LAFORA DISEASE AND DIABETE
Enlarging clinical phenotype
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Introduction

Lafora disease (LD) is rare, fatal, autosomal recessive progressive myoclonic epilepsy which results from
carbohydrate accumulations in many tissues. We report a case of LD in a 14-year old adolescent associating
aggravating neurological manifestations and non auto-immune diabetes.
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do not correspond to a type of diabetes e

.. Table: Patient’s diabetes — insulin secretion and treatment ; TIDM — type 1 diabetes mellitus, HbA1c -
kﬂOWﬂ, a coincidence between these two glycated haemoglobin, ICA - islet cell antibodies, GAD65 - antibodies to glutamic acid decarboxylase,

patho|o g|e S remains sSo un | | ker IAA - insulin autoantibodies, Z{1T8 - zinc tljansporter 8 autoantibodies, MODY - maturity onset diabetes
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