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The occurrence and development of cardiovascular disease are closely related with intestinal cholesterol

metabolism, so cardiovascular events can be efficiently reduced by regulating intestinal cholesterol metabolism balance.

Natural medicines can regulate cholesterol metabolism level by regulating cholesterol absorption and transport in intestinal

tract.  So all natural medicines which suppressed cardiovascular disease by regulating cholesterol metabolism were summa-

rized in recent years in order to provide reference for the prevention and treatment for cardiovascular disease induced by

dyslipidemia.
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Figure 1. The pathways and the mechanisms of natural
medicines for regulating intestinal cholesterol homeostasis
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Figure 2. The mechanisms of natural medicines on regulating intestinal cholesterol absorption and transport in intestinal epi-
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