pylori R & 3Ly FEEIZHOWTIRER RV & O S b

BREIEZIT O Z&IC K- T, WRMERER, ALy MEE, OWTITIRIERT 2%

BRI LAHREMEIIH D OO0, BRET DL EICE > THEBENOBATEDZ AV v b 2B 25
&, ERMEIE AR TELHIFTHDL EEZDBND,

B

BAy

1) Labenz J, et al., Curing Helicobacter pylori infection in patients with duodenal ulcer may provoke reflux
esophagitis. Gastroenterol, 1997, 112, 1442-1447

2) KIFEFH 1T, 10 BRENEREO A Y > M T AV v b, (AL D B, 2001, 17 (3), 81-87

3) HEPVIEEE, Barrett f0iE & Barrett &UEHE, A /475 2000, 97, 1233-1242

4) Ricaurte O, et al., Helicobacter pylori infection in patients with Barrett’s oesophagus : a prospevtive
immunohistochemical study, J CIni Pathol, 1996, 49, 176-177
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2. EBEXIEIHROREE

OPZ i%, TA I ¥R It (AU xz—Fr, HT A MTI~ALAL) ICK VB ESNTHT
BEAIT, BEMENO e R 7 (HYIK ATPase) ZBHET S Z L2k Higsow %
T2 AN TH 5, TAETIE, 1991451 H 18 AfFCTHIEE, + IEIBEE, WAE
Wy, WfPERIESE, Zollinger-Ellison SEMERE 2 @) B & LT, 1 H 1B 20mg O - HE
THAREN, BUETIIA AT T —/VEE 20, [FlEE 10 (7 A M TR IERSH) , A27 7
VU BE 20mg, [FSE 10mg (ZEY =L 7 7 —<HREaH) OREEL THRESNTND
AM%B:777/-1‘1774/ﬁ(4#)X,Et—%%Aﬁ)_i@%%éﬂk
EOMAN= U RPUEF TGO A7 b T A& FFOEAlch b5, TAETIE
mm$9ﬂ6HH&Umm$6H7HHTﬁA15&wE]1@%%mm%%D&5¢
HREE s AETERISN, Xt F b PR ONESE 250 (fnlssz T 3Emkat)
T I v K ONAEEE 250 (BEFn3ESn b TARiath) o iksE4 TREES N TV D,
CAM (¥, RIEBFEMRASHHICB W T SN~ 7 2T 14 RRIUFEAIT, MEO 70S U
RY—AD B0S 7=y MIFEGT DI LI L HEAAMIFEIC XL PIEEEZ R,
1991 43 A 29 HAF TR A 1 H 400 mg % 2 [BZ5y 1) TR D& 592 k- AR CER S,
77V A8E200 (KIEREEHEA M) KOV Z U vy REE200mg (74 TR v MEREH)
DIRTEA THTEINTND

OPZ+AMPC+CAM @ 3 AIOF LI, BRI T 1995 4F 12 A2 9B CHRGR S L7z D & 1%
CHE LT, Y, 77 AR ERRMEAETHERR I, ESEREHINATWD, KET
1, 1998 4 6 HIZ FDA O&kiR%E= ), IRERHEH S TW5D, AARIZEBWTIE, 2000
9 A 22 HIZPPI TH 5 LPZ & AMPC KU} CAM O 3 AIPFHIRIE D KR Sz,

wzmewmﬁiﬁitﬁiaﬁfﬁ%(@m)

W, RAICIE 7 Y77 — e L T1E30mg, 7EXFT U e LT1E 750 mg (7
i) O7 71U An~A 2L T1E200mg (Fiffi) @ 3FIZFFIZ1 H 20, 7 HH
ARG 5,
ek, 77V AR VU0, WEIDS U THEHEMETHZENTE S, 72721, 1181400
g (ffi) 1 H 2% EfRET D,




3. HEORBRUREDER

H. pylori DFREICE LTI, 1999 4F 1 H DRARFNTEA—7 7 BT v VBRFEMZEEF
BT D THEAMERE - DRI 2B OESIMEH D= v 7 2B 5 i
e OWMEET, OPZ KT CAM O H. pylori IREIZBT 2 BAABI D L~ULn1-a &
LTI 7 &0, 19942010, BEFEEFEVE 45K OEEESF 104 51280 TEGIME
AR D EREAERSOBHFNIZOWT ) @Sz, TEZJ T, TA N TR DK
ANEHET 1999 4 7 H 30 AT, WFnlgns TEEMA R OORIE SRR A 113 1999 4F 8
H2 AfHiFT,

KRB EITo72e 2D 9 5 SJHP IZHOWTIE, W EHEEERE ICIT 5 Ao
H. pylori FREFE = % LLEIRETS 5 729, £ AL o RIEHTCEmRIN, B
TED GCP ICHEHL L 72 & O TIEZ2 VA, BHFRICERTE 28 TH D Il L, ARERARD
FERGRE A A E R & LTV,
L L7’ n, BEYRND HARANZEIT S OPZ, AMPC KON CAM £ EiH &
FRE DRI L 72 D AR AR LTV D & e S 4, £ H H A CHGEE B O
MO OREE 72 -7,

RN I

ERERRRICHE,
AT 21T > 72,

Zho OREBROFESR,
B OFRRBRAL
BERHT 22 E L, ZHICC SR L&k ZRHMICSET L, 4RI
HAEIT-> 7,

B SE DRERE 2 XA -2 1T



%

g

i

K4-2 BHFED
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1) 2H RV 3 FIGRIZE 1T 5 IEERRFER
2 73T 3 IR G L 2 IRMREBR & L C, L[] 575
PERER, DO G mvEER, SRR L R B RE R & i L 72,

(1) HHRER
Z v RIZ OPZ 500 mg/kg, AMPC 2000 mg/kg, CAM 1000 mg/kg % & 2 i HFH
(OPZ+CAM, OPZ+AMPC % O* OPZ+AMPC+CAM) F CH[ERR D45 L7=2, WOkt
IZHIELCIEA BN o T2, OPZ KT CAM Hl# 5.4, OPZ+CAM X Uf OPZ+AMPC+CAM
OF # G- C BB EB) O T SUTREBEMMEI A 2 S 07223, WTns —i@tk T, gFHIC &
LHEFTRO¥EES AL o7,
7w FZ OPZ 2.5 mg/kg, CAM 50, 200 mg/kg % 4 ¥ [ HM UL A (OPZ+CAM 50 mg/kg
J2 Y OPZ+CAM 200 mg/kg) #&H#¢ 5 L7-ikBk, 7 > HIZ OPZ 10 mg/kg, AMPC 375 mg/kg,
CAM 200 mg/kg % 4 M EM X G6H (OPZ+CAM, OPZ+AMPC 2 O OPZ+AMPC+CAM)
ROFE L-RBR, bl Z OPZ 5 mg/kg, AMPC 500 mg/kg, CAM 25 mg/kg % 4 i# [
HAMSUI)FH (OPZ+CAM, OPZ+AMPC & OY OPZ+AMPC+CAM) #% Bt 5- L 7= 35 % S
L7283, WINORBRIZEW TS, JHIC L 0 ST ANERICEm s Y, TH LA,
W= et AR O b D Z Lo Tz,
< U A% AW/ IMERER Tl BT d 5 &K1 2000 mglkg £ T 3 AIPEH G- B
(YR B FEAERITR O bz odz,

(2) ZEmEEAER
® $hEEMAFTHHER
H. pylori &R BERRIZ 65 AMPC & T CAM @ MICq 1241 0.025 pg/mL K O* 0.05
pug/mL &/ <, @V invitro FTETE RN R D BTz,
H. pylori B& PRy BERRIZ K95 AMPC & Y CAM @ in vitro FTETEPEIZ R PESM: CRino 72
, TIEAMESIETIEHRFIC CAM OHUEEMED) 1/16 (23855 L7z, OPZ & H. pylori (Zxf9 5%
PUHETER 27~ L7223, AMPC &KUY CAM (2~ CTIEMEIZIER IR > 7=, H. pylori FgER 5 B
FRIZXI9 % in vitro fFHFERICISWT, 2 A AMPC+CAM X3 OPZ+CAM (2 X Y HiE G
PEOBETR  (FESRIER SUSMMIER) B8O Ky ik cito bz, 72, 2 FlIGHAH
OPZ+CAM (Z £V CAM &M IEA D T < CAM MHEE 53 2 HLETE M DO H 7R A3F80
bz,
ZFF A2 H. pylori JEYLE T /MZEBWT, OPZ, CAM XiE AMPC O Bl AILE B ClEIbREE
BENRBD BN h-oT, LaL, OPZ+AMPC, X% OPZ+CAM @ 2 FIOF FARETIXH &7
BRESIRNRBD BNz, ~ 7 A H. pylori J&4E T VIZBWT, AMPC I, X
AMPC+CAM @ 2 FIFHBE CIIBRE RN IR o 72 (MHEILIZ 6 %), LarL, OPZ Ofif
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HAIZE > TBRERITH LM ER L, AMPC EJHEED 6 %2t~ OPZ+AMPC @ 2 HIf HEE
TIX53% (P<0.005), AMPC+CAM O 2 AIBFHEED 6 %2t~ OPZ+AMPC+CAM @ 3 Al ff
FABETIZ 78 % (P<0.0001) Th o7~

