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Research progress of SIRT1 in chronic kidney disease”
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University ,Chongqing 400016 ,China
Abstract ; Silence information regulator 1(SIRT1) is a kind of deacetylase,which can protect the kidney by
regulating water-sodium balance,regulating autophagy, anti-oxidative stress, anti-fibrosis and other biological
effects when kidney diseases occur. Chronic kidney disease has a long course and lack of effective treatment,
threatening the life and health of patients. Finding effective drug targets is of great significance to improve the
prognosis of patients. In recent years,in-depth studies on the relationship between SIRT1 and chronic kidney

disease and the medicinal value of SIRT1 agonists have brought new ideas for the treatment of chronic kidney

disease. This article reviews the research progress of SIRT1 and its role in chronic renal disease.
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Abstract ; Cancer is one of the main diseases threatening human health. Early detection and accurate treat-
ment of tumor is a worldwide medical problem. Based on trace, non-invasive, real-time and rapid detection
technology,we can detect the circulating tumor DNA (ctDNA) in the plasma of patients,analyze the epigenet-
ics and clinical characteristics of patients,provide precise classification and diagnosis for clinicians at the mo-
lecular level,and realize the solution of personalized precise treatment for patients. In recent years, various mo-
lecular diagnostic techniques based on plasma ctDNA have provided important biomarkers for the early diag-
nosis, prognosis evaluation and medication guidance of malignant tumors, and provided a new approach for

clinical precision treatment of malignant tumors.
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