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Abstract

Nonsteroidal anti-inflammatory drugs (NSAIDs) and Helicobacter pylori infection are the
two major causes of peptic ulcers. At present, H. pylori eradication is widely recommended as
the most effective treatment for preventing the recurrence of peptic ulcer. In Japan, the first-
line regimen for H. pylori eradication, which consists of a proton pump inhibitors (PPI),
amoxicillin, and clarithromycin (CAM), was approved in December 2000. However, the number
of CAM-resistant strains causing eradication failure by triple therapy including CAM has been
increasing. Previous studies have demonstrated that both misoprostol and PPIs are effective
for preventing and curing NSAID-associated mucosal injuries. Proton-pump inhibitors have
been reported to be better tolerated than misoprostol. In addition, histamine-H2 receptor
antagonists (H2RA), when administered at high doses, have preventive effects. However,
Japanese patients are expected that not high-dose but even standard-dose H2RAs are
effective, because Japanese originally intend to be lower acidity than Westernaers, and have
often severe corpus atrophy. For users of NSAIDs, H. pylori infection may additively or
synergistically increase the risk of peptic ulcers or serious ulcer complications. H. pylori
eradication has been shown to substantially decrease the recurrence rate of peptic ulcers in

new NSAID users, but the efficacy in patients with chronic NSAID ulcers is controversial.

(HARERFRZR2ZESHERE  2010; 6: 7-12)
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inflammatory drugs: NSAID) BX 'R F L 22 &
B R R EBERE DB BE DS, RIBHREDO TR EEZEZ 5N
TWwW5.

CDL) HEBEICHET LEROEFEICOEDLT,
7a bR THESE (PPD) 2L ET 50D %
W2 EGEEEL, OBV EE TR
REeRBETL2HEOSI L 2 EMIE, BEWREBICBY
LEBOBEEN L HRRIE LY

A TR OBIRIZOWT, HED 2 KE
KTdh 5, H. pylori &Gt & NSAID % HLIZHEH T 5.
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1. FEEEBAEEIEIE & (3

BHBIIZB®Z0 TR, RIY Y, TiEEY
i (BB - B 2 CoNMEENR TS, &E
T A=), EH R ENWGEERT»H . ZOHE
KTt U BRI o E % % MRS 2 72 o RRBG#1IA
FHMAET B KRB 1%, wr BEe O - &
BB W), LR (HIuiESE - Aianliz) B X Ok
T (Mg - MUNESR) o 3 BRECREE S, R
B EIEIEIN TS, NSRS FEERY AL bAA
v, RVEY, —BRALER, BN ES s
PRI L D HAE - BRE S 5.

R EB RS \C B B k4 AR E o T
7Ry S5V (PG) BEbOTEELRME
#HT A TOPGEAICBIIAIHERETH LV
ot F I —¥ (COX) WKi2MEioT7 4 viHA
LADPFEL, FNENERL S R BRRfEERT L
AEEHSPIZINTE A BHEIZEB W T COX1
ZEERIZFEBL L, Cytoprotection ® Ffk% %4 & %
ZHENTWAD . —J, COX-2 3k~ 2il#ehEic
LD RIETMBIICHEESNL. B1LIRT LIS,
TAEY YR AL VY FXF T v #IZLHET S NSAID
X, BLICCOX1HEEZNLT, FBHENOWNRKME
PG ORZ, HREEEGWMET, HREIMEOEKT 2 &%
W& MBEGELERET L EHMRINTE .
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2BV THBEEGEsER SN o7z BkD 5
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B E A2 & 72 39, EIRNW COX-1 BHEH & EIRW
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Z O T, MEHESE R R 8 M & b S
COX2HABHRIULTWLI EARRLE. 2L C
no oML T, MMEFMIEHEEKE 7 (bFGF) < i
EN ALK - (VEGF) %4 LT COX-2 2%,
M5 A & BB BIC mE R EH 2 Ry 2 & 2y
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% 7 —)v (60% ethanol in 015M HCl) 015mL %
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TEAK% %3 PGE21X2 Y T% <, PGI®R PGJ & &
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BIECHIEZR L - 5T WEEMEAH 5. in vitro DG
2B T PGE2 % EIRAYICHIHI$ % PGE2 A Wil F b
EH ARG COX-2 FLEANIC N, S SIHLER
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MDD D, SHOEMSHES N TnE S

2. H. pylori &%

H. pylori B3\ 5 72 A BRI B § 5 &
RENCFRBLEG L, KB O SIEMERIRE & & b
(0 bR, BECRAINE S & ONMAE BRI 2 O Bk 4 7
FIEET A DA U EASED. Ly —ufFy
(IL)-8  ZD—2T, MVAFHIREER T TH . b
b, H. pylori &42HB1F % IL-8 *° VEGF D%
EB L OZOREMICOWT, H. pylori Hi#WB L O
M AR MKN28 % B 7 SRR o v b B AR
Mk Z W BRIMG Z28 L TR L TW B MY,

