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Research progress on the correlation

between hypothalamic-pituitary-target gland axis hormone and sarcopenia
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Abstract; With the aging of population in China, sarcopenia has become one of the important problems of public

health. Sarcopenia ( sarcopenia for short) is a syndrome with a high incidence in the elderly, especially in the long-

bedridden elderly. The disease is characterized by decreased muscle mass, decreased muscle strength and

decreased muscle function. Sarcopenia in the elderly leads to an increased risk of falls, decreased independence,

and increased hospitalizations. The etiology of sarcopenia has not been identified, and its potential mechanisms need

to be studied.
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Fig 1 Effects of GH/IGF-1 on muscles
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Fig 2 Effects of testosterone on muscles
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Fig 3 Relationship between target hormones of pituitary and sarcopenia
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