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[ Abstract ]

In recent years, the morbidity and fatality rate of coronary heart disease significantly increased year by

year, which was one of major public health problems now. Coronary heart disease was caused by genetic factors and environment
factors, but the exact pathogenesis was not completely clear yet. Recent studies showed that, intestinal microecology plays an
important role in the occurrence and development of coronary heart disease, it may result in disorders of microbial community
structure and basal metabolism of hosts, and then lead to coronary heart disease. This paper reviewed pertinent literatures to
discuss the relationship between intestinal microecology and coronary heart disease.
[ Key words ] Coronary disease; Intestinal microecology; Review
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