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Research advances in the involvement of 5-hydroxymethyl-cytosine in inflammatory

response and thrombosis in ischemic stroke
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Abstract: 5-Hydroxymethyl-cytosine (5hmC) is an important marker for DNA hydroxymethylation and is the product of 5-
methylcytosine oxidation catalyzed by ten-eleven translocation methylcytosine dioxygenases (TET). In recent years, more
and more studies have identified abnormal alterations in 5ShmC and TET family proteins in cerebrovascular diseases,
suggesting that cerebrovascular diseases are closely associated with the regulation of ShmC. Inflammatory response is a
significant factor in the development and progression of ischemic stroke, while thrombosis is a critical pathological process
in ischemic stroke. Studies have shown that ShmC plays an important role in regulating the expression of inflammatory
factors and thrombosis in ischemic stroke. This article reviews the research advances in the involvement of 5hmC in
regulating inflammatory factors and thrombosis, in order to provide insights for epigenetic research on the development,
progression, diagnosis, and treatment of ischemic stroke.
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