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INTRODUCTION
•   Patients with systemic lupus erythematosus (SLE) are known to be at higher risk 

of coronary artery disease (CAD)

•   Cardiac involvement occurs in over 50% of SLE patients

•   Acute coronary syndrome (ACS) can be initially missed in young patients due to 
their perceived low risk. 

CASE DESCRIPTION
•   CC: Three episodes of chest pain, associated with intake of food or cold beverages. 

The pain radiated to both of her arms and was associated with mild dyspnea. 

•   Medical History: 28-year-old woman with history of SLE diagnosed at age 
15, complicated by lupus nephritis and pericarditis. She was treated with 
steroids and Cyclophosphamide. Her SLE has been quiescent for 10 years with 
unremarkable labs.

Hospital Course:  

•   Initial Troponin was negative and EKG as shown (Fig. 2)

•   Chest pain resolved with Fentanyl, Aspirin, and Pepcid 

•   Troponin increased to 14.8 and new EKG changes (Fig. 3)

•   TTE without effusion or wall motion abnormalities

•   Cardiac CT equivocal 

•   Patient went for cardiac catheterization, showing diffuse plaque in proximal-mid 
LAD and 80% stenosis of ostium of D2 branch (Fig. 1)

•   Patient received a drug-eluting stent and was discharged with DAPT

•   C3 decreased and dsDNA elevated at 1:160 titer

•   UA showing mild proteinuria

DISCUSSION

IMPLICATIONS

This patient is an example of a young woman with perceived 
minimal risk for CAD who, in spite of increasing troponin, was 
evaluated with multiple non-invasive tests prior to cardiac 
catheterization.

SLE and vasculitides are known to increase risk of CAD

•   Autopsies of young patients show 50% had significant 
narrowing of ≥1 coronary artery

•   Relative risk most correlated with the following risk factors

 – Hyperlipidemia

 – Hypertension

 – High doses of corticosteroids

 – Longer time with active SLE

 – Increased SLE activity

•   Studies show SLE is an independent risk factor for CAD, 
even in the absence of these other risk factors

The mechanism by which SLE increases one’s risk of CAD isn’t 
fully understood, but several have been suggested.

•   Deposition of immune complexes in the vessels leads to 
plaque formation

•   Vessels in SLE have decreased compliance, leading to 
increased shear stress and endothelial damage, causing 
platelet activation

This patient did not have any of the traditional risk factors for 
CAD. In addition, her disease had been quiescent for many 
years and she did not have long-term use of corticosteroids. 
As a result of this perceived low risk, she was evaluated with 
multiple non-invasive tests prior to cardiac catheterization, 
delaying her time to revascularization. 

Patients classified as low or moderate risk for CAD are often 
evaluated with non-invasive cardiac imaging. 

•   Cardiac CT – can lead to poor results depending on the 
patient characteristics. 

•   Cardiac MRI – takes 30-90 minutes to complete the test, 
potentially delaying the diagnosis

•   SLE patients, even with subclinical SLE, and without 
traditional cardiac risk factors, have increased risk of CAD

•   Unclear whether there would be benefit in screening for 
atherosclerotic disease in SLE patients

•   Providers need to recognize the risks of CAD in this 
population and rule out MI when they present with chest 
pain and ensure early targeted intervention

Fig. 1: Cardiac catheterization with 80% stenosis of 2nd diagonal branch of LAD.

Fig. 2: Initial EKG with only T-wave inversion in V2, no other indications of ischemic disease. Fig. 3: Later EKG with new biphasic T-waves in lateral leads, new right axis deviation


