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Although the mode of transmission is still not clearly understood, current evidence
suppots fecal-oral and oral-oral transmission.

Several methods were developed for diagnosis of H. pylori infection. Among 39 biopsy
samples, 35 (90%) were positive by PCR, and 73%, 71%, 69% were also positive by culture,
CLO-test, BC-UBT, respectively. The concordance rate (diagnostic accuracy) between
culture and PCR, CLO-test, 3C-UBT, serum anti H. pylori IgG antibody were 82% , 85%,
89% , 90%, respectively.
patients (32%) were positive by PCR. The prevalence of H. pylori infection in Niigata

H. pylori could not isolated from dental plaque, but 9 of 28
was investigated by serum anti H. pylori IgG antibody. Seven percent of children under
10 years old was infected, and, after age 10, the prevalence increased with age (30% in
10~19, 39% in 20~29, 67% in 30~39, 78% in 40~49, 77% in 50~59, 79% in 60~69,
87% in after age 70).
The successful eradication of H. pylori greatly reduces the incidence of ulcer recurrence.
We have used dual (PPI+AMPC) and triple (PPI+AMPC+MNZ) therapy, and eradication
rates ranged from 97~100 % .

The prevalence in dentists was high in 20's male, and 30’s female.

In 78 strains, resistance to metronidazole was detected in

11 strains (14%), while four stains were resistant to clarithromyecin and none to amoxicillin.

Key words: Helicobacter pylori (H. pylori), 'C-UBT, dental plaque, anti H. pylori IgG

antibody, eradication
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EVH, TMBodicEEBIFELRV] SELLHR
TELH, 19HEEEENL S v ENFET L EO®
EREE IR I I ->TEL. Ll BREHE,
BRSO S BB HBBEs A e A2 ED
WETHHH EBLLN, BEEL L TRERER
nicmote. L, 195487 A Y hOBELKREYE
% Palmer? # 1,000 @%@+ B4EBMEEEEL,
S VvEY TR ELh o EBE L END
TEPICHMBEIIEELEV] E0FBLHNEF LTV,
Helicobacter pylori (LIF, H. pylori &B&d) (X 1983
£, Warren & Marshall? o & 0 §%EH OB EBH
B ool - BRI, 75 sBiE0 5« v HERE
THL. KEIEE 3~5pm, B 0.5pum T, EHK
BRo “buld” #EFTHREAOEHEUEELRD, §
RIS b BARORBMC AT TORBBICAERT 5.
FOBEIL, BOULT—EEREETAZELTHY,
REYGBLTTVE=TRELL, BRBEEELS| *
Bt eidr, BRAFNT LI Lk > TEHRBERN
CHERNATERTH S,

H. pylori 2184 F %, M{HEE, B0 MALT

UM S BT A AL IR D,
BoRTREMEOMETLEREATL Y™, ap
o, FOEHOWETIIFTRBEY BT 2 EHES
KO+ TIEBBRBREORELTIE, RECERCEE
BREEOBNLETAALNRE Z 0D, BEEDIE
b ORERENAEL /0 —XT v TERTNHEDE),
AT, H. pylori BB, &< CHBEEE
#®, BC-ME T x b (BC-UBT), PCR #%kic & 53R
F2Wi & e S0 - EERMEOBRFE ST > L &b
i, It H. pylori 1gG FiEDOBHRY b A - FE
Bk 2 BREOEBIZS>WTHET S, &hic, PCR
B L AMEGEFO H. pylori OBHBE&ER, b0k
BEOBBOBFERRCDVLVTLERLEL

1. H. pylori ORER

H. pylori @ FERELBERER O TEEREHSI
BHERTIRWEWA, BOBERCIVERAELDC
FIRBLEATHY, H. pylori WEBRTEADIEEMR
BRI THDH L LENREN RS BEERREERT
BB LR, BE, E e TRKEDELRI
H. pylori BHERL OMIcHBEAS 5 - & LEEMT
HOMZERATEY, —RBINESEREL N LEERL
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HEMBIBEIC -, 1, BESY T LEMCERE
RE BT 528F 0 &I >\\WT PCR 79 (32%)
i H. pylori #8HE Lz & bEEA N LR
FIREME A IB LTV 5.

EHiE, A A~NORERIOVT, Suzuki H1
i3, FEEHI0EL EA A L OKBERE LIRS
B, kFL b H. pylori HEMTSH - - FliL104,
HHDBBHTH -1 D208, REELBETH -
b DIRIAT, 205 H 1#ELZFHE U strain @ H.
pylori TH -2 &b, REMLEORATIEADL
HANOREUIBH TR s EHE LTV 5.

