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Current understanding in treating children with steroid-resistant
nephrotic syndrome using rituximab*

Chen Dan-dan', Huo Kai-ming’, Fu Qing-yu'
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Abstract: Steroid-resistant nephrotic syndrome (SRNS) exhibits high etiological heterogeneity and can be
caused by factors such as single-gene mutations and immune-related mechanisms. Since only approximately 15% of
patients with idiopathic nephrotic syndrome were SRNS, treatment and management of SRNS remain a major
clinical challenge. Current guidelines and professional societies recommend calcineurin inhibitors (CNIs) as the first-
line induction therapy for patients with SRNS. Unfortunately, 20% to 30% of children with SRNS still fail to achieve
remission with the CNIs treatment. The efficacy of rituximab (RTX) in children with frequent relapses or steroid-
dependent nephrotic syndrome has been well established. However, the efficacy of RTX for SRNS remains
controversial. This review aims to summarize advancements in the application of RTX in children with SRNS in
recent years, with a view to providing a reference for clinical practice and research on RTX for SRNS.
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