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Study on the blood lipid and the modified lipoprotein level in patients with coronary atherosclerosis”
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Abstract:Objective  To analyze the levels of serum lipid, modified lipoprotein and lipoprotein related
phospholipase A2 in patients with coronary atherosclerosis,and to explore the relationship between modified
lipoprotein and lipoprotein related phospholipase A2 and the occurrence of coronary atherosclerosis. Methods
A total of 220 cases who came to Emergency Department of West China Hospital from September 2016 to De-
cember 2016 due to acute myocardial infarction and were diagnosed as coronary atherosclerotic were taken as a
case group,200 healthy individual were taken as a control group. The differences of serum lipids and modified
lipoprotein levels between case group and control group were compared. Results The fasting blood glucose
and glycated hemoglobin in the case group were higher than those of the control group (P<C0. 05). There was
no significant difference on the level of triacylglycerol (P>>0. 05). The levels of cholesterol, high density lipo-
protein cholesterol and low density lipoprotein cholesterol in the case group were lower than those in the con-
trol group,and the differences were statistically significant (P<C0. 05). The levels of oxidized low density lipo-
protein,oxidized high density lipoprotein, glycosylatedlow density lipoprotein, glycosylated high density lipo-
protein and lipoprotein related phospholipase A2 in the case group were all higher than those in the control
group.and the differences were statistically significant (P<C0. 05). Conclusion Blood lipid is not a major factor
in the occurrence and development of coronary atherosclerosis. Hyperglycemia, high level of modified lipoprotein and
lipoprotein related phospholipase A2 are closely related to the formation of coronary atherosclerosis.
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215 n ox-LDL(pg/mL) ox-HDL(pg/mL) gly-LDL(ng/mL) gly-HDL(ng/mL) Lp-PLA2(ng/mL)
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P <20. 05 <20. 05 >0.05 <20. 05 <20.05 <20. 05
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