@ EAKFERUMMHESHF

OPZ 1 HE/D M DEAKEEIETH D71 bRy 7 (HIK ATPase) OiEIRAIILERITH Y,
B EENIL OO B B WS 2445 Z L2 X 0 BN pH 2 oI ER S8 5,

CAM I~/ a4 RRHIHEANCE L, HIED 70S VAR Y —LD50S 7 2=y kLA
L, MEOEAGKEAHET S Z & THEEMLZRIET 5, H. pylori © CAM (237 S itk
REFFIZ H. pylori 23S ) AR Y — A RNA DSRZERERTHH L EZHNTWD

AMPC |3~ = Y RPUEANZE L, B O M I sE & Bl 2 T %EPW\@F/\ QU
BESRZIAET 5 2 & ThiEfEH 2343 5, H. pylori ® AMPC (2%t 2 it PER% 7 133555
DREFROWAD IR =2 U UREERADERNEZ LT 5,

Q) 3FIGFARBEREICH TS BB MIHEIFIOPZ, MEFAMPCRUCAMDEE

AMPC (3 E O EE A R 2 LE 5 720, #5880 H. pylori (25t LW HIETE M % =
., CAM ITMIE OB A A ET 2720, HFEE K OEFH O H. pylori 125 L TEW L
EIEME AR, OPZ IXFHEMD 71 h R 7 (HIK" ATPase) #BHEL, HEELUWEIG
ZEHT 2 2 LIV BW pH 20 oFHEMIC RS ¥ D, £oORER, BREEIZE
35 H.pylori 1%, & SHEMMICKEITL, AMPCIZXI L CRidsitl b, 72, BN
TO CAM DOIEFREER (&M 7)) OWEREE Y, FEEENERT 5, E610, HiK
T CAM FEMERERILLR OB K v, BHAEREIZHIT 5 CAM IREN LAHT 25, Zib

OFER LY, 2HEFAOTEEES BT 2 b0 B2 b,

TEFRS O B 70 5 2 FREL O HLAEA] CAM LY AMPC OHIETETEA OPZ @ ' Bk 5y Wi il
ICEDENpH EFIC LRI 5729, 3 AOFHBRERIEIZE VT H. pylori (23 LT
WERESIEDE DN D b O EHER SN D,

@ 3 FIGtRABRERECET 2MEFNER

H A AIZ OPZ 20 mg+AMPC 750 mg+CAM 400 mg (EWN I & : (X&) & OVOPZ 20
mg+AMPC 1000 mg+CAM 500 mg (E/MARHE : @& # 1 H2EEE L& %, B
g CTD AMPC IR X, EEh s 2 1% C 924 pg/mL & O 840 pug/mL, % 5- 6 REft4
T 1.8 pg/mL & O* 7.5 pg/mL ToH o7z, EPNE MFEFAER T ORRRTEERIC K92 AMPC O
MICsp, MICg 2 TX MICg 1%, ZF41=0.015 pg/mL, 0.03 pg/mL A O 0.06 pg/mL & AMPC
IRV &R LT, 16> T, BHSRE TO AMPC IR IR H Bt & & H BRI 5 6
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RFfZ 2BV TH H. pylori BREICH D RREEEZE X DD,

—J7, BREF O CAM BT, IRH ERE & mH R T2 Eh, 5 2 FFfH# T 298 pg/mL
S U551 pg/mL, #¢5- 6 K% T 13 pg/mL J2 U843 pg/mL Toh - 7o, [ENE TAEER T Ok
RO BERRIZ %925 CAM @ MICsy, MICgo K2 TN MICq 1ZZ 41041 0.12, 0.25 } O 32 pg/mL T
oz, ARBRTIZ CAM MYERE (MIC=1 pg/mL) % R3IERIDS 15.1 % (34/225 ) T -
7272, CAM @ MIColZKE D> 72753, MICso LT MICg 13/ E <, CAM (F5RW LI /)%
< L7=, CAM OHIE A pH D2 % 1F, MIC 28 pH 5.5 TP 0f 16 (5L 725 2
EHEBELTYH, HREE TO CAM R IR &/ & & A2 IS CAM &S24 H. pylori
(MIC<1pg/mL) DOBREICHD7RIRE LB 2 HLD,

LIk, BARAND IAPFHAREEEICENT, EHE (AN THIHAE) # OPZ 20 mg+AMPC
750 mg+CAM 400 mg M O H & (SN &EE &) #F OPZ 20 mg+AMPC 1000 mg+CAM 500 mg

A H2[ME, 7HE) oOWFhnb, HRETO AMPC & T CAM 1342 H. pylori D&
EIZENRIREEEZ DD,

(3) kR
Y - v MR 2 F AR GRO M PR, HAEHOAE, BRAT~OFEAID
I3 IR ENRRET S T,

B TDER

7 v M2 OPZ, AMPC, CAM # B IO CRAER DixE Lz & =, 4 AMPC,
CAM IO R OB G- O BT A D7 hr o 728, i OPZ JRE1E, CAM & O fif
ATBEEIIKT Lic, —J7, A XT3 FEEYOMmFEPEIEICx L COFAEG K ORER S
DI BRI T,

E + TOHRER
@ HrRAEROmMFEEE
i) OPZ+AMPC ffH
H AR AL OPZ (20 mg, 40 mg) +AMPC (500 mg, 750 mg, 1000 mg) % {ff Hi[A]
RO#E Lz & &, OPZ LT AMPC O i & & OY AUC IZAH &EIZIG U THEn L, sk
MAEFEREIZ O OEEILH DT, Tua KO t1p (ZIFE—E TH o7, BARNEERERA
(Z OPZ 20 mg, AMPC 750 mg Z HR I FC7 BMER AL Lz & &i2h, OPZ
J OV AMPC o i Rl R I OF ] D528 TER O B ie o T,
RICKAERE R A IZ 3T h, AMPC 750 mg Z #% 1 4% 5-% O i Eh & L2 % L T OPZ 40 mg
DU OB G TR L 720072,



i) OPZ+CAM #fH

H A A fEEERR A IC OPZ (20 mg, 40 mg) +CAM (400 mg, 800 mg) % i Hl Hi[mlfRE O $ 5-4%
® OPZ, CAM @ Cpo XY AUC 1, HEIZIS U THIIML, DR ORBILRD b o7z,

H AR A IZ OPZ 20 mg+CAM 400 mg % 7 HIRER A& G L= & &, CAM & Off
FIZ X0 MHEH OPZ @ Crax o OV AUC 1359 2 f5ICHE I L 7=, CAM {22\ T, OPZ & Dfjf
AIZE Y Chra 13HI 25 512 EH- L, AUC 149 1.6 Izt nL 7=,

RICKAEFE R A 12 OPZ 40 mg+CAM 250 mg % ff i I I #E M i 514123817 5 CAM @ Crax 2
NAUC 1%, OPZ & OfFHIZ L VK 2.5 fFI2HIN L7z, £72, BIOFER TIX, OPZ 40 mg+CAM
500 mg Z0FH T, 5 HREIXER &S Lz &, CAM Lofffbic kv, miE+ opz
D Crax L 1.3 15, AUC IE 1.9 %, YHIEREI 1.3 5128, —J, OPZ L DIz L -

MmAEH CAM @ AUC H 77 1.2 512N L7z,

i) OPZ+AMPC+CAM #tR&% S

H A ABEEERL A IZ OPZ 20 mg+AMPC 1000 mg+CAM 400 mg % 1 H 2 [A], 7 HEERHR S
LicE &, OPZ & CAM D Cmax&U AUC T EH L7=A, 54 H0HE 7 HHECIRIZIXFREE
T, 4 HAE TITIXEFRIEICE L, £72 AUC IZoW T HLRAEOFE RN G S, 3 oD
Wy L bR G XD EREMITRRD bl hr oz,

OPZ+AMPC & OPZ+AMPC+CAM & 5.5 % Ll ™% &, OPZ @ Cpax X OV AUC 7% CAM i
MIZEZ 0L, ok OPZ+CAM K & FIfEE Ch -7, —F, OPZ & CAM O
MEFEREIC K95 AMPC FHOREITIT L A ERBD DRI -T2,

iv) ERFRASESENAKRRAETCOLHEREDIEE

H A A\ BEHERE A L2 OPZ 20 mg+AMPC 750 mg+CAM 400 mg X% OPZ 20 mg+AMPC 1000
mg+CAM 500 mg % 1 H 2[0] 7 H X IER G- L7z & X, OPZ O i S BRI LM AE T2 72 <,
—75 AMPC J T} CAM @ Ca 2 Y AUC 18 G- B DNV EF- L7z,

V) IKNEIRED AFERLLER

H A A BEEE AL A IZ OPZ 20 mg+AMPC 1000 mg+CAM 500 mg % 1 H 2 [ R n#5 Lz
EXOMPENIE T A —21F, FAREZ &G LR AORER LB R 2 ITB O bheno
77

