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Progress in the study of the interaction between panax notoginseng saponins and cytochrome P450 enzymes
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[ Abstract] Panax notoginseng saponins (PNS) have been widely used in the treatment of cardiovascular and cerebrovascular diseases in
clinical settings. With the continuous expansion of its application, adverse reactions were gradually increased. The induction or inhibition of cyto-
chrome P450 by PNS can cause clinical drug interactions. When used in combination with other drugs, it may cause adverse reactions or treatment
failure. This article reviewed the effects of PNS on the activity of liver cytochrome P450 in order to provide guidance for safe, effective and ratio-
nal use of PNS, and reduce the adverse reactions in the combination of drugs.
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