X502, H. pylori S ORI e < B B 0> 1 2
SAIZ COX2 AFHBIL TWBHZ L ZRLS. 2D
FHEA COX-2 X, H. pylori OFFEIEFC & b4 9
BEERIZHFS LTS, L LedS, H pylori B
FIZBT B COX-2 FEBLAY NSAIDs B FERE", B &
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O H. pylori Br 4 0 BRI FIC5- 2 5 B ¥
bbb oOBEE, COX-2 AMEMEJAKE D A7 721
T KO R PEMERR R MBI & L Cofkdlz
HoTWBIERZRLTWVAS.

¥ L ORI REFRIC XD H. pylori&Gx, s
EORIEZRGIER T TRL, e BRI OKE
BLEBEELTVWLZEPHLN LR TEL™, &
I, H. pylori i OBRWHE X 2 HALMEES O3
F iRy BN BRI A ASE <, H. pylori WATKIZS
B FEIEN OB D ) AL S L7z RIBTH, 2000
EPPI+T7EFXFT Y Y (AMPC) +27 51 Au~A
v (CAM) 2 X Z2Bwskr iR HE s h/z. L
PLADS, HRF PR L OVNERMEEIC B
7% CAM O FHBEORIME & b 12 CAM it 2
WMz7:720, 2 bha=%v—) (MNZ) #HW72
KR L VA v OLEWDE L HEi% Tk MNZ
ZHV 2 KEBHIZBT S CAM ORI 2 %05 %
FES % 729012, HARTHREGEH S 1z 3HIO 2 RERH
LY A TdHAHPPI+ AMPC+MNZ &, ZHIZ CAM
BMATZAFKIL Y X 2K BERETR & 242 R
L7 CAMZMAZZ4HIC X 5 2 KEBEHIZ, 3#]
DLIRA VRN, X)EVERRELAFEOREEE
MEFFT 2L 2RL2E WY ZIFL 2 EVRRER
B2V 2KRBHEICBWT, HilhL I ARV
BRHFEOS LR L0 ESHFINS.
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AL o M43, AGML & B2 0, X b
R R EIBNEMEEE 2 2L, B2 R34
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EREBICHNT AR T A ¥ ¥ & 22K
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NSAID BXOMEHET A YY) >~ ORI SHE AN L
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A B

My v <F (RA) REBMEMEE (OA) %1%
F T HEMESIENRB TRk G 2 L e $
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MEOWNGF LD, ZOL) Rk -z EL T
NSAID ## O b1 NSAID 50 ) 2 7 W1 (5

# 1  NSAIDs ERPEHALTER S & 0fHE O fa bk
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- AL A O E O BEAE (OR 135)
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- YLt RO PR (OR 6.4)
- THAL PR 0 A (OR 6.1)
- B (65 Ll E) (OR 5.6)
* H. pylori J&3e (OR 35)
CBIERE AT O, ROt (OR 2.2)

1) RTFHBHEOVLEEAITER SN TE 5

NSAID &K P EIIEERE L, BIEBEED VS
Ao BN O EEREEAHE (MiEl) 249
LR T TSR TH S, A TITbh KL
I nA, 191 EICHAY v FHEHIZE W
THrbn7z 3 7 AL Eo R NSAID IR 3 % B %
HBE 1008 NEtg e LEeiacid, LERmies
WWEN622% A LN, Z09) bHEER LU+
BEEEIZNEN, 155%, 19% THh- 72" 4E
BIZBWT, 200342 H225 2006 4E 6 H £ TIZ, Y
< F 8 3 4 A LL RS @RS % B NSAID 1 B
Hiyo~FBEENRE L THRENCHELE S
5, HALTERBE O AR HF L 21.9% (196 A 43 A,
HiEs 36 A, FimEse A, B R 1
N) THo7% RPEEICBT A2 LEEEOERE
A, HARY v FWHRICBWTITbR 7 EFRE L I
RRRE, Jl L7z & 91, MEAs NSAID &5 0
Y27 HFTHBH. NSAID EE D - ERMEALE H
DY A7 WTICHT B A Z BN TIE, 250 5 49 ik
FTONSAIDEHBE YV A7 % 1 L L &, FRERE
VBELl b3 EMNY A2 EAL, 80 LTI
92% IZET BT EAVRENTWBE RiigkicBlT 5
SR E DOFIGER 61.0 mATH AR 7 < F M 00§
HD 569w LML 2 ENERO—2EEbs.
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EVEHEAETAHEHTH L L IFEL 2SS T W
%%, NSAID EERPEFEE ISR T 2 BP DEEIZDO W T
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H AT LT cross over a7V, 7L ¥ N A —
&S T F 2N ENEMIR G T OBREIIEE D
2N 8%), 3N (12%) THo7zDIZxf L, WA
ZOHT A EImBIIED 10 N (38%) & A EIZHIm
TAHIERERLTWAY. bhvbhdfro - EM
NSAID #fRHH 3% RA BEEZ NG L L2k AE 2
A— MFZETDH, BP BB 2 NBEENERE O
ZEREER L, NSAID BMRH G & W R\EFETH - 72
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(1) NSAID »ZE (Drug delivery system)

