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Abstract

Objective: To summarize the clinical data of a patient with recurrent imunoglobulin A (IgA) ne-
phropathy complicated by rejection after kidney transplantation, and to provide reference for the diag-
nosis and treatment of related complications after kidney transplantation. Methods: The clinical data
of a case of recurrent IgA nephropathy with rejection after renal transplantation were retrospectively

analyzed. Combined with the literature review, the clinical diagnosis and treatment of such donors
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were summarized. Results: A 43-year-old male patient with IgA nephropathy before transplantation,
with donor-specific antibody test negative and without allergic history, had mixed rejection and recur-
rent IgA nephropathy seven months after transplantation. The symptoms improved after intensive im-
munosuppression, intravenous immunoglobulin treatment, and continued follow -up observation.
Conclusion: This case highlights the challenge of diagnosing subtle clinical manifestations with com~-

plex pathological changes, which increases the risk of misdiagnosis or delayed diagnosis, and long-

term follow-up is essential to effectively manage and monitor such patients.
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