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Abstract. Matrix Metalloproteinases ( MMPs) are a type of zinc-dependent endopeptidases, which can degrade most of the
extracellular matrix metalloproteinases. Membrane type-1 matrix metalloproteinase ( MTI-MMP ) is a unique MMP, as the
collagenase to promote cell invasion into 3 D collagen matrix directly. Extracellular matrix (ECM ) plays an important role in the
process of bone formation and bone absorption. MT1-MMP can induce the bone-related pathological and physiological changes via
ECM. This article intends to review the research progress of MT1-MMP in bone metabolism in recent years, aiming to provide new
ideas for pharmacological intervention of MT1-MMP in anti-bone resorption and its application in bone bioengineering.
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