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The relationship between abnormal bleod lipid and inflammatory reaction and carotid atherosclerotic plaque
formation in patients with coronary heart disease LU Zhi-dong, PAN (ing-deng, HUANG Yong-kang. Depart-
ment of Internal Medicine, the Second People's Hospital of Beihai,Guangxi 536000, China

[ Abstract] Objective To investigate whether or not the abnormal blood lipid and inflammatory reaction as-
sociated with carotid atherosclerotic plaque formation in patients with coronary heart disease. Methods One hundred
and thirty-two coronary heart disease patients with or without carotid atherosclerotic plaque hospitalized in our hospital
from May 2009 to April 2013 were enrolled in this study, including 93 patients with carotid atherosclerotic plaque( ob-
servation group) and 39 patients without carotid atherosclerotic plaque ( control group). Total cholesterol (TC), low
density lipoprotein cholesterol( LDL-C) , triglyceride (TG ), high density lipoprote cholesterol( HDL-C) and hyper-
sensitive C-reactive protein ( hs-CRP) in all patients were detected routinely. Results The observation group had
higher TC and higher LDL-C than the control group(P <0.05 and P <0.01, respectively). However, TG, HDL-C
and hs-CRP between two groups had not statistically significant difference( P all >0.05). Conclusion In patients
with coronary heart disease, higher TC and higher LDL-C may be related with the formation of carotid plaque, while
hs-CRP has not apparently related with the formation of carotid plaque.

[ Key words] Coronary heart diseas; Carotid atherosclerotic plaque; Abnormal blood lipid; Hypersensi-
tive C-reactive protein(hs-CRP); Relationship
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Effects of duration of hyperglycemia on cellular immunity function in diabetic rats YU Jin-ming, CAI De-
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[Abstract] Objective To investigate the influence of the duration of hyperglycemia on cellular immune fun-
tion in diabetic rat. Methods Animal model of diabetes mellitus was establish via continuously intraperitoneal injec-
tion of streptozotocin. Twenty rats with successful modeling were randomly divided into 4 groups, each group include five
rats. Group A:on the 4th day of successful modeling, insulin was injected to control glucose between 8 ~ 12 mmol/L.
Group B After 8 d of successful modeling, insulin was injected to control glucose. Group C: After 2 weeks of suc-
cessful modeling,insulin was injected to control glucose. Group D: After successful modeling, blood glucose did not

controlled in entire experiment course. 5 normal rats were used as control group at the same time. Peripheral blood



