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[ Abstract ] At present,the morbidity and mortality of coronary heart disease in Chinese residents have increased year by year. Studies

have found that atherosclerosis is a process of vascular inflammatory response, and the association between traditional serum inflammatory

markers and coronary heart disease is lacking in specificity. The correlation of the novel serum inflammatory marker plasma lipoprotein-

associated phospholipase A2 with coronary heart disease has not been confirmed. This article reviews the research progress of the relationship

between lipoprotein-associated phospholipase A2 and coronary heart disease.
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