@ EZHELDAEADIERI D2
i) BAATORER

H A N BERERE ALZ 1 H & & LT OPZ 40 mg+AMPC 1500 mg+CAM 800 mg ({EJH &) &
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OPZ 40 mg+AMPC 2000 mg+CAM 1000 mg (& H&RE) %, IREHIEZ B\ T 7 v X4 —/—
IEIZCLEMBER N #E U, SHUEEAI D BREIR K& OV ALKk 5 B0 ONT i Hr EhRE 4 11 E L
77

AMPC D¢ 5 2 IF [ 12 31T 2 IR 2 AR R BT & i d~ 2 &, BRI IR 213 327~1094
B &R KUV 19~520 % (BT ERE) , Bk IRE T B Al < 14~138 % (XA
B KRON0~411% (BAER) , HRWT10~27 F ((KHAER) KO 3~56 % (HHE
) Thoto, LnL, 6 FrHEOREIIHET CIEARIKT L, mEPRE L IR
FREE L Tp o7z, BALRRPIRE I B AER, B E I, TXTOWRE CERRALUT T
bl

CAM D5 2 FEf&IZI01T 2 IR EE I B AR > B AR > Mg ORI m - 7o, Mg hiRE
T % &, BRI PIREIL 6~633 1% (A &R KOV 12~514 % (&HERE), HHEMk
R I X H RIRERSC 8~67 15 (KA ERL) &0 6~43 5 (BHAEKLGRE), HIRET 8~47
i (RAER) KON 10~32 % (EHER) Thoto, ®5 6 BHfRICKIT DmE L, B
R TIEARGRIZIR T LA, Mg IRE L mho o, BRI ROl RE R L,
IME FHE LD mhoT,

VLB, 5 2 BR%ICR T 2 PIEAIOREIL, Mg i i U R & OV E kN <&
<, b5 6Kt TH CAM OREEE, M I i U C B RHR & OB AN CTrinso 7o,

i) BRKATOHER

RRCKAERER A IC CAM 500 mg & B 1 B 3 BISER N5 Lz & & o HHIPTES - B EH
® CAM JREEIE, MmAEHIREEIZEH U TR 2~5 5@ <, BRSIR T OREITMm T & IZIXFREE T
&7, OPZ40mg & OPFHEEEIT LV BALKIE O CAM JREEIE, CAM HUmE Gzt LT
20 5l BR Lz, —75, B - BRSO CAMIRED ERITb T Th Tz,
F72, CAM 500 mg Z FARNFHGEEA L7z & &, BRI THIEF CAM O Cro I
12 1%, AUC 13K 4 f5E 0> 7=, AMPC 750 mg % §IRPNFie i AR O B 2 5 AMPC @ Cpax
I%, OPZ 40 mg fEH# 5 THI S fFIC EF- L7273, T O ITIEF IS, MR E DK 1/20
Tholz,

AMPC % B A # G- 30 43 0 BEAFTHES - B IEH D AMPC R EEVE,  fiE PR EE D) 100
A L, [F CRBR CEIRNE G- Sz & & O F P - FIKEIZER 1T 5 AMPC I,
BHRFLLT (IiEHREDOK 12 LLF) ThoTz,

kD X o, PiEAlZRa&E4%, CAM (ZWINETO B ~D55Ah & WU O I 7 6
HIE~DOBATHEE L TEY, OPZ L OfFHIZ L > THEHKT O CAM JREEAF 20 £512 E
L7, —J7, AMPC TIXMfTZ 5 Lz H~DO0AIT D ian 2 L AVRg S iz,



@ AATZV—IRBOEBEZRICEHTIENRUVREMN

OPZ kUM 7 a kR v FRRFEANY, B A2 A7 5o CYP2C19 A4 L Tk
{BARICAR#H S D, CYP2C19 % K% 9 % Poor metabolizer (PM) |2 OPZ % K E#R N #¢5- L 7=
o> AUC 1%, 1E% 72 fCTRE %2 A 9% Extensive metabolizer (EM) (2L T 4~61{Fm<, 19
NI 3G Th o720, BRI BT RITRO bilen o7,

HAN % 515 & Lf:””maaft..%ﬁmi OPZ 40 mg/ H+AMPC 1500 mg/ H +CAM 800 mg/ H ¢
3AIDFAF G2 5 H. pylori BRE=RIL, T EM T82%, ~7 12 EM T 74 %, PM T 89 %
OfizRL, EM, PMBICKE 2ZITRD b ienote, £z, AEFREBRITEESA
IZEBEFALNR -T2, 7k, OPZIZEAL T, #WoMickWwTEHE (BKHED 4~
181%) 5 L CHLHEERAEEENRO DN EOWAEL23Y B0, 3KIPHHE
HIZEBWT CYP2C19 DIBIREANC L 0 ZaMETENI VWb D EEX D,

2) BRPREAER
(1) AHBFBEICEALBRRREOERER

Wi C9EME X A7z Study 1-1107 - K OV1-1108 X OPZ D EZRFET LIZRBRTH D,
Study 1-1100 (X BEIEBICIIT HIRE & BB OBMREZ MR L2 BRTH 5, T b OB
£, AMPC KU CAM O HEIZOWTHRET LB TO A X T ) v ADOHRER KOS T
FERER A I3 &, MACHL iR TlX OPZ+AMPC+CAM D#lAAHEIC L AR L L
“C OPZ 40 mg/H, AMPC 2000 mg/H & CAM @ 500 mg/ H 3 {3 1000 mg/H ® 2 BE & E L
CAM DOHEIZHOWTHRF LTS, ZIDORBRAEIC OV T, BN TORGEHFERIC
FHEEE L THEA SN TWD DA RIOBFEICHEH L=,

MACH2 i  , DU-MACH Bt & (' GU-MACH #Bx 1, BERINTORERRHFERIC
3HPRIEIC OV TR LKA TH Y, MACH2 B  I3HIEANIC OPZ 20 L= &
X OB E K OMHER IS D BRE 2 S, DU-MACH Bk &1 GU-MACH Bk 1%
ZNEIEEH O+ HBEE L OHIEEZ MR E LT, BREE L RETREEL OB HERIC
DWTHRI LR TH L, T b 3RO TIZ, ENICET 2 HERFTOXRE Lz
OPZ 40 mg/ H, AMPC 2000 mg/ H & U8 CAM 1000 mg/ H @ 1 R 512 X 5 BRE RISV TR
FLTWDZ LMD ARIOHGEIEN L,

2B, KETOEKRBME GRBES : 126, 127, M96-446) X, OPZ+AMPC+CAM ™

1) Simon T.J. et al. : Comparative tolerability profile of omeprazole in clinical trials. Digestive Diseases an
Sciences 1991, 36, 1384-1389

2) Metz, D.C. et al. : Use of omeprazole in Zollinger-Ellison syndrome : a prospective nine-year study of efficacy
and safety. Aliment. Pharmacol. Ther. 1993, 7, 597-610

3) Maton, P.N. et al : Long-term efficacy and safety of omeprazole in patients with Zollinger-Ellison syndrome :
A prospective study. Gastroenterology 1989, 97, 827-836

4) Vinayek, R. et. al. : Intravenous omeprazole in patients with Zollinger-Ellison syndrome undergoing surgery.
Gastroenterology 1990, 99, 10-16
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3 FIPFH TORREIGROREHIHS 10 HFETH Y, AARIZIT L B TIEBRETRR O 514
Mz 1AL LTWDZ &b, KEDEK uiﬁ%:ﬁﬁizrfa EVERHm O &R e LTHEM LT,
RPN S DK ECOHFEIZHW b BR O — B2 DV TR M-12~5 1R LT,

R ORI E S XS CRR STV D OPZHAMPC+CAM @ 3 AIFHIC L 5 H.
pylori BREFED AARNIZE T 2 BB MRS 272012, BRI 55 T HRR
rER L, 612, BRIIBIT2EEHEZHRFT2 BT, ENFEIHERE RO
IREEBREAER &5 LTz,

LU EORRMIZE 1T 2 BB & CE NI T 2 IR R 2 R4 L, SRR
BROT— 2Ny lr— b LTz (F61-10),

£A-10 BAKRROT =2y r—

T r—X R
Phase I M ERE Phase IIl 1B S M
3FIRE 1OPZ i MACH 2 I-1107 MACH 2
SH-OMH-0016 v 1-1107 : DU-MACH I-1100
i 1-1108 i GU-MACH DU-MACH
; 1AMPC ; GU-MACH
i :
st i Meta-analysis
Caroh et al
CAM '
: MACH1
I
2% & SJHP; Phase III Phase III
OPZ+AMPC : : Phase III SJHP
OPZ+CAM : :
3FIRE
N | OPZ+AMPC+CAM
717 -3
OPZ+AMPC+CAM

