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Abstract: Osteoporosis is a disease characterized by low bone mass and microarchitectural deterioration of bone tissue, which leads
to increased bone fragility and consequent increased risk of fracture. Bisphosphonates ( BPs) , the most widely used anti-osteoporosis
drugs, can reduce the risk for vertebral, non-vertebral and hip fractures effectively. Following the long-term use of BPs, their
effectiveness decreases, while serious complications, for example, atypical femur fractures and osteonecrosis of the jaw increase. In
general,, the recommended course of treatment using BPs is 3-5 years, followed by drug holiday. During the drug holiday, attention
should be paid to detect the changes in bone mineral density (BMD) and bone turnover markers ( BTMs) regularly, in order to
determine the subsequent treatment. In general, for patients who have low BTMs levels and stable BMD, drug holiday should
continue, for patients who have increased BTMs and decreased BMD, antiresorptive drugs should be given, and for those who have
low BTMs and decreased BMD, osteoanabolic treatment should be considered.
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Fig.1 A well-accepted scheme for bisphosphonates treatment and drug holiday
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Fig.2 Flow chart of bisphosphonat treatment in elderly osteoporosis patients
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