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Helicobacter pylori @ Cytotoxin-associated
géne A (CagA) PR RRS L UEFSIB S
ISR E X & ORAR
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szt @ g+

BHEY  Helicobacter pylort (H. pylon') DA b bFv /BEHEEEF A (Cytotoxin—associated gene A,
CagA) [EMERR & CagA IRHERROBMEMET K+ 2 ) 2 7 OFFMi&1T5 & L b, 18
HEFERE E 2O BT 2 AT EEBERIC OV T O HE Lis,

Ak ERERTE O BN R RS A

L 30R-64R O ER738 A (BB295 A, 1443

AN) CREMEERE LB bi e, dge Ui, ERERZEZZRCAEZED
BWELEL L b, BINAITV, H plod Hiik, CagA Fifk, MBE~7 >/ —» v 1l
(PGI) &7y —w VI (PGI) %BEIE LT,

KR TSR T L 02Hs PG T & PCT DfEIC & b MEFINCIT - e T
H, PGT <70 ug/i5»> PG T /PG IL<3.00 % 0% MIFFIBMEEEST A & L,

B H. pylord BRI 2 2588w U 7cls, BBCUx B pylori UK  CagA BB BMZE
FEMEE SO B Ay XHI34.26 (95%CT, 2.22-8.17), H. pylori BLRIBIE - CagA iRkt
T1%3.87 (95%CI, 1.95-7.68) TH »tc, —7F, TTIRIHDOA » XHut4.92 (95%CI, 3.06-
7.92), BFE T13.02 (95%CI, 1.23-6.35) Thoto, BUFEHEEB LT 5 Y X 71t
CagA WHHERRIEGL D F7 1% CagA BEMRRRG L D K&V 2 EVRB S T,

ATEEE IR O SR S B EREM B Rl A IEETF & LTV, e, #
DEHFE CagA BRI OBV THE CTH - 72,
i EMEEEERICRT S ) A 213 CagA BEHREL O H D Cagh BMRER L D K x 2

EDRIE X T,
Key words :

I #

Helicobacter pylori (H. pylors) 138 HilFIc &g+ 2
75 AEELRAETH D, &< OFFIIRK X
D, H pylori BERNE - FIEBEBCENA D
FIEV R 7 HBDL I NP IR T BT,
¥, EEL3HE—BREROFEEC L v O
plori REMEUEEHEB RORADV R 27 7 5
7R —ThHI EEBELTBY, BrARE

[

* AR Mtk

2 T ] SR RS R (BT 8 B X7
MRS T814-0180 TREAAT I IR 7-45-1
BRIAEESEH RS EBNE

Helicobacter pylori, CagA, 1RMEFHEEE K, BEK, EEPR

EROEHRO—2E LT, BHEREE AL
FALE—m LS~ LR 5 L OFr H
Do, EMEFEN: E R EE CILE 2 A DREERN
%\/ 4;,7)0

LU, H plori BERETEH, § - +2iEBE
B, BUZEHEEE R, B0AREDE - +2EB
BRICTRET 5% L TBE Lin Ens b, HEN
B & R B R ST AR G - THRAE L C
WBELDEFEZBRD,

WRAERMOER E LT, B - +i8BEE
135 068.6% ~100% 11 + b ¥ v vEHBEG
T A (Cytotoxin— associated gene A, CagA) B 14 Mk
DREPIC L HLDTH Y, CagABBtEko Jin
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CagA B&EMEIR & DR B & &G X hT
[V 64“‘6)0

T T, BUFEMEE RS E Y 22N
CagA [GHERRREGE & CagA BHHRIEGC Ll D 1 5
VOEWDD B D 0vE B BT 5 Fo b i sl — i
EROFEATT -1z, PR, BEEEmEEEL L
ATEBIEERN & OB oW b RS L,

