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S0l x| & HgtolH Y x5 3}

Helicobacter pylori 2| Lewis &3 H#g7ie| olatM

H. pylori ¥ E°] ¥& vt H pylori 20l &AW =19 9
Hutoll A vl ¥ H. pylori 9] Lewis ¥¥ XYY HYHY 239 Lewis §¢
EHY 2L Lewis FAYLe) ABVAHE Yol nA ATk 19983 9 4
19999 1 971 dAdgR AN Audagdels A7 253F WA
A7AAE A8t H. pylori Zho] AE 284 AL 40 st A 18 9,
HAYE 95 13 dE oz AAT 3L 247 HE 2404 F
A3 H. pylori, 218311 BA9] Lewis @AY A Ao gAY, a4HY
A Y, TSNS HALE o8 47 #ARPT dEH e AHE
Ak

1. Lewis $9¢ 478 8T 249 oganold Lo, AAL 23
o Lewis 399 EAWH 94013 d8ol fE duye BRIA gt
o

2. 943G =Ho FAT H pylori 759 33.9% 20 7/|oA Le* 9} Le' & &
stew, 10 H(16.9%)] dF AN E L e T@E AR 16 7H(27.1%)] FF9
AMe Lo B 2@ 281 Lo L & 25 33 ¥ 7FE 137
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(221%)ch. Agtol WE H. pylori 779 Le' Y Le* o tig FFx9 zlole
RUAA T, H. pylori 59 Le* ol g Ler o] F359 dl(Lele)E BH 43
A AFETES 068 + 1.16, ALTL 0.70 £ 0.68 2 B ALY HF29) 098 =

1.57 o] &) &2 ¥ A ek

3. Aol A8 83 20 oA AT Lewis FAYS] HPY WEE

Le(a-/b+) ¥ ©] 50.0%, Le(a+/b-) 3 ©] 10.0%, 181 Le(a-/b-)F ©] 40.0% I At

4. Lewis @AY FTAE H. pylori 9] Lewis ¥Y EHHN JAAAE B
€ W, H pylori M Le! 7} Ler BT} $-A13HA RHE BT Lewis B AF 0] Le

(a-b+)H Q] 7990 80.0% = Le (a-/b+) B oA S 10.0% 5T 29 JA BTk

ool AAE FHEHT, AFT =A% AP AN FAHE H. pylori
759 FEEAA Lewis o] 2EHJLH, FF9 Folx HFAYo]
Le(a-b+) 8 ALolA Le(a-b+)BET Le! 7t Le* Bth A5t A EAHUC
H. pylori &% ¥38 AA AT A@A Lewis UL L1371 A B3t
WEQAAY] 3ttE AAHT, Lewis FUol Ao A LI Hd &
A3ts HAHL H pylori & £F9 A3 @AgE FHAAN AFHojok & A
o}

A4 == T : Helicobacter pylori, Lewis Y, 234 A% A4



AL oIX|E HEONAM AFY =X 7
Helicobacter pylori2| Lewis& 3 & 7to| of by
<X e oM mF >
AA gz et ot

o & n

L A&

Helicobacter pylori(©\3} H. pylory= 1% €4 vlAE74 YAdges 9
Ao g AEE WRdd AL MoAAAY & Fusid, AgH
Y HEF AFAAZ LA AU, 1997).

H. pyloric AgoAE Ad3 &3¢ AdA &3 ¢ Fe] ¥-3s)
of A FEe gork ol H. pylori®l HEIAFY sRE W
539 48 FAFORA 39 AP A BloYEs PPE A4E
F gJon, AAZ H pyloric A= X FthFF(Lipopolysaccharide, LPS)®ll
&3 AR EYA 3119 Lewis T U(Lewis antigen)S F D Ye
Ao 2 ¢ax UthMillsF, 1992).

Lewis@ €A A9 F2 FF FUAZ HAETYdx FE HIAX
gt A EulAAZANE EAACE LewisF9e] AL 199 F40]
E A8 secretor gene, H gene, Lewis gene | 28] f X5+ fucosyltransferase 2]

Hefo] uwhgl A 18 FLEU Ley, Le® o Al 28 399 Le, L7t 2F3EY



(Figure 1).

Type 1 structures

aFuc aFu  oFw
‘Ll""‘>4 1’1—)2 1’1-')4
Let  BGall—3pGIoNAcI~IR L BGall—)3BGINACI—R
Type 2 structures
aFuc afuc  ofue
413 di-2 i

L& PGall—4PGikNAcI—R L’  PGall—¥4PGiNAcl—IR

Figure 1. Structures of type 1 and type 2 Lewis carbohydrate.

