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Current research on the relationship between dehydroepiandrosterone and senile disease
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[ Abstract] Objective: To review the role and therapeutic effect of dehydroepiandrosterone on clinical diseases, and investigate the
clinical significance of plasma dehydroepiandrosterone concentration monitoring in the elderly. Methods: Relevant research literatures published
recently were compared, analyzed and evaluated. The role of dehydroepiandrosterone in the development and treatment of senile diseases was
summarized, and the clinical significance of plasma dehydroepiandrosterone concentration monitoring was analyzed. Results and Conclusion:
Dehydroepiandrosterone plays roles in the nervous, skeletal and metabolizing systems. Decreased plasma concentration of dehydroepiandrosterone
was associated with certain diseases in the elderly, such as angiocardiopathy and Alzheimer’s Disease. Thus, plasma dehydroepiandrosterone
concentration monitoring could be of great significance for understanding the body state, judging the severity of diseases and guiding clinical
treatment.
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