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Review of nephrotoxic serum nephritis models and their immune mechanisms

LYU Jingjing', HUANG Yanjie'* , GUO Qingyin', WU Guanghua®, YANG Xiaoging'
(1. Department of Pediatrics, the First Affiliated Hospital of Henan University of Chinese Medicine, Zhengzhou 450000, China.
2. Henan University of Chinese Medicine, Zhengzhou 450046)

[ Abstract]  The nephrotoxic serum nephritis ( NTSN) model is established by single intravenous injection of
nephrotoxic serum in immunized animals and used to study immune complex-mediated crescent nephritis. The NTSN
modeling process involves selecting susceptible experimental animals ( mostly WKY rats and SD rats), exiracting the
glomerular basement membrane, preparing the nephrotoxic serum and establishing accelerated or non-accelerated models.
The modeling method is complicated, and the renal lesion is representative. The immune mechanisms of the NTSN model
are complex. Humoral immunity generates in situ and circulatory immune complexes via allogenic and autologous reaction
phase and mediates type III hypersensitivity. Cellular immunity is also involved in the formation of renal crescent lesions by
activating a series of inflammatory cytokines produced by T lymphocytes. This article mainly reviews the modeling method
and the related immune mechanisms of the NTSN model.
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Figure 1 The humoral immune mechanisms of NTSN model
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