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One Case of IgA Nephropathy Complicated with Alport Syndrome
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Abstract : LgA nephropathy (IgAN) is the most common primary glomerular disease worldwide and one of
the major causes of end-stage renal disease. Alport syndrome (AS) is a rare hereditary basement
membrane nephropathy characterized by hematuria and progressive renal function decline. The
coexistence of IgA nephropathy and Alport syndrome is extremely rare clinically, with unclear
pathogenesis and no unified standardized diagnosis and treatment regimen, leading to generally
poor prognosis. This paper reports a case of coexistence of the two diseases. The diagnosis
was confirmed by clinical manifestations, laboratory and pathological examinations, and targeted
comprehensive treatment was administered. After long—term regular follow-up, the patient’ s renal
function, urinary protein and other indicators were well controlled, and the condition remained stable,
providing a reference for the early identification, diagnosis and individualized treatment of similar
clinical cases.
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