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[ Abstract |

Sarcopenia is prevalent among the elderly. The incidence of this condition rises with advancing age, posing dan-

ger and lacking effective therapeutic options. Hence, timely detection is crucial. Enhancing the ability to identify biomarkers with

high sensitivity and specificity may enhance the early diagnosis and prognosis of sarcopenia. This article examines recent advancements

in the investigation of the correlation between biomarkers, including inflammatory variables, hormones, oxidative stress, circulatory

mediators, and sarcopenia. It offers novel concepts and techniques for the identification, management, and prediction of sarcopenia.
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