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Anabolic androgenic steroid use leading to isolated left anterior descending artery thrombosis
Joanne Gomez and Arianne Clare Agdamag
Rush University Medical Center, USA

Case Presentation: A 47-year-old male with no past medical history presented with sudden severe left- sided pressure-
like chest pain. Family history was unremarkable for sudden cardiac death or early myocardial infarction. He had no 
personal history of illicit drug use, smoking, or alcohol intake. He reported 2-year use of injectable anabolic steroids for 
non-competitive bodybuilding and recreational hockey. Admission vital signs were stable and physical examination was 
unremarkable. Electrocardiogram showed ST segment elevation in leads V2-V6, aVL and troponin at 80.88ng/mL concerning 
for anterolateral ST elevation myocardial infarction. Urine drug screen was negative and TSH, lipid panel, and HBA1C were 
normal. Transthoracic echocardiogram revealed a hypokinetic anteroseptal and apical region with no evidence of atrial or 
ventricular thrombus. Emergent coronary angiogram revealed an isolated 100% occlusion at the mid-left anterior descending 
artery, where a drug-eluting stent was placed after balloon angioplasty and aspiration thrombectomy. He was discharged in 
stable condition and advised to discontinue use of testosterone supplements. On follow-up 2 weeks later, he remained chest 
pain free and reported ability to do light weight lifting.

Discussion: Anabolic androgenic steroids (AAS), synthetic derivatives of testosterone, are commonly used by athletes and 
bodybuilders. The anabolic effect leads to protein synthesis, muscle growth, and erythropoiesis. Limited studies are available 
on the effect of AAS on human health due to underreported use. Myocardial infarction is a rare complication of AAS use. 
AAS may induce myocardial infarction through thrombosis, atherogenesis, or vasospasm. AAS can reduce HDL and increase 
LDL leading to accelerated atherosclerosis. Vasospasm can occur with inhibition of guanylate cyclase. AAS-driven increase 
in platelet aggregation promoter, thromboxane A2, and decrease in platelet aggregation inhibitor, prostacyclin, are postulated 
mechanisms for thrombosis. This case highlights how the use of AAS supplements does not come without risk and may lead 
to life threatening complications.
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