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ABSTRACT: With growing an aging population, the osteoporosis, also called "silent epidemic" has been paid more and more atten-
tion. Both oxidative damage and mechanical stimulation are the main reasons to induce osteoporosis. On the one hand, the oxidative
damage can lead to osteoporosis by stimulating FoxOs signals to inhibit osteoblast differentiation, on the other hand, the disuse bone loss
can also occur due to lack of load force stimuli with time. There is a close correlation between them. Nrf2 is a main defense mechanism
against oxidative damage in cells, which can control various antioxidant protease transcription and plays an important role in the osteo-
porosis caused by oxidative damage. In this paper, we will review the mechanism of the microgravity and oxidative damage to cause the
osteoporosis. The Nrf2 how to regulate and control the oxidative damage, as well as the effects on rehabilitating the bone development is
also introduced.
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