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ABSTRACT Since the identification and isolation of spiral gram-negative bacterium from the
human stomach, the bacterium, renamed Helicobacter pylori (H. pylori), has been presumed to be
a pathogen with an etiologic role in gastritis and peptic ulcer diseases. In this study, we investigat-
ed H. pylori antibody in the gastric juice of patients with gastro-duodenal diseases, since the local
immune response of gastric mucosa might be associated with the pathophysiology of H. pylori infec-
tion in such diseases.

1) IgA type antibody to H. pylori was predominantly detected in gastric juice and the antibody
profile was different from that of the antibody in serum. IgA type antibody to H. pylori possessed
a secretory component. In addition, IgA type antibody was preferentially detected in the gastric
juice of patients infected with H. pylori rather than non-infected patients. These observations
suggest that H. pylori coexists with a specific IgA antibody in gastric juice, although the IgA anti-
body has a functional form, that is, being a secretory IgA.
2) The titer of IgA type CP3 antibody in gastric juice was correlated with the histological grade of
gastritis, suggesting that a local immune response to H. pylori in gastric mucosa might be associat-
ed with the formation of gastritis.
3) The IgA type H. pylori antibody in gastric juice reacted specifically with H. pylori itself and
the antibody was capable of agglutinating H. pylori in vitro, however, in the presence of a rather
high concentration of the antibody. Further investigations are required to elucidate whether the
IgA type antibody in gastric juice inhibits H. pylori from attaching to and invading the gastric
mucosa and from forming colonies in the gastric mucosa.
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Helicobacter mustelae W% Z BB LMZER,
Z M LIREAEE 13 Helicobacter pylovi (LVF H. pylori X
BHP) LB Eh, FREELLCRIES 2 L4818
IR

H. pylori (3BH B4R I OMILMEBEEEZD B HiK
Ih|mRCEEEh, FOoKEEEBRFCEL TS
< DWE® BB, H. pyloyi DI LV T —EIEHIC
IVEEINLTVE=TILL 5 B HEREEDOTREMS
%, H. pylori 3 D & 4« D cytopathic factor ® B
LoD PHEBFER FAETE LD 5ERY LIS R
T 5.

¥z, H pylovi T 52BEERBILEVFETSHZ
sk, MmiFFEE LT lgG BFRERA RHEnD
RO T DEALTH D, RERSNEHERE RS
THZEBELLRS.

RBE IR TH, FH-EWV I, 5L H pylori £
7 7 v —F Ak (MoAb) &7 enzyme linked
immunosorbent assay (ELISA) X 51¥E H. pylori
PiEDOWEL, TORKICHEYHE L. Thico
BT, KRBT, H pylori B BEOHE
BEORE, BHERCSTsREREDOREEZELL
TOBW H pylovi Hitk OB BT L 7.

2 MMRHF&E

21 ¥ &

BRESHRE L ORZERE (O Th b ALIRE AR
BEEHERR RO THRERE T IALE
ED5L, B - TR cHIERE N s BB
BB S BB 4 18 B (G 19~T4 5%, T 45
%), BHEE 10 fi(stage H,, Sy, S,, 4ElS 40~80 5,
T 595, TG EE 5 # (stage Hy, Si, Ss,
FH 26~50 5%, FH 3R BLUEEXNESH (F
B19~72 %, FHI0R OFF A FIeRRE L.
2.2 BiRORERE & USSR

FHAZEIERS, RE R EERHEAL, 0.02M ) v
EEAER (PBS, pH7.H500m! ¥ BE I v EAL
TEBRYEEL, TRMCERL: (130~330 m/ @
B, INNaOH cpH7.4 1w %% A58 L, 3,000
rpm 30 RN Lo, EBEEIR L. Zo BFEw
A VIKERWTAT, ABREEN L, HETER
L, RFL7.

