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[ XA AAY, SNEHEAELLERIRERGRXER, BRELAAMMNL X EZWBOPERL;, &I
BAHA, CREEZH;, HEZOR
(18 ] AFRTSIBEHARELERECHRONMEANXER, BB MEAEES;HRL: 2RO TA
51491, BB P S UUAE 4R 43 1], 2 FI) 7 & 6 e IR B B A RAR(IgG A= IgM) K A, AR S U E ¥ C AR
Kéﬁu*ﬂiﬁ{é@ TRARLEELITBAAR LG XN, RS 3 PIARSREYEFTZHITILE. B KA,
ZE S AR ST 4H o [T ERAT T [gG PR R AT K A, 1M MR RREE AR EH T EFHBA(P<0.05), 5%
1 Ti'uﬂft#iﬁbéﬂtb&f:_%ﬂii%(P> 0.05) c ABRERCHAEEEFZN, d1RHH 6L M OIMETLA
LA Ak £ A (OR H 3.047, 95%CL # 1.055~ 8.796, X % 24.241, P= 0.03), AR EJ6 —H A 4% % A (OR # 3.
262,95% CL # 1.015~ 10.485, X" # 23.94, P= 0.047) . &M SHUAE 20 8 [ 132ATH IgC R & T EF 3 B ( P<
0.05); FEZEQRACREEANRETEFIMEA(P<0.001); FEFA RS THBESIAMEALA P< 0.001);
CREEASTHRBESIAMAMA(P<0.05) . EHSPIERA T S TEFE(+ ) EHEFQRFCRAREIY
B35 F e IIBATH(-) F(P< 0.05) ATRE 4O PR 7240 s [TIRATE (+ ) F(P< 0.001); 5 B IgGC 54 4% 4 RAe
CREZEOEENMX, A¥ECREZORHFEZORBIXNACHRLLEELE, CECREZFAXEHEZTOR
BEEARK(P< 0.05) o 6776 S IAL T da I 3RAFH 1oG FabE £ R F 39K, da IT3RA4TH IegM e b £ % 0D
EEETMEFAEZ(P>0.05),C RE&E AW R TE7FAT(P< 0.05); & immﬁmwarw%ﬂ%éu )% C
B E G RAKT 4773 (P< 0.05), B45 5 1sGC 2 E48%(P< 0.05) . Eﬁ%z’%%\z}él‘]ﬂ%ﬁﬂ%ﬁﬁ&%lﬁﬁ@%(,’é'ri
SMAE ) Z B AR R XN, SHERARFCREZOLEAMXME
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[ ABSTRACT] Aim To investigate the relations between Helicobacter pylori( Hp) infection and acute myocardial infarc
tion. Methods The concentration of Hp specific IgG antibody and the optical density (OD) of Hp specific IgM antibody were
measured in 51 patients with acute myocardial infarction ( AMI group) , 42 patients with old myocardial infarction (OMI group) and
31 normal controls (NC group) who had angiographically confirmed no coronary artery disease. ~ Simultaneously, the changes and
relationships between C-reative protein ( CRP), fibrinogen (Fg) and Hp infection were determined in the three groups. Re
sults 39 of the AMI group (76.47% ) were seropositive for Hp average concentration (OD) of IgG (IgM) antibody to Hp was
significantly higher in the AMI group than that of the NC group (P< 0.05), but they were not significantly higher than that of the
OMI group (P< 0.05). The relation between the Hp infection and acute myocardial infarction (AMI) was strong (odd ratio is
3. 047, 95%Cl is from 1.055 to 8.796, X’= 24.241, P= 0. 03).  Adjustment for the major cardiovascular risk factors didn’ t
attenuate this relation (odds ratio is 3. 262, 95% CI is from 1. 015 to 10. 485, X’= 23.94, P= 0.047). The average concemr
tration of IgG antibody to Hp, the levels of Fg and CRP were significantly higher in the AMI group compared with those in the NC
group.  Those who were Hp positive in the AMI group had not only significantly hiher levels of CRP and Fg than those who were
Hp negative in the same group ( P< 0.05) but also than those who were Hp positive in the OMI group ( P< 0.001).  There was
still a positive relation with the average contentration of IgG to Hp in Hp positive patients of the AMI group ( P< 0. 05).
Conclusion There is a significant relation between Hp infection and acute myocardial infarction.  There is a certain relation be-
tween Fg, CRP and Hp infection, too.
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tion, AMI) (I fERE™ o ASHIF FU3@ W 5 5t 005 -0 L
FE L ( myocardial infarction, MI) & 2 ] Hp #F 5 Mg
(HplgG A1 HplgM) ¥ B2, If [F] 28 M 82 1f K 4F 4t 5
Ji ( fibrinogen, Fg) A1 C J I &% 9 ( C-reactive protein,
CRP) 2246 2 35 Hp RRELHIH S, B AR Hp /&K
Ge b5 56t LI O WUBESE ) 5K 2R

