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Progress about acute infection increasing the risk of myocardial infarction
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As its high morbidity, serious harm, with poor prognosis and high death rate, cardiovascular disease has

always been the focus of the world, especially myocardial infarction( MI) with higher mortality, and with increased morbidi-

ty year by year, which should be focused on by each patient.

Recent years, along with constantly emerging studies of a-

cute infection causing increased risk of myocardial infarction, it attracts the attention of multidisciplinary physicians.  This

article reviews the progress of acute infection increasing the risk of myocardial infarction.
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Figure 1. Risk of cardiovascular events after acute infection
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Figure 2. Characteristics of cardiac during the period of a-

cute infection
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Figure 3. The mechanism of myocardial injury or infarction

due to acute infection
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Figure 4. Process of demand ischemia, the mechanism of type

2 myocardial infarction
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Figure5 . Pathological features of the heart due to acute in-

fection
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