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Immunohistochemical Study on the Relationship between the Distributions of Helicobacter pylori and
Metaplastic Lesions using Whole-mucosal Step Sectioning of Resected Stomachs

Ren Shun Jin, Shin-ichi Ban, Motohide Takahama (Second Department of Pathology, Saitama Medical School,
Moroyama, Iruma-gun, Saitama 350-0495, Japan)

Chronic active gastritis caused by Helicobacter pylori (H pylori) infection tends to progress to atrophic gastritis
and is often associated with intestinal metaplasia of the foveolar epithelia and pseudopyloric gland metaplasia in the
fundic gland area. To determine the relationship between H pylori infection and metaplastic changes in the gastric
mucosa, whole-mucosal step sectioning studies were performed using 10 surgically resected stomach specimens
that histologically showed H pylori attached to the foveolar epithelial cells as well as chronic active gastritis. The
10 specimens were obtained from 5 cases of gastric or duodenal ulcers, 3 cases of early gastric carcinoma, and 2
cases of advanced gastric carcinoma. All formalin-fixed stomachs were sectioned into numerous tissue blocks
and embedded in paraffin. A series of 5 p m-thick serial paraffin sections were made from every tissue block and
stained as follows: (1) haematoxylin and eosin stain, (2) immunostaining for H pylori (HP), and (3) double-staining
using human gastric mucin (M1) immunostaining and alcian blue (AB). After each section was histologically
evaluated, 5 staining properties were selected and the positively stained areas were plotted on photographic copies
showing the stomach specimens. The five staining properties were as follows: (1) HP*, (2) IM + AB™ (compatible
with complete intestinal metaplasia), (3) IM + ABYM1" (compatible with incomplete intestinal metaplasia), (4) Fov *
AB*M1™" (foveolar epithelia without obvious intestinal metaplasia but with an intestinalized phenotype), and (5)
PM - AB* (pseudopyloric gland metaplasia, mucous neck cells or pyloric glands with an intestinalized phenotype).
The 10 stomach specimens were then classified into three types according to the distribution of these 5 staining
properties: type I, showing HP* IM™ PM™ (5 cases); type II, showing HP* IM"PM™ (2 cases); and type III, showing
HP*IM PM* (3 cases). In type I, the distributions of H pylori and the metaplastic changes, especially pseudopyloric
gland metaplasia, overlapped. In types II and III, the distributions of H pylori and the metaplastic changes, especially
intestinal metaplasia, did not overlap. In 4 out of 5 type I cases, H pylori was observed in areas of incomplete intestinal
metaplasia epithelia IM + AB*M1%). Type Il and III cases generally showed higher degrees of mucosal inflammation
and atrophy of proper glands than type I cases. Four out of 5 type II and III cases were associated with carcinoma,
whereas only 1 type I case was associated with carcinoma. The other cases were associated with ulcer lesions. In
conclusion, areas of pseudopyloric gland metaplasia with mild intestinal metaplasia may include areas of H pylori
infection, as observed in type I stomach specimens. This condition may induce ulcers. On the other hand, areas of
marked intestinal metaplasia associated with severe inflammation, as observed in type II and III specimens, do not
contain areas of H pylori infection but may increase the risk of carcinogenesis.
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Helicobacter pylori (H pylori) FEHIC X > TEEE Ml d 52 I3HEETHS.
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secretory component (SC) PEAMNVEFRET, RIEFTHD
B L TWaB M5, B ERABERIE T H pylori
WX 2 JR T S D AL LU CTH pyloriZzHEFR L TH D,
Wi bR Ab A& H pylori DFHGERFIT 09 2 Sy A
IS TH 5 &I 5 R ZIEEBLTWS. LAL, 12
5 Y OMEHIYVIBRE 1 5 Y] 0 & N DEOFIRL A %
WEgE g e LTnas. BHEERIEE, HEehds0nigd
B L HZMEHEE S TRETHB &, FOHT
Wi bR Ab A D 5 &b 2 REIE SRR IR YIS — 8 D 5 a1 %=
LEoTELTZEVIHE " EEET S L, Hak
e RE| UTAEAR 2 /2 U T H pylori &G & i F 2B
E DBRZRETT 208D 5 L Ebns.