2:3 BERELU H. pylori iR

ARGHRE L HIT L BiENNEOEES r s
HE, 28k H pylovi B25'» & BBL minitek R &
5 4 27 (Becton Dickinson #t, CA, U.S.A) %#H

FLIREE3E

WEy L7 —EBRHEY (v 7 —¥E) il B
DO 1LEIZ 0% A=) vEER. <7741 viFE
LT, BROHEBEMEEOHEL, MoAb CP1WiC
L BREG B Lie. BT, H. pylovi B, v
T —€EH D AREREEOWThHrOECHBYE
LHIEINDEE, “H plorilgtt” 1L, WTFho
FETLBREOBEILC H plori BtE” L L. —
F, WREREKTES miHmL, miEe: LTHRE
L 7.
2+4 H.pylori €/ 27 O—FN¥i&E

BtsR o H. pylovri MoAb CP3W #{FR L. o
MoAb % H. pylori L58< KB 525, Campylobacter
(C.) jejuni, C. coli, C. fetus, Escherichia (E.)
coli L3 RIGLieh»1. MoAb CP3 DRy =
7YV ARIgM THh, ToRGHEE, 25kD 4
Fthsn (CP3HIE)™.
2:5 BHEH LUMEDD H. pylori FLEHEDEE

2:5-1 HEFB{EMEOHEE

ATCC tB3kD H. pylori (ATCC 43504) % 10% +
< Y vEEH, ultrasonicator model W185(Branson
#. CT, U.S.AD iz X b @EEHERL, 12,000 rpm.
30 4RI L C RERED, WHELIUR (HP crude 1
F) & UCH.

2:5:2 HP crude HIRIZH T % BibiixmoaiE

FH LW OFEICE k. 2+5-1 ©H 4 HP
crude HUE (50 wg/ml) % ELISA 7 v — } (Nunc #,
Denmark) wEEMNL, 2:2 CHE-E% (100 xg/mi)
150 pl B RISS Rz, BEEHR, REUEE 1,000 (5%
Rt o £ —EEH Y Fiie b IgAle 0, [gM
(u 8D B 512 1gG (v 8 B EH A (DAKOPATTS,
Denmark) #H\>, o-phenylene diamine (0.4 mg/
mDFEEE L TRAESE, ELISA V-4 -k %
YE (O.D. 492 nm) *EIFE L 1.

2:5:3 CP3HRICHT 5Bk IgA B HAEOAIE

MoAb CP3 ¥EHAY 20 ug/ml % ELISA 7'v —
MBI L, 3% bovine serum albumin (BSA) ¢
EAOFEBRMBRELBIE L%, HP crude iR
(500 pg/ml) % 4 C—BRIG S Wk, LREHIC 22 T
BB (100 ug/mb % 4C—BRIEE -T2, KRHT
1,000 EHR A4+ o ¥ — CEHP e + IgA (o 80
AN (DAKOPATTS, Denmark) # =8 2 BEIX
HEe, L% 2.5-2 L RBEOHEIFIZ X » 7.

2:5-4 WM& H. pylori FiidHEnRlE

BIR H. pylori FLEIER & RABETH B, MmiE
1119 BSA-PBS ik X b 2,000 {52 Z R L THW -,
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H. pylori HikfMiZ Goodwin et al.'® DIFFEITHEL,
ELISA Unit (EU) iz X hE L. FMxEFHZULWY
BRI LT B 2R EE IR IR AR RIE B IR L
7.

2:6 B+ albumin, #& IgG & LU IgA BENA
E

B ¥+ albumin EEXAEFLEEY Xy, BRF
15 I1gG 3 X O IgA B E 3BEH © enzyme immuno-
assay (EIA)™ iz X b BIE L 7.

