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Effects of different doses of atorvastatin on osteoclastic anabolism in osteoporosis patients with hypercholesterol-
emia
FU Zhong-chong  (Department of Orthopaedics, The 359th Hospital of PLA ,Zhenjiang Jiangshu 212001, China)

Abstract: Objective To study the effects of different doses of atorvastatin on osteoclastic anabolism in osteoporosis patients with hyper-
cholesterolemia. Methods Two hundred and fifty-two patients were recruited and divided into low dose of atorvastatin group( group A) ,low
dose of atorvastatin adding ezetimibe group( group B) ,and moderate dose of atorvastatin group ( group C). Before and after treated with medi-
cine,the patients were measured in cholesterin, bone synthesis marker BGP, bone absorption marker DPD/Cr, and bone mineral density
(BMD). Results Two hundred and forty-five patients were included in the statistics,and the average treatment period was (5.38 +0.79)
months. The level of TC and LDL-C was decreased after treatment with moderate dose of statin. At the same time , the level of BGP and BMD

was increased ,and that of DPD/Cr was decreased. The level of TC and LDL-C was decreased,and that of BGP was increased after treatment
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with low dose of statin,while DPD/Cr and BMD had no obvious change compared with those before treatment. Compared with that of group C,
the level of TC,LDL-C and BGP in group B showed no significant difference,but the level of DPD/Cr was higher and that of BMD was lower.

Conclusion Moderate dose of atorvastatin have positive effect to increase BMD though increasing bone synthesis and decreasing the bone

absorption. This effect may be associated with the dose of statin,but the level of cholesterin.
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