Wi b Rz b 1 Paneth i fld D A fEIC X D 5B & AN
TR LTI N TR, P59 13 s hi R
{E22HIRRGET OAS A 5 70 b R IgA 75 E D BT 5 Jaj il
FIERINCE U CTiliZE DRI ENRRO S NEho iz b
LTW3., UL, 4E, H pylorifERNH 5 NS
FERMIG AL RO ERNRE SN TEH B,
Wi bR AL ARG & H pylori &G & DEARIE BHIGETT %
REND 5.

BIHEERICIE> TOAIEMEREICIE, W EREE
D A, B PR B B R T B A M IR A
(pseudopyloric gland metaplasia) D15 N T 5 6719
UL, H pyloriEGUC B U7 BHER RICBVTHRE
BETEFETEHINTOARY. MES™E, 154604
fiHEZeR L, HEEIICHET L TEEE RO EZ
T, W ERIEERE BRE T2 DDM, BRI E
EMTERDE DT TOBD, YRS T T2 H pylorilc
DNTOHRIE RN TIR L, TR DOV Tidfith

Table 1. Clinicopathological features of 10 cases

=,

T,

bbbk, SEl, H pyloriEG: & BRI iz obd:
PERZS & ORREIAS ST % HINT, YIRRE 24
B B H pylori D345 & i ERAEA 36 K OB LA
DA%z LU Uz, ERIICBI L T, FRCHIRIE
Hhb AR H Uk,

HWREFE

1998 4F- 2 HM 5 2000 4 3 H F TIc i EERIRZARMS
JESRlEE K U DBEYERECE - e, B
Di=DYIBRE NI 431 HIOYIBRE D > B, HHERAMIC
H pylori MR E N, g LR b2 1 - 748 TS
S R2 2 Uiyl Re 10 flzx5 e Lk
(Table 1). H pyloriEHDOMEFZRICFR L TlE, MEtL7
YIBRE D OWRHEZK O 2DICFHEETNIZE DT
H o TR DRIFIREN T LB K o Tziz
o, FRHIEERED % WIE EREICH pylori DHERR T
T DICRRE LTz, WWERITIE, - T 168mE5
A5 B, FHEAEEGID 3F (55 1T EEE S
B0, HEITHEEIN 28 TH Tz, BHIHMN 64,
M4 %, R 43 ~ 79T, FIERRE 59.4 1% T
Holz. WIFNDOEEEBEICRERRIEZIT TV
V.

10% RV ~< VY > T 48 ~ 72 W[ E X N7z B YRR
HOMEHZ O € — TRk L%, E3~ 5mm,
EX25~3mmDAkZTITLREL, av¥— oy
LKEEEAN, o7 7y 2ELZ 3
TOINTT 4270y 7 K0 5pumiEy 2 ERL,
(1) HESt, (2) §1H pylori € / 7 11 —F )Lifk (clone

case 1 case 2 case 3 case 4 case 5 case 6 case 7 case 8 case 9 case 10
Age 71 43 50 55 76 63 55 50 79
Sex F M M F F F M M M
Duodenal | Duodenal| Duodenal| Gastric | Gastric | Gastric Gastric | Gastric| Gastric | Gastric
ulcer ulcer ulcer |carcinoma| ulcer [carcinoma| carcinoma| ulcer | carcinoma|carcinoma
Pathological Ilc, type 2, | Ia+Ilb, Ilc, type 3,
diagnoses | Gastric porl, tubl, tubl, tub2, tub2,
ulcers T1(M) T3(SE) | T1(SM) T1(SM) | T2(SS)
(multiple)
Gastric
ulcer
Type*** type 1 type 2 type 3

