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IgA nephropathy (IgAN) is recognized as the most common immune complex related to the cause of G Jis 22
glomerulonephritis worldwide. The disease is characterized by the predominant deposition of 2

) . . . . k23T HLE
underglycosylated IgAl in the mesangial area of glomeruli. Dysregulation of the immune system "
plays an important role in the pathogenesis of IgAN. Abnormalities restricted to T lymphocytes and/or IR TRER

B lymphocytes activation could be a critical causative factor in the over-production of AAEFAH IR
underglycosylated IgAl. PubMed
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