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Research advances on related genes,diagnosis and treatment of

congenital sideroblastic anemia”
HAN Xiao ,ZHANG Cheng ,ZHANG Xi ,WEN Qin*
(Medical Center of Hematology .Xingiao Hospital of Army Military Medical University/State
Key Laboratory of Trauma ,Burns and Combined Injury/PLA Blood Disease Center/
Chongqing Key Discipline of Medicine ,Chongqing 400037 ,China)

[Abstract] Sideroblastic anemia (SA) is a group of inherited and acquired bone marrow diseases,which
is manifested by the pathological iron accumulation in the mitochondria of red blood cell precursors. Congeni-
tal sideroblastic anemia (CSA) is a rare disease caused by the related genes mutations during the processes of
heme biosynthesis,iron-sulfur cluster synthesis and mitochondrial protein synthesis. With the development of
genomics and next-generation sequencing,the molecular genetics foundation of CSA have more updates. This
review focuses on analyzing the related genes and mechanisms of these diseases and the clinical precision treat-
ment under these guidances.
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