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(¥ 1) Lipids and CHD Risk

High Risk
Total Cholesterol 240mg/dL
HDL { 40mg/dL
LDL 160mg/dL

Treatment Begin a treatment
program to reduce

levels

Moderate Rlsk Low Risk
200~ ~239mg/dL { 200mg/dL
40~49mg/dL 50mg/dL
130~159mg/dL { 130mg/dL

Retest, give general No treatment

diet information Reevaluale

in b years

Source : Hadley & Saarmann(1991)
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