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Individualized Pharmaceutical Care of Tacrolimus Combined with Voriconazole for Children with Lupus

Nephritis

Liu Hongxia, Jiang Zhihu, Li Zhiling, Sun Huajun (Shanghai Children’ s Hospital, Children’ s Hospital Affiliated to Shanghai

Jiaotong University, Shanghai 200062, China)

[ Abstract ] Objective: To probe into the effects of CYP3AS5 genotype and voriconazole on the dosage of tacrolimus. Methods: Clinical

pharmacists provided pharmaceutical care for a child with lupus nephritis, and estimated the initial dosage of tacrolimus according to

CYP3A5 genotype. After the drug combination of voriconazole, the dosage of tacrolimus was adjusted. Results: Through the

pharmaceutical care, individualized medication recommendations were given to improve the safety and effectiveness of the medication.

Conclusion: Clinical pharmacists play an active role in the formulation of individualized clinical dosage regimens.
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