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Advances in research of Fanconi anemia

Summary Fanconi anemia (FA) is a rare autosomal or X-linked recessive inheritance disease,which is charac-
terized by progressive bone marrow failure,diversely congenital malformations,and susceptibility to both acute my-
eloid leukemia and solid tumors. FA proteins participate in the repair of extraordinarily deleterious lesions, inter-
strand crosslinks,and maintaining genomic stability during DNA replication. Biallelic mutations in FA genes dis-
rupt the FA pathway, which lead to dysfunction of the hematopoietic stem and progenitor cells and susceptibility to
acute myeloid leukemia and solid tumors,as well as congenital abnormalities. Usually,the FA laboratory diagnosis
relies on chromosomal breakage test,gene mutation analysis and bone marrow chromosome analysis. At present,
high throughput second generation sequencing technique is commonly used in clinical practice. To date,researchers
have identified 22 FA subtypes. Generally, the FA treatment includes androgen therapy, hematopoietic stem cell
transplantation and gene therapy. This review describes the research progress of diagnosis and treatment of FA.
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Advances in clinical application of CAR-T cell technique

in relapsed or refractory acute lymphoblastic leukemia

Summary

In recent years, CAR-T cell therapy for B-cell hematological malignancies is a new and effective

method,and has achieved promising therapeutic effects. Especially for relapsed or refractory B-cell acute lympho-

blastic leukemia (B-ALL) ,the remission rate can reach as high as 90%. CAR-T cell are not widely used because of

their complications, CAR-T cell immunotherapy has made rapid progress in the treatment of relapsed or refractory

ALL. In this paper,some advances regarding modified design of CAR structure, the results of single-target or com-

bined target antigen therapy for relapsed or refractory ALL,universal CAR-T,relapsed ALL induction and bridg-

ing to hematopoietic stem cell transplantation, the role of CAR-T cell in treating the elderly B-lymphoblastic leuke-

mia along with adverse events and management are reviewed.
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