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[ Abstract ] Although the intensive medical care has being made for patient with coronary heart disease, there are small number of pa-
tients who still experience the residual myocardial ischemia or angina symptoms. Enhanced external counterpulsation( EECP) is a non-inva-
sive, safe, low-cost, and highly beneficial therapy for patients with coronary artery disease. The underlying mechanism of vascular endothelial
protection indicates that EECP therapy should be a first line preventive treatment of systemic vascular systems and an important modality of

cardiovascular rehabilitation. The present article briefly reviewed the role of EECP and the mechanism of EECP action on vascular endotheli-

um is also briefly discussed.
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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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