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Novel Therapeutic Target of Cardiovascular Disease ; Lipoprotein Associated
Phospholipase A2

CHEN Qianru, YE Fei
( Department of Cardiology , Nanjing First Hospital , Nanjing Medical University , Nanjing 210000, Jiangsu , China)

[ Abstract ] Inflammation is clearly recognized as a central component in the development and progression of coronary atherosclero-
sis. Though many studies have demonstrated high sensitivity C-reactive protein and interleukin without specificity associated vulnerability of
atherosclerotic plaque, lipoprotein-associated phospholipase A2 (Lp-PLA2) is an enzyme produced in atherosclerotic plaque by inflammatory
cells. Increasing evidence has demonstrated Lp-PLA2 as a “ideal” marker for vulnerability of plaque as of its high specificity for inflammation
and low biologic variability and Lp-PLA2 levels have shown a significant correlation with cardiovascular events. In addition, Lp-PLA2 has
been considered as a special therapeutic target for atherosclerosis, which has been acted upon indirectly( statins, asprin and B-blockers) and
directly (Lp-PLA2 antagonists such as darapladib) to improve clinical outcomes. This review will provide an overview on mechanism and
clinical progress of various drugs lowering Lp-PLA2 levels.

[ Key words ] Lipoprotein-associated phospholipase A2 ;Inflammation ; Atherosclerosis ; Pharmacologic therapies
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Assessment and Therapy of Intermediate Coronary Lesions

SHEN Qiannan, LIU Jun
( Department of Cardiology ,The First Affiliated Hospital of Dalian Medical University ,Dalian 116000 , Liaoning , China )

[ Abstract ] The intermediate coronary lesion on angiography is defined as a luminal narrowing with a diameter stenosis of 30% to
69% . The incidence of the intermediate stenosis is 20 times than the serious stenosis. Many intermediate coronary lesions develop to acute
coronary syndrome, and appears as a dilemma for cardiologists. The degree of stenosis seen on coronary angiography is considered to be the
golden standard by which to assess the severity of coronary artery disease. However it can’ t predict functional information of the lesions. Some

noninvasive techniques such as SE,MSCT,FFRCT,MPI,CMR and much more, have attracted widespread attention. In the catherteriation la-
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