The enzymes required for generation of these structures are as shown next to the arrows
and are a1-»4 fucosyltransferase (Le® and Le®), a1—»3 fucosyltransferase (Le* and Le?),

and al—2 fucosyltransferase (Le® and Le*).

ol LewisF AF NN Le¢} Le'E H. pylorid] 2% o ol: X3
5 0] gl&0] K315 oj(Simoom-Smit 5, 1996), Lewis3 V3 H. pylorists] A4
o WA AFIt AEHT Ut

A48ty AT E B FHAHLE Le(at/b) B XY} ABH H|EH|HE e
He A 2843 A% AP=7E 5 AL Y3 UaUHeins, 1997),
H pyloridgEol £ Y22 Lewis@ ol H pylori®] FEAZ 880
T 7HE AAETE 28y 3% 23S AP §F 239 Lewis®

9 BEYI FEE H pylori2] LewisT ¥ EEPol= A2 A4l 8+



°] BIHYA(Umlauft F, 1996), F LewisBAF 3 ZAHE H. pylori9
Lewis¥ ¥ EAYAT ool flfol BuH7|T 3%(Clyne ¥ Drumm,
1997) o= HEF ZFEo] Qe el

Lewis3 ¥ EdYT AYTHe] dgye dig o2 Bugol Ui(Blasco
%, 1991; Murata 5, 1992; Torado %, 1992), 53] Lewis®¥ ¥ X HF o W3}s}
Ag T FAFRG= A7 AAHAKSakamoto 5, 1989; Torado 5,
1997). 34 A AYAME LeFdo] EEHE BTt 10%°] EF}siAI T
Hadd JAGIE Ledde] BHo] F715te] HXMF ol Lauren® FH
A9 A Aol Led AT Lo XENESF FAMEAE W, A
A4 A Bulde dREEoN ddH: Leddd Lodde I3l 3
g Euldede wHol gastd JAFodt FY AU AfAME 20-
40%%o] HAYE Budy oY LewisF U RHY W} ATl
Aol AL AA & K(Davidson 5, 1992; Kobayashi 5, 1993).

H. pylori®l MF%3 WEQAAZE vacuolating cytotoxin  A(vacA) St
cytotoxin associated gene A(cagd)7t F2 B FHUEH|, cagd 9} vacaA7}t A °lA
4 AY A% SN g WEER PAYLGE FPo] BFHJT (Figua s,
1991). 28 cagd 9} vagAf WALl i FURIE 959 Hugs @2
o)zt JeH, FWAN EAW H pyloritF 9 87%°13 ] cagh FAAE
Bt o) 9T Badt 31, 4G AIXNZAE R HAFY 9
Z(non-ulcer dyspepsia) E2tollA B 2ld FFE AloldlA cytotoxin M E 7

cagA FAZ YHEY Aol7t glvhm B oj(o] &3 T, 1998) H. pylori¢}



A8 Aol A ddd HE Aad HS5AAC g d7t 9e
& dAotk

oldl & @TIAME H. pylori FFEC] ¥ FIUAMN R 23H
WA ZHALE B3 H. pyloriztgol $Ad 234 AL A4 2 A
A58 AAG 2HdA i Fe H pylori® Lewis¥d EJFF A4
ZANA 9 LewisT Y EEY, 181 S5 LewisBAYR] JHUAE

golr gtrt.



I ANz 3 W

1. B3

1998 949 145 E 199d 1€ 3147HA] dA s s} ABadx
Hdol A A8 Astd WANFHALE A gste cLo™ 2 =X A H
pylorizgo] &AH FAF 234 AY w0 A 184, 23 H AP
fAFo2 Agd A 1345 ddoz sk

2314 AGTL AR A%y WAZEAAE AAGId AolAF NGl
EAE, AY AQo] FE {2 Ex 2EH2A AGolYd 44 A%
o] ofd A2 3L, AUYT L ZAYFHLE Adoly BYAEGe= &
AE A2 3k

