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Summary Acute myocardial infarction (AMD is the leading cause of morbidity and mortality worldwide,is-
chemia myocardial restores blood could improve myocardial function, while reperfusion may lead to severe myocar-
dial injury, namely myocardial ischemia reperfusion injury (MIRD. Pyroptosis is a form of programmed cell death
that is highly proinflammatory. Activated caspases cleavage pore- making effect protein Gasdermin D (GSDMD)
causing rupture of the plasma membrane,leading to pro-inflammatory cytokine interleukin(1L.)-18 and IL.-18. Re-
searches have shown that pyroptosis is involved in the occurrence and development of MIRI. This article reviews

pyroptosis and its role in MIRI,in order to provide theoretical basis and practical feasibility for the diagnosis and

treatment of MIRI.
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Figure 1 Classical and nonclassical molecular pathways

of pyroptosis
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Kounis syndrome with simple left main disease: one case report
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Summary A patient with the type II Kounis syndrome was analyzed in our hospital. She had obvious allergic

reactions and clinical manifestations of acute myocardial infarction, as well as abnormal laboratory examinations.

Coronary angiography results showed that the LM orifice lumen was obstructed about 95%. Kounis syndrome

with simple left main disease is extremely rare. The treatment of Kounis syndrome is careful.
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