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Effects of rosuvastatin on carotid artery atherosclerotic plaque in patients with H-type hypertension
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[ Abstract] Objective: To investigate the effects of rosuvastation on homocysteine (Hcy) level and
carotid artery atherosclerotic plaque in patients with H-type hypertension. Methods: Eighty H-type
hypertension patients with artery atherosclerotic plaque were divided randomly into observation group
and control group. Control group was given traditional anti-hypertension treatments. On the basis of
control group, observation group was administered with oral rosuvastatin (10 mg/day). The levels of
LDL-C, hs-CRP, Hcy, IMT, carotid artery atherosclerotic plaque and the effective rate of treat in two
groups were compared before and 12 months after treatment.  Results: After 12 months of treatment,
the levels of LDL-C, hs-CRP and Hcy were lower, IMT and carotid artery atherosclerotic plaque were
smaller than those before treatment in observation group (all P<C0. 01). The above indexes in the
observation group were significantly different from those in the control group after treatment (all P<C
0.05).  Conclusions: Rosuvastatin may decrease the levels of hs-CRP and Hcy in patients with H-type
hypertension. It also can reduce IMT and carotid artery atherosclerotic plaque, thus retarding or even
reversing the development of carotid atherosclerotic plaque.
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