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Drug Therapy for Familial Hypercholesterolemia
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[ Abstract] Familial hypercholesterolemia( FH)is a common autosomal dominant genetic disease. Clinically, it is characterized by high

level of plasma low density lipoprotein cholesterol, chordoma tendinea, corneal arch and early-onset atherosclerotic cardiovascular disease.

Currently , the treatment strategies in FH include lifestyle improvement, drug therapy, lipoprotein plasma exchange, liver transplantation, etc.

This study reviews the progress in the drug therapy of FH.
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