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Research progress on the function of Cofilin-1 in nucleus
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Abstract: Cofilin-1 is an important actin-binding protein, whose primary function is dynamic reorganization of
actin cytoskeleton by severing actin filaments to ensure various intracellular processes orderly. In recent years, as
the function of actin in the nucleus has been gradually revealed, Cofilin-1, one of the key regulatory factors of actin
filaments, has attracted extensive attention in the function of the nucleus. Here, the latest functions of Cofilin-1 in
the nucleus are reviewed, such as mediating actin into the nucleus, regulating nuclear shaping, chromatin

organization, apoptosis, gene transcription and DNA damage repair, etc., which will provide a new insight for the

further study of Cofilin-1 and its related molecules.
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