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Regulation of muscle metabolism by bone
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A cross sectional study showed that serum osteoglycin level was negatively
associated with bone mineral density at femoral neck and positively with vertebral fracture risk in
postmenopausal women with type 2 diabetes. In in vitro studies, osteocalcin might stimulate
differentiation of myoblastic C2C12 cells. Advanced glycation end products (AGEs) inhibited
differentiation of myoblasts and increased apoptosis in C2C12 cells. High glucose enhanced the
detrimental effects of AGEs on myoblasts. Insulin-like growth factor-1 rescued the negative effects
of high glucose and AGEs on myoblasts.
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