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Abstract: Gastric cancer has high mortality and case fatality rate worldwide,especially in East Asia. Che-
moresistance or chemotherapeutic resistance remains an important issue affecting the prognosis of gastric
cancer patients. Mutations in the AT-rich interactive domain 1ACARIDIA) gene,an important member of the
chromatin remodeling complex,are common in gastric cancer and are closely related to the clinical manifesta-
tions of patients as well as the response to chemotherapy. Deletion or mutation of the ARIDIA gene may lead
to increased resistance of gastric cancer cells to platinum-based chemotherapeutic agents. In this paper,the bi-
ological role of ARIDIA gene,the alteration of DNA damage repair and metabolic remodeling in cisplatin re-
sistance,and the possible mechanism of ARIDIA gene involved in chemoresistance in gastric cancer are re-

viewed.
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Diagnostic frontiers and treatment advances of double-expressor Lymphoma”
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Abstract : Diffuse large B-cell lymphoma (DLBCL) can be cured with standard first-line immunochemo-
therapy,but nearly 30% —40% of patients will still be refractory or relapsed, with double-expressor lympho-
ma (DEL) accounting for about 50% of patients with relapsed/refractory DLBCL. It is important to seek diag-
nostic and therapeutic strategies that improve outcomes for patients with DEL. In recent years,the application
of new diagnostic techniques such as liquid biopsy technology in DLBCL has provided potential feasibility for
the research and application prospects in the diagnosis and treatment of DEL. Targeted drugs combined with
chemotherapy, hematopoietic stem cell transplantation, CAR-T cell therapy and other therapeutic methods
have been found to bring clinical benefits to DEL patients. Therefore, this article aims to systematically review
the diagnostic frontiers and treatment progress of DEL,and to prospect effective strategies for the diagnosis
and treatment of DEL.
liquid biopsy; immunotherapy; tar-
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