2. H. pylori BZ0D2

H. pylori BEozlkci, © BERNESERELYH
WA S L THIEE R, BB, R
v LT —HEAE (CLO ¥ A b), PCR I L 5BET
ZE, 7/ —n Ly NERABEELENS D, @
BRHSRE X AV v ki mEEmsmk s LT
mrH H. pylori 1eG FitA%BIE S 5 ks BC-RHE
FEREEN S 5. UTIAERGREEC VTR~

1) BRESEREZRVSEE

H. pylori ORI L AR B RIS
BH L, 37C, MIFRAM (5%0; 10%CO;, 85%Nsy)
T5 AR ATTY. B ECEREh o= — 28
L, SMETCHELYEET S L b, Christensen
REFHARGCCHEE L, FEEELITS.

@ REBERENZEE

Hematoxyline-Eosin ¥efa#k, Warthin Starry O
$yefrE, Giemsa Hfayk, KHEEE, SEEKILE
b b0, BhT< %<& Hematoxyline-Eosin
RETLTTEHENTETH 5.

@ BEYLT—-EHEBE (CLOF X +)

EXINVHCER L B ERMEE AR, 37CTT v
FaR—bF5E&, H. pylori BEETLBAICIIE20
SRETEROEBRESRET L. B TRE, >
H. pylori OFESBERETE 500, HEREL LT
FRTHL. BETIEIHLICRE - BEEOBVREE
HREAZThTWA, ERI 2 BRI § 7ok 24Rs
EXOBREIFE LIBE>BE L HET 5.

@ PCR ExAIBETBWIE

B E % RNase, Protein K & LR T
incubate L, 7x /—/ -« 7 mokl s a7

2 — IS T DNA il L%, H. pylori

DBETFHHRELL TS5 A< —%F T PCR &%
1175, BRECRET/-IZ H. pylori ©#EF DNA
O 0 CLRHERTRE TS S, 75 A1 = —ik H. pylori
@ Urease A, B, C BEFO—HrHER Lzd DR
Husha,

® 7x/—nly NEREAREE

BENREEERNCRESR L7 2/ — Ly Kk
EMBCEAT 5 &, H. pylori WHEHETIHEIC
o v T —Hin L RESGBENTT v EST LD,
RO EW pH 7 U&7 5 o BEIIR A R <
fBx N5, FRELIT»HEREIT, §#E CLOtest,
PCR i &EH1TH.

2) BABSERETZAVEULEE

O m#H H. pylori IgG FUEDRIE

M4t H. pylori 1gG FEORIE+ » MIEEER
HaEhtTuwah, EESE H. pylori IR ASEMELE
Nt EIA v b THD HelicoGlas%1 | #68
LT 5, BIEFIFE MG % 200 MR Lok, A
M7 L — b L, BRESIGLRIES 1,
405 nm THHIEAFMEL, HEERETS.

@ “BC-RFF5HAE (*C-UBT)

BC #EER U RELROBEST 5L, BA® H. pylori
BRI LT —HIE T, RENTVE=TE BCO,
b, BCO, R XA THEEHCEHEE R
Bicw, HEEEDT BCO; #EEBESWITTHET 5.
BB IE 4 BERLL EAE R S B, BC-IRFE 100 mg
* 50ml OWEKTERLTHEETS. EELORE
Tid H. pylori BtEEE©, REMAI05H 49.8437.0
Tu i) EBEEYRL, 008 CHRACETT LM
BTV noBEc LT LEBERT L0 D,
058k F5 ABC 76 7o 3 ULl EREEMSHE
LTw3 (B D.

3. BEREZERICHKI- H. pylori ©
BwHE (1 2)

FEHCBIER 2 H T 5398 O BE O BB
BRWT, SEBREEREIC H. pylori OBHEL LB
&, PCR ¥090% & b BEVBEEREARL, KWT,
WRET3Y%, CLO 7 2 +71%, BC-UBT 69% DIET
BT

wic, BREE#EE 4 golden standard & LD
EREREEORE - BRE - E2RP L5 L, BEIX PCR
H LM TeG Hifhn 100 %, #REWL CLO 7 A+ 100
%, PC-UBT 92%, EF@ZXRimE 1eG Hi 90%,
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AVBC-UBT[%o]
60

N=20

40

P<0.0007

—— %+
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-o— IEE—

Bl 1 BHESEZEECL? HP. OFEEL PC-UBT OB

(%)

PCR%

HEE

CLOT AR + 13C-UBT

2 FEREEIC AL H. pylori ORIE (BHEERME)

BC-UBT 89%, CLO 5 % b 85%, PCR & 82% DlE
TH-T.

