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The Efficacy of Cerivastatin in comparsion with pravastatin in treatment of hypercholesterolemia

Xue Zhaoli( Xue ZL) ,Li Mingzhi( Li MZ) ,Zhu Juen( Zhu J) ( He Ze medical College shandong 274030)

ABSTRACT OBJECTIVE:To study clinical efficacy and safety of cerivastatin and pravastatin on hypercholesterole mia . METHOD:
150 hypercholesterol mia patients were divided into cerivastin group (.n =75) and pravastatin group ( 7 =75) . The lipid and safety was

study after 8 weeks . RESULTS :Both agents significantly reduced TC,TG,LDL- C,and increased HDL- C. No significant difference in
side effect incidence between agents was obseveved . CONCLUTION :Cerivastatin is effective to treat hypercholesterole mia by inhibit-

ing the platelet activity and improving the insulin resistance .
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