I Wm®ELE*E

1. &R

BRI O BN MR o B ERELEY T2 L
7230564 DERT38 A (5295 A, 443 A) 1
MRESMEERE LB HEE, WHe Ui,

2. hHk

AL AL BRI B R I CAREEE
(g, meg, gom, REHE, mIREE, My
BROBEDE) BT 5EMaEs &b, Bam
%ﬁ el f;o

MFEF7F >/ =7 v Il (PGT) ds LRSS
v/ = U (PGIL) v s 40 % B 5 vk
(PG T /PG I RIABEAD, Dinabot Co. Ltd. Tokyo)
XD E Ui, BMEERMEE R OB BTG
BICAT, ERBSDOH AL, PCT <70
ug/l 2> PG T /PG H<3.0& L,

¥z, H. pylovi Lk O RE T HEERAE (-30°C)
L7cIiig 4 Ay, BEESENEY: (Pirika Plate G
Helicobacter II assay kit, biomerica, Newport
CA) =X DfTws, +2 D v~k FaBE
Mo& Ui, b, H pylori PrEEME R 1L,
JavEdr vk CagAEAZHE L LTCHG 2
enzyme-linked immunosorbent assay (ELISA) &

Beach,

(Immunological Research Institute, Siena Ttaly) =
L1 CagA IgG Hiff#WEL, +1 DLV ~ALl |k
TG & Ui,

&t M A7 1 11 Statistical

Analysis  System

T IR H. pylor HIEBMER
i 5B Tt

30-39 11/ 37(29.7%) 17/ 58(29.3%)
40-49 44/ 88(50.0%) T 52/100(52.0%) ;[
50-59 45/ 81(55.6%) 80/156(51.3%)
60-64 57/ 89(64.0%) J_ 82/129(63.6%) L

B 157/295(53.2%) 231/443(52.1%)

Hskok

) F*F: P<0.001 (Linear trend).

a9 B

AWEE #1115 1153

(SAS)W R MLy, = AT 4 o 7 BIRSHTE LY
Mantel-Haenszel 32 88 € 1~ L D linear trend fif #7
AT 12,

kR, A V7 4—a Favey brEApES
TEBICHIRABIC O T A TV, BEC
LB,

I HEBR

1. H. pylori Fi{&b5 14

PR - SRR AR B H. pylori BB R4 3 1
R L7, '

H. pylori LRGSR L B C53.2%, @
52.1%CHbh, Bl ELRDIH -1,
FREERIIC 2D L, BRI BT E L pylori
PEBER S, FoEMIHHEMCEE
(P<0.001) TH -7,

2. CagA HifkigtR

H. pylori TR NG CH - o FH i LT CagA
IgG #ifF % B L, FOBREAYE 2R LK,
CagA PUIRBIERITHM59.2%, #14:68.4% T
B, THETCLLEHEALBD BRI EE
I T Teh o Tos SEEIEHI CII A B /e 2503
DN -1,

3. IBHEREHEEROEE

A - R OB F N R OEE A R

K2 H pylori BLIEBIEE P OB B CagA 5T
REER

Ty B o o

30-39 5/ 11(45.5%) 11/ 17(64.7%) ’
4049 24/ 44(54.5%) T 35/ 52(67.3%) T
50-59 27/ 45(60.0%) "

52/ 80(65.0%)
60-64 37/ 57(64.9%) J_

60/ 82(73.2%) L
i 93/157(59.2%) 158/231(68.4%)

) ns: BB/ L (Linear trend).

