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The Relationship between Egg Consumption and Cardiovascular Diseases

ZHOU Xiaodan DONG Xiaofang® TONG Jianming

( State Key Laboratory of Animal Nutrition, Institute of Animal Sciences, The Chinese Academy of
Agricultural Sciences, Beijing 100193, China)

Abstract; It has been controversial whether the intake of eggs could cause cardiovascular disease in epidemio-
logical surveys. Low-density lipoprotein is the main form of cholesterol in serum. Studies showed that the in-
crease of oxidized low-density lipoprotein in vivo was one of the main causes of cardiovascular disease. This
article reviewed the relationships among egg consumption, serum cholesterol and oxidized low-density lipopro-
tein for understanding the relationship between the intake of eggs and the content of oxidized low-density lipo-
protein in vivo. [ Chinese Journal of Animal Nutrition, 2012, 24(1) :55-61]
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