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[ Abstract |

flammatory state in the kidneys. Pyroptosis, a novel form of programmed cell death driven by innate immune inflammation, plays a sig-

Diabetic nephropathy ( DN) is an aseptic immune-inflammatory disease characterized by a persistent micro-in-

nificant role in DN. Key steps in pyroptosis include inflammasome activation, caspase family activation, and gasdermin D
cleavage. Additionally, non-coding RNAs contribute to inflammasome activation, significantly regulating pyroptosis in DN. This review

focuses on the mechanisms and recent advancements in interventions targeting cell pyroptosis in DN, offering new perspectives for its

diagnosis and treatment.
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The processes of pyroptosis
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(Toll-like receptor 4, TLR4) e JF = 4555 S 00 4i
M B2 T A0S ORE I, AT UL F) 40 M i S R R, i Al
JH%E % J&¢ RNA (short hairpin RNA, shRNA) 54,
LI circLARP1B fY3R ik 5, NLRP3, IL-18. IL-
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