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Abstract: Fracture healing is typically characterized by four overlapping stages that include the hematoma
and inflammatory response, initial fibrocartilage callus formation, hard callus formation and bone
remodeling. The remodeling process is driven by a coupled process of bone resorption and bone formation.
The soft callus remodeling and hard callus remodeling are of great importance to fracture healing.
Bisphosphonates act to affect fracture healing by intervening callus remodelling, based on its pharmacological

action of inhibiting the osteoclast activity and bone turnover level. Long-term use of bisphosphonates does not

favor the fracture healing, and has been associated with the possibility of atypical fracture of the femur.
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