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[Abstract] Coronary atherosclerotic heart disease (CHD),
it is a kind of coronary artery disease caused by
lipidmetabolism  disorder and chronic inflammatory
disease, it is common in middle—aged and elderly people,
and is involved in the occurrence and development of
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multiple inflammatory factors, accounting for an
importantproportion of the morbidity and mortality of
cardiovascular  (CV) diseases. Lipoprotein—associated
phospholipase A2 (Lp—PLA2) is one of the most
important indicators in clinical diagnosis of coronary
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heart disease, it is very important for cardiac symptoms,
treatment and intervention throughout the life cycle, as
well as the impact of daily life and long—term health
assessment. This article reviews the development of Lp—
PLAZ2 in coronary heart disease.
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