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Myocardial Infarction
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1. Normal coronary artery, microscopic.

2. Coronary atherosclerosis, cross sections, gross.
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3. Coronary atherosclerosis, minimal, gross.

4. Coronary atherosclerosis, severe, gross.

5. Coronary atherosclerosis, composite, microscopic.

6. Coronary atherosclerosis, intimal plaque, microscopic.

7. Coronary atherosclerosis, complicated by calcification, microscopic.

8. Coronary atherosclerosis, occlusive, microscopic.

9. Coronary atherosclerosis, occlusive, microscopic.

10. Coronary artery, hemorrhage into plague, gross.

11. Coronary artery, atheromatous plague with disrupted fibrin cap, microscopic.

12. Thrombosis of coronary artery, gross.

13. Thrombosis of coronary artery, gross.

14. Thrombosis of coronary artery, microscopic.

15. Thrombosis of coronary artery, microscopic.
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1. Normal myocardium, microscopic.

2. Early acute myocardial infarction (<1 day) with contraction band necrosis, microscopic.

3. Acute myocardial infarction (1 - 2 days) with early neutrophilic infiltrate, microscopic.

4. Acute myocardial infarction (1 - 2 days), hyperemic border, microscopic.

5. Acute myocardial infarction (3 - 4 days), extensive neutrophilic infiltrate, microscopic.

6. Acute myocardial infarction, gross.

7. Acute myocardial infarction, gross.
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8. Acute myocardial infarction with rupture, gross.

9. Acute myocardial infarction with rupture and tamponade, gross.

10. Intermediate (healing) myocardial infarction (2 - 3 weeks), microscopic.

11. Remote myocardial infarction (weeks to years), microscopic.

12. Remote myocardial infarction (weeks to years), microscopic.

13. Remote myocardial infarction (weeks to years), gross.

14. Left ventricular aneurysm, gross.

15. Left ventricular aneurysm containing mural thrombus, gross.

16. Ischemic cardiomyopathy, microscopic.
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