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Management of aging of adipose, skeletal muscle, and bone via investigation of
intracellular hypercortisolemia
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Intracellular cortisol is activated by the a?ing due to the up-regulation of

11B -hydroxysteroid dehydrogenase type-1 (11B -HSD1) activity in relation to Somatopause (decrease
in growth hormone and insulin-like growth factor-1 system); Adrenopause (decrease in adrenal
androgens: dehydroepiandrosterone-sulfate); Menopause/Andropause (decrease in sex hormones form
ovaries/testis); and inflammatory cytokines. viscous cycle between aging and intra-cellular cortisol
hyperactivation leads to both anthropometric and metabolic disorders, including sarcopenic obesity
and osteoporosis. We investigated the efficacy of 11 -HSD1 inhibition on sarcopenia, fat
accumulation, and osteoporosis in patients with Cushing’ s syndrome and subclinical Cushing’ s
syndrome, which represent the _human aging process. The results of this study will be the basis for
the elucidation of the mechanism and improvement of the pathological aging process.
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