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Research progress on the regulation of NF-kB signaling pathway by

Chinese medicines in treating membranous nephropathy
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(Abstract]) The pathogenesis of membranous nephropathy (MN) is complex, involving multiple processes and outcomes, such
as inflammatory responses, renal fibrosis, podocyte injury, and immune reactions. Chinese medicines offer distinctive advantages and
thus demonstrate significant efficacy in treating MN by regulating the nuclear factor—xB (NF-kB) pathway. Based on the NF-kB
signaling pathway, this study elucidates its pathological role in promoting the occurrence and development of MN by analyzing its
involvement in renal fibrosis, inflammatory responses, podocyte injury, and immune reactions. Furthermore, it systematically
summarizes the mechanisms of action by which the active ingredients from Chinese medicines, single Chinese medicines, and
compound formulas ameliorate MN through NF-kB pathway modulation, aiming to provide a theoretical basis for targeting NF—«B in
the clinical treatment of MN.
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Fig.1 Role of the NF-kB pathway in the occurrence and development of MN
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