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The relationship between extracellular vesicles and aging and its research progress in bone
metabolic diseases
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Abstract; With the aging society coming, bone metabolic diseases such as osteoporosis have attracted more and more attention.
Cell senescence has been proved to be one of the important causes of bone loss in bone metabolism. Extracellular vesicles are the
important mediators secreted by cells to transmit information between cells. Vesicles contain different kinds of microRNAs, proteins,
lipids, mRNAs, tRNAs, and other bioactive substances, which play an important role in cell information exchange. They are
currently considered to have a similar function to the aging-related secretory phenotype, namely SASP factor. This article
summarizes the research progress of the relationship between extracellular vesicles secreted by organisms or cells during aging and
SASP factors in recent years, and looks forward to the potential value of extracellular vesicles in the treatment of bone metabolic
diseases caused by aging in the future.
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Fig.1 SASP and Evs in cell senescence and the function
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Fig.2 Extracellular vesicles, SASP, and bone metabolism

in cell senescence
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