1 WRERZE

1.1 MRMIKRESE

AL FL(MI) B3 1999 4 11 A £ 2001 4 7
AERGECOARERIBITE. 4 WA B0
HE F6(AMI) 4 51 6, £ 66.7 £7.2 % (60~ 74 %),
F ot 36 B, i 15 B 4 A T AR IAESR X
B24h W) FK EH(NIRET 4 B, BALHERE
RSB TR A AE) A . BRIE L ALAE ZE(old
myocardial infarction, OMI) 4 42 ], 4 # 66. 7 +8.8
Z (60~ 78 %), F 1 32 B, &t 10 B, H4F 4 1979
£ WHO B 4 Wi o . 7R 20 Bk IE % *f B ( normal
control, NC) 41 31 fl, 444 66. 6 £8. 1 ¥ (60~ 73 ¥,
BH23H, LS H, HERTRT EF R 2T K
A T I B B R RRE . ML AR
FTHENBARGHEATHEMEARTERREZLEER
NEVHEE MR Z - BRFEEENERTR.
1.2 M3RETZATE G 0 1M NE

XA EHNER D, 2B 0K E- 30C
IKFERAF & o K I B BR % YR i (ELISA) M|
M oF AR M B | SR AT B 1gG (HpleG) A IgM
(HplgM) . W Z FHEZ: @ 4 Hp L E 2 5l 54

& 1 DAV B MR TIEAT B M E S R

M 7 T TG A 1M RS A, I ANBEAR LR B
HREAY, EEERMEAETEGR N, BT
BEAr LM A AR OD B /5, REATAEHE = E.
HpleG A1 HplgM 4 1257 & B 42 & IR 5 52 B % 5% #
o PR ] 82 6, BEEA AT R R
1.3 Mm¥kCREEAMALEERFENE

C R R v % Jfl W Bk %% YR M % (ELISA) U &,
1R 5| & d m 2 K Yes biotech Laboratories Ltd 3% £, 1%
B RME. A4F 0 FXA 0 REREN=E, A
S o Y 3 A i B AT AR
1.4 ZtFEE

K il SPSS M G #HAT KRG, AR R LR
B X Bk, MAEALKLR XA ¢ £%, Hp
B H AMI # X & Al £ T Logistic E V3 447, HpleG
5 CRP #frn Fg By A0 X 247 Fl B & A8 K R AH K 4
o

2 B R

2.1 LAESEEE 1eGC F0 1M MELER

CUBE L 58 5 1) R B8 R G S e e MR AR
IeG Al IgM I 52 25 F W3R 1(Table 1) » ] WL HplgG FH
PEER J T 3519 FE W HplgM FH 1 % &2 OD 18 7E 1E & X
HRZH \OMI ZHF0 AMI 2H AR v 1G v&r, AMIT A & T
IEHE XTI (P< 0.05), OMI 415 AMI 2H A1 1E ¥ %}
AR ZERAEZ(P> 0.05) . AFEVEJE AMI
“H HplegG PH 12 f P35 B2, HplegM FH1%E2E /2 OD {8
BBITHIZR A RE(P> 0.05) .