3 PMBHRINBIERILE KOG

e 5o 7

30-39 4/ 37(10.8%) ‘T 11/ 58(19.0%)
40-49 21/ 88(23.9%) 30/100(30.0%)

ETT3 skefok
50-59 28/ 81(34.6%)

58/156(37.2%)
60-64 43/ 89(48.3%) J»

64/129(49.6%)
E 96/295(32.5%) 163/443(36.8% )

B BUERREE R XS = T <70 g/l o
RFv s = T TH<3.0/L ’
¥ p<0.001 (Linear trend).
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3R LTz,

1B B R B D32.5%, &ikd36.8%

a9k HARAHEREE

F4 BEHEERWBRCHTSA Xt

% U JEHERE o 24t 956 (AR

[54]
H. pylori D RYIRGL

HP (=) 23/138(17%) 1.00  Reference

HP (+)-CagA (=) 29/ 64(45%) 3.87  1.95-7.68***

HP (+) - CagA (+) 44/ 93(47%) 4.26  2.92-8.17%**
B

100/ B i 68/196(35%) 1.00  Referencc

108F/8 Bk 28/ 99(28%) 0.53  0.28-0.98*
il

BRE o\ 24/ 50(49%) 1.00  Reference

i 7/ 9(78%) 1.97  0.33-11.9

1&/H  KiF 24/ 83(29%) 0.48  0.21-1.06

tE/R Dk 39/150(26%) 0.31  0.15-0.65™*
2 — k-

4 [a} /AR 76/227(34%) 1.00  Reference

4 |/ E 20/ 68(29%) 1.03  0.48-2.25
Iz

4 [@/BA 48/160(30%) 1.00  Reference

4 @/ 780 E 48/131(37%) 0.99  0.58-1.72
sl

4 [@] /AR 27/ 93 (29%) 1.00 Reference

4 [m/3ELLE 69/202(34%) 1.09  0.59-2.01
BRI 5 B

KEOITTW3 74/214(35%) 1.00  Reference

¥ okl GROV 22/ 80(28%) 0.74  0.39-1.38
L

A7\ 43/116(37%) 1.00  Reference

DI 16/ 50(32%) 0.92  0.43-1.96

204/ B FKi 13/ 38(34%) 1.04  0.45-2.41

204 /H LAk 24/ 91(26%) 0.68  0.35-1.31
BMI

20K 15/ 4—9(31%) 1.00 Reference

204k, 245K 50/153(33%) 1.27  0.59-2.74

24LL 31/ 93(33%) 1.25 0.55-2.84
[Zritk]
H. pylori DGR

HP (-) 41/212(19%) 1.00  Refercnce

HP (+) - CagA (=) 32/ 73(44%) 3.02  1.69-5.41%**

HP (+):CagA (+) 91/159(57%) 4.92  3.06-7.92%**

O/ B Rk 118/298(40%) 1.00  Reference

100/ Bk 45/144(31%) 0.68  0.42-1.09
AR

BE 140/378(37%) 1.00  Reference

Wi 1/ 3(33%) 0.56 0.04-7.06

t&/B R 15/ 48(31%) 092 0.46-1.85

t&/H LR o/ 3(67%) 4.00 0.31-52.0
2— k=

4 [6]/FE A 124/335(37%) 1.00  Reference

4 /3L 40/108(37%) 1.12  0.64-1.97

B11E

TAD BT, BB - o, HRREH
e ms &, BHEMNEE R OBE B 5
BEBL Y, ToERRFEEENCER (P<
0.001) T -7 ‘

4. 1BMEREB R & Caga EDORAR

1BHEZENEME E & & CagA & OBfRIZ OV TR Y
AT 4 v 7 BIRGHTE BT LIk a3 4
R L,

ERCHIE LB E Resdd 54 » X
Wa B b L, H plr fifkat (0P (-)) ¥y
M Lok, Bk H pylor PLEBM: (HP
(4+)) - CagA Pkt (CagA(+)) B T4.26
(95%CI, 2.29-8.17), HP(+) : CagA Hiikait:
(CagA(—)) BE3.87 (95%CI, 1.95-7.68) TH
D, drlECILETE C4.92 (95%CI, 3.06-7.92),
#HE3.02 (95%CI, 1.69-5.41) TH-to, B
b, 1BHEEMENE Rk A Y A 21 CagA
B BRRYL D F 1% CagA EMERRD L X DR &2
/)flo

