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Targeted therapy and related mechanism of IgA nephropathy
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Abstract. IgA Nephropathy ( IgAN) is considered as a systemic immune disease with complex pathogenesis, the existing treatment
methods cannot completely control the progression of IgAN, and about 40% of the patients reach end-stage renal failure after 20 years. In
recent years, targeted therapy for the pathogenic loci of IgAN (especially the production of galactose-deficient IgA1 and the inflammatory
response caused by immune complexes) has been actively developed. In this paper, the current targeted therapy of IgAN and its related
mechanisms were introduced in detail from aspects of IgA1 protease, mucosal immunity, B cells, complement pathway and RNAs, in
order to provide new ideas and directions for the specific treatment of IgAN in the future.
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p38aMAPK Fl p65 fy/N T3 RNA (siRNA; 24, T miRNA ) ¥
ANEREB ] R AR GAKLI I T TgAN /N BRI, A R T
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