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Advances in basic research on senescence of mesenchymal stem cells
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Abstract: Mesenchymal stem cells (MSCs) are widely used in regenerative medicine and tissue engineering.
Senescence of MSCs is closely related to the aging of the body and many aging-related degenerative diseases. The
development of stem cell therapy has brought a new direction for the treatment of aging-related diseases. However,
donor cells are prone to senescence after multiple passages in vitro, which affects the therapeutic effect and restricts
clinical development and application. Therefore, the basic studies on senescence of MSCs are reviewed to provide

reference for accelerating the clinical transformation of MSCs.
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