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obstruction; STEMI, ST-segment elevation myocardial infarction. 

170 consecutive STEMI patients treated with PCI

• Blood sampling on Day 2 

• CMR on Day 4

High concentrations of IL-6 48 h after STEMI were 
associated with:

• Worse myocardial function

• Larger infarct extent

• Greater reperfusion injury

• Adverse LV remodeling
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Modified by Bellis A, Mauro C et al. J. Clin. Med. 2021, 10, 2968.
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