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Advances in the study of histone deacetylase 4 in ischemic stroke disorders”
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[Abstract] Epigenetics play an important role in the occurrence and development of ischemic stroke, in
which histone acetylation is the most common process and is controlled by histone deacetylases (HDACs) and
histone acetyl transferases (HATs). Histone deacetylase 4 (HDAC4) belongs to class Ila HDACs, which can
inhibit neuronal death by regulating angiogenesis and neurogenesis,and its expression may be transformed in-
to an effective treatment for clinical ischemic stroke. This article reviews the latest studies on HDAC4 in is-

chemic stroke in recent years, and discusses the potential value of regulating HDAC4 in the treatment of is-

chemic stroke.
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