2:7 Western blot ;%

2:7-1 B IgA & H. pylori FiFIZL ) iRHS h

2HET 07 1 —ILORET

HP crude #1Jf % 250 mM 2-mercaptoethanol (2
ME) TE&TL7#, 12.5% sodium dodecylsufate
polyacrylamide gel 1z, %LV —v¥bh, 150 ug *EX
KEIL, = trtiew—RFEICEELL. 3% BSA T
Try s Lt 1mg/ml CHELLBERY 4 C—H
G &1, sk, 7 bvyFhie b IgAla #0)
HEHA(Vector ¢, CA, U.S.A), BXUeArFv
1.+ *¥Hi e b secretory component & EHik (Vector
#, CA, U.S.A) 2xhFhbug/ml cHREL, =
B1RERIGERE, ~rvdFo g —EEHRA MV
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7 r7EYy (Vector #, CA, U.S.A) #Z=iR 1K
MRG X, 491k L, 4-chloro-1-naphtol
(0.6 mg/m/l) #EEHLLTRBIL.

2:7-2 Mm% IgGE H. pylori fitfic & RS h

BHET 07 4 —ILORE

2:7:1 L RIGR L RRTH 54, MMiFEXPBS T
300 IR FERLcb DEA, ZRFFIZIZEFF 1L
T¥He b IgG (y 88 HREIUE (Vector £, CA, U.
S.A) %5 ug/ml ZFEEEL TH .
2:8 BB ROEBFNSIE

BB, 10% 1A <Y vEE S iTEDR AR
% haematoxylin-eosin (HE) %¥+f& L, Marshall and
Warren'® 12458 L1z, Thebb, HEBEERIC,
BB R L OKEMBERENZEALRD AR
D% grade 0, PEOERKEIGEET L, EFHERA
T, »oRE, Fome kMRS & ORAERT R
NEDBRIE S D% grade 1, BEZEROBEAH S
ZHER L TV A A EMRORBEIIZED RS D%
grade 2, BEZEROMICEEAMBRDOREARD S D
% grade3 & L7z, % grade I2HH243 % Mk 0 R FE
% Fig. 1 iwRx L. T OBFFRIzE Tl Marshall and
Warren'® 12f¢\, grade 0 % X OB# B lLER$

Fig. 1 Classification of histological grade for gastritis. grade 0 (a), grade 1 (b), grade 2 (c) and grade 3 (d).
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grade l ZED TIEFERNBE LT84 21 witEl) %
BAK, Ff, grade2 BI U3 HFHE LK.
2.9 B H. pylori $ifd& H. pylori BiAEDORIS
Md & USRS

2491 BEFIERDIER

0%/MMEM T V& 7 RS TEEI L H
lovi % 10% A1~ ) VCEEL, <574 VR &
LTHAW. v be—n& LT C. joguni BI R C. coli
R,

2:9-2 BiRIC& ZRBEHRE

2:9+1 T b i H. pylori, C. jejuni, C. coli DEE
AR (LB UBREAREC L VBRI B
¥ 2 PBS © 100 pg/ml HE L THL . avhe—
nEUT, OIgA F H. pylovi AN ELISA X v &
HEhiz B, QBRI H. pylori B X 5 RIRESE
FHLACBR, BIU@YFH e t+ IgA Hifk(Cappel
#, PA, U.S.A) % CNBr-activated Sepharose 4B
(Pharmacia #, Sweden) K& L7 714 =5 4 —
V—-Rizky, IGARSERECHRELCEREH
7.

2:9:3 Bi&ICL % H. pylori %5k

10% B ME M 7 A & 7 WIEFEH THE I e H.

Optical

density
(492nm)

1.54

1.0

0.5

Bl — « LS - REER

. 1gG
H. pylori antibodies in

gastric juice

FLIREREE

lovi E% 10% =1 <V v CEELCE, PBS g
2, BEXLEHEZAVCCARELT, HE%x 107/m/
B L. ZoFERI0u %6 X UKES V-1t
(Becton Dickinson &, CA, U.S. AL, % IgA
BEIR2ug/ml CHREL-BRLYBREER L0
100 ! M Z BRI L 72, 4 C—BRRIG S 2Bt OR
EREEL.
2:10 HERTERIHE