PER AT & 72 NSAID 12 X 2 ¥l & 2 8§ 5
HEYT NSAID OYRATHAA SN T E /2. BiEH], &
FE AR R WY 7 EWRIGRE I & 228 2 72 FE K 2 SR A
Blo7a K5 v 7%, NSAID IZ X 5 B0 7% BRI
HEAZNET S F HICHE SN

WA, BRRGEORZ By E LT, #IRM COX-
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FHEFNIHESR O NSAID (2N, BidE O RERHIE
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M, PERD NSAID (b ) by El 2 -5 &
HEN TV B,
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DOFERD NSAID IZE K% CV HL % BN S & 5 g
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cder/drug/infopage/COX2/defaulthtm)®. 4 #%, &
FTH K NSAID 2 & 2 HALEEE R OIME RO ) X
7 BB L BT, 4 OEFICBIT B b
EEROMERD) X7 2B L0 D HPEF
ns.
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FNIIEEEELEICL 2 TR TEIGEZ 272372
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(S

WE S & RIS HI 2 5 PPTIE, PG ## & XTI
G EDEIWERBA % L, watk - AWMl Ew E,
NSAID 8 1S § 5 W PR RS A Tw
50—, H2¥EPiSEE, H. pylori G BIE L 7274
AL I LEN 2 PRI R 2 /R 4%, NSAID &
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B LTI, BHEOAFHRIEIREN TS,
HHETOTPHRIEGEH SN TR WA, BHARANZ
WORIZHAREBOWRSS &b &% <, H. pylori
Y2 X ERBUEBRPLVOT, FHETH FURIE
AT AR D 5.

FERE, MUPBEICBIT 5 R NSAID IR o BHEi Y &
RTRBEERRE LERBHAICENTD, H2HEHR
g (HHRD) BEE 7213 PPL/PG BEIC B 2 WHLER I
LSS OA L, T P u— VL IRE IR
< (p<005), HHED H2 PRI EmE TR %
BEELD B EEZ LN

(3) H. pylori BT

Huang 5%, 2002 4E case-control study @ * % fi#
Hrz H T, H. pylorii&3s, NSAID Ilj ¥ 738 55 76 he
BIUZoAME (FiHim) 2L, FhFilig
L72fellFTdH 5 Z & 2R L72" NSAID # K 1
WMVEE S B3 %, Yligk % &4 S it n o —
A ay ha— VRTINS A E
fE (B DV A7 2RO LI ERREShTw
5% D%, H pylorif&gt& NSAID £ h{H{b
B L BN O/ LGN T Th o L L
b2, H. pylori f&Gi3 NSAID {5 & O %
BRI EEZLNS.

NSAIDs 12 & ZEBEFIEFIE, U A7 OEIER]H
T ENDFHBGHDS, B SENI T, L) Ew.
L7:%-> T, NSAIDEEOTHiZHE L7, H
pylori BRI O B 1%, NSAID #r#l¥ 5-61 & & Wk
BEEIEXH LTl 5 L5 51

DF Y, EHE) A7 OFBWHBEGHFITIE, BREHS
NSAID &35 PR R 2 5685 5 Z & A AR 2 Lk
BRZX o TREN TV B D™, RHFEGHITIE, K
WL BHEEFHRRIEED ST R, —J, [
U NSAID THHHET AEY v, EMHEHFATD
PERTINSAIDs L #7420, BRWIZX 2HE TR
ARENTVEY, 512, ZORF IR %O PPI
BHIZIDERIIHRH EN LY. 2F ), KHET X
YY) Y oORBERAITIE, BRSPS —EORRE BT
LN, AT ETIIPPIZ T A LR FEFNEY,

WA, 84 OFEFINZ BT A NSAID EEFED V) A
ZI\ZEbE7z, X mREEISRD b, Y
TV AN FED MAREHR O LEESFRIBE N T WS,

BHUIC

H. pylori B OFER L PPLOBY; L v ) K& 28
% 372 5 TN YR AU A 2 LR R IR O fF
HEBHED LRIZDOWT, H. pylori &Gt & NSAID %
LRI SV A

SR, SHITHINT % L FEE NS NSAID & <
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