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Acute liver injury induce by cyclophosphamide treatment of resistant dermatomyositis:a case report and

review of literature
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(a. Department of Pharmacy ;b. Department of Rheumatology and Immunology ,Peking University International Hospital ,Beijing 102206 ,China)

[ Abstract] One case of refractory dermatomyositis caused by acute grade IV cholestasis hepatic injury treated with cyclophosphamide was repor-
ted. Combined with relevant literature, the general situation of patients, disease development and drug treatment process were analyzed, and the types
of liver injury caused by cyclophosphamide, the outcome of adverse reactions, mechanism of action and treatment methods were discussed. It is sug-
gested that during the course of using cyclophosphamide, we should know the patient’s liver history, pay more attention to the hepatotoxicity of com-
bined drugs, the cumulative dosage of drugs, and drug monitoring.
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