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Role of fibroblast growth factor signaling in bone injury repair
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Abstract: Bone injury is a common bone surgery disease. Many complex skeletal defects such as large traumatic
bone defects may cause delayed bone healing and fracture nonunion, which remains a challenge in clinical practice.

The application of tissue engineering therapy provides a new opportunity for the treatment of nonunion. Fibroblast
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growth factor signaling plays an important role in bone development. Based on the their spatio-temporal expression

during fracture healing and the phenotypes of genetically modified mice, FGF signaling-related molecules are considered

as important regulatory molecules for bone regeneration and repair. This review will summarize the current understanding

of FGF signaling-related molecules in bone injury repair, providing reference for its clinical application.
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