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Research on the relationships of lipoprotein-associated phospholipase A2, homocysteine
levels with coronary heart disease”
HUANG Yan feng , HUANG Shui fang . ZHONG Guoquan ,L1 Jiehua
(Department o f Clinical Laboratory sthe Sixth Af filiated Hospital of Guangzhou Medical
University Qingyuan People’s Hospital ,Qingyuan,Guangdong 511518,China)

Abstract:Objective By detecting the level of homocysteine (Hcy) and plasma lipoprotein associated
phospholipase A2 (LP-PLA2) in coronary heart disease (CHD) patients to explore their relationship with
CHD and clinical application value. Methods A total of 338 cases of patients which diagnosed with coronary
heart disease by coronary angiography in our hospital from Jul 2016 to Dec 2017 were collected. According to
the results of coronary angiography and other auxiliary examinations,the CHD group was further divided into
5 groups of silent myocardial ischemia (SMI,45 cases) ,stable angina (SAP,49 cases) ,unstable angina (UAP,
122 cases) ,non ST segment elevation myocardial infarction (NSTEMI, 54 cases),ST segment elevation myo-
cardial infarction (STEMI, 68 cases). In addition, 93 healthy people who had physical examination in our hos-
pital during the same period were selected as the control group. LP-PLLA2 and Hcy levels of each group were
compared to analyze the correlation between LP-PLLA2 and Hcy levels and CHD. Results There were statisti-
cally significant differences in HDL-C, Hey and LP-PLLA2 in each groups (P<C0. 05), With the development of
coronary heart disease, Hey, LP-PLLA2 gradually increased and HDL-C gradually decreased (P<C0. 05). Logis-
tic regression analysis showed that LP-PLLA2 and Hcy were risk factors for the occurrence of coronary disease
(Hey OR=1.222,95%CI:1.072—1. 393, P<0. 05; LP-PLA2 OR= 1.025,95%CI.:1.019—1. 031, P<C0. 05).
Conclusion Hcy and LP-PLA2 can reflect the severity of coronary heart disease to some extent and provide a
positive reference value for the prediction,early diagnosis and treatment of coronary heart disease.
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