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The Observation of rosuvastatin on occurrence of atherosclerosis in patients

with essential hypertension accompanied slightly increased LDL-C
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Abstract: Objective To observe the effect of rosuvastatin on the occurrence of atherosclerosis in patients
with essential hypertension accompanied by slightly increased LDL-C. Methods 189 hypertensive patients were
selected with slightly increased LDL-C,and randomly divided into rosuvastatin,atorvastatin group and the control
group.63 cases in each group. The control group was given only to antihypertensive treatment,and the remaining 2
two groups were given corresponding drug treatment on the basis of the antihypertensive treatment. The IMT of
carotid artery was measured before 1 week,3 months and 6months after the group. Results After 3 months of fol-
low-up,carotid artery IMT changes in three groups of patients had no significant difference ( P=>0.05). After 6
months the carotid artery IMT of the drug treatment group were significantly lower than the control group ( P<<0.
05) ,but it was no significant difference between the drug treatment group ( P=>0.05). Conclusion Rosuvastatin
treatment can significantly reduce the occurrence of atherosclerosis in hypertension patients with slightly increased
LDL-C. The effect on the occurrence of atherosclerosis in patients is no significant difference between rosuvastatin
and atorvastatin.
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