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ABSTRACT

Familial combined hyperlipidemia is one of the monogenic disorders frequently found in humans and is
seen in 0.5~2% of the general population, accounting for. at least 10% of persons with premature
atherosclercsis. The distinguishing feature of familial combined hyperlipidemia, in comparison with other
single-gene abnormalities of lipoprotein metabolism, is that not all affected members have the same plasma
lipid phenotype; some individuals have an elevation of cholesterol concentration alone(type Ila lipoprotein
pattern), while some others have an elevation of triglyceride concentration alone(type IV pattem), and still
others have elevations of both values(type IIb pattern). In any one person, the lipid phenotype can change
as a result of dietary or drug treatment. Famnilial combined hypeslipidernia should be suspected in those
subjects with moderate hypertriglyceridemia andfor moderate hypercholesterolemia(lipoprotein types Ila, Iib,
IV), especially when premature coromary heart disease is evident in the family history. Low plasma
HDL-cholesterol, obesity, insulin resistance and hyperuricemia are often present. Family members affected
by familial combined hyperlipidemia should be identified and be treated, since the condition is associated
with premature coronary heart diasease. We have found one family of familial combined hyperlipidemia with
one member(case 1) associated with insulin resistance, hyperuricemia and gout, and another member(case
2) associated with diabetes mellitus and infertility. (J Kor Soc Endocrinol 14:418-424, 1999)
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