2. 9y

7t H.pylori®] W%

AR 2stg WAAE AdEtd QARRY 224 opelA &z 27 o
Ao 2Ag AAT F =AY ALY CLOMAALE A HS AT E& =23
AU A @Fel $ol 4413 ol JAAcE 4L F Od M4
3T, urease A4 FEE AP MA DA FARANAE, A D
+ brain heart infusion agar(Oxoid)& 7]ZvjX|2 3} 5% sheep blood, 1%
IsoVitaleX(BBL), vancomycin 6 mg/L, nalidixic acid 20 mg/L$} amphotericin B 2
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mgLE #H7}3 A3} 5% sheep blood, vancomycin 10 mg/L, trimethoprim lactate 5
mg/L, cefosulodin 5 mg/. ¥ Amphotericin B 5 mg/LE 3713 A& o]&313th
%% WA= Microaerophilic System Jar(Difco. Co. USA)°ll ol Eg7}2(5%
0,,10% CO,, 85% N))& @3l vZ7|d ZAL D31 jard] 2 %2 o
#AE gol #7188 28 sgith 37°C F7)9) @ol wigsta 3-5Y
Fol 82O =2 H. pylori colony®] F4HEE IS F F4o & F¢E
Ha 793 gt

2EE 49 3L 29INY S4Fo2 HHUE HFolAA oxidase
test %A, catalase test YA Q) TFE H. pylori2 533k 40 24 &
FE oA EAdHuRA A 48T WEF QA E Aol 34314 3000
pmA 1087 Y48 E F blucella broth(Difco. Co. USA)°| vancomycin(10
ug/ml) @ trimethoprim(5 ug/ml)& A7t ¥ 10% glycerol & 10% FBSE Y& %
AREL vl o] FHAY F 54 wbeo] £F39 FA A0 BBAAA

Aol A8k

Y. H. pylori9] Lewis® ¥ XA A

H. pylori®] Le*s} Lerol]l thdt @Y ZHAMES IgM anti-Le* 9} anti-Le? (Signet
Laboratories Inc., Dedham, MA, USA) & A}-8-31 A A 9 3A}L H(Enzyme Linked
Immunosorbent Assay ,ELISA test)S A| 83} 3 thTaylor %, 1998). A B0 H
B3 AA H. pylori& BRFTAH A o] =L £ microaerophilic system jaroll ¥
3 BBL campyPak Plus™(Becton Dickinsom, Cockeysville, MD., USA)E ©| & 7]/

HE RAFTF 37T W P7IoA 44 wiFs. Wi YE H pyloris ALY
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T2 3t 3000 pmollA 10833 YAHAET F 005 mM9 sodium
bicarbonate buffero] AEF H ZSH(AeE 3l9 HEYE EHI H
pylori®] ¥ #E-< Bio-Rad protein assay(Hercules, SF, CA, USA) {-& o] &3lo o
BAE AF3ATh 96 well microtiter plate ol well 3 100 ug 2| 23 ¥ H. pylori
S EXF F 4°ColA FEd AT FH uEEd adRd AAE
$ 3 PBST(PBS with 0.05% BSA and 0.05% Tween20) 2.2 332 microplate & A
331, A gF APBS with 2.5% BSA, 5% FBS and 0.05% Tween20) 150 p 1
E Z welld] £F% F 24 2415 ADEE A P33T Microtiter
plateE tHA] 33] PBSTZ Al 35t PBSTO) 1:10002 2 34 A]3) IgM anti-Le*
9} anti-LeY (Signet Laboratories, Inc., Dedham, MA, USA) & 4T ollA] 2A]7H5 < vt
AT Microplate® Al 3a8 M 3§ & olx FAZE  horseradish
alkaline phosphatase 7} Z%¥ goat anti-mouse IgM 3 F|(Jackson Immuno Research
Lab. Inc.,SD, CA, USA)E 718t 1417 53 4°CollA] A& F 24 9
3l HL2olA 56 mg 2,2’-azino-bis(3-ethylbenzioline-6-sulfonic acid)(Sigma
Chemical Co. St.Louis, MO, USA)E 0.01M citrate buffer 10 ml°] 10 ul 0.03%
hydrogen peroxide® H7}3t 8Bl E3AUF Z wello] 100 uly £F3}4
5~102 3t WX 3Rtk 2 mM sodium azide 2 ¥HgE& AAAIY F 2FAHE o]
€3t 405 nmAX 9] FFEE SHSAT FHNHSY BAHL L} L B2
5 F3% 03 o142 A2 ). dR H. pylori TFEE ATCC 43504 T

o} §S1 #FE ol&3

N

o AT 239 Lewis®d EFY FA
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AdY 239 Lewis FY EHYL L9} Lol dE Zzte] 9884
FAE o8 A= G F Y22 215 A K Taylor 5, 1998).

