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Hypertriglyceridemia has been considered as a risk factor for cardiovascular diseases. However, triglyceride levels are influenced
by many clinical and lipid risk factors. When triglyceride levels are adjusted by these variables, the effect of hypertriglyceridemia
as a cardiovascular risk factor becomes minimal or negligible. Therefore, the association of hypertriglyceridemia with cardiovascular

diseases is uncertain.

The effect of triglyceride-lowering drugs on cardiovascular diseases is also unclear. These drugs failed to reduce cardiovascular
events in relatively high risk patients with variable lipid profiles. However, subgroup analysis showed the cardioprotective

effects in selected patients.

It is clinically important whether a patient with hypertriglyceridemia should be treated with drug therapy or not. This paper
discusses this issue based on limited data of published reports.
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Table 1. Effect of fibrate and nicotinic acid on prevention of coronary artery disease (CAD) in patients with hypercholesterolemia

in early stage studies before statin era

Mean TC Duration No. of All CHD Coronary
Difference(%) (years) Subjects Death Death Event
Primary Prevention
WHO,” Clofibrate 9 53 5331/5296 - 0 4
Follow-up 96 0 0
Secondary Prevention
Stockholm,® Fibrate & Niacin 13 5 279/276 + +
Coronary Drug Project’
Nicotinic Acid 9.9 6.2 1119/2789 0 0 +
Follow-up 15 + +
Clofibrate 6.5 6.2 1103/2789 0 0 0
Follow-up 15 0 0 0
Newcastle, Clofibrate'™ 11 5 244/253 +

+, Effective, 0; Ineffective, -; Adverse for Prevention of CHD
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