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Risk factors related to the progression of IgA nephropathy
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Abstract

Primary IgA nephropathy (IgAN) is one of the leading causes of primary glomerulonephritis worldwide. Its

pathogenesis has not yet been fully elucidated. It is considered that multi factors involved the causes of IgAN, such

as autoimmune, genetic, environmental factors and inflammation activation mechanisms. And 20% to 40% of IgA

nephropathy patients gradually progress to end-stage renal disease in 20-30 years. Therefore, it is of important

clinical value to explore the risk factors for IgA progression, which can improve the accuracy of assessment of

disease progression and prediction of prognosis.
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