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Summary Many clinical and epidemiological studies have certified that hyperlipoidemia Cespecially the low
density lipoprotein cholesterol) is an independent risk factor of coronary heart disease(CHD) .and lipid lowering
therapy could reduce mortality and morbidity of cardiovascular disease significantly. However. the relation be-

tween plasma triglyceride and cardiovascular disease is still uncertain. We made a review about the relation of tri-

glyceride and CHD, in order to supply some suggestions on the treatment of hypertriglyceridemia in CHD pa-

tients,
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