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EFFECT OF PRAVASTATIN ON PLATELET AGGREGATION
AND PLATELET TXB, AND cAMP IN VITRO

Xu Lizhuo Ma Liping Yin Songmei Feng Jianhong

(Department of Internal Medicine,Sun Yat-sen Memorial Hospital,

Sun Yat-sen University of Medical Sciences. Guangzhou,510120)

The improvement of hypercholesteroleamia (HC) and increased platelet reactivity are essential measure in

the treatment and prevention of atherosclerosis and thrombotic diseases. The present study was designed to

assess the effects of pravastatin,a new antilipoprotein agent (HMG-CoA reductase inhibitor) ,on platelet func-

tion in vitro. The aim was to investigate its direct effect on platelet. Sample was obtained from 28 patients

with HC and 10 healthy volunteers. The results showed that platelet aggregation (PAGT-Max) and throm-
boxane B,(TXB;) in platelets was increased and cAMP was decreased in HC. In HC, ADP-induced platelet ag-

gregation and TXB, in platelets were reduced,and cAMP in-platelets was increased by pravastatin in two con-

centraction (0. 03 pmol/L , 0. 3 umol/LYin vitro. It was suggested that pravastatin might be involved in anti-

platelet action,and play an active function in prevention and treatment of thrombotic diseases.
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