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[Abstract] The maintenance of bone homeostasis is critical for bone health. It is vulnerable to cause bone loss, even
severely osteoporosis when the balance between bone formation and absorption is interrupted. Growing evidence has
shown that energy metabolism disorders, such as abnormal glucose metabolism, irregular amino acid metabolism, and ab-
errant lipid metabolism, can damage bone homeostasis, causing or exacerbating bone mass loss and osteoporosis-related
fractures. Here, we summarize the studies of energy metabolism in osteoblasts and osteoclasts and provide a better appre-
ciation of how energy metabolism, especially glucose metabolism maintains bone homeostasis. With this knowledge,

new avenues will be unraveled to understand and cue bone-related diseases such as osteoporosis.
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Fig 1 Osteoblasts and osteoclasts
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Fig 2 Signal pathway of osteoblast differentiation cells and glucose metabolism
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