Table 1. Seropositivity to H. Pylori and deteminant of H. pylori specific antibody concentration in three groups

B [ TIBAT R 1eG

| TIBEAT B 1M

5 A Hon -

B n BH 7 2 IR IE (KU/L) BHPE B P 2 oD 14
pogicEiil 31 16 51.61% 37.47%35.46 16 51.61% 0.30£0.22
R 1A M MT 2 28 66. 67% 46.29143.13 26 61. 90% 0.37 %0.32
= ML BRI 51 39 76. 47% * 60. 56 £54. 52° 39 76.47%* 0.43 10. 23*

ABeJ5 4 4 51 39 76. 471% 53.10 £46. 01 39 76. 47% 0.35=%0. 19

a: P< 0.05, 5% B4 L.

2.2 HITBMFERESEMONBEENXR

WA IR AT T B Yt 5 AMI ) 9% & WL 3% 2(Table
2) o AR IEJE 09 fE B R 2 B HpleG FHPE S AMI
EAEMFEZR(OR N 3.047,95%CI N 1. 055~ 8.
796, X’ = 24. 241, P= 0. 039), I & 0 & 6 4
U4 RO v A A e L R R e AR A2 I
Ji —H A IEASE L R (OR A 3. 262, 95%CI M 1.

015~ 10. 485, X’= 23.94, P= 0. 047) -
2.3 DAEREEWETEMAERESEMRAHES
HEMC RMEANXR

%% Fg 1 CRP [ & 45 5 W3R 3 (Table 3) .
AL NBEIT AMI 4 Fg A1 CRP B (5 f T 1E 3 o R 40
(P< 0.001) ; A 55 = F OMI 41( 451 P< 0.001 A0
P< 0.05). OMI H Fg & T IEH XA (P < 0.
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001) « AMI ZH9 Hp(+ ) # Fg 1 CRP BH & & T Hp
(-)&F(P< 0.05) & OMI A+ Hp(+ )& (P< 0.
001) ; CRP B & T IE X FRZH A Hp(+ ) # (P<

*2 WITBMTERYS SO AR X AR ELE(OR)

0.001) » ABEPUJE j& AMI 41 2 H Hp(+ ) % CRP #H
BART ABER(P< 0.05) -

Table 2. Odds ratios for Helicobacter pylori seropositivity with acute myocardial infarction

RAER R AT LKAE LK (OR) 95% CI1 x2 P&
¥ 3.047 1. 055~ 8.796 4.241 0. 039
TE 3.045 1. 055~ 8.788 4.238 0. 039
FE S+ W 3.272 1. 100~ 9.728 4. 545 0.033
WS+ O+ IR 3. 654 1. 180~ 11.315 5.049 0. 025
R+ TR+ i+ 3. 656 1. 180~ 11.322 5.052 0. 025
R+ W mILE+ MR+ &g 3.899 1.230~ 12.359 5.343 0.021
RS WOR+ mIE+ PR+ IR+ BRI 3.253 1.013~ 10.450 3.927 0. 048
RIS RO+ IR+ PR+ R+ WP+ IR 3.262 1. 015~ 10. 485 3.941 0. 047

R3ODHERBEMENE(+ ) SEIETE () MR
AHEBEFEM C REEENLER(x L)

Table 3. Levels of Fg and CRP in three groups and H. pylori
positive and negative patients of three groups

EREMNC REEBMERMY

7 4 (Table 4) 0 UREFE 835 W T TREFT R (+ )
i IeG K F5 C RN & A Fg fIAHE R "I
APBEl} IsG 5 Fg.CRP 2 IEAHR(P< 0.05); APty