* M; male, F; female

** according to Japanese classification of gastric carcinoma 13th ed.,1999

*** see Figure 3 and the text
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371/254. 55; Novocastra Laboratories, Newcastle ,
UK; 7 fRA5% 1:50) 72 L 72 sl b2z e (HP),
(3) ¥Hihuman gastric mucin® / 7 & — 7 )L $i {&
(clone45M1; Novocastra Laboratories, Newcastle, UK ;
TRAGER 11 50) 2 Wi b 2 (M &
alcian blue pH2.5 (AB) O —HEH {21775 > 1=, afFii
ML EORMLEEE LT, Hpylori T M) T2
ALFE (37 °C, 10 43), human gastric mucin Tl 7 T
VERRER T A 7 a Y o — 784 (500W, 10 73)
I KB PRS2 2N E T8 - T, skt
OO MBRE TRV DAB TR L 7z,

IR TOEARZEMBE THIE L, SREOHERR
YO UK FICEisk Uiz, E7z, WPRTREDR & AR
DINBEBRXORBICDE, KRORIEORE, EARR
D Zfin O RS % Updated Sydney System'™ 1 fit - CH
ELT.

R

1. MR35 K O H pylori DFAORERE & BISLEE R DO
a. MR DGt E

MR Rz, M1 ORBEE MY, ABO&
Btk (AB), BXUCHEDEE (ABTM1Y) o#6iH
mbontz. B ERILEDORSNEWIRE FRDZ <
MY ChH -0, ABTMIT 2 E 4 2 b Ed 5N
7z (Fig. 1a, b). i ERACE 213, ABT D& &
AB M1 T i & S 5Tz, ABT Dl LR
SERTNCHYS S 2 kR T H v (Fig. 1c, ), AB™M1*
D AL AR RN Y T 2% THh - 7=
(Fig. e, ). BHEMEHK T, AB" % 29 2 MO
HE D B WDISAPIIM L EDERS 5tz (Fig. 1g, h).
F 7z, HEEESTIEABT ORI BB S H
7z,
b. H pylori DYLHERE

H pylori DIGTESIE, FREERmOMKREN, M L
Rz DA m ¥ X CHIEENICERS 5 (Fig. 1), —i
TRIFEOFEHLTHRD LN, £z, HiEEAET
A7 7 —VICHBINGE BN, TOLD
TREBNL Tl E PRI S ICRRD BTz, IR
FENITHFHRERDY L B NTZEBOL T, H pylori DRGHS
MEBEHEICEED BNz, BIEOMER EDRETR T,
9 25 T D RE TR N S0 & BH O RGN 1 H pylori D31 &
EoTehy, HSED R HEEMIE R ICIEFED 5
Nixzh-o7z.
c. BIZEHE

D EDOmARZSEZ, EROMKEEDERE &
WepoBlEahs, Yo LK EcvyEYF93%5D
DS ELREZEDT- (Fig. 2). ZN5iE, (1) H pylori
D5 (HPY), (2) ABY Ol FRAtA:00554 (IM - ABY),
(3) AB*M1* D5 FRzAbAED5 1 M - ABTM1T), (9
AB*M1" D5 [z D534 (Fov - AB'M1Y), (5) AB™

Fig. 1. Microphotographs showing the histological appear-
ances and the histochemical and immunohistochemical

staining of the gastric mucosa (a, ¢, e, g: HE; b, d, f, h:
double-staining using M1 immunostaining and AB; i:
immunostaining for H pylori). a) Foveolar epithelium
without obvious intestinal matplasia. b) A serial section
adjacent to Fig. a showing positive results for both AB
and M1 (AB™M1%). ¢) Complete intestinal metaplasia. d)
A serial section adjacent to Fig. ¢ showing positive AB
results (AB+). e) Incomplete intestinal metaplasia. f) A
serial section adjacent to Fig. e showing positive results
for both AB and M1 (AB+M1+). 2) Fundic gland mucosa
with an increase in mucous neck cells and pseudopyloric
gland metaplasia. Inset shows a higher magnification of
the mucous neck cells (arrowheads) and pseudopyloric
gland metaplasia (arrow). h) A serial section adjacent
to Fig. g showing positive AB results (AB+). i) A serial
section adjacent to Fig. e and f showing positive H pylori
results (HP+). Inset shows a higher magnification of the
area indicated by the arrows.