BEIE Wilcoxon / V23 2 ) v 75 R M2 H
W,

3 W3R A

31 MBEHLUBR H. pylori HEOBRHELURE
a7 o5

BB 4 18 4, MLMIEE 15 I(BEE 10 41, +
ZHEBBEEL D, EENBEADE 4 FlicownT,
MER L BT H. pylori FilEREIS v T ) v 25 R
Bl iiE Uie (Fig. 2). B H. pylovi FUETIEH TR
Bk Ty, IgA, IgG, IgM W TFho s 5 2 H{EE
FRLI-OR LT, BEHEBERE L OEIEEER T
BUTIE, IgA B H. pylori 5603 1gG B 5\ i3 IgM
ozt b L CaBER R L. Tl —#kE 41
Optical

density
(492nm)

IgG
H. pylori antibodies in sera

peptic ulcer and chronic gastritis : ® HP (+)
0 HP (=)

normal control LA HP(—)

Fig. 2 Immunoglobulin class of H. pylori antibodies in gastric juice and sera by enzyme immunoassay.
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Table 1 Albumin concentration ratio and active secretion index of IgG and IgA in gastric juice.

albumin concentration

active secretion index

active secretion index

Case ratio of IgG of IgA
1. T. Y 0.037 0.985 21.90
2. H. D. 0.044 0.920 5.09
3. S. T. 0.012 1.086 13.34
4. T. 1 0.032 1.761 17.05
5. M. H 0.030 0.953 12.12

mean 0.031 1.081 13.90

gastric albumin concentration (mg/mg-protein)

albumin concentration ratio=

serum albumin concentration (mg/mg-protein)

gastric IgG/gastric albumin

active secretion index of IgG=

serum IgG/serum albumin
gastric IgA/gastric albumin

active secretion index of IgA=

FliconT, MiiEso H pylovi PR RE 7= 7Y v
75 ABICHEIE L & o5, BT, WLHEER
T IgG BUH H. pylovi Hidh s IgM 5\ i3 IgA
R 8 L S i EmBay R Uie. 7 H pylori
Bt, H. pylori &t & BIRHLAM & ORI A RET5
L, H pylori (BMHE3E D 68.0% (17 #1/25 F) < IgA
FIFEMEA O.D. 0.5 LI EoBERR L. ZihitlgG
X O IgM BFifafini i rh 0.D. 0.5 D Ex T4
EE20.0% (561/25 %D 3 X0°16.0% (4 41/25 6D
CHE L TE- T
32 MENBRP~NDRHELBRPICHE LYV
IgA Ok

B IgG B H. pylori HEDSBEE R THIDHRE
ni (Fig.2) o, 0.D.0.5 B EERZRLASEFADOE
W izo\ T Delacroix et al}? OFFHE¥ET T, albu-
min, IgG, IgA %#BIEL, albumin Z#F#¥E X 1L TIgG
3 X U'IgA @ active secretion index #EH L 7
(Table 1). =@ 5 EFDMEDBRFA~DIFHIZL B
BEAR, albumin 2B 3% L ERBELFD
1.2~4 4% CEH 3. 1% T ETHETH -T2, i,
albumin ® secretion index % 1 *{HET5 &, IgG D
Fhix0.920~1.761 (CF#1.081) Thbh, BRF®D
IgG 1 5 ST MENLORE EEEIh. —
¥, IgA @2 Tik5.09~21.90CGE#H 13.900TAH b,
B0 Igh RERERF B TEE, SWahk
PO rHEEI NI
3.3 MF H. pylori Hii&fl

1f17E CP3 $iRBIE %D H. pylovi BRQIMIEZHT ED

FHIFECER - B AWELTEY, ZZThll

1% IgG B CP3 Hifsflia fivy, %07 v b+ 7{EV% 69

serum IgA/serum albumin

ELISA Unit .‘
N 9 A
1500 @
[ 4
[ J
o
1000 1
®
o
5004 [ J

g
CP3 antigen.

peptic ulcer and . ® HP ()
chronic gastritis O HP ()

normal control  © A HP &)

