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Research progress in the relationship between NF-kB signaling pathway and renal interstitial fibrosis
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Abstract Renal interstitial fibrosis related diseases are a global public health issue. Inflammation plays a central role

in progressive renal fibrosis. Numerous pieces of evidence indicate that the overactive NF-kB signaling pathway plays a cruci-

al role in renal fibrosis. It can activate and recruit immune cells, triggering inflammatory reactions. Inflammation in turn

activates white blood cells and resident cells to produce reactive oxygen species and nitrogen, triggering oxidative stress.

Organ damage is caused by cell apoptosis, necrosis, and fibrosis. This review elucidates the impact of NF-kB signaling

pathway on renal interstitium and the current treatment status.
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