4. H. pylori OES R
1) $HBRIC&KTS H. pylori BEORE
(& 3
HBEEIEOER 1,059 A (B 443 A, 616 A) I
Suwrld o H. pylori 1eG Fika HlE L, FR5

OFAERERRAFAE L. FOBE, 108KBT7%, -

10888 T30%, 208EfRT39%, 30K T67%, 40T
78%, S0RKfRT77%, 60RATT79%, TORKLARE TI287%
MR R L. &<, 30fhr bR EF
BHEROBEEL B TIRETH- 1V, i, FE
Bt BRI OBMR TIZI0R KRB CBIRILY, LR
0%, 0L THERY, W% EVTFhiBHTHEERT
Bote. Lirl, £ETEEME - s 4 1073% ThZE
Y BT N
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(96)
100 ¢
Bt
| B4aH
80 2FEH
60
40
20 +
O _I r_l i I
108RE 108K 208K 30EA 40K S0EA 60t T0ELLE
B 3 ®E#5 H. pylori 1gG #iEBMER
(96)
100
100 r
80 F 7 72
60 HE
B
40 O&
20
O 1 ] 1 ]
201K 301X 408 K 508 60mLl L

B 4 EEEMMcRD 5 H. pylori 1eG #fkBiE=E

2) EREMICESTD H. pylori BpOERE
(B4

AT S 20 L0 E TOE 498 A, &
45 A DFF 543 ADOWBHEETIZ > TH H. pylori 1gG
HiELRIE LR, B Ti0wk62%, 30m166%,
408%AR71%, 508EfR72%, 60RELLL 100 %. & TiX208%
fR36%, 30m%fL68% TH -1z,

—7%, EFEEESCH H. pylori 1gG A DOBME

hhBE, 1ELDLEE TIIHEEY, ®42%, 6~10
£ TIEBE61Y%, W57%, 11~15%% TI2HE59%, 290
%THy, BB ELA LN, Fi,
6 LIBIE BT, 82% LI B TH - .

5. SH{EMEEES H. pyleri OBRE

H. pylori BHOELERBESE L, BRELZTS
FHR L ICBBOBERS VLT EABEIRTEY,
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1994 %2 A, NIH » 5 TH{EHEE IR - BR2M
b¥, BBESWAER EER AR L TRET <& T
HL] EOBE? B EhTUE, HRATHRENT
bhaksiy, BAEEKVTS BANLEREYES
RO BEN L REESR I h TV 5, BT TH
BOEH T ABHRLED L O EFGHEIE
WThHsb, BEORETIE, Tobvfyrfvey 82—
sy AnTA Y, FoES—A03EHE (OCT)
BT 1 @BEoORETBY, TabvEySfver
f—, TEFRVYYY, 7F53Y)Ru<A D 3EHFH
(OAC) #ETd 1 BME5T84~9%6% & BV BREYR
PHEIRTVA., EESL 1995FE 1 A 1996 42
BECclRAA7TIV—n, TEF YV, APbn=i
V=D OAM #E%, 9% FE2/8rbR5 vV 7S
S=nETEF U VD OA FEAZRLTED, W
Fhd 2 BERE TS H S 100 % LHETE LBREY
BAxETW5 (FD.

6. H. pylori RE®ROBEBHRE

BEEAC ST A EELORBEERRY 2
R UTc. BREE S BE39fF 261 (5%) HERE L,
1 EHTRIBR 1 O LA TR LA X - 7.
Sung 5§ 1 FHEOEREEF, BRERDSITIED
THrA45%DBFRLLGAERV O L, BRETEI)
BITE52.2% & EBOEFATHRAEZ ~ o &8E L
T 5.

7. PARICH T DR ORE

ELBREfTTDh D IE2h, xR Btk
PRKERBEE A -TWE, AR — R
75 ) x2av Ay sk T ittEgk o BRI R Ao
BTH5. Megraud LW iFa—no e rEIEET A
Mtk HEHE (MACH study) w2oWLTHE L TW
BB, FRCIIESIFIF A b o= X — AR
25%, 7V Rev v VIHERII 3K Th - EHE
LOTSRIZ DWW TORE TS, £ bz & — Utk
114%, 73V AR v VilRIES % TH 1. L
mL, 7EFYYY YERIEIBEE TOR, BRob-
Twicw (& 3). —H, 75V 2= v vtk
FExIERIZS Y, BECEL TR I LSOk
HBCHET 2LENH 5.

