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ROS and Bone Homeostasis
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[Abstract] Bone is a dynamic structure maintaining the constant activities of osteoblastic bone formation and

osteoclastic bone resorption, which is a process called remodeling. Reactive oxygen species ( ROS) are well

recognized for playing a dual role as both deleterious and beneficial species on the bone remodeling. Recent studies

have demonstrated that ROS generation is a key modulator of bone cell function and that oxidative status influences

the pathophysiology of mineralized tissues. The paper aims to review the current literature on the crucial role of

oxidative stress in the bone remodeling, the contribution of ROS to the aging associated disease of osteoporosis. How

targeting ROS may lead to the development of novel therapeutic treatment options.
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Tab. 1 The reported compounds and drugs with antioxidative activities targeting ROS
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