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Abstract: Osteoporosis (OP) is a common bone disease characterized by a systemic impairment of bone
mass and microarchitecture which results in fragility fractures. With the increasing aged population, the
treatment and socio-economic effect on osteoporosis, especially on postmenopausal osteoporosis, will further
increase. A sufficient understanding of bone biology with molecules signaling to the communication between
bone-resorbing osteoclasts and bone-forming osteoblasts and the orchestrating signaling network has led to
gradually recognized novel therapeutic targets by the people. The new treatment strategy has been designed
that aims to inhibit excessive bone resorption and to increase bone formation. The most promising novel
treatments include; Denosumab, a monoclonal antibody against receptor activator of NF-kB ligand;
Odanacatib, a specific inhibitor of osteoclast protease cathepsin K; Saracatinib, a Src kinase inhibitor; and a
selective estrogen receptor modulator (SERM ) , Bazedoxifene. This review discusses these new therapies and
explains their internal physiological mechanisms.
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