A5 A48 WAAAAE S AAT ZHAM H pyloris] #RL
CLO™ %A o|¥ A, Hematoxylin-Eosin B4 T+ Giemsa FAo|A Fo] &3
Hx, o] i B4R ik dtd ojg 2L 3ums FAZ 3
©@&F ¥ standard avidin-biotin-peroxidase technique 2 ©] 83t Le* 9 Ler3 o
g A g AE AP, GFEAL FAE 22E AT 2
& A2k o] 331tk LSAB® kit(Labelled streptovidin-biotin kit, DAKO, Glostrup,
Denmark) 2 W73 €& A 3§ F AEC+® substrate chromogen(DAKO)Z oA
RS fEsigith 23e B3 FEn|Rez 3 FHIAY NFx
of ma} FL&A FMD B$E 2+, 20%01312 BEF LA F49 FSE

1+, A3 QYA g& H*E 022 39 FF3s%h

2} Lewis 3 A% A}

A5 A%F WARBAAE RS W G gaRe] FHE 10ccs A3
o Le*st Le*oll i@ 7S JANEE o185t HET Y LewisEAFE A}
3H3ith

oh. B4 £4

APZ23s BT ¢ BEUAE Ao 934 54 € 989 X
ol& B9 FrolAlF(x ) HAH One-way ANOVA & ©] 8391, AWFA
oo uw}2} Mann-Whitney test 2} Kruskal-Wallis test & AM-§35ich Z+ W+E

10



] A BAEAAAE comelation € ©]E3%E EE A3 BEHL
Windows-SPSS release 8.0 & AH838t 33331, p gtol 0.05 9% BS-E

FAAQA fFoldo] e Aoz BAHI}AC
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m & =

L g3 #&x9 433 &4

g #aE 234 AETo] 40 B(56.3%), A LT ol 18 W(25.4%), vl
A AFTol 13 H(183B)OIUE & £ Fuule 2P AGT ] 161,
glok?ol 26:1, WIAYY AF ol 116 ATk & Y HF AP 2344
AFTF0] 508 +12.1 4, ol 5271314, Bl ALY HF o] 5122123
A2 Z 219 g Aol fArtkTable 1). 2 9 T8 I AEEE
A FHe] Aole BFEHA Fth

Table 1. Clinical parameters of the patients.

“Sex
Gastroduodenal Diseases Age * (years) Total
Male Female
GU 9 6
PU 50.8 +12.1 40 (56.3%)
DU 19 6
EGC 5 1
CA 52.7+13.1 18 (25.4%)
AGC 8 4
NUD 51.2+123 5 8 13 (18.3%)

a: Mean = standard deviation

b: Abbreviations : PU(peptic ulcer), GU(gastric ulcer), DU(duodenal ulcer)

CA(gastric cancer), EGC(early CA), AGC(advanced CA), NUD(nonulcer dyspepsia)

12



2. AT 279 Lewis Y £33 Y

AAY =39 BEO YIIAAY F 60 oM Lewis FY EHYL
Le*+/Le'+ 7} 48 <i(80.0%), Le*+/Le’-7t 10 ¢(16.8%), Le*-/Le'+7}F 1 <l(1.6%), 1
A Le“/Le-7} 1 d(1.6%)2 H. pylori FF80] &AW AA A7 z79
98.4%7} Lewis UE& HAZAUTL 2T Lewis U EAHL 434
G, AT, 2 A% JF2o GE o UE 2ol UATH(Table

2).

Table 2. The Lewis phenotypes of the gastric epithelium

Lewis phenotypes PU CA NUD Total (%)
Le*+/Le’+ 26 14 8 48 (80.0%)
Le*+/Le’- 6 2 2 10 (16.8%)
Le*-/Le'+ 1 0 0 1 (1.6%)
Le*-/Le’- 0 0 1 1 (1.6%)

33 16 11 60 (100%)

a: The Lewis phenotypes of the gastric foveloar epithelium were detected by
immunohistochemical stain method using monoclonal antibodies. There was no
significant difference of Lewis phenotypes between each diseases subtypes (p>0.05).

b: For abbreviation, see table 1.