Fig. 3 IgG antibodies against CP3 antigen in sera by
enzyme immunoassy.
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EU & L7 HIHEBSIOEBEERFECTITH
pylovi BBHED 92.0% (23 /25 B1) »HEBETH b,
—75, H. pylori ‘&t D 8 Bk 5 FIAPiiKESE TH -
7o, IEEXHREE 8 Glix& Bl H. pylovi EHETH b kb
BtTh -7 (Fig. 3).
3:4 HP crude# IRHE LU CPIMBRIZHT 2R
IgA sl LEE
HP crude #1E ¥ X O'CP 3 HR x5 B IgA
B H. pylovi ¥tk % EE L1-(Fig. 4). H. pylori &HD
BT, MAMEELR L. H pylori BB
25 FlizowTid. HP crude Hikffi 2% 91942406 EU
(mean+S.D., L FEKE) TH % DIZt#E: LT CP3 1
{Rffiv 624 £1241 EU &, M#HAMlioRMIcEEE %2R
Diehote. [lE H. pylori Hitk s DB E, B IgA

ELISA Unit y ‘!

D)
\
b))
S

1500

1000

5001

IgA antibodies to
CP3 antigen.

IgA antibodies to
crude antigen.

peptic ulcer and : ® HP (+)
chronic gastritis O HP &)

normal control A HP )

Fig. 4 Comparison between the antibodies to H.
pylori crude antigen and to CP3 antigen.

FLIRES 3

Pz Th, CP3 HUEMMiZE A7
35 BRIgAE H. pylori Fiix O ICHRE 7 O
7 4« —IVOt&ET

BEEASLIOCBEEBEEO B IgA T H. pylori
Hitke, B—BEOME IgG B H. pylori HiEADRIE
¥R 7 = 7 4+ — % Western blot #12 X b H#E L 7.
Fig. 5 cfRFEFIZR LA, B IgA B H. pylori ik
DXIGHR 7 v 7 4 — 1 UME 1gG B H. pylori HitkD
ZFhERRERY, ZOEELFILIURL60 kD, 30 kD,
25kD 3FTH - 1.

wz, B W, IgAE H pylori #L K 75 secretory
IgA »ErwiEE L. HP crude HIR 12 B (1 mg/
mDFRIEER, TRk E L THie b IgA D 3
W kBT e b secretory component HifE E KG & € 7.
FORER, “KRIGHRERRDIZE bbb THE T 7
7 4 —MTBRIERA—TH -7 (Fig.6). T7kbb, B
W IgA B H. pylori H{k ¥ secretory component % &
BHLTWAEHERIZN, secretory IgA BIiFihE % 2
bhic.
3:6 BRZEICEITZMES LUBRCP3 Ml

3:6-1 IEEXIERRE

EEXBETE, 8HEfI» H pylori BHETH -

S G s G s G s .

gastric ulcer normal control

Fig. 5 H. pylori antibody profiles of serum and gas-
tric juice by Western blot analysis. (S:
serum, G: gastric juice)
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25K >

Ag HP antigen
Ab serum gastric juice
anti-lgG  antiHigA anti-SC

Fig. 6 Immunoglobulin form of IgA type H. pylori
antibodies in gastric juice by Western blot.
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7o, M IgG E CP3 #iffffis L OB IgA 2 CP3 #1
EMIIBRICR R EBEFHICHE L TELWVEEYRL
7z (Table 2).

3:6°2 1SMHBRE

BB B TI372.2% (13 B1/18 ) 23 H. pylori B3
HcHh, miE IgG i CP3 Hifkfiity, 1241+1515EU
CEBNBRECHE L (HEYXRLL. BHRIgA R
CP3 #iffiix, 384+648 EU L EHXIREE & HBIL T
ZEHHIZEExR/R L7z (Table 3).

3:6:3 BiEBE

BEEHTIL10 fleflickiri+ 5 B 4200, 1o
BIH H. pylori BtETH - 7. MmiE IgG B CP3 Hifk
1% 1237+1393 EU L&A~ L. B IgA B CP3
PiikfEiit, 863+1855EU &\~ hd IEH X BEIC LS
L CEfE%x R L7 (Table4).