SR L O H. pylori DGR TRIIE L7218
PR B B 5 4 o AL, SRR 10
E/HERT AT, 5T053, &T0.68 &K
$, BORHEIFNCER TH 1o, FRHHRT

Fri144E11 A15H

F4 BEEEEERCHT AL, X (D)

%K JHERIBLE i, X3 939 (RIRIRH

Iy

4 [B] /AT 55/164(34%) 1.00  Reference

4 m/EEL 108/279(39%) 0.97  0.62-1.51
i3

4 [a]/ BRI 18/ 54(33%) 1.00  Reference

4 | /38 L0 = 145/389(37%) 1.18  0.61-2.29
R 5 Bk

SOl TnB 150/400(38%) 1.00  Reference

¥ ot Groe 13/ 43(30%) 0.86  0.41-1.79
L

U E SV 161/432(37%) 1.00  Reference

RWDIC 0/ 2(0%) 0.00 0.00-

204/H K% 2/ 8(25%) 0.58 0.10-3.3

20A/H BAE o/ 1(0%) 0.00 0.00-
BMI

20K 43/117(37%) 1.00  Reference

2004k, 245K 76/219(35%) 0.84  0.50-1.39

2404 E 44/107(41%) 0.99  0.55-1.78

) H. pylori OFFRIVTER T, L0 MOERIIFMS &
U H. pylori DGR CRIE L,
* 1 P<0.05, **: P<0.01, ¥ P<0.001.
* L EIBEN 0 Dbt » KILHETET,
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BT A - AR AARBCBEELTC1IELE/HE
B3 5 CIBMEREB R0 ) A 7 BERICET

LTz, & Dfll, fER & SRELMC 182
B9 & O E R RBEEME G B AATEEE
BRI D> T2,

5. BMEREBTRICKT B CagA LFFIER

EDHEEH

%5 I IBMFEME B R b Cagh gk E
DOIAELER %R L,

HP(+) » CagA(+) Br L5 &, BUZHHEME
BRICRT 5 A4 o R HTEA A 100 L/ BB
THET0.46 &, 10MRHE/ HIERT 2 B0
BCHote, UL, HP(—) B & HP(+) -
CagA(—) BFCIBAEIUC & 5B HEEME &
DEE Y A 7 DETEED Bk 5,

Vv % £

4E, FEHIT A pylori D CagA Itk
1B ZEM: R & DBIfRIc oW TR R A O
TR E U CHIR R EROFEE 1T - 2
RV AE R R E O B LA IR O — R &
Lic, - OHRoHE# L LT, ERERSED
FBENTOY EB L L, NEROEMTH
D, BREROBE S ETHE, 2EEE
15 Ute & R D B 2 A OEHE(LIET L (1988~
19964E) A& B &, BHTIR106 & £H L IGEE
bbhiahoTedy, THETiIze6 LK<, Bl TtET
BiroTuwiz, LL, AFEOBRCIEHL L
L CHEHADED TR D, Ao EY —
AL A EE Clal U e B It iFges
SHVERANR - Te R TB 5 LI1TE 2 Bvch - T,
H. pylori ® CagA BBHBIEGL D S5 2\ CHb
Bo—RERYSSEE LR LS D, A
E Tl AR r DT CH %, H pylort TR
FHD 5%, CagA Pk Th - eBOEGIIE
RT64.7% Th - 7o Maeda HIIHERE 2 L
TeBE RN R & UCH RIS S CagA Hifkx
JAT CagA BB UcRER, H pylor &
Yo > CagA FiEBMERIZI0% ThH - 7o LG L
T4, Maeda b O RIREZZ LIcTH
ILIRRBEBBECHS Z L eBEWTH L, CagA
PURBBHER A RIIIE D 2 X D asle D E D114
ROBRTH L EEL BN, HRAFEEE ST S
—RERE R & Ui CagA PLEBHR LY 2 5

