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Abstract: Chronic kidney disease (CKD) already occupies 10%~15% of the world population, and is closely related to human
health and lifespan. Kidney interstitial fibrosis (RIF) is a common pathological manifestation of chronic kidney disease progression
to end-stage kidney disease due to various causes.Inflammation, obstruction, immune or metabolic lesions lead to initiating fibrosis
after kidney injury, whose pathological characteristics are mainly normal renal interstitial and renal tubular structures are replaced by
heavily clustered extracellular matrix (ECM) imbalance to ECM synthesis and degradation and renal tubular atrophy, microvascular

degeneration, renal tissue chronic hypoxia, scar tissue replacing normal renal tissue eventually developed to renal failure.
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