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Research progress of mechanical overload on osteoblast injury and
its repair by traditional Chinese medicine

LIU Ying-jie'*, LI Rui-xin’>, ZHAO Bin**, LI Hao®, LI Jun’, SU Wei-hua’, HAO Bao-hui’”,
XU Yun-giang', ZHANG Xi-zheng’ (1. Department of Orthopedics, Tianjin Medical University General
Hospital, Tianjin 300052, China; 2. Institute of Medical Equipment, Academy of Military Medical Sciences,
Tianjin 300161, China; 3. Department of Orthopedics, First Hospital of Jinlin University, Changchun 130000,
China)

Abstract: The growth and metabolism of bone are controlled by osteogenesis of osteoblasts and absorption of os-
teoclasts, and osteoblasts play a main role in the process of osteogenesis. Overload will affect proliferation and
differentiation of osteoblasts, while the loading mode, intensity, duration and other factors can change the biologi-
cal properties of osteoblasts and further affect the functional activity of osteoblasts. However, the mechanism of
osteoblast response to overload is still at the exploratory stage and needs in-depth study. Numerous studies have
demonstrated that icariin, a kind of Chinese medicine, can promote proliferation and differentiation of osteoblasts,
and icariin with a certain concentration plays an important role in the repair of osteoblast injuries. In this paper,
the responses of osteoblasts to overload stimulation and repair of osteoblast injuries by icariin were summarized.
Key words: Overload; Osteoblast; Cell response; Icariin
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