PRI TS MICy & range FAh7-EEDL
OB T4 IR, TEFY ) VYDA IRFL
FEWV MIC 2/RLTWAH, =)Ar=<A vy, Ab

#£ 1 H. pylori OBEE

a) OCT H:

by RYT A vEER— 20mg (od)
s5 Y AT LY 250 mg (bid)
F = B 500 mg (bid)
(1:BME S THRERIINY)
b) OAC &
TobvEvsS A veE2— 20mg (od)

TEFYLYY 1,000 mg (bid)
TS5 AOTA L 250~500 mg (bid)
(1#E#E 5 TRERII84~9%6%)
c) OMC
TabvRYT A veE X
Abho= g —n

20mg (od)

400 mg (bid)

VAR S=E G 250~500 mg (bid)
(1 AR5 CEREEI290~95%)

(Lind, et al : 1996 % —# %)

d) HBAEEBRERR
(OAM)

AT S 20mg (od)
TEXRYYY Y 1,500 mg (bid)
Abm= K= 500 mg (bid)

(2:BEEK S CHRERITINYS)
(0A)
YT G S 60mg (od)
TEERYVY VY 1,500 mg (bid)
(2 BRI 5 CHREFEIL 100 %)

* 2 BRERDAOCERBEBEAX

838 60 A 145 12 2 g

2/39 0/18 1/15 0/3 0/2
(5%) (7%)

(BHEAAB 1997)

BTM BE5E* #1475/ -Af5E

Sung(1995)%  4.5% 52.2 %
(15F%) (p<0.001)

*Bithmus+TC+MNZ, BREXR1Y%, Borwindl
Fite L
#*Sung'® L v HE
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% 3 MNZ, CAM, AMPC OififtEfko K
£ (%) o

Es| £ MNZ | CAM | AMPC
75 YA 14 2 0
KA 17 1 0
SN o — 42 0 0
Ay T—F 24 2 0

it (511 ) 25 3 0

(Megraud™’ : MACH 2 Study & W&8%)

M (78 | 4 | 5 [ o0
(BEAPFR, 1997)

% 4 H. pylori #4232 EHERIH (vg/mD

drug MICgo range
AMPC 0.05 =0.013-0.20
CAM 3.13 =0.013->3.13
EM >200 =0.78->200
MNZ' 25 <0.05-25
Lansoprazole 3.13 =0.1-6.25
Omeprazole 25 =0.1-25
Famotidine >50 1.56->50
OFLX 6.25 0.20~->50
CCL 0.78 =0.025->0.78
MINO 0.39 =0.025->0.39
IPM 0.006 0.0015-0.013

o= &=, A T7uFgy vt LiiEy MIC #/RL,
MRS ENEL L. —H, SV VTSI —nid
FATSS—ART s E2FUVEIIZHL, BVRESH
RRLTCWABZER, AATST—AhBES YTV —
N 60mg BrEICYIE L, BRIFSREYDREL TS
ZELOMBELESTLL0THS. $i, /5 Rn
<4 v VRRT S MICy (T 3.13 pg/ml TRIFIREST
HAR LT

9. £ ES

H. pylori BEIHRCZM IS L o> 70hd,
BB OEM OV TRAALALS . BORRT
BHZECRRIL VA, FREBRECTR L LBET
7o\, Thomas HIiXgROEEH, S H. pylori OB

CEEh L &R L, EE—F 0RO TRER: 2Rt L
7o Ffo, PCR i X 0BG, 5 4 H. pylori © DNA
P END &0 b, BREEN LIRROTER LS
xbhah, EEMSES H. pylori 08 - 5EEL
To & OFEN AT o, OFE» SR A H. pylori
(3, AR ORI REEES, Bkl TE Lo
IR L SRS L EZ DR AN, FOM, coccoid
form OWETER LTV AFERLEETE AV, H.
pylori & EBEECEFEREOBETHEG T & v ik

b coccoid form ICE{LT 5. coccoid form 3 AT ES
HTORBNRARITETHLIEMLER LLETHD &
Ex bR Thh, BEOWE LT, Ee s
LTEY, REPBLEFORROHBEBIESL LERT
Wh, EBELLELBRE LTV AH, KRB
LTuiols,