DO FEHIIE « 2418 PR AR 38 K T PR D 5 4 (PM
AB"), L7
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Results of histochemical
and immunohistochemical
stainings

negative for H.pylori
positive for H.pylori sssssssssssssssns HP +

Staining property

positive only for AB ss=ssssscssssssnas IM-AB*+
Intestinal metaplasia <
ositive for both of
2BandM1 ----------------- M - AB+M1+
positive only for M1
Foveolar epithelia <
positive for both of
AbGAd M) 2 esReEmmmmamenn FOV'AB+M1*
Mucous neck cells negative for AB
and pseudopyloric
gland metaplasia
in fundic gland area positive for AB ~ sssssssssssssssss PM-AB*
negative for AB
Pyloric glands <
positive for AB~ sssssssssssssssss PM - AB*

Fig. 2. Staining properties of the gastric mucosa and
abbreviations.

2. BSBISEEDO DI —

FBHEEZO NS H T, BET Uiz 10 $EH] 72 DL
D 3 DDtypel ¥ LT (Fig. 3).

Type I: Fov « AB"M1* 35 X 1'PM + AB™ AV P8 4>
BAE A RIT DT TILHEIFIC O L, IM - ABY B X
CIM - AB"M171Z, & & ICBIPTEh Sk FEBic BB
LU CHMREICRD b b 0. T Dtype TIEHPT
ZIZIFHERICEED, (WENEDOHEEiT DR
5Nz,

Type II: Fov - AB"M1" 55 X U'PM - AB* HVE 21klC
FES5ICHmL, IM-AB B X CIM - AB"M1T 43,
& B ITHIPTER I K OVINE 72 HhuOIT U T2 ARSRIC i) o
WKL TV ED. T Dtype TIEHPH IZ B HHICH
5N, W RO B L Tz

Type III: Fov - AB"M1* D43 13 B iAEICH M
F5N, PM + ABY I3 AERIC LIS O LT e,
HPY B Eic Aoh, PM - ABTO 9 L AL T
B, type I & [FRRICHE ERALE DD & X AHB S
AT H - 7=,

LU EOFERA, H pylori hAid % 5 (HPY) Ic3ks
J 50 EREE M) &aPPRMEd: (PM) OF S
WOHENSHS L, type IEHP IM'PM™#, type II
I HPTIM " PM™ %!, type IILIZHP'IM PM* %! & 2 B
T&E5.

3. Frtype & HIRZ & ORAR
type Li&, 5BID S B A FINEH 5 W+ FEHOD

PM-AB" IM-AB’ IM-AB'MI' HP*

Fig. 3. Distribution of the 5 staining properties plotted on
the entire gastric mucosa in a representative case of each
type: Fov + AB™M1*, foveolar epithelia positive for both
AB and M1; PM - AB*, mucous neck cells, pseudopyloric
gland metaplasia, and pyloric glands positive for AB;
IM - AB”, intestinal metaplasia positive only for AB; IM -
AB*M1*, intestinal metaplasia positive for both AB and
M1; HPY, H pylori. According to the distribution of
the five segregated properties, the stomachs specimens
were classified into three categories: type I, type II and
type III.

B, 1 HIDNE 2 S0 LR IEESTH - 7.
type I 2 A SN, EITERRH 1K, FHEEH 1
BTHoTz. Tz, type HE 3 HIT, HiEHMH 14,
FAAS G L EI, ETHRER 1 TdH > 7z (Table D).
4. % type & RIEDIRE, FHBEZHOREE & OB %
(Table 2 ~ 4)

SIEF & SIS EEEERE R EZE L TV, typel&
type 1T, 12MERSEMIRTE, HhEkiRiE & &1
EhoHEENTATH- 2. type ITIHAEEED &
PSR TRV AED R 5 N, type I TIZHPTEE O &
s RehatEmcH > 7. type NI TLE, 181
RIEHIR NS P S @, i hERIE B D
SHEEENTIRT, MIEOERNIC K % 23 typel, type
IMiE EHHE T Ao o, BFPERIZI O & 4 R
D ZE i DFEE (3 type 1T & LI A type 1 X  d@ W E AN
HoTz.

