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Research progress on influencing factors of tacrolimus concentration in patients undergoing renal transplant
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[ Abstract] As a potent immunosuppressant, tacrolimus has been widely used as immunosuppressive therapy after kidney transplant.
However, due to its narrow therapeutic window, large individual variability in plasma concentrations and different target concentration rang
esin different postoperative periods, it is necessary to closely monitor blood concentration of tacrolimus in order to ensure efficacy and
reduce adverse reactions. This article fully explored factors influencing tacrolimus blood concentrations in renal transplant recipients, so as
to provide a reference for the therapeutic drug monitoring and dosage adjustment of tacrolimus.
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