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Basic studies of the statins’effects on osteoporosis TIAN Faming, ZHANG Liu. Departmen: of Orthopaedic
Sugery , North China Coal Medical College Affiliated Hospital, Hebei, Tangshan 063000, China

Abstract: Most of the current treatments for osteoporosis are limited to the prevention of bone loss rather than
enhancing bone formation . Someanimal studies suggest that statins ( HMG-CoA reductase inhibitors) enhance bone
morphogenetic protein-2 ( BMP-2)-mediated osteoblast expression. A number of experiments have been performed
for investigating the effects of statins on bone metabolism. Most results of these studies assert that statins can
increase bone formation or inhibit bone resorption, while some other studies have obtained the different conclusion
for the limitation of statins’metabolism and the difference of protocol. Further investigations on the mechanism in

which statins affect bone matablism and development of new statins that are more specific for bone metabolism are
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crucial for whether these drugs can be used for the treatment of osteoporosis.
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