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Lining cells

Fig. 1. Bone remodeling in cancellous bone as seen in longitudinal sequence
and cross sections. Five different phases can be distinguished over time:
@D osteoclastic resorption, @ reversal, 3 preosteoblastic migration and
differentiation into osteoblasts, @ osteoblastic matrix (osteoid) formation,
and & mineralization. ® The end-product of remodeling in cancellous
bone is the completed cancellous bone structural unit (BSU) covered by

lining cells.
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