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Epilepsy and inherited metabolic disorders
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Abstract ; Epilepsy is a common disease in pediatrics,and Inherited Metabolic Disorders(IMD) is one of
the causes of septic epilepsy. There are congenital genetic metabolic diseases of various kinds,and many met-
abolic diseases may be accompanied by seizures. Early seizures are closely related to genetic metabolic disea-
ses,but the current mechanism of these diseases is still not yet completely clear. Studies have shown that
more than 200 different congenital genetic metabolic diseases are related to epilepsy, including organic aci-

demia, hyperammonemia, Glycometabolic disorder, amino acid metabolism disorder, mitochondrial disease,

ete.
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