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[ Abstract]  Dual specificity phosphatase (DUSP) 1 is an important member of the DUSP protein family, which can
dephosphorylate tyrosine and serine/threonine residues. It also plays an important role in various pathophysiological processes
such as cell growth cycle regulation, oxidative stress and inflammation. In recent years, a number of studies have pointed out
that DUSPI is involved in the occurrence and development of a variety of cardiovascular diseases such as myocardial infarction,
heart failure, ventricular remodeling and myocardial fibrosis, and can alleviate myocardial ischemia—reperfusion injury (MIRI)
by mediating signal transduction pathways, reversing apoptosis and inhibiting inflammatory response, thereby improving cardiac
function of patients. In this paper, we first analyzed the pathophysiological mechanism of MIRI, and then reviewed the structure,
biological function and action mechanism of DUSP1 in MIRI, in order to provide theoretical basis for DUSP1 as a therapeutic
target of MIRI.
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