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[ Abstract] K63-linked ubiquitination regulates key signal transduction pathway, such as NF-kB, MAPK, JAK/STAT, and Wnt/§-
catenin , playing crucial roles in cardiovascular disease. K63 deubiquitinase ( including A20, CYLD, and USP families) hydrolyze K63-linked
ubiquitin chains to regulate inflammation, apoptosis, and fibrosis. Their dysregulation contributes to myocardial ischemia-reperfusion injury,
atherosclerosis, heart failure, and cardiac fibrosis. This review summarizes the molecular mechanisms and therapeutic potential of K63
deubiquitinase in cardiovascular disease,providing insights for targeted interventions.
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