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Effect of pravastatin on serum levels of matrix metalloproteinases-1, matrix metallo-

proteinases-9 in patients underwent percutaneous coronary intervention

LI Fei-fei, LI Li, LIU Qiu-hui, LIU Rui-yun ( Department of First Aid, The First Affiliated Hospital of Zhengzhou University,
Zhengzhou 450052, China)

Abstract. Objective To investigate the influence of pravastatin on serum matrix metalloproteinases-1
(MMP-1), MMP-9 and its role in prevention of restenosis following coronary intervention. Methods Totally
62 palients after percutaneous coronary intervention ( PCl) were randomly assigned to receive 10 mg/d pravasta-
tin in 24 —48 h after PCI for 6 months (n =32) or no therapy (n =30) as control. The blood samples of all pa-
tients were examined at admission and 7, 21 d after administration of pravastatin. All patients received follow-
up and coronary checking within 6 months. Results TIMI 3 flow was achieved in all cases and residual steno-
sis was less than 20% . No severe complications were found. (DThe use of pravastatin after PCI could signifi-
cantly reduce serum levels of MMP-1 and MMP-9 as compared with control group (P <0.01). (2)At the end of
6-month follow-up, 1 case in pravastatin group and 8 case in control group experienced recurrent angina. All
patients received coronary rechecking, of which only 1 case in pravastatin group but 6 in control group were
found to be restenosis. There were significant differences in decreasing amplitude of minimal lumen diameter be-
tween two groups. No one occurred acute myocardial infarction or needed bypass operation of coronary artery
during follow-up. Conclusion Pravastatin decreased breakdown of matrix collagen and could achieve low rest-
enosis rate after percutaneous coronary intervention.
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