F49% HAERAWHE Li11E 1155
x5 BREREC L HEBEEMEEE B
4y A
H. pplori D g B EmEE . 95%
LG .
HP(—) 1081/ 42/294 1.00 Reference
H R (19%)
10814/ 22/126 0.70 0.39-1.27
HELE 17%)
HP(+) 1085/ 37/ 85 1.00 Reference
Cag A(—) BRI (44%)
1084/ 24/ 51 0.97 0.46-2.04
BELE 47%)
HP(+) - 1004/ 108/186 1.00 Reference
Cag A(+)  HAKW (58%)
1087/ 27/ 66 0.46  0.25-0.87*
BELE (41%)
) AR & MR & ATE TR Lic,
* 1 P<0.05.

L, S — k& 24 Tl CagA PiiEBEMERSILNE
182.2% £78.8% &, AHEOMELVERTH
STy, PE, W FE, AFVE, =L —-U—F

VIR N37.9%, 41.9%, 39.0%, 28.2% &
ERCH - 7219, CagA FUARBGHER LD L
MR ZED R B I Tl BT I R O SR
E—F LT,

ZRBLITAEERE R X DI B RSO
RAEL PG I, PGI, BIXVPGI/PGILL (PG
I/I ) OBRIC DTS Lok Y, Bk
B B OHEILPC T <70ug/lH> PG
I/PGI I <3.00 b WY TH D L&
LTk, RFRTHERLOBHEMEET RO
ZWEEERY F\ e, 7, SARLORKEITENA
DAY —=v 7T fbhTEY, ZO8BEL
93.3%, HERIEI187.7% Th - o810,

H. pylori &G & @ HEZHNMEE 4 & OBIfRic D
Tk, FREZBRELRRE U EREERR
DEEXRTHED, TD0O%HL D H. pylori BY L 184
ENEER R & oM BB BEE B D = LB
BDHEEDTH -0 UL, H. pylori EHY
LB B R & OBIRCIB S B et
% CagA BB & CagA BEHHRES D Y 2
7 DEANTOTHE Lo — R ER A W& &
LR gRIL7e s - o,

Kuipers et al'” 3 CagA i A% WM& L, CagA
FEALKE & BN B A & oBAfRI DT CagA
Btk D24 A & CagA Itk D36 A% 10-134E 8
22 L CIR M EEENE B A o R Ra B U5 R,
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CagA BBHHRE D A+ » X33.48TH b, 8%
R B RIS B UV A 71 CagA PEMRERZE D
J5 55 CagA MR L h KRED T A LT
BY, AR EET 5, H plori HEGT 5
& BRI o hic B LT IL-8 in K D4 A

P A vHRESZR, ZTRBSEPER, U v
%, WEMR & ofEEMaoRMA L Xk
LEEABREINSL EEZBR T 5D, CagAly
HEMRIY CagA TR L b, -8 21X U &
BHHA M A VBRI, FEEE Kot
BAETEHBMIRTCNEY, & 2T, CagA il
EF 2 TE Lo b O T e o K i LR A
DB D, KE CagA BHERRTH D & O O—FiTlk
DEFI L OIH T CagA PLiABREEDORER & 78 -
T EFHIND, LiL, £ CagA
EEREO S FMMEE ROFP LRI L @
KFFEOFEIICT T H b O L2 bhs,

CagA IGHEMRRRG L B - T HEIBEE & OBk
oW THE L OFERH 0, B - +HRBEE
BAECTRENACHRES LD CagA BIERO R
BRRBEVWIMENEL, £D68.6%~
100% %5 CagA BBHEME D REHCTH - 1o, § -
+BBEROPR T, CagA BMHILE - +—35
W8 & ORI b B i B R B i,
¥ 12, H. pylori ERHTEBETHC 2 5 B o
TUEW BTl AS, Hirayama 5 238 7 v
KR\ T H. pylori e & v e + BBE KD
THELU UIEBENE U 2 & &R Lic?,

