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Research progress on liver injury caused by commonly used immunosuppressants
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Abstract: Immunosuppressant is widely used to prevent and cure diseases caused by immune abnormalities, such as organ
transplant rejection and autoimmune diseases. However, immunosuppressive agents have obvious hepatic adverse reactions in
clinical application. In clinical practice, new immunosuppressants with high efficiency and low toxicity, combined use of
immunosuppressants and combined hepatoprotective drugs are often used to reduce liver adverse reactions. In this paper, the
research progress of liver injury induced by immunosuppressants such as glucocorticoid, cyclosporine, tacrolimus, azathioprine,
cyclophosphamide, tripterygium glycosides and lefluride was reviewed, which provided reference for the safe use of
immunosuppressants in clinical practice.
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