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Abstract Objective To observe the effect of allogenic bone marrow mononuclear cells( BM — MNCs) transplantation on myocardial

apoptosis after acute myocardial infarction( AMI) in rats. Methods

40 Wistar rats were randomly divided into control group (n =20)

and transplantation group(n =20). Myocardium around the infarcted left ventricular area of the rats in transplantation group were injected

with BM — MNCs suspension beneath the epicardium. Myocardium the area of control group was injected with culture solution. Results

After 4 weeks of the operation, the myocardial apoptosis index,the TNF — o content and the PDCD5 mRNA of transplantation group were

all notably less than those of control group( P <0.05 for all). In control group and transplantation group,Pearson linear regression analysis

indicated that the TNF — o content presented positive correlation with the myocardial apoptosis index and the PDCD5 mRNA expression of

the left ventricular non — infarcted myocardium( P <0.05 for both). The PDCD5 mRNA expression presented positive correlation with the

myocardial apoptosis index of the left ventricular non — infarcted area (P <0.05). Conclution Transplantation of allogenic bone marrow

mononuclear cells may reduce myocardial apoptosis index, restrain myocardial apoptosis after AMI.

Key words Acute myocardial infarction ; Bone marrow mononuclear cells; Cellualr transplantation ; Myocardial cellular apoptosis ; My-

ocardial apoptosis index; TNF — o; PDCD5 mRNA
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Study of Correlation Between Coronary Plaque Composition and Degree of Stenosis by 64 — slice Spiral Computed Tomography Coronary An-
giography in Patients with Coronary Heart Disease. ~Zhou Dongjing ,Shao Fuquan,Liu Yupin, Jiang Xunyuan,Zeng Qiuhua. Department of
Medical Imaging ,Guangdong Provincial Hospital of Traditional Chinese Medicine ,Guangdong 510120, China

Abstract Objective To explore the correlation between the coronary plaque composition and the degree of stenosis by 64 — slice
CT coronary angiography ,which can provide the diagnosis evidence for predicting the risk of coronary heart disease and the early identifica-
tion of vulnerable patients. Methods The data of coronary angiography of 101 patients with suspected or documented coronary artery dis-
ease on 64 —slice spiral CT in Guangdong Province Hospital of Traditional Chinese Medicine were analyzed retrospectively. The images
were interpreted by 2 doctors. When there was consistency, coronary heart disease was obtained by the diagnosis of coronary plaque com-
position and the degree of coronary artery stenosis. SPSS13. 0 statistical analysis software was used to analyze the relationship of coronary
plaque composition and the degree of stenosis by chi — square test and correspondence analysis. Results In the 101 patients, as to the de-
gree,30 cases of coronary artery without stenosis (30/101,29.7% ), while mild coronary stenosis accounts for 29 cases(29/101,28.
7% ) ,moderate for 18(18/101,17.8% ) ,severe for 24(24/101,23.8% ). The relationship between degree of stenosis and plaque compo-
sition was analyzed in 71 patients. Soft plaque prevailed in 53 cases(53/71,74.6% ). There was statistical significance, indicating that
the degree of coronary artery stenosis was closely related to plaque composition. Soft plaque was related to severe degree stenosis, while
mixed plaque to moderate degree. Conclusion 64 —slice CT coronary angiography can effectively detect coronary plaque composition and
the degree of coronary artery stenosis. 64 —slice CT coronary angiography can be employed to evaluate plaque composition of coronary ar-

tery,so predict the risk of CHD. Earlier detection of vulnerable patients can be presumed.
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