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Abstract:Objective:To observe the effect of felodipine and prastastin combined on carotid artery intima-media thickness(CIMT)and
carotid atherosclerotic plaques in patients with hypertension.Methods:Ninety hypertension patients with different extent of the CIMTs and
plaques examined by cervical artery ultrasonic were divided into two groups.Group A of 45 patients received felodipine and prastastin ,
Group B of 45 patients received benazepril and prastastin.Hydrochlorthiazide 25 mg was added if blood presures not controlled properly,
and prastastin 20 mg was given when LDL-C below 2.1 mmol/L.Serum lipids were detected every three months and all the patients
received the cervical artery ultrasonic to study the changes of CIMT and the grade of the plaques twelve months later.Results:SBP and
DBP were significantly decrease after 6 weeks treatment,but there was no significant difference between the two groups.So do TC,TG,
LDL-C,HDL-C.But CIMT were decreased more significantly in group A after treatment than in group B (P <0.05).Conclusion:Therapy of

felodipine and prastastin intensive lipid-lowering combined can decrease CIMTs and reduce carotid atherosclerotic plaques significantly.
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