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Progress study of HDAC1/2 function in multiorgan under ischemia and anoxia diseases
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[ Abstract ] Epigenetic mechanisms such as DNA methylation, ubiquitination and histone modification play an important role
in a variety of biological processes, among which, histone acetylation plays an important role in tumor cell proliferation and prolifera-
tion, inflammation induction, cardiovascular and cerebrovascular diseases. HDAC1/2 (histone acetyltransferase 1/2,HDAC1/2) belongs
to class I HDACs and plays an important epigenetic modification role in gene regulation. Recently, it has become a hot spot for studying
cancer cardiovascular and cerebrovascular diseases. We will summarize the research of HDAC1/2 in heart, brain, liver and kidney re-
lated hypoxic-ischemic diseases in this article.
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