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Expression and clinical significance of intercellular adhesion molecule-1

and C-reactive protein in patients with acute coronary syndrome
HE Yuhui, LIU Huiliang , WEI Yujie, et ol
Department of Cardiology , General Hospital of Chinese People’s Armed Police Forces , Beijng 100039, China

[Abstract] Objective To investingate the relationship between inflammatory markers and acute coronary syndrome( ACS)
by observing changes of serum soluble intercellular adhesion molecule-1 (sSICAM-1) and high sensitivity C-reactive protein (hs-
CRP) in patients with acute myocardial infarction or unstable angina pectoris. Methods  Fifty-six patiens with acute coronary
syndrome were studied, of whom, 26 were diagnosed as acute myocardial infarction( AMI) and 30 unstable angina pectoris( UAP) .
The study group was compared with a control group of 30 cases who were identified as normal by coronary angiography. The con-
centrations of serum sICAM-1 and hs-CRP were determined by ELISA. The number of stenotic coronary arteries was recorded.
Results  Serum sICAM-1 levels were significantly elevated in patients with AMI or UAP vs control group, while hs-CRP was in-
creased only in patients with AMI vs UAP and the control group. By linear regression analysis, only serum sICAM-1 levels were
correlated with the number of stenotic coronary arteries.  Conclusions  Inflammation is involved in the process of ACS. As an
inflammatory factor, serum sICAM-1 level is correlated with the extent of coronary artery lesion and the initiation of ACS, and can
be used as an index for determining the condition of patients, while hs-CRP is mainly related to the disease stability.
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