EF Bolde Lewis 39 EHYL Le* 7t L Bk $ 4514 TdE B¢
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7} 16 ¢l(27.1%), Le* Bt} Le* 7} $-A413HA 2R B-9E 23 (39.0%), Le* <
Le 7} FASHA 2 A9t 20 A33.9%) 01Ut ©1F H. pylori & 9B H
AHoIN Y Ago) met MLHRE U, 234 ABINE L7t Lo nT
S ASA ZEE A$E 13 9(394%), Le* 2T Lo 7} $A3HA 2HE A
£ 10 9(30.3%), Le* & Le 7t ®ASHAl HEE A& 10 o4(30.3%)°1A0 1, 9
GelM e Le* 7} Le? Bt} £ AM8HA ZHE A$E 5 9l(31.2%), Le* Bt} Le! 7}
SAA 2HE AS= 7 N43.8%), Le* 9} Le! 7t FALSHA 4@ddE FSE 4
25.0%) 01tk 183 M AW AFNME L7 Lo BTk S M s 2R
B A7t 3 27.3%), Le* Bt} Let 7 £A43HA 2EE A& 3 H27.3%),
Le* 9} Le 7} FAH8HAl 488 A$E 5 d@d54%)2 A Agede 5 £

H| 4 9] Lewis &9 R8P Aol AT (Figure 2).

No. of Patients Le*> Le'
14 B 1 3 m u! - w
12

10

S N A~ Oy

PU(n=33) CA(n=16) NUD(=11)
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Figure 2. The Lewis antigen expression predominancy in gastric foveolar epithelium
from H. pylori-assocoated gastroduodenal diseases. There is no statistically significant

difference between each gastroduodenal diseases(p>0.05). For abbrevations, see table 1.
3.H.pylori #59] Lewis ¥4 233

39 59 N H. pylori ZF9] Lewis ¥ ¥ EHYL &35}t 1 F
A L st Le' B BF B FFE 20 M(33.9%) 01U 1, Le 3 AT FF
= 10 H(16.9%), Le' &+ AT FFE 16 7/l27.1%) 0180, L Lo E &

F s e FFE 13 71(22.1%) © A TH(Table 3).

Table 3. The Lewis phenotypes of H. pylori isolates from the patients with

gastroduodenal diseases

Gastroduodenal diseases
Lewis phenotype PU CA NUD Total
Le* +/Lée’ + 12 4 4 20 (33.9%)
Le* +/Le’ - 6 2 2 10 (16.9%)
Le* -/Le" + 12 2 2 16 (27.1%)
Le* -/Le’ - 4 7 2 13 (22.1%)
34 15 10 59 (100.0%)

The Lewis antigen expression of the H. pylori strains in gastroduodenal diseases was

tested by ELISA test using monoclonal antibodies to Le* and Le¥ and the value of

15



optical desity was read by spectrophotometry at 450nm. The cut-off value of optical

density(OD) was 0.3. For abbreviations, see table 1.

Z AgFo] e Ler o FIEE BY 234 AYTL 059065 AY
T2 059 £ 0.64, HAFY HFTL 0530522 A 23] FATEH zto]
E A% 23y Letol A Le' 9 HielenE RE A AYTS
0.68+ 1.16, A PT 070 0.68 2 HIAYFY AFT] 098+ 1.57 ol vlaf @

A YEL s th(Figure 3).

Le/Le 5.0 |
4.0
3.0 ¢
- A
.
= A
2.0 t -
- X $
-  y
- A [ )
1.0 * ——
—_—
[ | A
0.0 u 4 *

-PU @0=34) L, CA (@=15) ¢ NUD (n=10)

Figure 3. The ratio of Lewis antigen expression (Le'/Le*) of H. pylori strains according
to the gastroduodenal diseases subtypes. The mean ratio of Lewis antigen expression
(Le*/Le”) is lower in peptic ulcer disease and gastric cancer than in nonulcer dyspepsia.

For abbreviations, see table 1.



H. pylori 1A Le* ol W@ Le¥ & Hl(Le'/Le) st o AT oA Le* 9 Le?
o B9 FEE A4 vugloy A2 9ogle FaaAs A
A

4. 949 =3, H. pylori @] Lewis 3 ¥8Y 2 Lewis 39371

ik o

AH AR WAAZAAA EAE AHT F 20 A9 Lewis BAHL Le
(a-/b+)E o] 10 <l(50.0%), Le (a+/b-)F ] 2 910.0%) 1A Le (a-b-)FL 8 o
(40.0%)°1J k. FAE H. pylori 2| Lewis 9 EdHo| Le* Bt} Le* 7} 94
A BEE AFE Lewis @9Y0] Le(a-b+)FoNA 8 71(80.0%) ol Aot

Le(a+/b-) oA & 121 th(p=0.035) (Figure 4).