wiz, FREENOERR L UEBEMCkKT S H.
pylori BREDOEES ML 2o, sl H. pylori IeG
ViR RlE LcER, —BERCETS H. pylori @
BYRIBFOBRECAL NS L5 I EERHE T3k
EADERSY, 40EUEOTRERB CIRER FE
YOFEGBERERL, AFEFO 42— 2D,
ZOT LR KRE T L OFEREOE G
HFEnlcEL, ThUBORERENE LBl
Nl EOMTRERNEO M RLDLZEERTLOT
H»%5. H. pylori ORI ER L ZBR FETHDS
PICEAD Y, HEN - BEOLRBRISEEL, ©
DYFEL L LERPTEE0bRTWE. T, FET
wh i Bl iloBHE BRI EL, LR
B H. pylori @REATT TV 5 2 EPEEE S A
2. Ft, EREMCETS H. pylori DRERERAH
BEEITOER L HET 5 &, BT20R X THBER
DORERAEBILEL, T THIBRTEHEMERLED
fo. BRI, B AEEORIic oV TIE, BT
B G tlEE R bhish -io s, T TIIERERD
B BB SBRERNE K LIEANA LN,

H. pylori ORRELIE, 184 E K oHILHERE LK
YEL LToF LVRE» Mz T, H/E BRERD
FICIIREEC S WS A REORR A2 ED, BEF
RRLELCETTAZEMNTTFERTEY, NIH ©
BELR, &S oBRTHREN IO LT,
4SH, BERERMCED CTEERRETH L, HE
ETbhbaXETHD, MEEOHREZER T, &
PECHAEFIORCRE LT - LB
by, BABERRES» ORI H. pylori



494 FREFSME L1 E

DFFELET & R, © BEBBTIE DK<
L4 2EEORELRS Y, BEBEEYEL 2HEEORE
BBt Th s b, @ RBEEROBREHE LG RER
ORI 4 BLBRORE T, BBEEY S CEL 2
BEOREERL AL, TTOREEN B THL D L.
@ HBBEPILE 3~ 6 » ALUBROR AT BC-UBT %1{T
HZEBEE L. @ B#EFILEe ~120 B DR ET
MmiEH H. pylori HAECET#IHET A - L IIKE
BHEOR R T 2SS D, THY, EHERRT
W EREHELT, LoBELHRCLVBREY
TP EETHS. bHAEOEREIE L, £ H.
pylori OBREEELXAD T lohs, BB - BRE
BB CBREFARD THEHIERETER S I B ERERE
FTHLELLEETHS, —ALBRCBRERENET S
BLERYETH /T, #oroKELMELERL
Twh, 1, MR LAMEECRETHS. BAM
{EBREEABRECY L TR THERBE 2 - Tu
ORAOHEHEAR I ZZHALEELRA. <k, HEHA
OB 5 U AnT A v st bRk,
Abhao &Y=l BIFLEEN N 2 E S ARBEED
B0 - WO SA R ORI £ iE, AR ORER
BiokxhB8sE52 57 LHBREIN L. BRERKDY
Bl 3 AEHOBE X r U o — L OBREP, ¥DL>
RBESGBRINARER IOV TIE, BREHEIGE
OEBERA7 V=V IRLETHY, BEE6»A %
BEBEALHET S “RYGER 2B 5k A
ERY OMBLAEAHETHS.

& » Y [C

H. pylori "EREhTHEE, ZoOMOBFEOH
FITHEE L, RRERECET IHECEETORN
EABRCRBELAHTTV5H, WETTOMER L
NEE ARG ESRREICEA P RBF O A%
CRIALAERHETS L. —F, BRLOBE>
WTHERS TEELHMREE TS, H. pylori BH
LE%, BBREBFLTEELOBEERL S AFEBEI LA
i, BREEEL ChE U ECRBOCHRBEIN S LE
NnBHAH, Fil, 77F VORFOD LHEDHLATED,
BRI LT —E¥BOH T 2=y FEPEE LR
AREOT 7 F VERELEEShTE D, SHBOERN
s hs,

(BT O —HIE R 7 FEFRAFEERERH DS
LU T « 8 FEBARNEREROBRIN A Z )