& 1 *Tj?r A;imﬁ ﬁ“ﬂm JJG AMI 4150 Hp(+ ) % IsG 5 CRP /42 A 26( P
gl St B St)a 4 14 N
O VIESL 51 3.9540.84°  8.26F5.61% 5.86 13, 18¢ <0.05. =5 (Table 5) RYIAES CRP HI Fe H
BRI 39 4.1240.75%  9.22%6.09%  6.283.47¢ RHY T L fE o %ﬁﬁ’ CRP Al kg H IsG RIEAR
B 2 3.38%0.93 5112097  4.46%+1.35 (55 P< 0.01 Ml P< 0.05); %5, CRP M4
WEIRMEOUUESE 42 3.30%0.87 5104284 - AR5 oG R IEAHK(P< 0.05) .
FR 28 3.11%0.79 4.79 +64. 66 =
[GRES 14 3.6720.96  5.71%3.50 - F 4. LPUEEBEHEITIZATREAMR 6 5 C REERM
R 31 2.74%0.59  4.50%1.56 = ALEERAFRNHEXRER
BHPE 16 - 4.83%1.85 = Table 4. Correlation between IgG and CRP, Fg in H. pylori
W 15 - 41411 - positive patients of AMI and OMI groups
a: P< 0.001, 5 1B BEALLLE b: P< 0.05, o P< 0.001, S5FRIA AL 8 b L LA BT ¥ 1B 1k o0 JULA BT
&\t‘éuttéﬁ; d: P< 0. 05,7 jﬁ‘f@bﬂ)ﬁﬁ&h%ﬁﬁﬂ:ﬁ%tt!&: e P< 9;001, 5 1A JRE— 0560 0.5 o
LU ZEAL IR LEEE £: P < 0. 001, 51EH X BALBI & L & P< 0.05,
SPNCITER S YR R +0.45° - 0.46
a: P< 0.05.
2.4 LRFE B EW BRI+ ) B 1oC 5454
RS 2HOMERAFH TIZITERME 65 C RNEBMFHEQRNREXSH
Table 5. Partial correlation analysis between IgG and CRP.Fg in H. pylori positive patients of AMI group
CRMEH G EH IR
BB fa kA T r P AP 4 r P
’ 0. 559 0. 003 G 0. 450 0. 021
5 4 0. 548 0. 005 W R 0. 439 0.028
W+ E S 0. 568 0. 004 W+ AR 0. 440 0.032
WA+ SRR+ R 0.526 0.010 W+ FEle+ R 0. 428 0. 042
W+ SRR+ BESE+ B PR 0.524 0.012 W+ SRR+ B+ B SR 0. 472 0. 027
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3 Wi

W9 R B Hp R 5 & 0099 B %, Meta 73 T 45
Atk {H Hp Y5 AMI 955 R LK Hp K3
TR Bk A A ( atherosclerosis, As) [FIHL ] 7 % BH
W AW KB AMI 4 HpleG FH 12 N 76. 47% ,
IEH XN 51. 6% (P = 0.039), 4% Jt Logistic
(6] 43 A T 6 % < WA A ) PR« 56 L B e o
JE BB PRI 5, Hp RGeS AMT 55 R I RIE B ( P=
0.047) , KU Hp &4 5 AMI A B & 1A S

RAE A As BEHR K B BAHAE, B 5 E R4
2 L SF JULE PR PR 8 R R, A R R AR
DR 71 7 A, MR 8035 AN T DA R L8 98 RE i A
FREIHE B — RS R o B Rl AOE B
5 I 54> 51 ELAE PR CRP. Fg %5 I 3% 2% 13 48 41,
VE N4 B A R bR P CRP & N 2K 5 B, %
BRI SR N R H 22—, 3% CRP /K P55 O
W EERBEATGEBRER .