364 +IERGEBE

+IRBEER T35 BILpicHET 5 B X270,
5Bk 2 B2 H. pylori BBHETH 7. ThbD 5l
ST, M IgG B CP3 HuMkfiii, EEXRBE L L
BLCEEYTR L. B IgA &l CP3 #iikfiEExr
RTBIA 5 Bl 3 FliciRo bivic (Table5).
3:7 H.pylori BG4, BEHENBESSIUERCP3HN

e

SREFIRE LDT, H pylorvi BBk, BB & HUEME
B L, Table6izmxLiz. H. pylori Btk 25 FloimiE
IgG % CP3 #i(fii% 1536 =1831EU Thbh, —7F5, H.
pylori & 16 41T vk CP3 HLi&Afli 1k 232 £469EU T 5
n, H. pylori G CHAMIERICRE > 7. Ei
H. pylori Bt 25 10 B ¥ IgA # CP3 #i{Afffii% 601+
1222EU, H. pylori &tk 16 #1TI12 16 +19EU TH b,
H. pylori GBI B RIUAMIZE RIS - 7.

Table 2 Comparison between histological grade for gastritis and titers of CP3 antibodies in nor-

mal controls.

Case Histological H. pylori CP3 IgG antibodies CP3 IgA antibodies
(age, sex) grade detection in serum in gastric juice
1. (72, F) 1 (=) 16 1
2. (20, MD 1 (- 18 6
3. (35, MD 1 ) 38 0
4. (21, M) 1 (- 26 5
5. (23, M) 0 (=) 13 6
6. (29, M) 0 ) 61 2
7. (19, M 0 (- 20 12
8. (19, M 0 (= 55 3

mean=+S. D. (ELISA Unit) 3117 4+4
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Table 3 Comparison between histological grade for gastritis and titers of CP3 antibodies in
patients with chronic gastitis.

Case Histological H. pylori CP3 IgG antibodies CP3 IgA antibodies
(age, sex) grade detection in serum in gastric juice
1. (73, M) 3 + 1511 391
2. (73, M) 3 (C) 1640 2072
3. (65, MD 3 (+> 331 199
4. (72, MD 3 (+> 244 33
5. (62, MD 3 + 513 417
6. (21, MD 3 + 210 65
7. (22, MD 3 -+ 1411 29
8. (20, MD 3 -+ 317 18
9. (20, MD 3 + 4238 1304

10. (43, F) 3 + 1280 1822
11. (54, MD 3 + 1388 202
12. (44, F) 3 (= 235 17
13. (62, MD 2 + 5729 243
14. (22, MDD 2 + 54 10
15. (74, MD 2 (= 1892 37
16. (42, MD 2 (G 17 2
17. (22, MD 2 (- 797 32
18. (19, M 2 (- 35 19

mean+S.D. (ELISA Unit) 12411515 3841648

Table 4 Comparison between histological grade for gastritis and ltiters of CP3 antibodies in

patients with gastric wulicer. .

Case Histological H. pylori CP3 IgG antibodies CP3 IgA antibodies
(age, sex) grade detection in serum in gastric juice
1. (73, F) 3 + 176 6074
2. (56, MD 3 + 2196 820
3. (63, MD 3 + 220 255
4. (47, MD 3 + 9 41
5. (74, MD 3 + 1665 99
6. (41, M) 3 + 4327 60
7. (42, MD 3 €D, 114 106
8. (72, F) 3 + 1661 800
9. (40, MD 3 + 1894 375

10. (80, FD 2 + 23 4
mean=+S. D. (ELISA Unit) 1237+1393 8631855

Table 5 Comparison between histological grade for gastritis and titers of CP3 antibodies in

patients with duodenal ulcer.

