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Abstract: Objective To investigate the interaction between statins and common cardiovascular drugs. Methods The relevant literature
was reviewed, and the interaction between statins and other commonly used cardiovascular drugs such as lipid - regulating drugs, calcium
antagonists and anti — arthythmic drugs were summarized. Results Lovastatin, simvastatin and atorvastatin metabolized by CYP3A4 enzyme
had more interaction with cardiovascular drugs, but the interaction with lovastatin and simvastatin was more severe, and the interaction
with atorvastatin was mild. Fluvastatin metabolized by CYP2C9 enzyme and a small amount of rosuvastatin metabolized by CYP2C9
enzyme had less interaction with cardiovascular drugs, while pravastatin without CYP enzyme metabolism and a small amount of pitavastatin
metabolized by CYP2C9 enzyme had rare interaction with cardiovascular drugs. Conclusion When statins are used in combination with

cardiovascular drugs, we should be alert to the possible interaction and choose the most appropriate drugs according to the specific

circumstances of patients.
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