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- Abstract -

Background: There are many evidences that inflammation is an important
determinant of the development of atherosclerosis and one of the systemic markers
of inflammation, C-reactive protein(CRP), is associated with extent of coronary
artery disease and risk of coronary events. We assessed the time response of CRP
response after coronary angioplasty and it’s influence on the clinical restenosis in
angina patients.

Materials and Methods: Patients included 36 angina patients undergoing single
vessel angioplasty. Levels of CRP were measured before and 12, 24, 48, and 72 hours
after angioplasty. Clinical restenosis was assessed at 6 months after procedure.

Results: Baseline CRP level was 0.30+0.01 mg/dL in stable and 0.46+0.28 mg/dL
in unstable angina patients(p<0.05). After angioplasty, CRP level was increased with
peak at 24 hour and persisted to 72 hours after angioplasty. At 24 hour after
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angioplasty, the magnitude of CRP change was 0.32%+0.31 mg/dL in stable and 0.79+
0.73 mg/dL in unstable angina patient(p<0.05). The change of CRP level was not

associated with troponin-T after angioplasty.

In unstable angina patients, clinical

restenosis was developed in 8% of patients with low baseline CRP levels and in 50%
of those with high baseline CRP levels more than 0.6 mg/dL(p{0.05).

Conclusion: In unstable angina patients, inflammatory response is more increased

than stable angina patients, and increased inflammatory response effects on the

restenosis after coronary angioplasty.
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Table 1. Baseline clinical characteristics and angiographic findings

Patients (n=36)

Age, years

Male(%)

Hypertension{%)

Diabetes mellitus(%)

Current smoking(%)

Multivessel disease(%)

Site of coronary angioplasty
LAD/LCX/RCA

Target lesion before angioplasty
Reference diameter, mm

Minimal luminal diameter, mm

Diameter stenosis, %
Lesion length, mm

Target lesion after angioplasty
Balloon PTCA/Stent(%)

Minimal luminal diameter, mm

Diameter stenosis, %

61+9

25(69)
12(33)
10(28)
11(31)
13(36)

19(53}/7(19)/10(28)

3.1+0.5
0.7+0.4
T7£13
15+6.4

19(53)/17(47)
2.8+0.5
68

LAD: left anterior descending coronary artery, LCX: left circumflex artery,
RCA: right coronary artery, PTCA: percutaneous transluminal coronary angiopalsty
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Student’s unpaired t-test® AR-3I1H.
Figezio]l ABRBAE logistic regression
analysis® A3ttt pgtel 0.05 P19l 7
+8 FAFLE u3le Rz Y.

2 o

1. ¥=YE S| Hxof e CRP

e 27 50%013e] AL B Fh5
& CRPY Aol& AW A%, ddgdds
o] 0.33+0.20 mg/dL, 2¥&=2go] 0.36+0.
14 mg/dL, 223 38#Ago] 0.56+0.38 mg/
dLZ Wygasrt 71445 CRP7L #9493t
A F718FtH(p<0.05, 2§ 1).
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Fig. 1. CRP levels in patients with different
number of stenosed coronary vessels.
*p<0.05 compared to the 1 vessel
disease.

2. oYY BAZT BOIHY HASS CRP

W4 9% ¥4F B9l CRP7H0.30%
0.01 mg/dL, ¥38 ¥4F B2} 0.46%
0.28 mg/dL = BH3¥ BAZ BN
ojahsl EUTHp(0.05, 18 2).
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Fig. 2. CRP levels in patients with different

disease groups. *p<0.05 compared to

stable angina.
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Fig. 3. CRP levels after coronary
intervention. *p<0.05, tp<0.01
compared to basal CRP level.
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Fig. 4. Sequential change of CRP levels(A) and amount of change of CRP(B) after
coronary intervention. CRP change=CRPau~CRPhasi.
*p<0.05, tp<0.01 compared to stable angina.
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Fig. 5. Sequential change of troponin-T levels(A) and correlation of troponin-T change
and CRP change 24 hour after coronary intervention(B). change=CRPau.~
CRPhrasa Trotonin-T change=Troponin-Tam - Troponin-—Thas:.
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Fig. 6. Clinical restenosis at 6 months after coronary intervention according to the
basal and post procedure 24 hour CRP level.
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Fig. 7. Clinical restenosis at 6 months after coronary intervention according to the
basal CRP level in stable and unstable angina patients.
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