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Pharmacokinetics-mediated drug-drug interactions of rivaroxaban with clinic
common drugs
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Abstract: Rivaroxaban as a specific Xa inhibitor is widely applied to the prevention and treatment of clinical anticoagulation.
However, the risk of bleeding caused by the combination of rivaroxaban with other drugs still needs to be closely monitored in
clinical application. This review focuses on the metabolic enzymes and transporters, systematically summarizes the progress of
rivaroxaban related DDIs mediated by pharmacokinetics from the aspects of the applications combined with cardiovascular drugs,

anti-cancer drugs and drugs related to metabolic targets and so on, aiming to provide more significant and direct guidance for

rivaroxaban clinical application.
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Table 1 In vitro evaluation of DDIs of rivaroxaban combining with cardiovascular drugs
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Table 3 In vivo pharmacokinetics parameters changes and clinical suggestions of rivaroxaban combining with regulators of

related metabolic targets
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