5. AR E 2T % _EREICIIF B H pylori DIFAE
st U7z YIRS 1061 5 B 4 51T, —HDIM -
AB"M1T D |- e 1 H pylori Bt T - 7= (Fig. 1,
D. 461& & type 1T, HEHIN3HI, BiEEZA0HL
TR EREEID 1 B TH > Fe. ABMITOIRE R
(Fov « AB*M1") 1c & H pylori DRGNS 5N -
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Table 2. Degrees of choronic inflamation of each case

type 1 type 2 type 3
casel | case2 | case3 | case4 | case 5| case 6 | case 7 | case 8 | case 9 | casel0
antrum
t~ H~ |+~
lesser ++ | +~++ ++ ++ + ++ ++
+++ +++ | +++
curvature
antrum
++~ ++~
greater ++ ++ ++ +++ + ++ ++ ++
+++ +++
curvature
body Y
lesser + ++ + e~ |+~ |+~ | ++ ++ +++
+++
curvature
body
greater + +~++ + + ++ ++ ++ ++ ++ ++
curvature
-; Normal, +; Mild, ++; Moderate, +++; Marked
Table 3. Degrees of polymorphonuclear neutrophil activity of each case
type 1 type 2 type 3
case 1 | case2 | case3 | case4 | case5S | case 6 | case 7 | case 8 | case 9 | casel0
antrum
lesser ++ + ++ |+~ -~+ + + |+~ 4
curvature
antrum
greater ++ + ++ + ++ -~ | b~ + +~t+ | +~++
curvature
body
lesser + + + + t~t+ | +~++| ++ + ++ ++
curvature
body o
greater + + + + +~++ | +~++ | +~++ + +
+++
curvature
-; Normal, +; Mild, ++; Moderate, +++; Marked
Table 4. Degrees of glandular atrophy of each case
type 1 type 2 type 3
case1l | case2 | case3 | case4 | case 5 | case 6 | case 7 | case 8 | case 9 | caselQ
antrum
tt~ | ++~ | ++~ | ++~ +4+~
lesser ~+ | +~++|  ++ +~++ ++
+++ +++ +++ +++ +++
curvature
antrum P
greater -~+ + ++ ++ ++ . +~++| ++ + ++
curvature
body e o
lesser | +~++ | ++ + +~tt | +~++ +++ | +~++]| ++
+++ +++
curvature
body
greater -~ |+ ~++ + + +~++ ++ ++ | +~++ + ++
curvature

-; Normal, +; Mild, ++; Moderate, +++; Marked
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B LA LT, ERERIC I T > Ml
OHEMNEGNS L L BIC, TOMKRIEE LB LT
%2, bhvbhid, HEREFFRICZ, Otab™ D
JFEICHEC THEMSRIEE D~ — 1 — (MD) & JG8S
ke O~ —7— (AB) O HEREIC K S MRIPE
DL HbETHET Uz, B B bk e R
TR LI HEN TS . R g (b
SRR EOmE D B IEFROEEZR L TWaE EEZ
BNTVAEND bNbNOMHTERIEORRT
HoTz.

—77, HERREEICEET 24P AR, L
BAbd &7 5 ATIBIER RICK 2 EHEIREREOM R &
LTCTHELBRZELLEENTVLE Y, bbby
PR A ORERCHIFI D T, ABT DRI E DR 72
A9 5 AMICRRICER U, B LR bd & kst
Liz. AB"OKSIEEIIC £ b BNz L T ADD,
BIIAE & AR PR ARG & SRS RIEE DR E & v
SHEMNSIFREDLDEEZENS. FHERNICT v
~ OE RIS 05 ARiE 2 E L EE 5 L, ABY
OEIE AP L E D B 0 2%,
EIOREEORE L EEICHT 22 TH B L iR X
NTWV3. bNbNORERNCERD 5Nz ABT DI
OB X CBMPIRMEAEE, H pylori DESR I X T
ZAUCBEE U 7= RIEIC K B R B DIEFEICE->TH
T O TREBEORE L IBBICBT A2 b EEZ T2, &
7z, BIEEE O PRI O —EIC ABY O R 2R 1=
N, ThEREOZLEEZ T-.