F8E FHIFSH

2 % X &
1) Palmer, E.D.:
spirochaetes of the human. Gastroenterology, 27:
218~220, 1954.
2) Warren, J.R. and Marshall, B.: Unidentified
curved bacilli on gastric epithelium in active
chronic gastritis. Lancet, 1: 1273~1275, 1983.
Kuipers, E.J., Uyterlinde, A.M. and Pena,
A.S.: Longterm sequelae of Helicobacter pylori
gastritis. Lancet, 345: 1525~1528, 1995.
4) ## {EBE: Helicobacter pylori & HILBERE
Helicobacter pylori B¥: & ELHEE OB
B+ 2 MR SMRE. BFEY, 500 1029~1035,
1995.
Trkles, RRHER, mExm RARE, REE
f#: Helicobacter pylori # & < » T—H LM
#. Current therapy, 14: 1719~1723, 1996.
6) Henschel, E., Brandstaetter, G., Dragosics, B.,
Hirschi, AM., Nemec, H., Schuetze, K., Taufer,
M. and Wurzer, H.:

amoxycillin plus metronidazole on the eradication

Investigation of the gastric

3

g

5

Pl

Effect of ranitidine and

of Helicobacter pylori and the recurrence of
duodenal ulcer. N. Engl. J. Med., 328: 308~312,
1993.

Kokkola, A., Valle, J., Haapiainen, R.,
Sipponen, P. and Kivilaakso, E.: Helicobacter

-3
—

pyvlori infection in young patients with gastric
carcinoma. Scand. J. Gastroenterol., 31:
643~647, 1996.

8) Ciociola, A.A., Webb, D.D. and Turner, K. :

Dual and triple therapy regimens of antisecretory

agents and antibiotics for the eradication of

Helicobacter pylori @ An overview. Scand. J.

Gastroenterol., 31: 643~647, 1996.

INEF M, &35 —:  Helicobacter pylori Bif

SEVZBE T 5 IR A R — R BB A & OBE—.

HAROBERFSMEE, 460 256~269, 1997

10) Suzuki, J., Kataoka, A., Tsuchida. T., Takeda,
M., Ueda, N., Kanamaru, C., Kobayashi, I.,
Mine, T. and Fujita, T.: RFLP analysis of
transmission of Helicobacter pylori in spouses.
Gastroenterology, 112: A302, 1997.

9

el



11

)

12)

13)

14

Z

SRSl ¢ Helicobacter pylori BYSfE DLW & ST E

Asaka, M., Kimura, T., Kudo, M., Takeda,
H., Mitani, S., Miyazaki, T., Miki, M. and
Graham, D.:

to serum pepsinogens in an asymptomatic Japanese

Relationship of Helicobacter pylori

population. Gastroenterology, 102: 760~766,
1992.

NIH consensus development panel on Helicobacter
pylori in peptic ulcer disease.: Helicobacter pylori
in peptic ulcer disease. J.A.M.A., 272: 65~69,
1994,

Sung, J.J.Y., Chung, S.C.S., Ling, T.K.W,,
Yung, M.Y., Leung, V.K.S8., Ng, E.K.W.,
Li, M.K.K., Cheng, A.F.B. and Li, A.K.C.:
Antibacterial treatment of gastric ulcers associated
with Helicobacter pylori . N. Engl. J. Med.,
332: 139~142, 1995.

Megraud, F., Lehn, N., Lind, T., Bayerdoer-
ffer, E., O’Morain, C., Spillr, R.C., Unge,
P., Veldhuyzenvan Zanten, S., Wrangstadh,
M. and Bruman, C-F.: The MACH 2 study.

15)

495

Helicobacter pylori resistance to antimicrobial
agents and its influence on clinical outcome.
Gastroenterology, 112! A216, 1997.

Labenz, J., Blum, A.L. Bayerdoerffer, E.,
Meining, A., Stolte, M. and Boersch, G.:

Curing Helicobacter pylori infection in patients
with duodenal ulcer may provoke reflux esopha-
gitis. Gastroenterology, 112! 1442~1447, 1997.

16) Michetti, P., Corthesy-Theulaz, I., Davin, C.,

17)

Haas, R., Vaney, A-C., Heitz, M., Bille, J.,
Krahenbuhl, J-P., Saraga, E. and Blum, A.L.:
Immunization of BALB/c mice against Helicobacter
felis infection with Helicobacter pylori urease.
Gastroenterology, 107: 1002~1011, 1994.

Cuenca, R., Blanchard, T.G., Czinn, S.J.,
Nedrud, J.G., Monath, T.P., Lee, C.K. and
Redline, R.W.:
Against Helicobacter mustelae in Naturally Infected
Ferrets. Gastroenterology, 110: 1770~1775, 1996.

Therapeutic Immunization




