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Sebelipase alfa —— drug to treat lysosomal acid lipase deficiency
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[ Abstract ] Sebelipase alfa is a drug for the treatment of a rare disease - lysosome acid lipase deficiency (LAL-d) caused by mutations
of chronic progressive metabolic diseases. LAL-d can lead to growth disorders, abnormal accumulation of liver lipid, liver fibrosis and

cirrhosis of the liver and so on. Sebelipase alfa is the first symptomatic biological agents for the treatment of lysosome acid lipase deficiency

granted by FDA as a orphan drug.
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