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# < 3P : Case Report: Consecutive ST segment elevation myocardial infarction at
distinct coronary arteries in 5 hours
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Case present: A 77 years old women had a history of hypertension with regular control. She felt

nausea, abdominal pain in the morning and was send to ER where electrocardiogram (EKG) showed
ST elevation at lead 11, 111, aVF with reciprocal change at VV1-V4. Under the impression of ST
Segment elevation myocardial infarction (STEMI), dual antiplatelet and heparinization were given.
Primary PCI (9AM) revealed 90%, 50%, and 50% stenosis in RCA, LAD, and LCX respectively. A
bare-mental stent (BMS) was inserted at the proximal RCA successfully. After returning to ER, VT
was found 2 hours later and defibrillation was immediately performed. Intra-aortic balloon pumping
(IABP) was inserted under the impression of cardiogenic shock. Subsequent EKG revealed ST
elevation at lead 11, 111, aVF with reciprocal change at V1-V4. Coronary angiography was performed
again (2PM) and total occlusion in the proximal LAD was accidently found. Another BMS was
inserted at the middle LAD successfully. However, laboratory data revealed CRP 158mg/L and
WBC 30000/ul and pyuria was dectected in the urine analysis. Under the impression of urosepsis,
empiric antibiotics was given with Tazocin. Refractory shock was persistent even under the use of

triple vesopressors and this patient was died in 24hours.

Conclusion:

In patients with STEMI, there is little angiographic change occurred in the non-culprit lesions in 6
months of follow-up. However, plague instability might be caused by different mechanisms, such as
inflammation, that exert adverse effects throughout the coronary vasculature. We present this case
with consecutive STEMI complicated by refractory shock and urosepsis, which demonstrate the
widespread pathophysiologic processes contributing to the rapid progression of unstable plaque and

poor outcome.



