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Abstract: The Wnt signaling pathway plays a vital role in the process of osteoblast proliferation and
differentiation. In recent years, a number of studies have found that this pathway can be impeded by an
inhibitor, DKK-. Over-expression of DKK- could affect bone formation and even lead to osteopenia.
Blocking the DKK- as indicated by some researchers, could help to restore the function of osteoblast, and
therefore increase bone mass. These findings suggest that using DKK- as a novel target could provide a new
way for treating osteoporosis. Here, we reviewed the growing literature on the mechanism of DKK- inhibiting
Wnt signaling transduction as well as its role in osteoporosis.
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