(2) B H T BERREAER

TARZERAMAIT HEXY OPZ LHEA AMPC A6 72 2 AR IEOERRAER
wBhG LTz, LT XY FE SV RERIEICR T S OPZ O &EZ MGt L
R TiX, OPZ ® 1 HHHE 20 mg 75 80 mg DM THEIZKF L THRERIT LR L,
OPZ ® 1 A HEITHLHIESRICK T 2 @FHETHH 1 H20mg LV @mHAERLETHD =
EDFER SNz, £72, OPZ & AMPC X% CAM % OFf L7 BRRMFZED A 2 7 F U 2 2D
%m&ilﬁmmyalﬁﬁﬁiw%lEmmyHz@&ﬁmﬁ#ﬁi PrREGEENE <,
AMPC (X 1 HE 2 g K, 2 ¢, 2 g 7=8a, AMPC O HEICIET L CREENAE

1) Treiber G, The influence of drug dosage on Helicobacter pylori eradication: A cost effectiveness analysis, Am.
J. Gastroenterol., 1996, 91, 246-257
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IC LR D 2 LR ENT, ET2 CAMICHOWT S 1 A& 1 g KM, 1 g, 1 g BT854,
CAM OHEHEINZEVBRERIZ LA T Z &Nz, LrL7enb, OPZ & AMPC
U CAM @ 2 AL TIXBRE A 50~70 %FEE LK<Y, F@EIC L v BRERICIES -
ER/NZNSY gy e

—7J7, Lamouliatte 5%, Bazzoli H> K& T Moayyedi H* OEEEMZEND, 7 A M T ¥ U4t
XA D 2 FIFRIEIC I, PUER 2 1 HLBIN U 3ARIE O T BBRERIIE L 2 &E 03 b 7 <,
F O EWBRERPIGELNDDTIIRWVMNES X, £ H XY OPZ & AMPC, CAM, MNZ
D96 2 FOHEA 2 MG DT 3 FIFRE O KRB 2 BARRER (MACHI #U5%)
% e LT,

B, BRE L IEEEROBRICOWTHRAT S Z & 2B EERO ENB 2R
Bk DNEE S, BREICE VIEEERSAIH SN D Z EDNHERIN TN D,

D MACH1 HE&
A X0 IEEN SO IREE ] o+ IR RIE S R 787 1 & %421 H. pylori FREHIZ
DWT, OPZ (40 mg/H) 12 AMPC (2000 mg/H), CAM (500 mg/H X (X 1000 mg/H) & L
<IEMNZ (B00mg/H) D956 2 FOHEAIZ A4S 7 3 FIGFH O 1 B G/ L OPZ
HRE (40 mg/H) Z kst Lz, FEFEOBREICOW TIZLL T OBEEMFIEICE ST
%, OPZ & HUEHA| 2 FC L 5 3 FIDHH TORRBERLEZ #E L2 EFEMZE T, Lamouliatte ©
I AMPC 2000 mg/H & CAM 1500 mg/H @ 10 Hf#, OPZ 40 mg/H ® 2 M5 T H. pylori
BRI 91 % & A L Cu 5, £ 72, Bazzoli 5 * } O Moayyedi & ¥ D3R CTlL CAM 500 mg/
H, =4 —/L 1000 mg/H, OPZ20mg/H XiX40mg/H D 1 W5 T, Zi<E4 100 %
KO 94 %DOBRERTH T EHELTWD, ZHODOKRMZEIZHKSE, 1 AHEL LT
OPZ 40 mg, AMPC 2000 mg, MNZ 800 mg, CAM (% 500 mg % 1000 mg ® 5 & 3 Al & 7
AW 1 BEHES EZHE L, OPZHAMPC+CAM DO#MAEDOEIC L 55 Tl
CAM @ I &HIIZ 500 mg/ H & TY 1000 mg/ H @ 2 BEZFE LT,
ARRBROFER, WITho 3 FIPFHRED OPZ BUMBRIZH LA EICBRERITE <, KHERE
SR> 72D 1% OPZ 40 mg/ H+AMPC 2000 mg/ H+CAM 1000 mg/ H EED 96.4 % (106/110 1)
Tholz, £72, OPZ Jx* AMPC & OffFHIZE VT CAM @ 1000 mg/ H £ 5-1% 500 mg/ H $¢

1) Unge P, et al., Pooled analysis of anti-Helicobacter pylori treatment regimens, Scand. J. Gastroenterol, 1996,
31(Suppl 220), 27-40

2) Lamouliatte HC, et al., Amoxicillin-clarithromycin-omeprazole: The best therapy for Helicobacter pylori
infection?, Acta Gastroenterol Belg, 1993, 56(suppl), 140

3) Bazzoli F, et al., Efficacy and tolerability of a short term low dose triple therapy for eradication of
Helicobacter pylori, Gastorenterology, 1993, 104, A40

4) Moayyedi P, Axon ATR, Efficacy of a new one week therapy regimen in eradicating Helicobacter pylori, Gut,
1994, 35(suppl 2), S62
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HXUEOWBREEEZ R Lz, B o0V, 3 FIOFAREOAEFSRTSEE L OPZ Bl
BELE L@ o 72, 12 & A EOEEFZITIRRIEOF ILICED O TIE e oTz, £,
3HNOFABECRRBGREZ GE LA R0 o I EE A FHFRIT OPZ 40 mg H+MNZ 800 mg/H
+CAM 500 mg/ HEED 1 FlOHT, WTHoF5EED 2. WHEEIT 2B 2 6T (p.
255:Th. 1. 1) (2) O MACHI &) OHESM), KBROMERNS, OPZ40 mg/H K&
Y AMPC 2000 mg /H & OflAEDEIZEBWTIE, CAM 1000 mg/H N %Y TH D Z & 23R
S,

@ MACH2 &

MACH1 R OFER %5215 T B X VEHEM O+ "R R 539 BilA 51
H. pylori BREZRIZOWT, MACHI & BR TRREFRD &> 72 OPZ 40 mg/ H+AMPC 2000 mg/
H-+CAM 1000 mg/ H £ & OPZ 40 mg/ H+MNZ 800 mg/ H+CAM 500 mg/ H # % OPZ % f}F L 73
WPLEAIRE & Lol L7z, £ OfER, OPZ+AMPC+CAM &, OPZ+MNZ+CAM BfL bzt =

OPUEFIRE & el U CHEICRERITE <, OPZ L HEAIOHAIC L Y H. pylori FREFIX

AEICELS 72D Z ERRENTz, Fio, AR TIXMPEREICXT D BREIRERFI L TEBD,
OPZ DI X 0 S A ME H. pylori (28 U THERERNREDN B D 2 & DR STz, eV
DUNTIE, OPZ DIEMIC K 2 A FFRORBBELHBICELITA LT, 3 HOFHHEOIE
PRICEIBEIZ e E2 bz (p.273: Tk, 1. 1) (2) @ MACH2 #Bi| DIEZM),

@ DU-MACH &

MACH!1 RER D5 R4 321 T A X EBH O+ ZFRIEREE 149 F4 %51
H. pylori BREF KL OFRE &85 A3 O BRI OWT, MACHI & AR D@ N> T2 OPZ
40 mg/ H+AMPC 2000 mg/ H+CAM 1000 mg/ H £ & OPZ 40 mg/ H+MNZ 800 mg/ H+CAM 500
mg/ H#£Z OPZ B G-8E & LG L7z, ZOfEE, 3 FIOFABEOREFRITVT1L D OPZ
BB GRECH LA BICE N o To, £, 1RBREREKTHR 6 W HIZHBWT, 3 AT
WAL OPZ BUMPER -8 &t U CH EICIEBTERIR BB 2 HEFRr L 7=, H. pylori BREARENEE &
BRSSO O LLHE C & BRIV I I BR BRIt LA BB G IR E A MERE L, BRiA
FOEGBRENGEI S D Z LIRS NTe, BREMIZHOWTIL, 3 AIBFHEEO A EEFL O
BUBHEE 1T OPZ HMBE L 0 &< e o 72y, 3AIDFARFICITEE R A EFRITAONT, &KHF

IZE o - A EELIT OPZHAMPCHCAM D 1 BlOHZTH -7 (p.292: T . 1. 1) (2)
@ DU-MACH Bz | OIEE),

s
F
A
¥
®

@ GU-MACH =&
MACH1 #RBROFERZ% T T F A L VIGEH O BIEBEEE 160 62 3Xt5:102 H. pylori
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B RN ONBR T & T P8 O BRI SV T, MACHI 38R CRRER DO E 2> > 7= OPZ 40mg/H
+AMPC 2000mg/ H+CAM 1000mg/ H & & OPZ 40mg/ H+MNZ 800mg/ H+CAM 500 mg/ H it %
OPZ B G-7E & LhliGt LT, EORER, 3 AIDFHBEOBRERIZV T b OPZ Btk 5.4
LA BICE o1, £, BRFERGEKTEZ 6 7 AIZHBWT, OPZ HMEEIZEH L
OPZ+AMPC+CAM BEIZVESBIEHOIRIEICH B EIT A D200 7o b O O RREELARFE (A iR
BEEIC LV EH) 1X83% CTho7o, H pylori BRIFLENEE & BRI IPRE CHuig 95 &, bR
FREDEEIXBRE R b LA BICTEBIA R IE 2 HMERE L, RIS K W IBBHE A M S b
RSN, BEMIZOWTL, EERAFFRIINTI HIEHIE L ORRERIIEE
I, 3 AIPFRARF CHRGFIICE ST AEFRII R o7 (p. 313:Th. 1. 1) 2) @
GU-MACH iR DOIHEZM),

