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A7 =2} Chlamydophila pneumoniae, Cytomegalovirus,
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7t o dEng t) 22 10%5Y A JE L,
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0.570), A1 27 A 2] Aol gl 2] ORE 242 (P=
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0.001), A Ho] 9= oA 87.9% (OR 5.18, P=0.004)
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Table 1. Means of C-reactive protein (CRP) and seropositivities of anti-C. pneumoniae, anti-CMV, anti-H. pylori and anti-HIV
antibodies in acute myocardial infarction (MI), old MI and control group

No. (%) of positive

Tests Acute MI (N=54) Old MI (N=33) Control (N=60)
CRP (mg/dL) 9.37 2.46 0.15
C. pneumoniae IgM 8 (14.8) 7 (21.2) 6 (10.0)
IeG 47 (87.0) 29 (87.9) 35 (58.3)
CMV IgM 8 (14.8) 7 (21.2) 3 (5.0
IeG 54 (100) 33 (100) 60 (100)
H. pylori IgM 3 (5.6 3 (9.0 10 (16.7)
IeG 30 (55.6) 26 (78.8) 49 (81.7)
HIV1/2 antibody 54 (100) 33 (100) 60 (100)
Table 2. Odds ratios and Chi-square results in acute MI, old MI and control group
Tests Acute MI Old MI
OR (95% CI) P OR (95% CI) P
C. pneumoniae IgM 1.57 (051 - 4.84) 0.570 242(0.74- 794) 0210
IeG 4.80 (1.86 - 12.35) 0.001 5.18(1.62-16.60) 0.004
CMV IgM 3.30(0.83 - 13.17) 0.112 5.12(1.22-2137) 0.031
IgG*
H. pylori IgM 0.29 (0.08 - 1.13) 0.080 0.50 (0.13- 1.96) 0.368
1gG 0.28 (0.12- 0.65) 0.004 0.83(0.29- 241) 0.787
HIV1/2 antibody '
Abbreviations: OR, Odds ratio; CI, confidence interval.
*As 100% seropositivities showed in all three groups, odd ratio could not be calculated.
TAs 100% seronegativities showed in all three groups, odd ratio could not be calculated.
g-CMV IgM g &= 2T A 5%, 34 A7 H. pylorilgG | »*
AT 14.8% (OR 3.30, P=0.112), A1 27 A €] 7} A8 o] H.pylori g | s
= oA 21.2% (OR 5.12, P=0.031)7} 42 FAd o=
Uehgt. 3-CMV 1gG @Al Al 2 25 100% kA4 o CMV1gG
2 et A g 428 5 g9l I e —
C. pneumoniae 1gG -
3) &-H. pylori IgM2} IgG _ .
a-H. pylori IgM 3= D220l A 167%, 54 A2 O Preumeneeio T
-1 1 3 5 7 9 " 13 15

734 ST 5.6% (OR 0.29, P=0.080), 4] 73 A ©] 2} 7]
Fo] 9= F29.1% (OR 0.50, P=0.368)7} 2k o = 1}E}
Wtk IgG A = 2ol A 81.7%, 578 274 kAt
& 55.6% (OR 0.28, P=0.004), A1 73 Al o] 3} A& o] 9]
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. 28U xE SAEHE A4 el oy Al e
A @ ellol A kg A7 veb] kol mAbE &
=& 4 gl tH(Table 1, 2, Fig. 1).
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Fig. 1. Odds ratios of respective antibodies' seropositivities
in acute myocardial infarction. Horizontal lines represent
95% confidence interval and middle diamonds indicate OR.

= 4rs}-LDL
(oxidatively modified low-density lipoprotein)< 7}7 &2
=7} MCP-1 (monocyte chemoattractant molecule-1), TNF-
a (tumor necrosis factor-a), IFN-y (interferon-y), IL-1 (inter-
leukin-1), IL-8, GM-CSF (granulocyte-macrophage colony
stimulating factor), M-CSF (monocyte-colony stimulating fa-
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Association of Chlamydophila pneumoniae, Cytomegalovirus,
Helicobacter pylori and HIV Infections with Myocardial Infarction
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Background: There is some evidence linking the infections with common organisms such as Ch-
lamydophila pneumoniae, cytomegalovirus (CMV), Helicobacter pylori and HIV to myocardial
infarction (Ml). We had performed a serologic study to assess whether C. pneumoniae, CMV, H.
pylori and HIV infections are associated with MI.

Methods: Serum samples were obtained from 54 cases of acute MI, 33 cases of old MI, and 60
normal controls. C-reactive protein (CRP) as an inflammation marker was measured and antibodies
to C. pneumoniae, CMV, H. pylori and HIV were assayed by ELISA. Odds ratios (OR) were calcula-
ted against control group.

Results: CRP was significantly higher in the acute Ml and old MI group. ORs of C. pneumoniae
infection increased considerably in the acute Ml (IgM 1.57, IgG 4.80) and old MI group (IgM 2.42,
IgG 5.18). ORs of CMV infection were 3.30 in the acute Ml and 5.12 in old MI group. ORs of H.
pyloriinfection showed below 1 in the acute Ml and old MI. Anti-HIV antibody showed all negative
result in three groups, so OR could not be calculated.

Conclusion: C. pneumoniae and CMV infections appear to be risk factors for Ml.

(Korean J Clin Microbiol 2005:8(1):41-46)
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