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Abstract

Gaucher’s disease (GD) is a relatively rare
metabolic disease caused by inherited deficiency
of the lysosomal enzyme glucocerebrosidase.
Here we describe a very rare case of spontaneous
rupture of the spleen in a 37-year-old male
with GD. In this case, spontaneous rupture of
the spleen was the only symptom of the disease.
Such unusual presentation of GD prompted a
differential diagnosis with more common forms
of splenic rupture. We also discuss the disease
process and future management options.
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