AW TIE, (1) HPY O, (2) IM - ABY 047,
(3) IM + AB"M1T D734, (4) Fov + AB"M1T D3,
(5) PM - AB" D004, L5 5 DDBIEEE R EhE
HRARIC BTG LTS R, H pylori DTFE(E & KLl
Rz DA MZE L & DR type T (HPTIMTPM™ ),
type II (HP'IM PM ™ %), type IIl (HP'IM™PM* %)
D3 DITHFELT-.

type I Tl ERABAEERTET O AICTH AH NS
& DD, H pylori IHiIEHZ 5 AT H BIRICED BN,
H pylori D347 & i EEALED D RICE R D BH LN
o, 7> T, BREOEHLAN B, EETYDEHD
KO ICIMBE THICH pyloriDM R E N TV S & idv
A AN

—J7, type II'TTI&, H pyloriD 774 & g Fzb4 o
A & DWAHEE U T e, H pylori ST I3 H 4
KIIERDP BT DD, i FRZ AL EEE A ER &
HAT WP SARESINBICHERT 5 DICiE> TH
loriMHERRE N, B AL DB K A TWIR WSS
HITZREE T H pyloriEG: & il O RIEFT R IE L TV 5
ERIEFTTEMTESL. TDtypellDX S, H pylori
Dt & ERALED S E B L Tz b9 %

=,

HE M & AENS, 15 ERACED H pylori DFE
QU T B ISR TH B LT 552570
DIGRIC B RN SR TEDHTUIEBHE VR B,

Z Dtype [ & type I & DBAFRICEI L TiX, type IT
EHIEEDRIEFT AN &5, RIEDHERE L
T FRAEAE & EHENE SICHEIT UL, FiEEES Tl
R & R, AT RIERT R O5E W type 1T
DIEABITLTOL AJRE S Z 2 5N 5. B IERHEEK
KBTI, BRI AMPIRRE U 7RI 4 U
BEENTW3E?. £z, SRIOBCE ERZO—
I ERALAE L RBED AB ™ML DK i d272 2 &by
5, M FRAEA I ABTMIY O Rz D &4 U183
EHEE LT, e T, type LITH S NI AL A
R AB M1 O FR I FRALAEDE T T, type I
ANBATT AR R EZRIEESRVD, TS D4
PR 2E S ABTM1T DR R AV LT U e type
[DRERD IR I EEAL N D> Tz &
5, ZNoHHLE EEEEICBIT LTV E
2. E77, type HOAEIC 1E Fov - AB"M1Y
RPM - AB b dh Lhdbhah o7z HEnc
LEEZBLE, type I type D FIEREDIRAE & 13\
29, FNTUTREE L A x LTz,

type L&, H pylori D534 & B ERARLED 4RI
MM H SN, type KIS % — /5T, H pylori®D
SRR —303 % PM - ABT 4328, type IC B HEMLLL
fec &b, type I & type HDHIRICHIEMT BN
W, EEOR ERALEICIES H pylori DPEBR &5 55
Tldtype INTAWEEZ SNz,

type [ & type II, LTI, B LIZHRENRES
s RS, BB, type II, TIORERNZ 5 FiH 4§
B2 P> TV, type LOSERITIE 5 FildE 212 -
TWDF 1FHIORT, ULHhEIEERE->TED, bk
D 4 BNITEGE DI DIERTH > 7z.

