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[Abstract]  Osteoclast activity is stimulated, the rate of osteolysis is higher than that of osteogenesis, and acute bone loss
occurs once patients need to be immobilized for days to weeks or even longer. Acute bone loss usually occurs in 6-8 weeks
after immobilization. During the period, bone mass will drop sharply to the lowest level, and patients have the highest risk of
fracture. Then the bone mass will gradually recover, but continue to lose because of the imbalance between bone formation and
resorption. This period lasts for 2 to 24 months, and is called progressive bone loss. Massive bone loss occurs after acute bone
loss and progressive bone loss, bone strength is reduced, and bone mass often does not recover to the normal, which increases
the risk of osteoporosis, fracture, joint replacement failure. There is no international consensus or guideline for the treatment of
acute bone loss. In this paper, the history, current status, etiology, evaluation, prevention, and treatment of bone loss were
summarized. It is hoped that clinicians' understanding and management of acute bone loss can be strengthened so as to
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effectively improve the prevention and treatment of acute bone loss in orthopedics patients, prevent related fractures,

accelerate rehabilitation, and ameliorate long—term prognosis of patients.

[Key words]  Orthopaedics; Acute Bone Loss; Bone Mass; Enhanced Recovery
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