WS CIILL EoRBREGE L W, OPZ I AMPC, MNZ &KX CAM D 9 5 2 fEOHUE#K 2 f
F U7e 3 BIFRIEIL H. pylori BRIEAIZXT L THZITH Y, BEMEICHERNWZ LRSI AT
%o

(3) ERNTOERRKRER

AN TGRS TN D H. pylori FRERIED 5 5, R OEEIRERER CRREEN Kb mr o7
DX OPZ 40 mg/ H+AMPC 2000 mg/ H+CAM 1000 mg/ H DfAEDOETH Y, T2 Y%A
BRI L DBRERIED, AAEICHLENTRY, AHRRERECTHL B2 ONDZ L
225, ENIZEB VT OPZ+HAMPCHCAM DfAE ORI K 2 3 FIOF HEIEDBRSE 2 & LT,

@ % I HEERRHER

AL 0E THERBRBE S, RS FZ55I1C OPZ & AMPC X3 CAM
AL o T 2 FIDFH 0 B [ml e Bkl O RE # Gakli 2 Bl L7z, E72, I T
OPZ & 2 FOHUE A% FH 2 3 FIDFHIC £ 2 BRERIENR Eiit & 22> TWL D& 521 T, OPZ,
AMPC K Ut CAM @ 3 #If F o> B [a1§5 530050 Je OV % 5-3RR 03 FE il Sy, AR K& OVE)
BRESRET Sz, E72, OPZ U CAM @ 2 FlffH, OPZ, AMPC KT CAM @ 3 HlffH
(Z361T D RE G- O NI 1C RE TR O OWTh G L7z, ek, EPEREIZ O
TIEL T~ 3. b MZBITLHENENE] OB TREHE L,

i) 2 &GRS
£ H XY OPZ & AMPC b L <% CAM @ 2 FIFHICHOWT 5 3B F2h S v -
RN B 10 B 2 5t 512 OPZ & AMPC % #7572 OPZ 20 mg+AMPC 500 mg, OPZ
40 mg+AMPC 750mg, OPZ 40 mg+AMPC 1000mg @ 2 FIff O B[ 58 |, 5l& ks
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5B & U CHRERERR A 51~ 20 61 % %1 5212 OPZ 40 mg/ H+AMPC 1500 mg/ H @ 7 H i
KAEBE G 81 5 BEM % OPZ 40 mg/ H XX AMPC 1500 mg/H @ 7 H [ B S 18 e 5 &
EE L7, T OREE, OPZ 40 mg+AMPC 1000 mg % ToH[A# 5K & (8 OPZ 40 mg/H
+AMPC 1500 mg/ H @ 7 H A G-RFIZ 31T 2 DA R S iz,

TEEER A B 1 6 Bl 2 %5212 OPZ & CAM % A4 o 7= OPZ 20 mg+CAM 400 mg, OPZ 40
mg+CAM 400 mg, OPZ 40 mg+CAM 800 mg @ 2 FIOFH O HE#HHRER |, 5l & ke KE#H
5B & U THEFERR A B - 12 1 2 56k 52 12 OPZ 40 mg/ H+CAM 800 mg/ H o 7 H 48 #%¢
ik 5 B M % OPZ 40 mg/ H X% CAM 800 mg/ H 0 7 H B I8 # 5 & beife U7,
ZDOfER, OPZ 40 mg+CAM 800 mg F T HE[#x 5K & T OPZ 40 mg/ H+CAM 800 mg/ H O
7 BRIRAE R SRR D AR HEGRR ST,

i) 3FIGHAIRS
A XY OPZ & AMPC KT CAM @ 3 A COH 1 MHERKRHBR D T &7z

faEE Rk N 55+ 12 #l & %1 5212 OPZ 20 mg (2 CAM 400 mg &% Y AMPC 1000 mg %/ L 7= 3
RO OHEEHHE  , 51&kiE 22 SICFEARET, 1 B 2R 7 HEOKERYS
YTy M LTz, FOREF, 1[5 OPZ 20 mg, AMPC 1000 mg, CAM 400 mg ® 1 H 2
[, 1B GBI 2 AR S v,

EJl 7 S Tix, KAERE (OPZ 40 mg/ H+AMPC 1500 mg/ H+CAM 800 mg/
Hi%5) RO HERE (OPZ 40 mg/ H+AMPC 2000 mg/ H+CAM 1000 mg/H) DMifE & 612
BELAEFRIAONT, DAEMICHEIZ WD & PRSI,

i) BRMEEECRITTZE

O] X0 BEEER B % %212 OPZ 40 mg/H+CAM 800 mg/H @ 7 H i E O
R £ H XY OPZ 40 mg/ H+ AMPC 2000 mg/ H+CAM 800 mg/ H o 7 H [#1E Bf
e OB EICE 2 DB OV TRET L7z, £ ORER, MBI 21 XERIRAYIC
MR & 7222 X9 e B3 b i o7,

@ FMAEERKRRER GEMEER)
A EY, 225 BIORESOE T+ HEBEREREE AR E LT, ENTHIHE
OPZ 40 mg/ H+AMPC 1500 mg/ H+CAM 800 mg/ H ({XfH &A%) K& O OPZ 40 mg/ H+AMPC 2000
mg/ H+CAM 1000 mg/ H (& HERE) OBRER L VB2 MRS D72, H. pylori BRE
FOFEFRSE TEMEA & UCEIEEKRRR S EhiES iz,
B, BEHOBREIZOVWTIIUTDOLEEY TH5,
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AR D & 36 0 WA CEME S - ERREER (MACHL #3BR)  CTEWBREE/SLNATED,
FHEEICBT S AR EL 22> TV 5 OPZ 40 mg/H, AMPC 2000 mg/ H & U CAM 1000 mg/
Ao LM G EmHAER-RE LTRELL, —H, A LAV 2 —FT U TCEMBINTCATY =
—F - AAEBILFEREBR = T, AV =—F BT H&GRAE OPZ 40 mg/ H, AMPC 2000
mg/H, CAM 1000 mg/H @ 1@E[M#EE &, HARIZIIT S H & OPZ 40 mg/H, AMPC 1500 mg/
H X TN CAM 800 mg/ H @ 1 M G-1%, MifEE $12 90 NLL EOBEWEREENEFOLNTEY,
HAANIZEBWTIEZ OPZ 40 mg/ H, AMPC 1500 mg/ H }2 08 CAM 800 mg/ H @ 1 ##M#& 5 T-+4

REREENGOND LB, RAEREE L CRE L, BRI CORkEE2EEB LT
1H2FE&EE L,

ZOFER, KHBHORERIT78.8 % (89113 #]), wHEFEDOMRHERIE 83.0 % (93/112
B T, WG A ESEIRN Y L BRE L7 95 WISHEX M O FIRA 70 %22 TR, Mt
EBERRMICERO S 2 REEIEE B 2 vz,

TRERIE B G 0 70 B FHF G L, ARH &R CIT T 22.1 %, $R{F 18.6 %, 51k 15.9 %,
i FHERE I R 22.3 %, #R1E 14.3%, R 152% Ch o7z, 1FE A EDOFEERNKRET
BHERLOIRL, BRIEEGZPIMCES>TOIMEAERET26] OFEV - MEIREESE, 3
B, BHAERET 16 (FH) Thotz, £72, MBI EHAR L ORICHESSOM
ERLNFICZETAONT, WMfts bICAAEICRCHBEIT 2WEE X b7z (p. 373 [ b,
1. 2) (2) OPZ, AMPC KU CAM @ 3 AIFFHIZ L 5 H. pylori BRE#IEOF A —HEE MR
LB | OHEBMR),

(4) BERIZEITHEERHE (55)

EIEEBEDO AT = —F N, HARNBES 120 #i]% 352 OPZ, AMPC }Of CAM @ 3
FIOFHBIEIC I T 5 AR O H. pylori OFREFEZ RG5O O LFERKRME  C
1%, BARNBF TORREZEIL, OPZ 40 mg/H+AMPC 1500 mg/ H+CAM 400mg/ B #£7% 92.9 %

