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[ Abstract] Interleukin (IL)-1 family is a kind of inflammatory cytokines found earlier and widely used. It plays an important role in
the occurrence and development of acute coronary syndrome. Members of the IL-1 family include IL-1, IL-1B3,IL-1Ra, IL-18 ,1L-33, IL-
36a, IL-363, IL-36y, IL-36Ra, IL-37 and IL-38. They respectively exhibit anti-inflammatory and pro-inflammatory effects in the
development of acute coronary syndrome. At present, studies have explored its use in the treatment of acute coronary syndrome and achieved
good results. This paper reviews the mechanism and treatment status of IL-1 family involved in the occurrence and development of acute
coronary syndrome.
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