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Investigation of the relationship between bone and skeletal muscle in view of the disharmony
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Abstract.: Osteoporosis and sarcopenia are common musculoskeletal diseases in the aging society. Modern research has shown that
bone and skeletal muscle participate in the pathological processes of such diseases as a common functional unit. Bone and skeletal
muscle are interrelated in biomechanical mechanisms, energy metabolism, endocrine, cells, genes, and signaling pathways.
Therefore research on the relationship between bone and skeletal muscle will contribute to the prevention and treatment of these two
diseases. Traditional Chinese Medicine understands the relationship between bone and skeletal muscle from the relationship between
“spleen and kidney”. Among the theories, “Disharmony between bone and muscle” is a high-level summary of this understanding.
Multi-dimensional modern research verifies the rationality of the theory of “ Disharmony between bone and muscle”. Based on
modern research, this paper discusses the relationship between bone and skeletal muscle in details from biomechanics, endocrine,
energy metabolism, gene and molecular level, in order to provide new ideas and effective drugs for the research and precise
prevention and treatment of osteoporosis and sarcopenia.
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