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Immune pathogenesis of IgA nephropathy and
its drugable targets

HE Liyu, LIU Hong, PENG Youming
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ABSTRACT IgA nephropathy (IgAN) is recognized as the most common immune complex related to the cause
of glomerulonephritis worldwide. The disease is characterized by the predominant deposition of
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 B lymphocytes activation could be a critical causative factor in the over-production of

underglycosylated IgAl.
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TR BRI A T S0R A0 R S8 B . Wang %
A IE K& /N BRIgAN B AL L p | TNFSF1411% 3%
kM Z, fEEE R WIgA, SRR 2R
KIgAE wmag . Wi, MEE G b S HigaNT]
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FAEEDNARE 5 W0 75 5 14 B % 02 I 24 (activation-
induced cytidine deaminase, AID)%5%, M H &AM
Ak, I EEDNA S IR R AR T 1Y 4
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