(26/28 f5il), OPZ 40mg/ H +AMPC 1500mg/ H +CAM 800mg/ H #£73 95.8 % (23/24 i) T -
oo =07, AU =—F v NBE TOREFRIL, OPZ 40mg/ H+AMPC 2000 mg/ H+CAM 500 mg/
HEEAS 86.2 % (25/29 f51), OPZ 40 mg/ H+AMPC 2000 mg/ H+CAM 1000 mg/ H £ ({4 &8
&) 2 929% (26/28 i) Th -7z, CAM DHETHD & HENEHWEOREENEL, H
AN B T OPZ 40 mg/ H+AMPC 1500 mg/ H+CAM 800 mg/ H BEDFRE 1%, M/ AGE A&
T& % OPZ 40 mg/ H+AMPC 2000 mg/ H+CAM 1000 mg/ H BEDBRE R L X RRE TH - 7=,
LAMIZONTIE, BHEEGHET 36~56 DO A EERNREI LIPEEROITRS, WTh
OGRS DAV ICRE TR EE 2 b7 (p.401:Th. 1. 3) (1) SIHP) OES
)

o

F7o, WEEHIOE UL+ IR RS 218 5% xt4iZ, OPZ 40 mg/ H+AMPC 1500 mg/
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H+CAM 800 mg/H @ 1 #M#H 5125517 5 H. pylori BRE =R & Q2 2P SV TRiET S -
& T, 90 %LL LD @V H. pylori BRERZ G L, AFFRICEHL T 32.8%ICH5
NI, EERAEFRGIIROONT, BRI OV THRERWE T D (p.416: T .
1. 3) (2) OPZ-AMPC-CAM @ 3 AIffHIZI 1T 2 H. pylori FREE DOt DHEZM),

VUL, o RGABR AR, [N BRARER G M OEIIC B 1T D RS E 2 6, EWNIZEBT
% H & & LT OPZ 40 mg/ H+AMPC 1500 mg/ H+CAM 800 mg/ H @ 1 W& 51, A%hik,
BN HTERY AL - HETHD LM Lz (THE AEROZ ORERIL OESH),

(5) NEICBTOBREZFEAUETH D EHBLAEBRRU T v OO TDFELESD
AHFEDOIRHAL & 72 - 72 R AR ERER 1T RN TN U732 i, BARTHEM L5
FRBRAMZ T2 DO TH D, #->T, LLNITHAREEKMN & DLl 2 FIH LT,
@ BHERREABRD S EM
i) MRERICHTIERTIE
HAR L OM ONTIIZBNT S, BIEE L O+ BRSO SIZESETH Y, H. pylori
Bo it D WAL MR A 16 LTI PPI & 2 RO HURE A 2 LA A bH 72 3 ARIEIC & - THRE
TRETHDHEEZLNTEY HETR,

i) BRREABROAE
a) MREHE

HALMEE B ORK & LT, TERKEBER 1 & IR DT AR ThHDH &5
ZHAVTWEN, H.pylori ®3REIZE Y, BHiEE L+ fEEEE b BE T H. pylori @&k
EHATOA RRMRERANEE RO THDL EEZ LN TNDEY,

BB ClX, H. pylori DIEGIC LD MR REZBIEL, BT TR EDKEEZZITT
BIGERIETDEVIRTH D, T IEEER CITHEBMWATTEL TR Y, W+ 4
IZRAT D Z LIk o THFRIBMBICBILAENB X, BB LT 7= H. pylori 23+
“HRBOBIAEDOERIREIEE L THHEBREBIEL, BTV R EDRELZITT
BEERIETDL VI8 Th oD,

ZOXOICHIEE L+ HEIBEE T H. pylori OEBSFTIZE CEAETH Y, BiEEL +
THBABBEOWTIICE W TS H. pylori 23 I TR EVIR AR,

1) Current European concepts in the management of Helicobacter pylori infection. The Maastricht Consensus
Report, Gut, 1997, 41, 8-13

2) Marshall BJ, Helicobacter pylori. Am J Gastroenterol, 1994, 89, S116-S128

3) Goodwin CS, Duodenal ulcer, Campylobacter pylori, and the “leaking roof” concept. Lancet, 1988, ii,
1467-1469
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FA LUK EEIRBRIC 31T 2 55 5- 8 L IREE O Z <7, OPZ+AMPC+CAM % 5-#
(OAC Bf) CTHIEHEZXHR L L= GU-MACH Bk  TiX 79.2 % (38/48 ), + _IalieEis
Zxfge & L7z DU-MACH 5k TiX 780 % (39/50 #) CLIZEFRECTH-Z &,
OPZ+MNZ+CAM # 5. (OMC £f) 122\ T % GU-MACH 5 85.7 % (42/49 5]), DU-MACH
Bk 85.4 % (41/48 ) LIZIERRE CTHH-7-Z & (p.332, #£ h-10-1) D, HiEEL +
FEIGTES CRERICKRE BTV E Bbh s,

[E N TFEHE S 7= LPZ+AMPC+CAM DG FBERY (23 Tix, LPZ 60 mg/ H+AMPC 1500
mg/ H+CAM 400 mg/ H # G- #E D BRE 1T B IG5 C 87.5 % (84/96 f51), + —F&MHE% T 91.1 %
(82/90 #41), LPZ 60 mg/H+AMPC 1500 mg/ H+CAM 800 mg/H 58 CTIX B 185 T 89.2 %
(83/93 1), + —FRIHTEIEC 83.7 % (82/98 i) &, HHEEIZ X0+ HBBHEBE O BT
BWGE, BEEREWHEARHY, —EL TR, 2o bbb+ iEEEE s 5k
B CORERICHAM R EZNR S D L1EB 21T,

EINFEIARRE (28 Tik, OPZ 40 mg/ H+AMPC 1500 mg/ H+CAM 800 mg/ H # 5-#
(K0 &) OBRE=RILEVES T 75.9 % (44/58 1)), + 451515055 C 81.8 % (45/55 f4i]), OPZ
40 mg/ H+AMPC 2000 mg/ H +CAM 1000 mg/ A # 5-Ff (= &#E) TIXHIESE T 75.4 % (43/57
B), + —F5IETEES C 90.9 % (50/55 fil) & oS0+ —HRABE S O 7 3RO BRE =R 2 o8 L 7= (p.385,
# N-12-7) 23, RAEBNHIE LT RS & BIRE CRERICH LR END D L13E
2 BAILIRN,

FA-11 X5 E L H. pylori BRI %

RRE 1 &G Hig5 + R IR
DU-MACH | OPZ 40 mg + AMPC 2000 mg + CAM 1000 mg | 79.2 % (38/48 f5i) | 78.0 % (39/50 f51)
GU-MACH OPZ 40 mg + MNZ 800 mg + CAM 500 mg | 85.7 % (42/49 f5) | 85.4 % (41/48 f51)
LAC #1148 | LPZ 60 mg+AMPC 1500 mg+ CAM 400 mg | 87.5% (84/96 f5) | 91.1% (82/90 )
i Y LPZ 60 mg + AMPC 1500 mg + CAM 800 mg | 89.2 % (83/93 5)) | 83.7 % (82/98 f4i))
[EIP]NZSIIFH | OPZ 40 mg + AMPC 1500 mg + CAM 800 mg | 75.9 % (44/58 {5) | 81.8 % (45/55 f5i)
ik OPZ 40 mg + AMPC 2000 mg + CAM 1000 mg | 75.4 % (43/57 f5]) | 90.9 % (50/55 fi))

HALMERIG O BE XA AR TIEBRENZ L, Bk T+ HBRERZ VS Wb TV 5,
BRI &+ ZHRIBEEOLRICHOVWTIE, KE, KE, &, aBLAT HR—ILTHL:
4, F—Z 7V 7T1:2?, PEOHEIE (ShanDong) T1:1.6%, /L7 =—T1:14",

1) #o7ardi7wn, TEYCATRVKOMEL, St Mo 7V ROEE, U TR
NWEOEE, TEET Y BT RN, UL RV UKL, TEXVVI TN T E=D], 7T
AEERRT TV vy REE, ~Vanyz2—. o @EEoghE - IR LKOHE - HEO—HEEH
i OTHURGRIE A PR 12 4E No4l () B AERAIRAFE & v & —

2) Lam SK, Epidemiology and genetics of peptic ulcer, Gastroenterol Jpn, 1993, 28 (Suppl 5), 145-157

3) Zhao XC, et al., Observations on peptic ulcer in Shan Dong, China, J Gastroenterol and Hepatol, 1988, 3,
345-348

4) Ostensen H, et al., The incidence of gastric ulcer and duodenal ulcer in north Norway, Scand J
Gastroenterol, 1985, 20, 189-192
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HK?ZJ(NM~%$)”&E®ﬁ%ﬁ%D,Emiofiﬁofwéﬁ,:@%%#6
RTAFEELVIFERERFPAEEL CND EEXOND WETHRER T L L OIRF (0F

R0 R DB, @E®ﬁ&f BUBSR 72 ENEZ HNDH, TORMIIRHTH D, L
2L, AR X 92 H. pylori A BIGHT, H. pylori 2MEEICH 2 5 BIXHEE, 5
BECTRLTHY, BRERICOHARBERZITRN &G, BALERIN TOMMESESE O
HERLE DARIE TR OAMFNEIITR B L e B2 b D,

b) ERZMH

EW%T%%%ME%W%%&U%WE%K%U%Ftwm1%%%%%®AMmlﬂﬁ
CAM (Zx4 2 FAIESZ M A R A -121277 7,

AMPC (22Tl SIHP &R B2 AARDOEIRZHERD MICs, MICg, MICy L%
NZE3=0.025 pg/mL, =0.025 pug/mL, 0.05 pg/mL, BKM (7 F A, RAY, TA LT K,
N =, AT = —F o, BEH) THEME Sz MACH2 386k T 0.03 pg/mL, 0.06 ug/mL,
0.125 pug/mL L IFF—FH L TEY, HARLWES T AMPC ORESZMESAITHEIZRNEZ X D
e,