No. of H. pylori
isolates (%)
100r
-4 80
801 oy Le*> Le’
EER Le'=Le
60 ]
_____ Le* < Le'
oF .; p=0.03
20F
0

Le(a-/b+) Le(a-/b-) Le(a+/b-) Lewis phenotype
of the host RBC
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Figure 4. The relationship between Lewis antigen expression of host red blood cell and

predominantly expressed Lewis antigen of H. pylori isolates. a: For abrrevations, see

table 1. *: p-vlaue is 0.03.

a8y AHY EFEHAY Lewis 34U ZA YA Le Btk Le? 7} S48 A
EAE AFE Lewis 48| Le(a-b+) B E 200%0]3, Le(a+/b-)H A

T UAA R, Lewis B AP 99 Qe R RAE #2HA Fd
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K
]

Iv.

Helicobacter pylorit RV 914, 234 A% A< 9 €= F9 249
BA Aol Aot A UE HLdF (A AM T, 1997). H. pylori ]
Szt i3 A2 EFF H pylorid] AXE 9o oFdd A 23 HY
G99 3119l Lewis o] ¥ H ¥ KSimoons-Smit 5, 1996)= Ei7} UL
F2 ARG HEARZAN Y LewisF A H. pyloricl 2|3 4317 A8}
A sty B o] Belxz Qi

Lewis &9 AAel 2427 A9 vz, 2% He 2719 @38
E FTZE ulFO 2 fucosylation ©] = $X| o we} Let, Leb, Le*, Le* & U7}
A FYPoz RHHY, TD3A HETY Let, L EAF] 3 2¥¥
H NP2 EF3VIE @t L Lewis BNY 0] Le(a-b+)F ol o)
EHHL Le(a+b- )3 E BEIT ol £F 9 Lewis T I THE H.
pylori 9] Lewis@ 9 EdFtole J@TA vt &2lA UhWrith 5, 1997).
Z HEHE Le@+tb)d &SFAN FAF H plorit AH
lipopolysaccharide 9l Le' Bt} Le* & t] ®o] L@3ty, ¥4 P Le(a-b+H)F Y
SFoA FAHZ H pylori & Le* 20 L' & T Bo| T, Le(a-b)H 9
EF oM A H pylori & Le* & Ler o H@H 7L KAFIASE B
32y H. pylori o] Lewis &9 B3P AAY 229 Lewis ¥ U9 EAYT
e Aad#AZ e 23 E(Clyne ¥ Drumm,1997; Taylor 5, 1998).

2 ATAME Lewis A3 0] Le(a+b-)H Q1 SF oA FAHT H. pylori &

19



Le' Bt} Le* & T Bo] LHIHUL Le (a+/b-)H9] ALl LBt} L' & O
Wol LA NS AL AYI o7t 20 o2 H7| I o] FATGAHR 9
g 7= o AAR, B AFNME Wwrith 59 A FAS AFLE 2
& ¢ F AAPTh olHF BEE H pylori 7t HdH @7 HolA A& 9
3} Y IJIAE T FHLUIHLZE oY & Ytk Writh T, 1997).

2y H. pylori o 9% A AL FF5 g 7198t Lewis T8 &l
A= ot w=do] gtk old B AFAME Lewis AHA 3% =39
Lewis 3¢ Ed@HA FAAAE Lotugtoy ogle 4AAAE 2E& F
g 2 ol 2E AFTHY dFEAA Lewis FYE BV QEo2 4z
g, oz HATY Lewis ¥ H@F0] A2 ZHAAY Lewis Y HEEIHY
' Fasite ode nnEn IXste ARUcNiv 5, 1996; Oberhuber %5,
1997).

Appelmelk 5& H. pylori o 9 & Lewis @0l digt A7t A B0 w&
A7tA kg o3 H@ARe] EF ol LT F33 A Appelmelk T,
1996). ¥ AT 3T =29 Lewis 39 EAFY FAE H pylori 9
Lewis &Uzte] A JaAwA 947 & &7 A5 59 A& dFde= A3
o Az A Let 9 Le ol gt A gz A g ia} 2 =4S o] &8to
FAT H pylori o) E2HJHALYE A P53t oA e B T3
¥ H. pylori & o 80% °ldolA Le* ¢} L' $U & LHEE Aoz UA
A3l (Simoons-Smit &, 1996; Writh 5, 1996), th& Q7o 9J3IH ojH
AL WE9Ql 70~60% 04 LA B 0= Y HAmano 5, 1997). LY &

