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(838 bp)= AH-&-3k %A tt.

3 A9 F: A WA F HA PCR FZ4HE 2 ethi-
dium bromide 2 AN 2% o}7l2 2~ A7 A7 G 5S4
Aleto] A9 A A 2 B2st L EekRol = Azl 2y

S ahsit}.



12

Table 1. Seropositivity of anti-Chlamydophila pneumoniae
IgM and IgG antibody in acute myocardial infarction (MI),
old MI and control group
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Table 2. Anti-Chlamydophila pneumoniae IgM antibody ti-
ter distribution in acute myocardial infarction (MI), old MI
and control group

No. (%) positive

IgM titer (cumulative percentage)

No. IgM IgG <1:8 1:8 1:16 1:32

Acute MI  Total 54 16 (29.6) 50 (92.6) Acute MI 25(46.3) 13(704) 13(94.4) 3(100.0)

Male 33 10 (30.3) 32 (97.0) Old MI 22 (66.7)  9(93.9) 1(97.0) 1(100.0)

Female 21 6 (28.6) 18 (85.7) Control 49 (81.6) 8(95.0) 2(98.3) 1(100.0)
Old MI Total 33 2 (6.1) 29 (87.9)

Male 26 2 (7.7) 22 (84.6)

Female 7 0 (0.0) 7 (100.0)
Control Total 60 3 (5.0 36 (60.0)

Male 32 1 3.1 19 (594)

Female 28 2 (7.1) 17 (60.7)

Table 3. Anti-Chlamydophila pneumoniae IgG antibody titer distribution in acute myocardial infarction (MI), old MI and

control group

IgG titer (cumulative percentage)

<1:8 1:8 1:16 1:32 1:64 1:128 1:256 1:512 1:1024

Acute MI 1(1.9) 1 (3.7 2 (74) 4(14.8) 7(278) 12(500) 15 (77.8) 4(852) 8(100.0)

Old MI 1(3.0) 3(12.1) 3(21.2) 5364) 12(72.7) 6 (909) 2(97.0) 1 (100.0)
Control 3(5.0) 7(16.7) 14(40.0) 16 (66.7) 9 (81.7) 5(90.0) 6 (100.0)

4. SHANzE| o FAHe] e L& HAIHFAC] 9.1%, FAZH

SPSS (version 11.5, SPSSA}, Chicago, USA)E- o] £-3}]
9 ¥ = &= W x}¥](odds ratio: OR)E AF&38}3 ).

2 I
1. &-C. pneumoniae IgM % [gG & SFME

2744 23 mIFH o] ] 3k &-C. pneumoniae IgM &}
= UzToANA 50%, 349 A2A A k2] 29.6% (OR
8.00, 95% A1 2] -7+ 2.18-29.34, P=0.001), A1 =74 A o] 7}
Aol e T 6.1% (OR 1.23, 95% A1 2 73t 0.19-
7.73, P=1.000)0l| A Z}7} A o 2 Jelyktt. &-C. pneu-
moniae IgG A YA ELS ZTo] 60.0%20H H] 5l
B4 AZAA B2 92.6% (OR 833, 95% A1 3] F+7F
2.66-26.11, P=0.000), A =7 A o] A= o] gl Foll A
= 87.9% (OR 4.83,95% 21 2 17+ 1.51-15.51, P=0.005) 2
U EFtTH(Table 1).

2. &-C.pneumoniae |gG % IgM & 240} 2x

3}-C. pneumoniae IgM 9719 BEx = HZ 7449
ool ETL 50%, A2AM) BAYo] e
6.1%1 ] ¥l ate] F4 422 ATl A 2

7}al9 th(Table 2). IgG G 7o) 2= 2T
7UL0ﬂo] 1:512 o]/J-O s} o= g1, y,].ﬂ7¥o§o 1
1:512 1] gke] 60%°] o v, F74 Al 27 A kAt of A
3ol 22.2%, H Az 0] 704%°] A v A 24

Zorfox ooy o =

78.8%2. % GERA, T2 o] vlske] F4 244
Azt A2 ARl e el A At b
= 73 &= HERH U th(Table 3).
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growth factor B chain) 5°] IT}H15]. =473 3l o] A zHa}

Qe 3 v Ete 2 F3o] WolA Urke A
25 934 1eo] a8 4L 9. Leatham 5
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o] 16%0l| 4] “otsl= C. pneumonlae < w)erstel

o™ 30%] 4 DNAS AZEs9ed, 287 #de
T2} DNA9| f7|xd o] th2A| %—;LO}/H 3579 A
F TFF7 DA EHo Bolvke AR ANHAY 1
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Association of Myocardial Infarction and Chlamydophila pneumoniae
Infection

Sang Jin Eun?, Woon Bo Heo?, You Kyung Kim?, Nan Young Lee? Won Kil Lee?*, and Sung Chul Chae®

Department of Laboratory Medicine!, Pohang St. Mary'sHospital, Pohang; Departments of Clinical Pathology?, and
Internal Medicine®, School of Medicine, Kyungpook National University, Daegu, Korea

Background: Although there are growing evidences linking Chlamydophila pneumoniae infec-
tion to myocardial infarction, it remains controversial. The authors intended to assess whether C.
pneumoniae infection is associated with myocardial infarction.

Methods: Sera and peripheral mononuclear cells (PMNCs) were collected from 54 cases of acute
myocardial infarction (Ml), 33 cases of old MI, and 60 normal controls. Anti-C. pneumoniae 1gG and
IgM antibodies were measured using a microimmunofluorescence (mIF) method, and C. pneumo-
niae DNA was detected using polymerase chain reaction (PCR).

Results: Seropositivity of anti-C. pneumoniae IgM antibody by mIF was shown 5.0% in control
group, 29.6% (OR=8.00) in the acute Ml and 6.1% (OR=1.23) in old MI group. Seropositivity of anti-
C. pneumoniae 1gG antibody were 60.0 % in control group, 92.6% (OR=8.33) in the acute MI and
87.9% (OR= 4.83) in old MI group. The antibody titers in the acute Ml and old MI group tended to
be higher compared to those in control group. No C. pneumoniae DNA was detected in any case
by PCR.

Conclusion: The seropositivity and antibody titers were significantly higher in the acute Ml and
old MI group than in control group, suggesting that C. pneumoniae infection may be a risk factor
for myocardial infarction. (Korean J Clin Microbiol 2005;8(1):10-16)

Keywords: Chlamydophila pneumoniae, Myocardial infarction, Microimmunofluorescence, Poly-
merase chain reaction

Address reprint requests to : Won-Kil Lee, M.D. Department of Clinical Pathology, Kyungpook National University School of Medicine
101 2Ka Dongin-Dong Joong-Ku, Daegu 700-422, Korea.
Tel. (053)420-5292 Fax. (053)426-3367 E-mail: leewk@knu.ac kr