B2 A & CagA MRS & OB fRIZBI L T
4y, —HOWELRT, CagA BB DT
P CagA PRS0 BHAD ) A2 BEWC
LR LT B2

ATEBIE & H. pylori RO EZHRMEE 21
ST A AR WTE, BHELEENAD
EGHRPIE R Ty, BHAORE GEEY L H
LML HIERCT AR CRBICIH Shic L& L
Tk b, RPFECTHRRIEL 1 HIORL EERT %
BEE 1 BIOMEIC o CE Lic, T OfER,
Bir & eBgEE 1 B0 LB 2 3
HEHEE RO ) A7 MET LT, RS
FHAEHRY 7 =/ — it TNF-o O EE4 2 IH-
HIERPH D, Flo, BRECETRHAR) 7 =
S = VIXEEBRREC T AN vy — & LT
DIEA b HE LT 5, BTSRRI E 2418

SER144E11 A 15 F

st HMESIR TR D, B&KIL%E D INF-o
BEAMBIE B LIER 2 LBt S
BADBBEIHTA0TIRAELNEEL bR
% 29,30)0

I He CagA PiikBME L EedE o Coh
LChBE, RREOBEERERS RMHR R
CagA PiEBHEFCRE W THE Lo, BED
122 E M B SR R CagA B EG
T L CagA BRI OM TR 2005
DWFFETH 5, BHETIET7 v 2 — i BAH
RHELUC LU E/ BERT 25 CR MmN
BRDY A7 PERICET LT, Lo Ligk
EEEROLHHFECRHEORMTIEL, Lo
BRI DIt WO RS BETE
e ABERMRTHNEND D,

AW S i S EBIEL (New York
University) #7721 FE T,
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EFFECTS OF CYTOTOXIN- ASSOCIATED GENE A (CagA)

ANTIBODIES WITH HELICOBACTER PYLORI INFECTION
AND LIFESTYLE ON CHRONIC ATROPHIC GASTRITIS

Mitsue IWAHASHI*, Yoshito MOMOSE*, Motonobu MIYAZAKI¥,
Kazunori SHIBATA?¥, and Hiroshi UNE*
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Objective We conducted a population —based study to examine differences in risk of developing chronic

Method

Results

Conclus

atrophic gastritis in association with Helicobacter pylori (H. pylori) infection, with and without the
presence of cytotoxin— associated gene A (CagA) antibodies, as well as to determine associations
with the lifestyle factors.

Seventy hundred and thirty eight residents (295 men and 443 women) aged 30-64 living in a
village in the southern part of Fukuoka Prefecture had an annual health checkup, and all partici-
pated in our study. We obtained information on their lifestyle with informed consent and meas-
ured the levels of serum pepsinogen I (PGI) and pepsinogen Il (PGII), H. pylori and CagA an-
tibodies. Chronic atrophic gastritis was defined as both PGI <70 ug/1 and PGI/PGII<3.0.
The odds ratios for development of chronic atrophic gastritis were 4.26 (95%CI, 2.22-8.17) for
CagA-positive H. pylori infection and 3.87 (959%CI, 1.95-7.68) for CagA-negative H. pylori in-
fection in males, and 4.92 (959%CI, 3.06-7.92) and 3.02 (95% CI, 1.69-5.41) respectively for fe-
males, as compared with H. pylori—negative subjects. Regarding the relationship between chronic
atrophic gastritis and lifestyle factors, high consumption of green tea was found to be negatively
associated with risk, particularly with CagA—positive H. pylori infection.

ions Our results suggest that a CagA—positive H. pylori infection is associated with an elevated

risk for developing chronic atrophic gastritis as compared with Cag—negative H. pylori infection.

* Department of Hygiene and Preventive Medicine School of Medicine, Fukuoka University
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