AT E EL2HP ALY FAY H pylori 9] 501%7} Le* & 2@



61.0%7} Le' & 23] 9F9) Bauote HolE B o|gdF oo
Qo2& AAHEHY Ao, A AHE-E GEEA FAY Ao, 281 H
pylori Bl 4] Aol Fol 7]|QAeAE Aoz F54nh

AX oA Z AR D& H. pylori 9 Lewis TL2) R@FY Aolg B, 235
A AGZS AdToAA Ler Bt Ler o 2@ o] HAYAY ATl vl& A 4
ettt o] A 74z AU o)A FAZANAN H. pylori 5] Lewis FY E
Ay zt Adgds FFAAV de o]H HIE(Clyne ¥ Drumm, 1997;
Taylor 5, 1998)3 ol Ao AZAE Aol FAFNA Ler & HE
o] FAHE UYL F&&A HYsrIe AFAY, AF w3 WAHZ FE&
st AlF 9] ANAGF F27} H pylori FF ) wat Zolzt dx o] &
olo & oA FARe WAl FFE £ F Ak AZEh wekA
232 o B2 A& YO Lewis ¥ XA Y W H pylori 77& £}
o Lewis 399 2@A 433§ dtiste] AFsfor & ok

olelg AA Lewis &Y H H. pylori %2 AATFF o] RATZY FAEL
H. pylori ol 98] #2428 & A& A4, 234 AY 222 A4¢ 59 24714
€ o3 wWgo g sHEA = A HAYTh AME A7 A BN BH,
H. pylori o 38 89 P79 H. pylori 9| Lewis 34 EA7Z9 FAE L
2 A& AAFA BEAN T 5 AstgAE A AH g EAsE
Lewis 912t ¥H-g3to] H pylori gl o FFuee 2Ad + Ao
(Appelmelk 5, 1996; Guruge 5, 1998). 2 7MIE = H. pylori o] 93 4d€
Lewis ¥ 9& £F71 A7t oz AXEA Hol £F9 @9 FAoA Hojn}

© A& AANHAJKWrith 5, 199%6). T 579 A7 F5FE9 FHAA
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B, H. pylori o 93 $13%el 4599 QAT H. pylori 7t 1A %ol 22y
T F3AM H pylori 7} %79 YA G EAHE Lewis 39U F8A=Z o] 4
871 93| H. pylori ©] ¢ ol Lewis ¥ 98 T @ 7/ AlA S A hBoren
5, 1993; Alkout 5, 1997).

2 A7AME 9 2 AETEA LewisH o] A3 =33 e F
gt X BT H. pyloriold 2T L H&2 2P A5 UT, LewisT Y
o Bdo] 559 Lewis AP wet 2olg H IS FASFTh LewisH L2 H.
pylorist ATE HA A FAGe] B Ho Bt FEAAY itz 4
g A 232 JHAF AEE I #x9 A3 233 HF
o X FAHE H pyloridlX ZF LAEHE LewisT e 435 #BAE A7ME Y
A EHR oflz AF-£F 9 FEWNEY SdolN o Be & oz
gt @77 8% Zojzt BAEnh =2 & o $A4d Zol H pylori
detel AAFSE L& dPEE W Ue ez dA YkWith T,
1996). 2822 AAYFGFH AHd LewisT Y9 ol dstod= Algdd =
F 24¢ WBoE g A7 asEz 44
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ARAELS 1998 99 1 YHE 19993 19 31 G7HA A o=
g AR B2y AolM AE 23td WA FAALE A B3t H pylori ZE )
¥ 4314 A 40 oot Y 18 o, HIAGE HF 13 AE Yoz 3
o AT Y 24H AHY 23S o83 FAT H pylori, 281
gxte] FHoA Lewis FH EEYE AN ded Be AAE
A

1. Lewis 39S AR 94AY 239 984%)M LAz, A =3
9] Lewis 3¢9 R A4 AN A dgd ulE& AuAHdL FFHX &3k
}.

2. 93T 2N TS H pylori 759 33.9%2) 20 7Ho)A Ler o Le? & 23R
8301, 10 7H(16.9%)9 FFAAE Le* vHE RS AL 16 7H(27.1%) FFl
ME L T ZE3AT 283 Lt L' & BT TEEHA RE #FE 137
(221%) Rtk Aol W& H. pylori 759 Le' Y Ler ol digt F3=9 Aol
AA[R T, H. pylori 759 Le* o] )t Le' & FFE Hl(Le/Le® BE 43}
A AFTL 0.68:1.16, AUTL 0.70:0.68 Z v H YA AFT] 0.98+1.57 ol

B3 Z+zt @A YEbstth

3. oA EE 83 20 HAAN A BT Lewis TAFY FHY REE



Le(a-b+) 3 ©] 10 B(50.0%)2 7} BkO B, Le(a+b-)3 o] 2 H(10.0%)°I A1,

Le(a-/b-) ¥ ©] 8 H(40.0%) I A Tt.

