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Mechanism of Bcl-2 protein family regulating apoptosis and its
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[ Abstract ] Chronic refractory wounds refer to wounds that cannot restore local tissue anatomy and
functional integrity in a timely manner through normal and orderly procedures,which is one of the more diffi-
cult clinical problems. As a key link in the process of wound healing,apoptosis can timely remove excess and
damaged cells in the body,regulate the normal development and life activities of the body,and play an impor-
tant role in the process of wound healing. In recent years,some researchers have found that B-cell lymphoma-
2 family proteins (Bcl-2 family proteins)are involved in the regulation ofcell apoptosis, by regulating its apop-
tosis inhibitor and apoptosis-inducing factor ratio to inhibit apoptosis to promote wound healing purposes.
Based on this,this paper reviews the regulatory mechanism of Bcl-2 family proteins in apoptosis and their ap-
plication in wound repair,aiming to provide reference for further guiding the application of Bcl-2 family pro-
teins in the treatment of chronic refractory wounds.
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