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Relation between cholesterol synthesis, absorption and lifestyle
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The number of high cholesterol subjects has increased in Japan recently because of eating west-
ernized meal. Plasma cholesterol has two components, one is absorbed from the intestine, and the
other is produced in the liver. A total of 221 male subjects who did not take any medications were
included in the present study. Plasma levels of lathosterol, cholestanol, campesterol and sitosterol
were measured to investigate cholesterol synthesis and absorption, and their relation with lifestyle.
With the decrease in eating between meals or the increase in the number of cigarettes, lathosterol/
cholesterol ratio, which represents cholesterol synthesis, increased. On the other hand, with the in-
crease in time required for eating meal or with the decrease in alcohol consumption and dairy food
consumption, campesterol/cholestanol ratio and sitosterol/cholestanol ratio, which are the cho-
lesterol absorption markers, increased. From these results, it is concluded that the lifestyle which
leads to obesity or dyslipidemia is related to the increase in cholesterol synthesis and decrease in
cholesterol absorption. It is important to evaluate which components are increased when medica-
tions are prescribed to dyslipidemia patients.

Key words: cholesterol synthesis, cholesterol absorption, lifestyle.
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