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Bone Tumors
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Abstract : Tumor-induced bone disease is a dynamic pathological process of various cells. Bone
melastatic tumor cells could interact with immune cells, myeloid cells,fibroblasts, osteoblasts , 0s-
teoclasts and other bone marrow-derived cells to affect gene expression and function,as well as
change the bone marrow microenvironment. This article reviews the role of bone marrow stromal

cells in metastatic bone tumors.
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