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[ Abstract ] Renal allograft fibrosis is one of the common and severe complications after kidney transplantation,
which seriously affects the function and survival rate of renal allograft, and may even lead to organ failure and patient
death. At present, the researches on renal allograft fibrosis are highly complicated, including immunity, ischemia-
reperfusion injury, infection and drug toxicity, etc. The diagnosis and treatment of renal allograft fibrosis remain extremely
challenging. In this article, the latest research progress was reviewed and the causes, novel diagnosis and treatment
strategies for renal allograft fibrosis were investigated. By improving diagnostic accuracy and optimizing treatment
regimen, it is expected to enhance clinical prognosis of kidney transplant recipients, aiming to provide reference for

clinicians to deliver proper management for kidney transplant recipients.
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