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Research progress of deoxyribonuclease 1-like 3 gene and

encoding protein in systemic lupus erythematosus "
ZHANG Naidan'sZHAI Jianzhao' ,ZHANG Ping' ,WU Yongkang' "
1. Department of Laboratory Medicine ;2. Department o f Out-Patient ,West
China Hospital of Sichuan University ,Chengdu »Sichuan 610041,China

Abstract: Genetic factors play an important role in the pathogenesis of systemic lupus erythematosus

(SLE). The polymorphism of pathogenic sites and functional changes of coding proteins in SLE can lead to ab-

normal B cells, producing a large number of inflammatory factors and specific autoantibodies, and eventually
lead to the loss of tolerance of B cells to DNA and (or) chromatin. deoxyribonuclease 1-like 3 (DNASE1L3)
gene and its coding protein Dnasell.3 play an important role in the degradation of DNA apoptotic particles and

clearance of serum anti dsDNA antibodies. This paper reviews the characteristics of DNASE1L3 gene and its

coding protein Dnasell.3,its role in the pathogenesis of SLLE,and the research progress of DNASE1L3 genetics

in SLE,so as to provide a reference for the study of SLE genetic factors and immune cells.
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