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Risk factors for atherosclerosis

Male sex
Hyperlipidemia
Hypertension
Diabetes mellitus
disease

Severe obesity (>30% overweight)
High lipoprotein (a)

Family history of premature JHD (before age 55 in a parent or sibling)
Cigarette smoking (currently smoking more than 10 cigarettes per day)
Low HDL-cholesterol {below 0.9 mmol/L (35 mg/dL)]

Personal history of cerebrovascular disease or occlusive peripheral vascular
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Plasma Lipoproteins*

LIPOPROTEIN

MAJOR CORE LIPIDS

MAJOR APOPROTEINS

Chylomicrons Dietary triglyceride B-48, C, E
VLDL Endogenous triglyceride B-100, C, &
Remnants Triglyceride, cholesterol B-100, E
LDL Cholesterol B-100
DL Cholesterol A-1, A-11

*VI,DL = very low density lipoprotein; LDL = low deusity lipoprotein; HDL = high

density lipoprotein.
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Factors Contributing to Low Serum HDL-Cholesterol*

Obesity

Androgens

Cigarette smoking

Lack of exercise
Androgenic and related steroids

Progestational agents

Anabolic steroids
B-Adrenergic blocking agentst
Hypertriglyceridemia
Genetic factors

Prirnary hypoalphalipoproteinemia

*HDL indicates high density lipoprotein.

+HDL-cholestero! lowering has not been attributed to f3- -blockers with intrinsic

sympathomimetic activity.
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HEPATIC SYNTHESIS AND DEGRADATION OF CHOLESTEROL
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