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[ABSTRACT]
(CHD) .

been debated for decades.

Coronary Heart Disease;

Triglyceride-rich Lipoprotein;  Chylomicron; Very Low—

A long-standing association exists between elevated triglyceride levels and coronary heart disease
However, the extent to which triglycerides directly promote CHD or represent an independent factor of risk has

This paper aims to review the latest advances in the relationship between triglycerides and cor—

onary heart disease from the aspects of pathophysiology and epidemiology, so as to clarify the role triglycerides play in
Ty P! P phy: 2y P 2y y gly! play

atherogenicity and CHD.
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