4. Lewis 43 FAHE H pylori 59 Lewis 9 EF Y] AudAs
H. pylori 1A Le? 7} Le* Bt} M3 A RHEY A7} Lewis 48] Le(a-

AHE A Bl 80.0% = Le (a-b+)F oA 9] 10.0%RTH 9] A BSeh

o] AFE FHEY, AAY 27 JHL 23NN FHE H. pylori
459 dFEEANN Lewis $90] LEEHIYLD, &FF9 Folx FAFYHo)
Le(a-/b+) 8 Q) Bl Le (a-b+) BET} Le? 7} Le* 2o} A 3HA EEH Uk

H. pylori 8t B¥E A A F A@A Lewis 9L TW7] A Bost

e

WE QA Stz AAHE, Lewis U] 94014 2B wY71 A0
Ashe H3E H pylori 8 579 4B @AGE SR ATl @
olck,

fue

pa
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Abstract

The relationship of the Lewis antigen expression between
Helicobacter pylori and gastric mucosal tissues

in gastroduodenal diseases

Joon Kyu Lee
Department of Medicine
The Graduate School, Yonsei University

(Directed by Professor In Suh Park)

Helicobacter pylori is regarded as a causative organism for chronic gastritis, peptic
ulcer disease, and gastric cancer. The incidence and prevalence of H. pylori infection
and gastric cancer is higher in Korea compared with those of western countries. I tried
to determine the relationship between the expression of Lewis antigen of gastric
mucosal tissues and that of clinically isolated H. pylori aquired from the patients with
peptic ulcer disease, gastric cancer, and nonulcer dyspepsia.

The gastric mucosal tissues and H. pylori strains were obtained from endoscopic
biopsy specimens whitch were taken from 40 patients with peptic ulcer dosease, 18
patients with gastric cancer, and 13 patients with nonulcer dyspepsia. They visited the
Severance Hospital, Yonsei University College of Medicine from September 1, 1998 to
January 31, 1999.

The Lewis antigen expression of gastric mucosal tissues was tested by
immunochistochemical stain method, and that of H. pylori was tested by ELISA test
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using monoclonal antibody for Le* and Le?, and Lewis phenotype of host RBC was by
hemagglutinin test using monoclonal antibody for Le® and Le®.

The results are as follows

1. Almost all the gastric mucosal tissues(98.4%) showed positive Le*, Le’ or both
antigenic expression. But there was no significant difference in Lewis antigen

expression between each gstroduodenal diseases.

2. 20(33.9%) of 59 H. pylori isolates expressed both Le* and Le?, 10(16.9%) isolates
produced only Le*, 16(27.1%) isolates produced only Le’, and 13(22.1%) isolates
expressed none of Le* and Le’. The O.D. value of bacterial Le* and Le’ was not
significantly different in relation to peptic ulcer diesease, gastric cancer, and nonulcer
dyspepsia. When the ratio of Le? to Le* (Le*/Le*) was compared according to the disease
subtypes, patients with peptic ulcer disease and gastric cancer had lower OD value

compared to the patients with nonulcer dyspepsia.

3. Twenty patients took blood tests at the time of endoscopic biopsy. 50.0% of the
pateints expressed Le(a-/b+) phenotype, 10.0% expressed Le(a+/b-) phenotype, and

40.0% expressed Le(a-/b-) phenotype.

4. The dominant expression of Le’ rather than Le* by H. pylori was significantly more

frequent in 80.0% of Le(a-/b+) phenotype than in 10.0% of Le(a+/b-) phenotype.

In summary, Lewis antigen expression was significantly associated with both gastric

3



mucosal tissues and H. pylori isolates from the patients with gastroduodenal diseases
and dominant expression of Le’ H. pylori was significantly higher in Le(a-/b+)
phenotype than in Le(a+/b-) phenotype. Lewis antigen is regarded as one of virulent
factor of H.pylori in pathogenesis of gastroduodenal diseases. The possible mechanisms
of pathogenesis in gastroduodenal diseases by Lewis antigen regarding the aspects of

bacteria-host interaction should be further investigated.

Key Words: Helicobacter pylori, Lewis antigen, peptic ulcer, gastric cancer
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