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[ Abstract]

dial infarction with high morbidity and mortality. The current treatment principle of ST-segment elevation myocardial in-

myocardial infarction. L/ Xue

ST-segment elevation myocardial infarction (STEMI) is the common classification of acute myocar-

farction in the acute phase is to quickly restore the effective blood flow and perfusion of the coronary arteries in the
shortest blood perfusion time. Direct percutaneous coronary intervention (PCI) is the prior measure for the acute phase
of STEMI, which can reopen the culprit arteries in time, restore blood flow effectively and has less injury with faster re-

covery. However, after receiving direct PCI treatment, some patients with STEMI still have poor prognosis. The influ-
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ence of the "smoker paradox" on the prognosis of STEMI patients is still controversial, and many studies have confirmed

the positive effect of remote ischemic conditioning (RIC). This article mainly summarizes the research progress on the

established or still controversial prognostic factors of direct PCI STEMI patients in recent years.
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