CAM (25T, SIHP 5B T D MICs, MICgo, MIC 13 % #1241 =0.025 pug/mL, 0.05 ug/mL,
0.1 pg/mL T, MACH2 i 0.03 ng/mL, 0.06 ug/mL, 0.125 pg/mL & IFIER L TH Y, CAM
22T b AR EWEIN TR MR & 2L e & B 2 BT,

?fz’( 12 Euu %E*%O)%ﬁl ”\ g/mL)
gm | PRES B | otk MICs | MICw |  MiCy
MACH?2 WO | 489 | 0.0035~05 0.03 0.06 0.125
AMPC SIHP A 7105 " <0025~01 | 20025 | <0025 0.05
LAC ST e | HA | 706 | £0025~02 | <0025 | <0025 |<0025~0.05
EPRIIRER | g | g0s <0.015~1 <0.015 0.03 0.06
MACH2 WOl | 486 | 0.0015~128 0.03 0.06 0.125
CAM SIHP A 7105 | "£0025~6.25 | <0025 | 005 01
UAC ST | HA 7706 | £0.025~50 | 0025 | <0025 | 0.05~0.1
EREIMRER | b | 25 | =0.015~128 0.12 0.25 32

* . LPZ+AMPC+CAM O IMIARFER (437 #1100 B{fE X3+ S AE O FaiEsl Rk VS K5 n 5
FRERELT) P

1) HFE, HERBDZE AREBOEELER, & L4, 1971, 6, 745-750

2) 2 7urs 7N, TEY T RAVKOMEL, St o TRV RO, U Tk
NVEOEE, TEE D AT/, U KU MR, TEXF VI T|®AV T =D, 75
AFEK DN Z U vy REE, ~Vanyz—.n U EEOMEE - R LOHE - HFEo—HA TR
B OTEKERIEEAE AL 12 4E No4l () B ASRAIRIHE v % —
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LD X 512 AR LN CREIRZMEIZ OV TR EREIT RV EE 2, ENE IR %
FEhi L7z, ZOfER, EWNEIFEEER T AMPC (%4 % MIC /3 4iliZ =0.015~1 ug/mL,
MICs;, MICgo, MICqq I3% 7141 =0.015 pg/mL, 0.03 ug/mL, 0.06 ug/mL & MACH2 #5&, SIHP
R, BATEME S 7z LPZ+APMC+CAM OFIFHHAER" (LAC HIAHRER) SIZIER LT
bz,

CAM 2D\ T, [E PN IAHFER O R R 73 BERK 0 MICso 13 0.12 pg/mL, MICg 0.25 pg/mL,
MICyg 32 pg/mL ", MICso S Y MICg 1 XKy > 721 DD MIC 135 <, CAM B2 DK T iH
AR S 72, MICe 2% 32 pg/ml & BB Z /R L= 01, itk (=1 pg/mL) 2 2R L7720
15.1 % (34/225 #k) L@rolzZ ik abotEZEND, LavL, SIHP B O LAC
FIAHEER P 128V CTE MICEiI3/h & <, CAM MitPER O HELER L K- 72,

—J5, B T FEM Sz MACH2 3BR Tik, CAM @ MICs, MICg KT MICy 1%, T
#10.03, 0.06 & T 0.125 pg/mL & W3t/ & <, CAM it & 7= L7 GEBTIE 1.9 % (9/486 1)
Tholz, LiL, Wekickir 2k 10 RO CAM itk HELOERHEB STHEY T,
CAM Tt B % 1% 1994 4ELLRTTIE 10 %Ll FTh o 7223, 1995~1997 4ECILK[E, 77
VAR, ARA VEOET 10 %L EE S S TR Y, JITE CAM it O H 0 #E N 6]
WD HNTND, §6-T, MICyq EIZOWTIEECKIZEW TS HAREE, THEREL 2o
TETEY, Zhid CAM MEE OB Z KB L7 b D LHREND, LA LARnD,
BKIZRBWTH BAIZEB W TS MICs LT MICg 13/ & <, Bk & BARD CAM %4 5 js%
PEIC R E BV IRV EE X BT,

c) BREHIEE

3 AL DO EEARRER BV CTHW S H. pylori BREHIE 5 5% £ A 181287,

AR BR Tl 2 T ORBR TR HIE & L CTRZFEEER (UBT) 230V 5172, MACH2
57, DU-MACH B2 & (8 GU-MACH B2 Cl, UBT & & bICEERAE RO &/
HEDETHE SN, BERECHEMTIIRAIT H. pylori 2 B A T 2 72 DRy RV
DA, FRER L7 8L OMBE O 2 2 AT 5 12 DB TTREM A B 5, IORHT, UBT 13
H. pylori ¥t TH 2 7 L7 — B2 AW FETH D0, BekemET 57-
DL D L THEN, UBT OAZTHIE L MACHL Bkt &9, WIhoiBick\ Tt
UBT 28 HL D AL BTV S, UBT IR DEREELIC L HIE 622 2ZE L R2< THRWE

D #2or7ur7en, T7E)CADTRVROHK, < b DT vVROEE, SV ) nT R
WROSE, TEE D AT RN, UA R MR, TEX ) AT/ =D, 75
ZEEROT TV vy REE, ~Uany z2—-va VEGEORRE « IR L O - HEO—HZ FH
i PTHORGRIEMAE PRK 12 4F Nodl () B ARG 2 —

2) HAMLERESS PUARESMEIERES - ~)a s ¥ — . vr ) ZH% © Helicobacter pylori
BREGIRIEICIS T H CAM LTNAMPC D7 L A 7 7R A > MHIEICEE 2 ¥ 3, 2000

3) Glupczynski Y, Antimicrobial resistance in Helicobacter pylori : a global overview, Acta Gastro-Entero-logica
Belgica, July-September 1998, vol. LXI
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b, LENTHELEE VD,

[E NS AR RBR Tl TR 22 H. pylori {1EBRRTTZ B & HIE D H. pylori 16877 A K Z
A NS E, UBT TN A BEEMRE, MEFIRMAE 2 H. pylori BREHIEIC AW, HESMGR
FRBR L BRI EIEICHE TOMEEZH D O, UBT ZHNWTND Z & L0 T TRE & % %
bihvd,

RA-13 #£RBRIZE T D H. pylori BREHIE ik

REREST e D | MEORE | HSERE | UBT | REHE
MACH1 aW O UBT 73fati:
MACH?2 48W 0? O 4,8W & UBT 7 et
PU-MACH aw 0 o LTt
GU-MACH W o ® SRtk
EREIWAS | o o o LR

UBT: REMZHABR W: @H
1) $GHET 1% SR
2) UBT Rt BE 0 B FEi

i) B PREAER IR

AACEM L7 5 MARRERIE, FHEH O BIR5 U3+ RS 2 51T, s TORR
METH 5 OPZ 40 mg/ H+AMPC 2000 mg/ H+CAM 1000 mg/ H @ 1 HE#5 (&HER) &,
AAAND &L % % 517~ OPZ 40 mg/ H +AMPC 1500 mg/ H +CAM 800 mg/ H o 18 [ #% 5- (K
HERE) TiTo7,

ZOFER, BRERITMKARERET 78.8% (89/113 51, 95 %(S#EX[ : 70.1~85.9 %), &
T T 83.0 % (93/112 141], 95 % {E X [ : 74.8~89.5 %) T~ 7=, Z D B A Est 0 OPZ+AMPC+
CAM 3 AL DBREH & i L7z, HERICH 720, WS O EERERER I 3O CIEBREHIE IS 5
HIEEDOFE UBT #H0 ANLTWEA, BEOHIERAEEZ ABC>5 %t LTEY, —HE
N THER SN TN D UBT OBREIOYERAEZAPCZ25 %ol /2o TS, TDI=®, [EHHN
T UBT O EFLHEZ WA ORI O FEHETH D APC>5 %ol AHIE LEREFEZHH LT,
st BARTCH AR TH D mAERORERIL89.3% & 720, VSt 4 R TORREH 78.0
~96.4% (p.419, # h-14-1) LIFFRLCTH-T-,