Lagrand ' X AMI % FET- 24 h 4 1.0 L4
S AT Sy H A 2B 5T K B, CRP AT AR FE A B
O LH 3, IR A BOE I AMA €3 C4  Br il
T ib; FEFEERAL A CRP AN 5 3T AR EL A B (1] 44 36t
P FUALE AMI [ Bt CRP {23k 7 38 #MA A0S,
MSBAL G . RAESE As MR A E B
FEREIESE . RZH TR, Fae BLOE0R AR
SE RO SO0 AMIT BB ILE CRP /K P& 3% &, ]
REAZ B0 Jik A B 3 5% A58 1 B B Py 7™ TR 1) 4% RE 404
CRP )38 Jin R 32 J3 38 4k 0 3805, 389 i 41 23453 473
h4h, CRP RE5 T B AZ 4 Mk 2R 7, J 3h gk i
A, WA R R E R . KBV R R
SR CRP 7K P31 & 5 20k e IR 3 ik 45 60 1
RAZEVIM L, AMI B3 M35 CRP /K°F ¥ & 7 &,
BL 9% 243 B H7 DT AR AT DA B AR St st iR 3 ik 45 & AiE 19 i
Batk. AMIZH Hp(+ ) % CRP /K FEE & T Hp(-)
#, JEH CRP /K-F5 HpleG ¥ & 2 1F A 2%, 1 B0
RGN N S EA S =N P A S
YiBH AMI BB M3 CRP KV F+ &5 Hp BYL A %,
PR BERRSE JRE SN IR 18 M Hp B84, WT B d ik 38
SRR NI RE, AR O R A . T AMIT
2 Hp(+ ) 21 CRP /K~Fi& T OMI 447 Hp(+ ) 4,
AIAE 2 BT AMI &3 b T 35 20 0 980 I R R 2 BA
J OMI 63K 11 Al FH BT 77 T Ak

BNITKHAERE A (As) LA F8 H I A0 I A T ik ~F
TELZM A 1 5 N R AE, T Fe £ X i FE o e AR
Fo Fg BRILRE B BKEE Py, 2895 A v 4 1 G 1 F

BRRAHEEA, AEEANMUEES SR K As B
RN J&, T HL AT ELREEAB R 9 R 4 f, (R 2k 41 4t B 41
RSP WLGE M 3 5, (R 3E Aso Fg AT DLUR BRHTE 2040
0 2 TH, 335 100 21 4 L P 2 TE R 12, 3 R DU I M A
PR 3E 20 2 B SR 4R, M\ T 52 il L 48 (9% 38 30 P A Bt
P AR R [ 1, (R AR . 3K Fe & &
W AR Y R SR R 3 . B S i K I PR A 5%
R AMI B I3 Fg K 23 & . ABF MR
ML B MK Fe KFHET &, UHZ AMI 4 Fe
AP B 2 = T OMI 4H F2 AE & X i 2H . AMI 2H+ Hp
(+ ) H Fg AP SR T Hp(-) 41, M H Fg KFFHE
5 HpleG ¥R 2 IEF5C, AR 4584 M 51 B8 IR
JRIX LR R, R IEAER . UEH Hp QL nT B2
FIHC AMI 38 Fe # @m0 R H 2 —. Hp 7T Fl %
A= A2 — P A S PR R AR R A 5, il AR R
PEEE L& 28 Fg 5 A 45 4k A, 16 0 ifn 35 ¢ [
e, AERE TR O B R AR R R DLE H B AMI

ABeVU R 5 AMI 2% HplgG A1 HplgM FH 7% %
Toeg AR, W B (B OD 1H) B A B2, ATRE 2 B T-41
PRI FE R BRARAE VY JA 4 v 2Rk 31 2 25 #2 BE; 1f CRP
KRG TT BT B2 T B, IXTT R 5 AT A AMI 8 # IR
FHBTHTVC R 2¢; CRP 7KF 5 HpleG ¥R FE A7) 5 B 2
IEARSR, #E— KB Hp B4 5 CRP KM%

A5 R Y] Hp G 5 ek 0 (AMI) Z 8] 77 7£
B (AH OGP . Hp 2% 4% 7T fg il i 3 = Fg. CRP 7K
PR — BRIV VA S B R, R AE R IE
As TEEIR BT K OR A R AL B 2R AR T B, 15 B0E
IR R AR, AMT KA .
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