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Case Relevance Figure 1: EKG on Presentation Results/ Review of Literature
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from oxygen-free radicals may also contribute. . o .

* We report a case of ST elevation myocardial infarction due to a
left anterior descending artery thrombus as a rare
complication from acute CO poisoning and review all patients
reported in the literature in the 215 century.

Including our patient, 5/8 (62.5%) reported were men; age
range 30-70 years old with a mean 48.5 years.
* All patients complained of chest pain, exhibited EKG changes,
and were diagnosed at cardiac catheterization.
 3/8(37.5%) were treated by balloon angioplasty, 1/8 (12.5%)
was not treated due to condition being found on post-mortem
autopsy, 1/8 (12.5%) treated with drug-eluting stent
placement, 1/8 (12.5%) via hyperbaric chamber, 1/8 (12.5%)
with systemic thrombolytic, and 1/8 (12.5%) with combination
of intracoronary thrombolytic, aspiration thrombectomy, and

Figure 2. TTE depicting systole
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Figure 3. TTE depicting diastole

Presenting History

. History: 32 year old male summoned EMS for complaints of

chest discomfort, headache, and nausea. Chest discomfort

was described as a constant, anterior chest ache without

radiation and associated with nausea. Duration was 5 hours.
. It was discovered that the patient was heating his apartment

systemic anticoagulation. [Figure 7]
 All8(100%) were found to have a thrombus in the LAD artery.
» 5/8(62.5%) had cardiovascular risk factors or previous cardiac
events.

o 7/8(87.5%) of patients survived.

 Qur case involves the youngest patient and is the first to be
treated with a combination of unfractionated heparin,
glycoprotein 2b/3a inhibitor, intracoronary thrombolytic,
aspiration thrombectomy, and oral anticoagulation.

by leaving the door of his gas oven open.

. Past Medical History: Hypertension Figure 4. Initial Cardiac Catheterization
. Physical Exam. VS: BP = 143/79; P = 92/min.; R =22/min. . — 7
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without murmurs, rubs, or gallops. Bedside transthoracic LAD Thrombus Interventions

Cardiac examination revealed normal rate and rhythm }»
echocardiogram was not significant for pericardial effusion N h

: _ e N . Balloon Angioplasty 3 37.5%
or wall motion abnormality. -, A o T . By
Lab. Carboxyhemoglobin: 13.8. Tropc.)nl.n I: 0.126. FK!\/IB. brug Eluting Stent . 1 59
115. CKMB Index: 4.5. Electrolytes: within normal limits e — : 1 s

. . erparic uxygen amper .
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Hospital Course

. Patient was admitted to telemetry and remained without
further episodes of chest pain. Overnight, Troponin |
increased to 10.7. CK-MB peaked at 168.

. Imaging: Transthoracic echocardiogram (TTE) was significant
for wall motion abnormalities in the apex, apical-inferior,
septal, and apical-anterior myocardial walls. Ejection fraction
(EF) was estimated to be 55%. [Figure 2, 3]

. Telemetry: Multiple runs of non-sustained ventricular
tachycardia- longest of 5 beats.

. Cardiac Catheterization: Proximal left anterior descending
(LAD) artery thrombus with 70% stenosis and distal LAD
occlusion. Patient was treated with unfractionated heparin
and glycoprotein 2b/3a inhibitor (Tirofiban). [Figure 4]

. Second Catheterization: On the following day, residual LAD
thrombus was identified with the help of Fractional Flow
Reserve procedure. It was treated with a combination of
intracoronary thrombolytic (Alteplase) and an aspiration

thrombectomy. [Figure 5]

. Hypercoagulability panel did not reveal underlying pathology

that may have contributed to thrombus formation.

. Patient was ultimately discharged on oral anticoagulation
(Rivaroxaban) for three months.
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Figure 5. Second Look Cardiac Catheterization

Conclusions

1. Intracoronary thrombus is a rare complication of CO poisoning.
2. 100% of patients reported presented with chest pain.

3. Patients were evaluated with serial EKG’s, cardiac biomarkers,
and a TTE. Coronary angiography should be considered when
there is evidence of myocardial injury.

4. The left anterior descending artery is the most common
location for thrombus formation.

5. Anti-thrombotic treatment is critical when myocardial
infarction is suspected.
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