— AV TIE, ENFEIHRRICE T 28EFTREIRKIIEHAELRET 664 %

(75/113 f511), & M EHET 61.6 % (69/112 f31]), F G- iFlI2MEH &/ 1.8 % (2/113 1), &
AERE09% (V112 4)) T, EERAFFGIIEMEL IO ehoTo, BHEROAF
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FRAEBLRIT, WS TOR R TORBLR 51.8 % (189/365 fil) LV LRLmN-72b DD,
%%%#okﬁ%$ﬁﬁﬁ%kﬁu<Tﬁﬂ%@%@%k%f%k%ﬁ:%f%%@f&@
FBFEZ ORI ENA TR E 281372 < (p437, & b-15-1), RAEMEIZOWTHIF
FERUCEETHD EEZDND,

iv) RNENRE

HA AR OWCK AZE 1T 5 OPZ+HAMPC+CAM @ 3 FIGFFBF O i R B g 2 bhlis L 7255 3,
OPZ (T DWW TR HEIRE N T A — Z ITHHE R ZITRO b o 72, AMPCIZOWTIE, H
AANTD Toax DK AN U TIERE L2 S D D, Coax e OV AUC ITIXBEE 722513380 H 72 7
S72, CAM IZOWTIE, HAMNEHE (800 mg/H) & ECK AHAERAE (1000 mg/
H) #&5 LIZREOEIE ST XA — X ZETRO b hoTz, (p.169, #~-22),

V) £&E8H

A EIOFFEIME A U2 O BRI, ARSI T EREEIE R R 5
S T VEFEOIMAER P EE L TR Y, NRMER G, ERFEIFHERER Cos &R (OPZ
40 mg/ H+AMPC 2000 mg/ H+CAM 1000 mg/H, 1#[H) & EEymsrm=RBR  1cBi 5
MEFEORESR M NZEVEIZRERENH NIRRT LG, SO REIR R O
HARSDOIMERFRETH D &I L7z (XA -3),

Q@ BARELRAZEDKEICHDEEDONDEBOHEXEIINICHLTIHEXZETIEICEWD
TP NREFITKY, KBSh, BERICBT2HEOERENHY, TORFLBITHT
SHEABRFBICAV-EHNNAFTESLIL
WS C I S Av7z 2 FIPFHEER L O 3 AlfFH O MACHL 3Bk 1%, FIN (/v =—,

AN F—, KEH, A XVT, AL, KAV, TITUAR, T4 T K, 57048, KL

NN, A z—F2, TAVTUR), BF¥, A=A T V7T, =2a—V—F T, %

EORHI L RHOAREHGTT A N T BRI CHRFT A R T4E) 73 GCP IZEDWTHEM L7

REBTHY, ?<iﬁ%$f:mw%h,:h%§ﬂ CHESWTHETERINL TS, Z

B K WCHWEERHIATARETH 5, MACH2 Bk , DU-MACH #bBx KO

GU-MACH & 137KGRZIC I SL723BRChH 523, [FIERIC GCP ZB5F L7 B Th v,

B 3RBOGEEHIOWTH AFARETH S,



OAC250#F

MACH 1
BN - 174
DU (&) - HHR)
040+A2000+C500
83.8 %, 43.8 %

SIHP SJHP
A x—F I IRIFR EES
GU, DU (i) “ GU, DU (i)
040+A2000+C500 040+A1500+C400
86.2 %, 51.6 % 92.9 %, 46.4 %

MACH 1
BRI« hty”
DU (&) - H5E)
040+A2000+C1000
96.4 %, 61.1 %

MACH 2
I
DU  (izk) penenreneenn OAC400Hf ..........
040+A2000+C1000
93.7 %, 52.3 % R : S
, . 5 MAHRRBR : A AR AR
WY H Bl & ET; "
# cupu G (D o ol e
DL;J_'\:@(EH - 040+A2000+C1000 P 040+A1500+C800
DU (FZ8h) m%ﬁ]ﬁ 83.0 %, 61.6 % V\]fﬁgﬁ 78.8 %, 66.4 %
040+A2000+C1000

78.0 %, 70.0 %

GU-MACH
PR
GU (fiFEh)
040+A2000+C1000
79.2 %, 9.6 %

SJHP SJHP
AY T Rt ok

GU, DU (hi¥E) | | GU, DU (F¥R)

040+A2000+C1000 040+A1500+C800
92.9 %, 53.3 % 95.8 %, 56.0 %

T

GU: BN, DU: + fBIHES, B FE/e: WRESR, & FBA: AEFRREHE
0:OPZ, A:AMPC, C:CAM, b iZLH Mz R L7z,
BA-3 s —207) v T

-48-



4. FEERUER%
1) OPZ, AMPC, CAM @ 3 ¥IftA 1 BREITZEICKY, H. pylori [2xT & LBRERANS
bhd,

WM BT 5 B, + RIS A 5 L UZERRRBRIZ I\ C, OPZ Hisltfe 58 K&
YAMPC & CAM D 2 KA # 5-RE DO R RITH 2 0~4.2 %, 26.0 % T > 7= D% L, OPZ,
AMPC K OF CAM @ 3 FIOF & G-REOBRE F1X 78.0~96.4 % Th -7z (p.4l9 : % h-14-1%
H) o

FEIWNIZ 1T 2 IMFHRER (238 C, OPZ 40 mg/ H+AMPC 1500 mg/ H+CAM 800 mg/ H @ 1
T 5 REOBRE RIE 78.8 % (89/113 5]), OPZ 40 mg/ H+AMPC 2000 mg/ H +CAM 1000 mg/
HoO 1EFEEGREOBRE 21X 83.0% (93/112 ) Th 7= (p.420 : & ~-14-2 BR), F7-,
OPZ 40 mg/H+AMPC 1500 mg/ H+CAM 800 mg/H & OPZ 40 mg+AMPC 2000 mg/H +CAM
1000 mg/ H & OFNCAFFROBELHRFICEITALNT, WL bICAEMITRHZ MBI
BmNEEZ b,

2) OPZ, AMPC, CAM @ 3 ¥IftH 1 BREEIZ L 5 H. pylori DRREIZK Y, BiEE +
“EEEBAREOERKENEHFEIND,
AN 5 BB L OV A8 BRBIR % 6 7 A M OBHFRAEICS W T, 5O RIHE
fif %213 OPZ B 51 CHIEDS 70 %, + 45 lET 44 % Tdh > 72 DIZxt L, OPZ, AMPC,
CAM 3 Al 4 58 TILHIEDS 83 %, + _+a sl 87 % T - 72 (p.424: K ~-14-7 B,
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5. HEFIKR

6. SNEIZHITSHERAKR

OPZ | PPl & LT, ##4h 106 7 [ECTHARBINTIHY, AMPC IXEIC XY #hig- h R L)
G- AEENETRZR L0, FREEYEORKIK L L OKE, KEZIZLD, KR T
S TWD, £7z, CAM IS 61 VETIHIIEIN TS, £z, OPZ, AMPC KT}
CAM @ 3 #IBERIC X % H. pylori BREERIEIC OV TIE, 1995 48 12 H ICH[E TEB ENTLL
Rk, KE, Avz—Fr, TTUA, RAVEOF 39 H[E (2000 4 11 A BIfE) THERE
NTWD (FA-14),

FRAT TS, TEXVVI VRO T Y Ar~A 2 OEEEICET RN CED
MELZZEnNENEA-15 , 16  KX17  (TRLT



xA- 14 OPZ OEHEZEIT D H. pylori FREBIEAGRIRIL
(AMPC & T} CAM & 0 3 #IF FHEE)

E4 Ri%-HE
KJE OPZ 20 mg+AMPC 1000 mg+CAM 500 mg ® 1 H 2 [al, 10 HH
ATz —F OPZ 20 mg+AMPC 1000 mg+CAM 500 mg ® 1 H 2 [a], 7 HH
BE[E OPZ 20 mg+AMPC 1000 mg+CAM 500 mg > 1 H 2 [1], 7 HfH

TNESTF, A=ARTZVT, A=A RNVT, NUF¥—, TIVN, hFH, 7o
2, Fxa, Frw—r, T4TUR, 75U, RAY, Xy, 5304, F
B, NV —, TARATUR, TANVT VR, A AT, A ZVT, VI TN
T, =wlb—v7, A¥xva, —a—U—J0 K, JVyxz—, 74U, RILEHIL,
VUAR=N, T 7V, §EE, AR, L, A=K, AL A, BE, XA, b=

Grt39 W E

7. —HREIBFR
JAN
(1) #AFSY—JL (Omeprazole)
{54« (%) -5-methoxy-2-[[ (4-methoxy-3,5-dimethyl-2-pyridyl) methyl]-sulfinylJoenzimidazole

(2) 7EXS T 2 (Amoxicillin)

{b2%4 : (2S, 5R, 6R)-6-[(2R)-2-Amino-2-(4-hydroxyphenyl) acetylamino]-3,3-dimethyl-
7-0xo0-4-thia-1-azabicyclo[3.2.0] heptane-2-carboxylic acid trihydrate

(3) 51 RATA > (Clarithromycin)

{b54 @ (2R,3S,4S,5R,6R,8R,10R,11R,12S,13R)-5-(3,4,6-Trideoxy-3-dimethylamino- j3 -
D-xylo-hexopyranosyloxy)-3-(2,6-dideoxy-3-C-methyl-3-O-methyl- « -L-ribo-
hexopyranosyloxy)-11,12-dihydroxy-6-methoxy-2,4,6,8,10,12-hexamethyl-9-
oxopentadecan-13-olide

8. ERERME—EX
H. pylori BREGIZB 3 2 FIfERI N FK A A -18 IT/R L7z,
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