Case Histological H. pylori CP3 IgG antibodies CP3 IgA antibodies
(age, sex) grade detection in serum in gastric juice
1 (41, M 3 (+ 963 4
2. (50, M) 3 + 7241 166
3. 26, MD 3 (= 286 55
4. (29, F) 3 (= 140 2
5. (30, MD 2 (= 67 57

mean=+S.D. (ELISA Unit) 174043095 56£67
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Table 6 Comparison between detection of H. pylori and titers of

CP3 antibodies.

H. pylori CP3 IgG antibodies CP3 IgA antibodies
detection in serum in gastric juice
Positive a g
(=25 1536 +1831 6011222
Negative 3 g
=18 232469 16+19

a, b, ¢ and d; mean+S.D. (ELISA Unit)

avsb, cvsd; p<0.05

Table 7 Comparison between histological grade for gastritis and

titers of CP3 antibodies.

Histological

CP3 IgG antibodies

CP3 IgA antibodies

grade in serum in gastric juice
i o 1300+1733° 479+1127°
grade 0 and 1 31+17° 4+ 49

(n= 8

a, b, cand d; mean=S.D. (ELISA Unit)

avsb, cvsd; p<0.05

3-8 BROBEFHEELMES LUBRECP3HE
i

wiz, ZhBDOIEFIDE % OMBRERRE & LA
I L7 (Table 7). B %% (grade 2 & 3) 33 o
1iE IgG & CP3 Hi& i vk 1300+1733EU TH b, —
J5, IE#EXBE (grade 0 & 1) 8 #lTix, 31+£17EU
THh BARFT, MERFEMIAERCE - i,
B RABE3BH oF K IgA T CP3 #T 4k i 1% 479+
1127EU TH bh, —7F, EFEXEE 8 #IT1x CP3 filk
itz 4+4EU & {EME AR LIIEPUAM & FEE, B8
THEK [gA T CP3 HLikfii 3B B ICE 2 - 72,
3.9 BikIgAZ H. pylori¥itd & H. pylori B &

DORIEHES & UERSERE

bl B b o IgA Btk sy, H. pylori Bk & X
ST ANEIRREREECL VERTSE, B IgA
B CP3 #ifAfliom Bk G #D ZHAWIHEITIIE
HIEFRCHBCR e I (Fig. 7.a). —7, IgAH
CP3 #ifkett: D B #% (Fig. 7. b), IgA FI CP3 HUiKEEM:
DB A BRI H. pylori 7w X b BRI L 7= B (Fig. 7.
o) BXWIgA sExELICHBELLER (Fig.7.d)
TRUTFRERIRE IR 5. —FH, [gA R
CP3 #itkBB <, H. pylovi Btk & IGT % B3,
Fig. 7. e, f 1I&R=3 X 512 C. jejuni B 5\ C. coli
ERNRIGERRE R ote. MEX D, B IgA Bk
W H. pylori B EBERANCRIGT S Z ENHLNE TS

d e f

Fig. 7 Reactivity of IgA type H. pylori antibody in
gastric juice to H. pylori (a, b, ¢ and d), C.
jejuni (e) and C. coli ().

a. H. pylori antibody positive-gastric juice.

b. H. pylori antibody negative-gastric juice.

c. H pylori antibody positive-gastric juice
absorbed with excess H. pylori.

d. H. pylori antibody positive-gastric
absorbed with IgA affinity beads.

e. H. pylori antibody positive-gastric juice.

f. H. pylori antibody positive-gastric juice.

juice
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—PBS —

1 ;gA, cénéentrétioﬁ ( Ag/ )
in-gastric juice :“Contrd|
320 6.40 1.28 02 0.05

IgA concentration(ug/me)
in-gastic juice I“patient
320 6.40 128 025 0.05| |
rabhit anti-H. pylori serum
X200 X400 %800 X 1600 X3208| -

H. pylori ; 10%cells

FLBREREE

C. jejuni; 10%cells

Fig. 8 Direct agglutination test of gastric juice to H. pylori.

T

X LB IgA B H. pylovi HEH H. pylori &L
TERERYTTZENELACENE. ZORIGIE Fig.
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