UEDz &5, typelltype I &K G, H
pylori G BE U 7B ZEREEE RO ZN TN
BIERER / RLTWVWB EEZILNS. T NDtyped
KOBEDBAYERAENE T EIFHEHELTVS. L
ML, typeIBXCHITIEZNHDG FRILEDETE
TH, ZHUTKDH pyloriDFEBRIZIB T 20, s8LOR
JEWRERE U, SERAEDEBRIEDTUEZE DTV E 4
BENBZDICKHLT, type ITIE, FEOBRILIE,
B FRAEAEIC RS 880 Fov - ABTM1Y, PM - AB*
WO IETECY, BREOGRERZENEDODH
Dlori DR T TH 2 T DICIBEIREZET S
ERITTEMNTESNE LAV,

SEkET U7z 10 il 4 1 TAB M1 D5 Rz (ke
\Z H pylori &G w388 7. Genta 5™ DAEMHIC DONT
OMETIX, H pylori G - B A2 2 ERbd
ZRRERID 85%ICFEH TV BN, T DK 80% 357 11
DEWVEEHTH -7z, SRIbNDONOMEITEH
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Dlori M35 UTe A5G Rk ER 7% 386 72 4 6]
3R Ctype I CIEEG 2> Tz, TDT ki, typel
THI 2 LEOBERULD 0 H pyloriZZ PR T E 720
TEEBRL, type ITIEATZR2EN FREAE FRZAD
H pylori RIS DIEFRIAF D O & DIC 75 % ATREMED
HBEERELTWAEDEHDbNS.

bnbNdD 3 DDtype DX 57, ¥z BRIEHESR
29 BHEMICEH LTI, SERIOME TIEHLENTIE R
WA, TEEORIESICDZREMEOM, HEDE DD
LZHESH, SGHEIDIHRH LT RELRH S LD
bns.

R

1. H pylori OB T Ez fiRaA 5 2 iEs8 U 7z 10 oY)
BRSO REHEIEAZESL LT, H pylori D534 &G
W b B B 3 K CIBRIPIRR b AE D 9 1R
& DRz MR Uz,

2. YIBR BRI IC 35U % H pylori (HP) O5345 & 5
EREAEAE AM) B K THBEPIRREE (PM) O 7ZiE
BT LIS L, ZONRIRZ— 2D 5 25ER 7 typel
(HP'IM'PM* %), type Il (HP'IM PM ™ %)), type III
(HP'IM"PM*#) 0 3 DD typelc /5 4E L7z, typelld 5
i, type IIi& 2 i, type IILIX 3 I TH - 7=,

3. type I'C W& H pylori D347 & 5 B AL E DR A Y
PIESCEAR D, type L E LI TIXH pylori D734 & |
R AbLE Do & Dk 2 2 U Tz, (AR A1,
type [ & type I CTEHFICBIZ SN, H pylori D4R &
HEHROMNE SN, type ITIIAT K O & WYFTERIC 58
WRIEM R BN, type ITTIZMFTEE & © & AERICHE <
RoNiz. RIEDORNE, EHEROZEMEORE X type 1T
A type I&K DWW EANICH > 7z, type 1T 5
EEEEAED, type I E LI TIE 4 HIHEEELES T
7.

4. DLEX D, type I'CIEAMAMRRILAE DR E DG LRz
BT K % H pylori DHBED AR TH D, TR
BREDFEKEIRD 5B EhREEN, £z, type
I, MTEEG LR TH pylori DHERNEEC % &
DDFRNKIENRE L, BHREDVAINEmEST L
MWRgE N,

5. 063k, W FEALAETIEH pylorilZfaltk e N CE
W, AWZECld type ISR E Nz K 5 H pylori DHERR
AT Il ERAV EDFEIEL, TSR EDF
KEizh s 35T EhREIni.

# O

M2 R A B\ & T2 O Wl /)72 TRV T AR 25 i B
FPHEMAIN Y, BFERUIEBRG T 2RI CoeA=EA
ISR &£ 9.

BB, KX DEFO—HRIE, 589 [ H AR
ez (2000 £F 4 H, KB I8V THE L.

X W
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