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This case demonstrates the medical complexity of treating a patient with MCAS

during an acute cardiac event, and the successful treatment with anticoagulation

and antiplatelet therapy following desensitization protocols. This patient avoided

any procedures requiring radiocontrast, and had complete resolution of the left

ventricular thrombus with return of a normal cardiac ejection fraction following 3

months of antiplatelet and anticoagulation therapy.
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Introduction
An acute coronary syndrome from vasospasm or plaque rupture accompanying

mast cell activation from allergic hypersensitivity or anaphylactoid reactions are

referred to as Kounis syndrome. We describe the medically challenging

treatment of a 49-year-old female with a history of idiopathic mast cell activation

syndrome (MCAS) who presented during an acute cardiac event.

Case Report

Discussion

A 49-year-old female with a diagnosis of idiopathic MCAS presented to the 

emergency department (ED) with acute onset of chest pain and shortness of 

breath.  Her initial presentation was consistent with a myocardial infarction, 

however due to her history of systemic anaphylaxis following radiocontrast, she 

was not able to undergo a left heart catheterization.  Non-contrast MRI cardiac 

imaging showed a left ventricular thrombus and apical ventricular wall motion 

abnormality with an ejection fraction of 41% on transesophageal echocardiogram.  

This case presented a medical treatment quandary: treating this patient with 

epinephrine could destabilize the thrombus and worsen her condition given the 

associated increase of heart rate, so any treatment that could potentially cause 

systemic anaphylaxis had to be avoided.   Also, therapeutic heparin could result in 

mast cell degranulation.  The decision was made to treat this patient with apixaban

for anticoagulation and prasugrel for antiplatelet therapy.  Successful 

desensitization was completed prior to administration of anticoagulation and 

antiplatelet therapy using prednisone and diphenhydramine.

MCAS was diagnosed following these proposed diagnostic criteria.  This patient 

had previous recurrent episodes consistent with mast cell mediated release with 

symptoms ranging from flushing and GI upset, to full systemic anaphylaxis on 

several different occasions.  Patient’s symptoms improve and decrease in 

frequency with daily H1 and H2 histamine receptor antagonists.  Tryptase levels 

during previous episodes have ranged from 13.4 to 14, above her baseline of 7.  

Bone marrow biopsy was negative for systemic mastocytosis. 
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