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STUDY ON THE MECHANISM OF OSTEOPOROSIS CAUSED BY
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[ Abstract] Myostatin is a myokine, secreted by myoblasts and is a negative regulator of muscle growth and regenera—
tion. In this paper, we explore the role of Myostatin affects osteoporosis during skeletal metabolism, skeletal biomechanics
and muscle development, as well as the complex changes during skeletal metaholism. In vitro, for example, Myostatin inhibits
osteoblast differentiation and stimulates osteoclast activity in a dose—dependent manner. Myostatin—deficient mice showed re—
duced osteoclast numbers, increased cortical thickness, and increased mineral density of tibial cortical tissue. Cortical bone
density was increased in the tibia, while vertebral bone density was increased. Although the musculoskeletal system is the
most common major cause of ageing degeneration, osteoporosis is explained by how the differentiation or function of osteo—
blasts and osteoclasts is an important factor in the balance of bone metabolism during the sophisticated programming of basic
processes of bone reconstruction such as bone formation and bone resorption. In addition, further studies are needed to eluci—
date the regulatory role of Myostatin in bone metabolism.
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