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[ ABSTRACT | Aim To determine serum levels of interferon-y (INF-v), interleukin4 (IL-4), interleukin-2 (IL-
2) and interleukin-10 (IL-10) in the patients with acute coronary syndrome ( ACS) and stable angina (SA), so as to in-
vestigate the relationship between plaque morphology characteristics and serum levels of INF-y, IL4, IL-2, and IL-10.
Methods This study enrolled 37 patients with ACS and 33 patients with SA.  The serum INF-y, IL4, IL-2 and IL.-10
levels were determined by ELISA.  Coronary artery plaques were divided into type I, Il and Il through plaque morphology
characteristics according to coronary angiography.  Carotid artery plaques were divided into vulnerable plaque and unstable
plaque according to ultrasound characteristics.  The changes of INF-y, 1L4, IL-2 and IL-10 levels in the patients with
different plaque types were compared. Results The serum INF-y, IL-2 levels were significantly higher in the ACS
group than those in the SA group (P <0.05), but IL4 and IL-10 levels had no significant difference. ~ Coronary artery
plaque was the main type Il and carotid artery plaque was vulnerable plaque in the ACS patients.  Coronary artery plaque
was the main type I and Il and carotid artery plaque was unstable plaque in the SA patients.  The plasma levels of INF-
v, IL-4, IL-2, IL-10 in different types of plaque were significantly different.  The serum INF-vy, IL-2 levels in the pa-

tients of type I coronary plaque were significantly higher than those in the patients of type I and Il coronary plaque.
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The serum INF-y, IL-2 levels in the patients of carotid artery vulnerable plaque were significantly higher than those in the pa-

tients of carotid artery unstable plaque, but IL4 and IL-10 levels had no significant difference.

Conclusion Th cell drift

and plaque characteristics were associated with plaque stability, and they can be used for predicting cardiovascular events.
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F1. ACSAMSA BEBERLE (v +5)
Table 1. Comparison of the risk factors in the ACS group
and SA group

mw H ACS #(n =37) SA #(n=33)
W4 % (mmHg) 131.7 +14. 1 132.3 £11.2
&F 3k JE (mmHg) 82.1+10.3 81.9+6.3
1.4 ( mmol/L) 5.54 +1.68 5.67 +1.68
TC.( mmol/L) 5.08 +0. 86 5.12+£0.77
TG ( mmol/L) 1.74 0. 71 1.85 £0. 67
HDL( mmol/L) 1.03 £0.33 1.02 £0.27
LDL( mmol/L) 3.10 0. 59 2.90 £0. 80
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Table 2. Comparison of the plaque characteristics of the

coronary and carotid artery in the ACS group and

Tl SA group
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Table 3. Comparison of IL-2, IFN-y, IL-4 and IL-10 levels in patients with different types of plaque
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IL-2(ng/L) 252 +38* 126 +29 118 41 264 +32° 143 +35 278 £37° 121 +24
IFN-y(ng/L) 871 +180° 740 + 152 671 £93 816 +179" 662 =117 883 +151° 589 +65
1.4 (ng/L) 91 £11 93 £13 88 +44 89 +35 90 +52 103 £37 96 +46
IL-10(ng/L) 254 +68 253 +57 248 +44 252 +93 247 +63 263 +55 254 +48
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