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Abstract

Nuclear receptor subfamily 4group Amember 1, Nuclear receptor subfamily 4group Amember 1, Nuclear receptor subfamily 4group
Amember 2 (NR4A2), a member of nuclear receptor subfamily 4group Amember 2, is a classic inflammatory regulator. Meanwhile,
it was involved in the regulation of lipid metabolism and Myocardial ischemia reperfusion injury (MIRI). Recent studies suggest that
interleukin-36 (IL-36) is correlated with the diagnosis of Coronary heart disease (CHD), evaluation of the severity of the lesions, and
MIRI. This paper summarizes the correlation between NR4A 1, NR4A2, IL-36 and CHD and MIRI, hoping to provide a new direction
for early diagnosis, treatment and improvement of prognosis of CHD.
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