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Research progress in diagnosis treatment and molecular

mechanisms of renal fibrosis

YANG Huiyuan, WEI Miaoling, MU Suwan, LI Yong
(College of Intelligent Medicine and biotechnology, Guilin Medical University, Guilin 541199, China)

Abstract Renal fibrosis is a key pathophysiological process in the progression of chronic kidney disease
(CKD) to end-stage renal disease, which seriously endangers human health. The diagnosis, treatment,
and molecular mechanisms of renal fibrosis have been highly concerned. As the end-stage manifestation of
most chronic kidney diseases, renal fibrosis is characterized by impaired renal function units, apoptosis of
renal podocytes, tubular necrosis, proliferation of interstitial fibroblasts, and accumulation of extracellular
matrix ( ECM). Renal fibrosis is generally diagnosed by combining patients’ clinical history, laboratory

tests, and imaging manifestations, and drug treatment is applied. Studies have also shown that multiple
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signaling pathways are involved in the occurrence and development of renal fibrosis, including the

inflammatory response, apoptosis, and intercellular interactions. An in-depth understanding of these

molecular mechanisms is helpful in developing more effective treatment strategies. This paper summarizes

recent advances in the diagnosis, treatment and molecular mechanisms of renal fibrosis, aiming to provide

a basis for identifying new targets for treatment

Keywords: renal fibrosis; diagnosis; treatment; molecular mechanisms
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