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Stress Hyperglycemia After Acute Myocardial Infarction
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[ Abstract] Stress hyperglycemia ( SH) is associated with short-term and long-term adverse prognosis of acute myocardial infarction.

However, the best measurement, the definition of the best critical value,the potential mechanism of SH and whether hypoglycemic treatment

can improve the prognosis of patients with SH are still controversial. This article aims to review the current research status and future

development direction of SH after acute myocardial infarction.
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